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1.Bifidobacterium breve M-16V alleviates cow’s milk allergy
by enhancing intestinal barrier function and regulating T cell

responses
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Background: Cow’s milk allergy (CMA) is the most common food allergy,
affecting 2 to 3% children, and its prevalence continues to rise. Accumulated evidence
indicated that probiotics can reshape the gut microbial environment and thereby
alleviating CMA. Bifidobacterium breve (B. breve) M-16V has been shown to
promote the maturation of the infant intestinal immune system and to inhibit the
inflammatory response. However, the effect and mechanism of B. breve M-16V in

regulating CMA remains to be elucidated.



Objective: We aimed to evaluate the effect of B. breve M-16V in alleviating
CMA, and further reveal the molecular mechanism.

Methods: The mice were randomly divided into 3 groups: control group, BLG
group and M-16V group. Mice in BLG and M-16V groups were sensitized with 50 ug
of BLG plus 2 mg of Alum by intraperitoneal injection on day 0, 7,14 and 21. Control
mice were sham-sensitized with 2 mg Alum dissolved in 0.2 mL PBS. On day 28,
mice were challenged with 20 mg of BLG via intragastric gavage. The anaphylactic
symptoms were observed within 60 min after the challenge. Serum and tissue were
collected 18 h after challenge. In addition, mice in the M-16V group were oral
gavaged with B. breve M-16V (1 x10° CFU/0.2 mL per mouse) daily from day 0 to
28, and mice in the control group and BLG group were given equal volume of PBS.
Allergic related biomarkers like BLG specific IgE, mMMCP-1, and type 2 cytokines
were examined by ELISA. Intestinal barrier function was estimated by
histopathological staining and tight junction proteins expression. Then, the
differentiation of T cells in mouse mesenteric lymph node (MLN) was detected
through flow cytometry.

Results: Mice in the BLG group performed obvious allergic symptoms after
challenge, along with an elevation of BLG-specific IgE and 1gG1 in serum compared
to the control. However, treatment with B. breve M-16V could alleviate allergic
symptoms and reduce the levels of BLG-specific IgE and 1gG1. The concentrations of
serum mouse mast cell protease-1 (MMCP-1) and the Th2 cytokines (IL-4 and IL-13)
in the culture supernatants of BLG-restimulated splenocyte were significantly lower
in the M-16V group than in the BLG group. In contrast, the production of IFN-y were
increased after B. breve M-16V administration. Compared to control mice, the Thl
cells were significantly decreased in BLG-sensitized mice, and accompanied by an
imbalanced proportion of Th2 /Thl cells. In addition, we also found a significantly
reduced frequency of Tregs in BLG-sensitized mice. Notably, B. breve M-16V
intervention significantly increased the frequency of Thl and Treg cells, restoring
them close to the normal level, while significantly decreasing the frequency of Th2

cells and the proportion of the Th2/Th1. Furthermore, B. breve M-16V significantly
2



alleviated the pathological change in the sensitized mice. The B. breve M-16V
significantly increased the expression of Occludin and Claudin-1 genes in the jejunum,
and the expression of Occludin and Claudin-1 also tended to be elevated in the colon.

Conclusion: Treatment with B. breve M-16V demonstrates a superior capacity
to alleviate BLG-induced CMA. The mechanism of B. breve M-16V to alleviate CMA
may involve the promotion of Thl and Treg cell differentiation and enhancement of
intestinal barrier function.

Keywords: Cow’s milk allergy, Bifidobacterium breve M-16V, T cell response,

intestinal barrier

2.High-fat diet regulates IgE-mediated cow’s milk allergy by
promoting Thl and Th17 cell activation

Fan Yang'2#, Xin Li*?# Hongbing Chen'34
1. School of Food Science and Technology, Nanchang university, Nanchang,
Jiangxi, China
2. State Key Laboratory of Food Science and Resources, Nanchang University,
Nanchang, Jiangxi, China
3. Sino-German Joint Research Institute, Nanchang University, Nanchang,
Jiangxi, China
4. Jiangxi Province Key Laboratory of Food Allergy, Nanchang University,

Nanchang, Jiangxi, China

Background: In parallel to the increase in the overweight and obesity, there has
been a dramatic rise in the prevalence of food allergies around the world, but the

relationship between high-fat diet and cow’s milk allergy remined to be test.
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Object: We aimed to systematic evaluation of whether the high-fat diet induced
obesity interferes with the allergic response induced by B-lactoglobulin (BLG).

Method: Mice were fed a high-fat diet for 14 weeks before BLG sensitization by
intraperitoneal injection, followed by intragastric allergen challenge to induce
experimental food allergy. Food-induced allergic responses were quantified by using
allergy score, serum IgE levels, serum mouse mast cell protease 1 concentrations.
Cytokines production and T cell differentiation were determined by using flow
cytometry analysis combined with enzyme-linked immunosorbent assay. Changes in
intestinal barrier was assessed by hematoxylin-eosin staining and real time
quantitative PCR analysis.

Result: In condition of BLG-induced food allergy, high-fat diet induced obesity
does not alter the Th2 type immune response in allergic mice. Surprisedly, high-fat
diet feed specifically enhanced the level of IL-17A in spleen and MLN after BLG
restimulation. Moreover, CD4" RORyt* T (Th17) cells in the spleen of allergic mice
fed with HFD were significant increased. Furthermore, compared to non-allergic
group, the frequency of CD4" CD25" Foxp3® T (Treg) cells were significantly
decreased in allergic mice. In contrast to allergic mice fed with COD and non-allergic
fed with HFD, the Th17/Treg cell ratio significantly increased in allergic mice fed
with HFD. However, high-fat diet induced obesity decreased the frequency of Th17
cells in the intestine. In addition, high-fat diet induced-obesity slightly disrupted the
integrity of intestinal barrier and dramatically reduced IL-33 expression.

Conclusion: Our data show that mice fed a HFD induced-obesity exhibit an
obviously an enhanced systemic Thl and Th17 immune response, but suppressed
intestinal Th17 cells differentiation, which, in turn, led to the restoration of Th2/Thl
balance in spleen and Thl7/Treg balance in intestine. High-fat diet and it’s

induced-obesity might not be the risk factor of BLG-induced food allergy.

Keywords: Food allergy, high-fat diet, immune response, intestinal barrier
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[BE] EVWEBFEIFN /DS M R LA 1k (Food protein-induced
enterocolitis syndrome, FPIES) R K ATEFH A LA GI NFEARZ)LH. AT
6 I METAE LR TT 4R L B i hetk, anmkmt, g5, i, Bk, &R
L, 5 BE AW A LIR BB /N i 45 11 %6 (Neonatal necrotic enterocolits, NEC)
HERTT, ENEENEA B SI/NIE R GEME(FPIES)JG, f AIHRFIRIC
JIVRSR, AEIR I EAT B AR

KA S8, 49 SVEARSNIMERREEIT

Abstract: Food protein-induced enterocolitis syndrome (FPIES) can occur in
newborns and infants who are introduced to cow's milk protein. This article describes
6 cases of infants who presented with gastrointestinal symptoms such as vomiting,
diarrhea, hematochezia, dehydration, and metabolic acidosis from birth, with some
patients being diagnosed with neonatal necrotic enterocolitis (NEC) and receiving
treatment. After suspecting FPIES, the infants were fed with special formula, and their
symptoms were significantly relieved.

Keywords: Allergy; Milk; Food protein-induced enterocolitis syndrome.

41053 F i 8 (Cow’s milk protein allergy, CMPA)ZA: fir 8 —4F i WS
P, WTRE AN IgE AT IAIEE IgE A SRR . IgE A1) CMPA B[
ARAE R PRI 5 E 4 S5 JRRZ AL PR K M PR R 15 iRk, B85 7™ it
BUR R, 1X08 S SE IRE, lH TERR N SN TS . 3F 1gE S id R R
DL L S BUS 1 B i , ik BEV5 F0{F 1ML . 7E3F 1gE /511 cmpa
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HXBREERY, BEWEBESN/NGSE WK SE1E(Food protein-induced
enterocolitis syndrome, FPIES)A &k, (HM1E /™ EM, T = K82 10
LTBRAKIMITE, FPIES &% MR s A 2 W .

TEASCH, HESHIBEIER AL HIL FPIES. B 6 BEE BRI T B
iR, Ft HAE R G BUR 5 RIS B 27

Wl —: B, 41K, FiF: REMIE 40 X, FRMAE 2 &, fKE 1
Ko

SR AR AR 2 RIKIEIIMEEREEREIRTT 1. HBE 12 KRBT AX
i, FI4E"NEC, JAIERE AR 1A, MRk ard . Hbfs HHE 6-7 ffik
FEAE, 2 AT BRI 2248, AR SMRL TR LREERS, B B T o fRER
HEFH, Kf# RBC 3+/HPF, WBC 2-4 NMHPF, OB(+), KRATEFKIATT, JEIRASE
fift, IR PEDSE R, a1 RHTHE 5 REFLL G MKREE . AR RS A AR
DLE B R ARAE . MBS, 1l WBC11.8%109/L; HB 133g/L, Eos 1.0*109/L;
PLT 612*109/L K{E# #: RBC+, OB(+), FLBEAMIZ(+); REHEFR. A4
RWSHE: IEE B M. RWHERE: OIEE@E: IWRAKM. H7 55
BB TSR, 2 RIMMEZEMR, BEEROIRME, 2-4 IR, FRRIESRMEM,
HREc s, HEfdr, TR, AMEIER . 18 ESESRR IR, Hix i oEn

= BILSE, 2MH. BF RERH KMEERSE 1 AR



I SRR A AR JE N MR SR, AR E 3.2kg. A2 SR 16 KR L R7ANBEIRTT
HHRKFEE 10 R KM, ZIREIIE. SMBEeWiamiE Ui, MREE I,
NEC, HRVE#T, #iHE)LisiE, BEEERAR”, ERMHEY. IE5H B E. s
Bl Sk MR, 2 IER AV ZEEROITIR R . THd. EF,
Bi] 75 5 B UG MOWPREVR YT, CFLMERC 7 R, fERt 48 KRB, HiBEE F K
W5 R, HEMKEARL. ARG E: (AE 34Ky, R, KMNE, EKS
F, B TRRMISRZ . Ol TE 55, IEAK, AFIDE 3om, AN A Sl ke o HHBIR
WBC 17.5x10%9/, F#PIR 30%, HB 76g/L, PLT 1224x109/L, CRP 131.79mg/L;
M558 PH7.220, L 2.30mmol/L, BE -13.40mmol/L, #f 2.95mmol/L, ALT

o

, .

490 U/L, AST 169 U/L, r-GT 255U/L. Z&{H. MK WA T4 B+ B 5597 Y]
Phs RGBT BB RE. FEATR A DNA: B T-spot. SERZuikBIt:; &
Yy sIgE 2RI I M ZERR 73 SR GSMS 43t B B BT DiRe. I T):

LB LR ARV S A e s R LB R R . A AR IR ARG
KSR T E WS E (2018.12.27) : BH: LiHALIE R W %5

Gilgsi: WIEH. e, BEl. BEW. CREGW. BRI, TEE
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IR R ANANEE I L I REIS 957 B R /NS S5 IS R0 86 At 3597 o 32 280 P 7 o,
K, R A I, AL R R IR, R LR BRI A . Bt 2
g5l (VEO-1BD? D ZEBIHE. XL & AR R 2 8- gt g, RI
BB Bl . 9T 5EH: AT RDEPURYL, AAF BT UIEFE, AR B
RO, i, FyEEEA, COREEESBE K. AR . AR 10
RIGR, ZIBFESNIEH R, FRILELEME: B FMDRAE 1-3 IkIK, ToRhBIK
i, A 3.4kg. P/ 1 AEBERLH, MAEOMESE, 120ml/3h. 2 HEEE:
£ 120-150ml/3h, A 4.4kg, ML EAE TR EEA IR S . 4 A
2: 401 150ml/3h, k= 5.3kg. 9 A%s: kH 8kg, BHFEKLE: § T _fHk
IR . 5 2018.12.27 thi: Fr LG, T4l Mg, e, R
Sifig. BRI RIS MK R BERS R KL CURE R B B R AR Ok, b
EHEIEII A . R R A R R R AR R . 19 A% AAF LT
IR, SIS EAINERE, E5EIIKE RIF. @ IR KA T .
W =: BIL, &, 4N HE: BUIBARE 3 A%, REXMEWMLH
WIS Rl GIPL, Jk® 33+3 J&, [ a5 i ) LI s R A =
HARE 2000 5. AR EIERE R, SR KEES AR, 1T HER
#, WIEREARE T ZRE UESE ARSI 2SIl i oK v o L RO,




ZERRAN, AT IRERA R+ i (R T & DR, A2)5 35 KATH i 7 FLAE AN AR+ [
Ui R, ARG iE /MG K 50em, AJ5 6 RITIAA B & FaEs (B
FLEGE JLET) , BWTE Iy E, PrE4ERRAE Tmih MU IN, A RE R ORABEA
M52, =B, SRAiE JLETREEESR, REMRREH . )5 2 AT g
HHAEAR, RGETHNEFRR], A& 002y, (BRMEREZ RERE, &
HAR, RS BEERY, 3 AR B AE 2.58kg, HBLE T8 ) L& RES 51
TR, AR/R 0, B 1 S LR H i, TR TR, AR
HANEeNR . RMER A /KT 2.7kg, BHEEEFRARI, K NRDIEEE, OtTo
FEH S AN K, RICHREIR A BIAG 2 IN IR = AL #2 1 101U/L, HEH 39.49/L,
KER:FR: PPUREREAEK. BEi+4 e RIEMERH? (VEO-IBD? ) .
T LA R ,, S R AEIR R BRI T W B SERRE LA
TRTIRIT, MBS SR SRR T ISR, SoE AR . 14 AN H BBV
i TR B IEH K
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BB EIL, 5, 4. iR REBEK. Wk, R REE 2 i
440 H.

TSR AR A 2 RNk, Mgk, B HERSALARRIE AN, 2
WA ) LU « NEC? 7 PN HUR PSSR & 3007 o BRI Z MK . ixnt,
WRFRI A . 56 43 RAVE LR CREE b BUR " T FRIGIT . RJG 2 i H Bt
MG IR IR GG BRI L2 (E . KA, 3 IRABE R AT . TN
BHRUE . PURG R PN, IRt IGIKEEME G fHEhR A RELL4M 2+, F4H
ffi +, OB(+), IfiL HB 78g/L, WBC 16.8x<10"9/L, CRP 12.60mg/L. V&7 5% 1.
AR IR, 2 RIGEIREM. 4 FGFTHRI T, e E R
FIVEFE, WS I B o 6 AN UREEAKRARRC 7 WO RIS I, IR BEK AR T 3 AN
o KR TT « AR R BB BRI IER LKF.

MBI B, Lo, 8ANH, FEVF: MRk, KMEXREE L, BREER:. DU
KL AR

P SLRE R AR EECTTOIRSE, IRt BEYE, BiK, A NICU R, IR
W ERGHAYT, AP, HEEESCKGRIE, RISME AR . 1 300
MMEERE 112, EUGRINEC T WY, BRI KEEE 3-10 RIKIK, B IR K
4L, Wil Bl B, DB K WERIKIL, SRR T B
AR, RN E, HOUIEMK . B DY R KR, R D o A AT T38.8°C
P126 ¥k/%r R42 XI5y BP92/57TmmHg Wt 4.5Kg. #iE, KM —f#K. HE
1, PR, R R T1 . F A S PR 2 RIS BE A, e x4
B, B, KA. O C R RE, 1K, IRk R E, T R,
s ik AmBikEE: WBC 14.8 X109/L, HB 67 g/L, CRP 32.3mg/L; Kf{#
WBC 0~+/HP, OB(+); AfF F R A, . KRR ME; S8 A 30.29/L,
1 16.60/L, EEIMINARESEH: 49 sIgE 1.6 IU/mI, B iR KEMEK. )T
5. FEERREC T smi/h RREENESE, FF I IRPUBGY, AEREK R R BT
oy 4 YRS 350ml, FHEE A 10g, AMFEAEAER MMETTR, BRI E
HIT. 585K, EIEEMELTT 8mih RRSIETE FRIR(E 8-10 Yk/K, Kk M fiE,
BAE, =R, MO 05u, BUTiE, SUIRREPURYL. 310 K, HHER
B 15ml/h FREEmEss, KIEE, BEicaE. A& A 304g/L. 26 16 K, KB
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IR, Z20PE| 120ml/3h Lmknk, KEEHPIR, 2-3 kIR, ADVERIBTCHK L, &
S 335g/L, EEERL. Mi2: 54 FRERIE, 1IkI-2 K. EEE. T
KM, EEEE 37.3g/L. 2 8 A NUE B /KMEL IR, 180mI/Ik, WIFER. X4
W, A 8.6kg.

Wl B, B, 74NH, GIPL, 37+5 FAHIE P, KE 2.4kg, “F/KIIC,
i Gesi 1 8. R IR EE )1"2019-10-29 #5584k ) LEHAYT -

WIRE s AR 4 KRHE 2 IREFO 228, BEAK, TR, {RiE 38°C,
TohhdE . BEERE, 4N IERT R, EVUEGK, ISR . WBC 4.2x109/L,
ik 73%, PLT 64x10M9/L, HB132g/L, hs-CRP 53.6mg/L. FZE€r, MK, P
P97 . MIET 8o NEC FHETTEIKARS. 518 NEC b i, #4MRHAYT.
JEEE 5 R, AR FATHIERE: W NS 5K, Kb, RiDEKES, RIFL.
FHE ARG A EERR S, BELE I ROIRIRGE, MRIX W EERS, W R LL 6, B
il CIRG B ERIEH S0, FIESEE . T LE s+ R XU E AR .
FARWE: ORECRE WD BN WIHEERE IR, Rtbii 4z, Kk
AR, WL A2 AR IR, Herb T AR5 A0, R B R ARG T F A
PR PUR S, BB FRSEIRYT . RIGEE 4 K, XY 5ml FYh, ZHTNY:
ARJG 5 8 RINWIZE 20mI U HBLIEAK, AT 3 IR i fl, FEFAMESRE. R
14 K, BEFL6Oml/k, {EHiER; RJEH 21 K, BEFL 80mI/k, Kt M, G
R WP, AR K4, 2019-11-25 BENEHIBE. RJE 70 KEEE, &R
PENMGE I B e ARG Wi B R BR B AT o RJT 4 A A #vh RIS, AR WL fig i
W BRI ™ B, T4 T i i h B B4 T b Bk e, B8 By il % 3em, 2em,
3.5cm, FRIVIBRBEAE BT AR, BXATREGAEGE AR, REH 6 KIF
G 10mIKEEALIF W, ARJGEE 13 K4 D 60mI/Ik, 2020-04-15 B8 Hifi. 6.5 A

I ¥ s AC 5 7L 60ml,  HEfrE B2 BB i, 3d P L HERR KA (49 700ml,
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KEwRits, MtEH, RNZE, 7 /MERBME. 2280 i, Hez,
RERRFEZE, BB NG, SERTCIH. MEEK, EHLE, B EiER. RO,
CRT3s. WBC 13.9<10"9/L, "% 68%, PLT 334x1079/L, HB 115g/L. hs-CRP
11.60mg/L; BE -6.7mmol/L; A IgE 1090 IU/ML. ZFMRY 7%, *MNE, ERZExt
REALFE, 36 /N HI B . 7 A I AR R A T Sml QER RS 101 #08) ,
FREEIR I, VS, S HsE COKRERI RS 2, 1 RGWK . JRIEZM, ik

MXrE VS ELER — kA, frakiflalthle, (25 DB RAR%E, dtasEEd.

P2, NECH I kB
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KZH CMPA HFETE 2 2 6 JARS Z [ BLEAR o B A ) LA I A8 oy 7
K, ELaH— ) LR RHROER . SR, 2 AR SR (I R R L e ik =
FRIEPER A 4EIR T CMPA 2, RIS KRG A AU EIR T AK
R BT AR At RIZIR E 0, CMPA IR, M IRIKERIKRE, FPIES
SR E K CMPA WA, RIS 42 & & LTG5

[E] b4 m X e FPIES SRS 1 R (112 Wik v, B2 FFD I PRORE IR 2 S SR
W5, FHAETRNTTSE ) 5 BN Y FTRE HH L /K BRE RN 181 FPIES FrIA4FAE
FEAREIKFENGYS | (R EEKnE  AR SRR B A R . B4R FPIES #iA v ik
IgE AT &Y T RSO, (BB 1gE S5 1 Rk sl e IGE IR A/ B 1gE
FHPESE RHA L2 W FPIES ML), FPIES i # 2 1 iZ Wibn i BUE
WIEHBRER EWE LR NS, FEREM NG E K. SR LEMLI, FPIES
KR TR LV S B R, LR R 4% AR R S AR IgE A I A A I RO,
FEFATHIR B R 5, i —idid ik &R E(OFC)#iZ Wiy FPIES. {EEHT
FENBEFLS HOUREIR, BESRBCA MBI . ] — /™ B FPIES, I PR AFF4E
s LAY IEROIRTE ORFEME R BRGE) , R AR, Bl
FFDhRedi s, 0, (REAMAE, #E CRP. FI4HME A /MR 235 3 55 8
FURFE 45 B B 2 L 45 B 2 i B K L RE s e B AR, IGR RS
VEO-IBD %7j|. VEO-IBD: KZ#& T 56 RIS aiie R RAR, #JL
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S FER R AT LA 12 . IR IalieE . IR T W N E IR BT A RE SR IR AR TE IR .
KRB, LT AAF FREEBEMNETRG, SOIRRKEIER. BiZh R
BEEXSE, ABUNE RE, RHIEERRR . P05 2 25 W4 W R 57
%, BECTHNERER R . Sl s @i metk ey, WAy,
AR HEWRE. BILHPER 3 A%, fhkE 3.4kg, EKEH™HEEG, HEEIG
PRAEIR (G2 ik, 5B 7 PGB B, - 4F 58 B [F il ) LK. 19 H &, /A 11kg,
B 83em, AKEHKIEMEHEEIER. Hik, X1 LMER RS L
AR, AR T B SR, KRk, RN T 2 RE i
RBILMAEKKER. X TEEEMEAESI NG R G EIEEIL, HEE
PR B T B ™ EERAE R EAT HURIEURRES, AR i =R
JLH AT AT B 3l e, AR S IR IE 2 AT FARIGYT , AFAE e R I K & )
BILFARERERR, REREKBRT CGRILE WIE, HEBKAE, Hbk
Ja RS MLAE, 45 5T FETR Y R KO RE SCRFIRTT JE 1P o« XA L AT AE
Je Rl R AL ThEER 8, DL FPIES. Ji il DU4E J5 RN NEC, F4k %
fadkas, EHONEIERREC T IR R, JF OFC R S iRk B, ]
CABHHf2 T FPIES. a9 FL7E A Jo e J7 WS tH 3™ o 1) 15 Witk ks i
U5y AR BKEERIL, A= HECOT Y EREIRGE R, 4 OFC WUR G PRk ™
B TERER B R RIEAR, R R Z, JEHEA 19E AP FH R o il /s &
JUBH A LR, A5 A e, RN NEC, 3 1 IRFARWGE LRI
Fil. NG 2 MHERRRE 2 KR, 32 RFRIESRAEFFRIBIT. R
JE 58 8 KA 3 RINAE, e BEFLJG LR W UL 7 Wk i 357 H I3 A f ™ X
MAIEYS : 55 1 Uik 60ml i@y f5, DRI, KE/KHEAE, fE6 K,
R AU R 25, BB CRP 40 P w5y v 5 R « 137 5 1IgE 1090 IU/ML,
RFER S B BANREENERIT IR ARAEDIR PR i . 5 2 sk B JS 1
WAL T Sml (ZIEHEBCH 2.5mD , T3 A1 Kk & AL R U i

181k FPIES M S5 = ko & R DL ELAEE PRI B 10 YA 2 . 2RI
LIRANY 781 E AN =273 IRA R == TN A S R g E il RN Rw i AL ds k== ST AR
ALO 8, AR R A A AR AR R, (AT Re SRR 5K, B B SIBKF
FRHEE S BT XS R IS R R A B Wi R R &, TR
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W FPIES Z AT BE AL ) 1 2 U0 2 8e% T IRZ KR A . H ATIE R £
FPIES (1A Wbs s AL 2 Wi, k18 FPIES M2 W@ 5T 4 A5 MR
I PR S D91, ZEVE BR B % R R 35 1 T LR B LE KR TEIS AN 58 (115 100
T, ATRAE S L IR &Pk (OFC) . Z80d — BN B iy el f, Pk g N “SEbfm ™
Y, Wit sl ki BuU .

LA, FPIES AR —HAE BTh, (AEF RIS ER BA Pk, ®i2
S PE R RE AT A KIS, FBIIA L EREITR A 28 . FPIES IR
RIZAE, AUMAIRT. TRRGHE IGE IR RSIFIGETER, —H
)Lt SO0 TR P AL TR AT e K ek S T S e 5 S 0 24 i 7 0k M 1 2
JL, N7 & FPIES.
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Background: Food allergy is a recurrent adverse reaction caused by specific
immune reactions after exposure to certain foods. Studies have shown that the
maternal immune system will change significantly in the perinatal period, and this
change in health status may increase the incidence of self-food allergy. At present,
perinatal depression is one of the common mental disorders in women's pregnancy.
The negative emotions of depressed mothers will lead to abnormal immune system
function, and then affect the process of food allergy. However, the intrinsic
mechanism between perinatal depression and food allergy is still unclear.

Objective: This study aims to explore the internal association between perinatal
depression and food allergy, and provide a new understanding for scientifically

recognizing the risk of food allergy when mothers are exposed to adverse conditions.
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Methods: The maternal model of perinatal depression was constructed by a
chronic unpredictable mild stress (CUMS). The offspring were stimulated from the
second day to the 21st day after birth, and the behavioral test was performed after the
model was constructed. Subsequently, the food allergy model was constructed, and
the female rats were euthanized after 14 days of modeling, and biological samples
from brain, intestine, spleen and other tissues were collected for analysis. The success
of the model construction of perinatal depression was evaluated by behavioral tests
and the determination of related neurotransmitters. The severity of food allergy was
evaluated by detecting the specific antibody, MCPT-1 and cytokine levels related to
allergy by ELISA. The intestinal symptoms of food allergy were evaluated by the
expression of related genes in intestinal tissue and pathological staining.

Results: After long-term chronic unpredictable mild stress, the female rats
showed depression like behavior, which was characterized by increased hopelessness,
anhedonia, depression and timidity in behavioral test, and the contents of dopamine
and serotonin in serum were decreased. After the establishment of the subsequent
food allergy model, the mother mice showed obvious symptoms such as hypothermia,
diarrhea, scratching ears, and cheeks. The specific antibody IgE, MCPT-1, IL-4, IL-5,
IL-13 and other indicators increased, and obvious intestinal injury and inflammatory
infiltration appeared in intestinal pathological sections. At the same time, ZO-1 The
expression of OCLN, Cldn-1, Cldn-2 and other related genes decreased.

Conclusion: The pregnant rats receiving CUMS stimulation in the perinatal
period will have typical depression-like symptoms and show obvious inflammatory
aggravation in the subsequent food allergy reaction. Perinatal depression will lead to
maternal nervous system disorders and increase the potential risk of maternal food
allergy.

Keywords: food allergy, perinatal depression, intestinal inflammation, allergic

reaction
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7.1gE 5 19G YT 8 3T IR A e rEm Eh 4mpaaYiA
H1EA

HERHR L BRE
1. BTN 2B/ rh B AR S e/ B o B e/ BRI 7E T 210042

U2 ] i SO A 3R B 3 AT 7, T 19E S Wi SO ek
TG R o Sk B SR A2 F A DA 4 R Tl P 6 40 o 380 51 1T,
X FhAE S BT ARIEA L, 23— RIVIGIRR I, CHE B . R AT
RGN LA A B U N X P S R RS A R A LR T Rk R A IgE
SZAR FeeRL, JRMIERRIFE G 19gE Bk )5 5 2 A0 id G5 A8 I ik % 4H 1 e ot
Fio XL AR RIEINHIEZA, 3 1gG Fc 324K, FcyRIlb, R4 IgE 4
TR RITMPRRY, BYIEE BASERS EWRRIE 196 KT 1Y
AR Besh, HIRGEETTVE, BB ST 4RIZHT . G181 K50 & DR E
P B, P NSRS A/ SRS rh o SR RS S 19G BRI AR . BAIT
LU 5 FeyRIIb &5 & 1£8 46115 5, FHiE 1gE SRRV i BUs M.
B 7 A 5 RIS RS SE 2 A1 FIE A 200 R i e 4 4 s ] 1 Ay e it b 2 7
BT, RIEREBEMER. B OIgE BUE AL KA R B LAl 2 IL-4
FISRHERIE, IL-4 @il fedt Th2 40l i 2 BURN % A5~ ILC2s H7- 4,
NS G2~ 4887 NI 32 780 1) 2 R A e e, [R)ISF AR5 P T 4B R B IR
AT EEOR L Th2 £REAL, 19G 5 FeyRIIb 45 & nlfLibiMEE 5, M
T 41 L DA 240 g Al 4 40 L ) X R ARV E F « AR ZRIR 25 1 H 6T IE K 4 i
ARG WL A B AE B I BT A HE R e 2 R 1S, R T IgE AT 1gG HudAsE H
H VR FALAR, DA TR R TR A0 a3 A £ 3 i ) G0l 4 s 2 1 A 2 I,
it

Rl JER4HMI: 19G: IgE; Wi Fo 24k HRGIZIRIT: VB
PERL 20 i V5 A4
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8.OVA &id UPR BHEH A EH £ R ZATEARES

BRI V23, A 18T g 3, R B3 e 237
1. M ERFE MRS R0 E R E S sei s, VL6 r 5 330047; 2. 74
B RS2 ER, TIVEFE B 330047; 3. VLG4 Wi B s se it =, YIRS B
330047; 4. B E R EES TR, 1LIUE & 330047

BR KTEEATRM (UPR) & —Faii ifE SiEes, WaykiEs 4
KR B AR R AR S IS BIR AR, REI/D AN P R I B B A IR T B 2R
FURIAR R, I BAE S N b R B B R . AR 7R B, S I U5 o F
BE (OVA) REWE IS AN BT 26 Ha = A [ S RN, I B S A B0 BoR
OVA HII#UG RIZ A 25 > UPR g R R 3808 R AR BB A0, 7 UPR R 7]
BEZ 5 T OVA BURZ A S Mt A, (R FAE AL M ANIE 48

I PR3 UPR GEESTE OVA SR 2k t B o s v 1 4 I B A FATLAL

HiE Ho, WIE OVA RIS T AT N2 28 difl UPR JdRg it
(pek-1, ire-1, atf-6) HLAIZE L (RB545, RE666, RB772 2k H1) HIfAKAR1k,
PL& RNAI 26 F UPR #7552 K] HSP-4 % Yehric 2k Bt (SJ4005 28 Hu) ()5 ok
SEHRPR, BOE OVA X2kt UPR BB IETE L. 2805, #id Il OVA HIlis%
R EAFRRSEEED polyQ WIthrid &R (AM140 £ H) J SJ4005 £k Hi)
WIS, TN OVA X R A RS Im. Ba, Bz OVA Rk
T UPR 16 5 25 PR 5l 2 2k o 70 4 S AP P B4 PA JRR L S0 T RO T 2%, BIE UPR
T B AE OVA PR 2 B BT St RPE A .

ZEH 10 mg/mL OVA 2 5lH34 48 h Al 72 h J&, B4 5 N2 £k dik K23 il B
N 4.01%F0 7.74%, {H UPR @B (pek-1, ire-1, atf-6) [k
OVA X T2 i A KR B IR RR, [FIBT, ire-1 RNAI Zb#E4 SJ4005 28 ot
S EE ) ) 5 3 PR A 88.10%7411 80.95%, pek-1 RNAI 4bH4H SJ4005 2k Hi ¢ 5 i
Sl . 2 B AIK 65.37% 1 47.33%. OVA FFEEHI 5 d f5, AM140 45 HuOG5RE
% MK 11.63%. 141, 10 mg/mL OVA K N2 2t PA B 5 V- 35177 i A 7.8940.34

22



d BZELEKE 9.1740.35d. #R1, pek-1, ire-1, atf-6 ffR 2 2=4%] OVA T2kt
PA G5 PRI = e

2 OVA FZlid ire-1, pek-1 17 hsp-4, W& UPR i, @k i
Ak 9 2R RS O 48 H A s

REEA: SIAEA: FORATLR: AR RraEARM

VPR RHESTE A REZENERVIBMEENRLER
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75 & 330047

B Wi But — o SR W i e A R R I e R, T RE
223 A R IR 25— R AR . 7B R MU HER, i B & & i
FHIN, KGR T AT FE RN LR KU R R IR O . MERROIR AT 1 2 — P
JLE 22 IRBHYEGH B, |2 AFE T 2R &b EHFRAT B 2 % A (Clostridium
difficile toxin A, Ted A) e H R 2w T, CHGIESEAT MBI ipiE Febe . {eit
A8 DR 210 L A B B 4 M e SR, 4o L B I = B i i 0, (H E AT
Ted A 2 F 0T Wl BUR R MANE 2, BRI .

B PR Ted A 2556 65 85U 2 S 3 9 EALA) .

T B, Wi RSk Caco-2 A HT-29 41 i 3L 1% 57 o 2 AR R A B Y I K 48 i

(Bone marrow-derived Mast Cells, BMMCs) il 4z S5, #7745 134 Ted A X OVA
1 3 R AR KA M P R e el o AR, BEASIRIFT R Ted A FUIREEE T OVA
I B R I B /N R A Y, R ELISA I 5E /N BRI T OVA S FLiA A
AER AN I BE/K T, I8 g AR A ELISA 23 A IR AF 1 Th1/Th2/Treg
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food allergy and oral tolerance

Wang Zhongliang™?#, Bai Tianliang™>#, Min Fangfang>2#, Chen Hongbing!?*,
Wu Yongt34*

('State Key Laboratory of Food Science and Resources, Nanchang University,
Nanchang 330047
2College of Food Science and Technology, Nanchang University, Nanchang
330031
3Sino German Joint Research Institute, Nanchang University, Nanchang
330047
4Jiangxi Province Key Laboratory of Food Allergy, Nanchang University,
Nanchang 330047)

Background: Food allergy (FA), triggered by specific dietary allergens, has
emerged as a substantial global concern for food safety and public health. Early
intervention with food allergenic proteins is considered the most promising and
effective approach in preventing the onset of FA. However, the regulatory
mechanisms by which oral protein antigens induce oral tolerance (particularly the
characterization of CD4+ T cells) remain largely unknown.

Objective: We aimed to characterize CD4+ T cells in the lamina propria (LP) of
the small intestine and mesenteric lymph nodes (MLN) of food-allergic and orally
tolerant mice using single-cell RNA sequencing.

Methods: For OVA-induced FA model, mice were sensitized with 50 pg of
OVA plus 1 mg of aluminum potassium sulfate (Alum) by intraperitoneal injection on
day 0 and 14. From day 28-38, sensitized and sham sensitized mice are subjected to
repeated challenges every other day with 20 mg of OVA in 250 ul PBS via
intragastric gavage (Con and FA group). To evaluate the effect of OVA on the oral
tolerance induction, mice were pretreated with 5 mg OVA once a day for 5
consecutive days, followed by OVA sensitization and challenge (OT group).
Allergy-related biomarkers such as rectal temperature, diarrhea occurrence, allergen

specific IgE, mMMCP-1, and type 2 cytokines were examined. Then, single cell was
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isolated from LP and MLN and was sort-purified on a CytoFLEX SRT before loading
on the droplet-based Chromium microfluidic system (10x Genomics).

Results: After repeated OVA challenges, FA mice exhibited a marked drop in
core body temperature and an increase in diarrhea incidence compared to the Con
group. However, in OT group, mice receiving 5 mg OVA by gavage for 5 days prior
to OVA sensitization were completely prevented from developing hypothermia and
diarrhea symptoms. OVA-specific IgE, serum mMCP-1 levels, and mast cell
activation were also consistent with the allergy and tolerance phenotype.
Subsequently, a total of 53,114 CD4+T cells were clustered and projected using
Uniform Manifold Approximation and Projection (UMAP), which delineated 7
clusters in LP and 7 clusters in MLN from the Con, FA and OT group. These clusters
mainly include CD4+ TCM, Th1l, Th2, Thl7, Tregs, and CD4+ TEM in LP and Naive
CD4+T, Tregs, Th, and other CD4+ T with no distinctive features. In the LP, CD4+
Th2 exhibits different granzyme expression patterns and shows cytotoxic functions. In
addition, Th2 cells were enriched for genes typically associated with immune
dysfunction or suppression including LAG3, Areg, CD200r1, CTLA4. Furthermore,
Treg cells in LP express the Th2 cell-associated transcription factor GATA3 and
I11r11. In MLN, both Th1 cell-associated genes T-bet, IL12rb1, and chemokine Cxcr3,
and Th2 cell marker genes GATA3, IL-4, and IL17rb are expressed in Th cells.
Further examination of the frequency of CD4+GATA3+T-bet+T in Con, FA and OT
using flow cytometry revealed a significant decrease in the frequency of
CD4+GATA3+T-bet+T cells in the MLN of the FA group as compared to the Con
group and a significant increase in the OT group as compared to the FA group.

Conclusion: We performed scRNA-seq of CD4+ T cells in the intestinal LP and
MLN of food-allergic and tolerant mice, revealing the heterogeneity of CD4+ T cells
and elucidating the functional characteristics of multiple cell subsets, including TH2
cells.

Keywords: Food allergy, oral tolerance, sScRNA-seq, CD4+ T cell
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15. Up regulation of Caspase 3/GSDMC is associated with

epithelial alarmins secretion in mice with oral allergen exposure
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Background: Food allergy is an adverse immune response triggered by specific
foods. Recent studies have suggested that GSDMC-mediated pyroptosis in epithelial
cells is linked to the development of type 2 immune responses, including food allergy
and worm infections. Specifically, the activation of GSDMC leads to the formation of
“pore”-like structures in cell membrane, facilitating the release of alarmins such as
IL-33, IL-25, and TSLP, thereby promoting type 2 immunity. However, the precise
mechanisms underlying the activation of GSDMC remain unclear.

Objective: We aim to investigate the main contributors to the activation of
GSDMC that involved in the process of enterocytes pyroptosis.

Methods: The onset of food allergy is primarily caused by oral exposure. To
better mimic the real condition, we built a unique allergy animal model based on free
diet intake. Following 7-day consumption of an allergen containing diet, mice were
euthanized, and biological samples from the intestine, spleen, and mesenteric lymph
nodes were collected for analysis. Allergic related biomarkers like allergen specific
IgE, mMCP-1, and type 2 cytokines were examined by ELISA. Intestinal

inflammation levels were estimated by histopathological staining and related gene
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expression. The levels of intestinal GSDMC and potential regulators were examined
by RNA-seq, real-time PCR, western blot, and immunofluorescence localization.

Results: The consumption of an allergen-containing diet in mice resulted in
severe enteritis, marked by compromised mucosal barrier, the accumulation of
lymphocytes and mast cells beneath the epithelial layer, and an imbalance of
Th2/Th17/Treg cells in the lamina propria. Likewise, the allergic mice exhibited
typical food allergy symptoms, including decreased body temperature, body weight,
and food intake, as well as elevated levels of allergen-specific IgE, mMCP-1, IL-4,
IL-5, and IL-13. Importantly, we observed an up-regulation of GSDMC in mice with
food allergy, which presented a strong correlation with the secretion of IL-25 and
TSLP. Results from immunofluorescence localization and gene/protein expression
analysis suggest that caspase 3, rather than caspase 8 that had been reported
functioned in cancer cells, is responsible for the activation of GSDMC in mice
intestine.

Conclusion: GSDMC overexpression driven by oral allergen exposure is
associated with epithelial 1L-25 and TSLP secretion. The activation of GSDMC is
fueled by caspase 3, but not caspase 8 or other caspase proteins in mice intestine.

Keywords: Food allergy, allergic enteritis, gasdermin C, GSDMC, caspase-3
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17. The anti-allergic mechanisms study of Sargassum
carpophyllum polyphenols on allergic reactions induced by

shrimp tropomyosin
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Backgrounds: Shrimp is an important source of high-quality animal protein for
humans, and it is an important allergenic food. Its main allergen is tropomyosin, and
the food allergy rate caused by it is increasing year by year. In recent years, studies
have found that seaweed polyphenols have anti allergic activity. Therefore, finding an
anti-allergic seaweed polyphenol that can alleviate the allergic reactions induced by
shrimp tropomyosin has become an effective means to prevent and control shrimp
food allergies. Sargassum carpophyllum is an important edible seaweed in China,
while there are currently few studies on the anti-allergic activity of Sargassum
carpophyllum polyphenol (SCP), and the mechanism of its anti-allergic effect is also
unclear.

Objectives: To explore the anti-allergic mechanism of polyphenols from
Sargassum carpophyllum on shrimp tropomyosin induced food allergic reactions.

Methods: SCP was prepared by ethanol extraction, macroporous resin elution,
and semi preparative high-performance liquid chromatography purification method.
The in vitro immune regulatory effects of SCP were evaluated using hyaluronidase
inhibition rate, RBL-2H3 cell model, and RAW 264.7 cell model. The in vivo immune
regulatory effects were studied using a BALB/c mouse model. In the hyaluronidase
inhibition rate experiment, SCP showed a higher hyaluronidase inhibition ability,
which was significantly stronger than the anti-allergic drug disodium selenate. In the
RAW 264.7 macrophage model, four cell pathway inhibitors, PDTC, U0126,
SP600125 and SB203580, were found to significantly inhibit cell secretion of NO and
TNF-a under SCP treatment, indicating that SCP could exert immune regulatory
effects by affecting NF-xB, JNK1/2, Erk1/2 and p38 MAPK signaling pathways. In
the RBL-2H3 cell model, SCP weakened the degree of degranulation and allergic

mediators (IL-4, TNF-a, histamine) in RBL-2H3 mast cells, promoted the secretion of
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IL-10, regulated the transition from Th2 response to Thl response. In the BALB/c
mouse model, after intragastic gavage of SCP, allergic symptoms in mice were
significantly relieved, cytokines (IL-4, IL-10, and IFN-y) in mouse spleen
lymphocytes were found to be decreased, and allergic lung injury was get alleviated,
which demonstrated that SCP has strong anti-allergic activity.

Conclusions: SCP performs immune regulatory effects by affecting NF-kB,
JNK1/2, Erk1l/2 and p38 MAPK cell signaling pathways, regulates the Th2 type
immune response to transform into Thl type immune response and exert anti-allergic
effects. Therefore, SCP is a natural anti-allergic active substance that can alleviate
shrimp food allergy reactions.

Keywords: Sargassum carpophyllum; Polyphenol; Anti-allergy; Macrophage;

Mast cell; Tropomyosin
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19. Dietary intervention effects of black ganoderma
lucidum polysaccharides on OVA-allergic mice and its potential

mechanisms

Hongge Yu' 2, Fangfang Min® 2, Tian Yu® 2, Yong Wu'2*, Hongbing Chen®-%*
1. State Key Laboratory of Food Science and Resources, Nanchang University
330047
2. Sino-German Joint Research Institute, Nanchang University 330047

Backgrounds: Egg as one of the eight major allergens listed by FAO/WHO, the
main allergenic protein is ovalbumin OVA, which is currently prevented by
desensitization therapy except for the strict avoidance of allergens, but it is often slow
to take effect and has a long duration of treatment, so the search for new effective
preventive and curative measures has become more and more urgent. Recently,
research on dietary intervention for food allergy using natural active substances, such
as polysaccharides, polyphenols and vitamins, has been successful. Among them,
polysaccharides derived from Ganoderma lucidum are not only easy to extract, safe
and non-toxic, but also related to food allergy in terms of immunomodulation,
intestinal modulation and related signaling pathways, which may have great potential
for anti-OVA allergy.

Goals: Exploring the interventional effects and potential mechanisms of
self-extracted black ganoderma lucidum polysaccharides on OVA allergy.

Methods: Food allergy was induced in BALB/c mice by sensitizing them with
two injections of OVA solution containing aluminum adjuvant and subsequent
stimulation by gavage of the OVA solution six times, during which the mice were
intervened with dietary intervention using low and high doses of black ganoderma
lucidum polysaccharides. The interventional effects of black ganoderma lucidum
polysaccharides were evaluated based on the in vivo and ex vivo allergy indices, with
preliminary excavation of microbiomics and transcriptomics.
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Results: Black ganoderma lucidum polysaccharides significantly ameliorated
the decrease in body temperature and severe diarrhea caused by OVA allergy;
ameliorated the histopathological damage of the jejunum; reduced the levels of
OVA-specific immunoglobulins (IgE, 1gG, 1gG1, and IgGa) and mast cell protease-1
in the serum of mice; and reversed the levels of Thl-type cytokine (IFN-y), Th2-type
cytokine (IL-4, IL-5, and IL-13), and IL-10 in spleen, which were consistent with the
trend for changes of cellular subsets in the immune organs (spleen and MLN). In
addition, the high dose showed even better regulatory effects. In gut microorganisms,
high-dose black ganoderma lucidum polysaccharides could reverse the relative
abundance ratios of Firmicutes/Bacteroidota and improving the relative abundance of
Verrucomicrobiota at the phylum level; and reverse the relative abundance of
Akkermansia and Erysipelatoclostridium, as well as improving the relative abundance
of Faecalibaculum and Lactobacillus at the genus level. On the gene level, high-dose
black ganoderma lucidum polysaccharides significantly up-regulated Reg3g, Abcbla,
Slc5a8, and Cr2 genes, as well as significantly down-regulated Acta2, Fkbp5, Angptl4,
and Vip genes in OVA allergy. Enrichment analysis revealed that their functions were
mainly related to biological quality regulation and ion transport. The pathways
involved mainly include neuroactive ligand-receptor interaction, PPAR signaling
pathway, inflammatory mediator regulation of TRP channels, and intestinal immune
network for IgA production.

Conclusions: The black ganoderma lucidum polysaccharides could play a
dietary intervention role against OVA allergy by regulating the balance of Th1/Th2
immune responses in mice, lowering the levels of specific IgE and mast cell
protease-1, and protecting the integrity of the gut barrier function, etc., in which the
potential microbial and signaling pathway mechanisms were also preliminarily
revealed.

Keywords: Ganoderma lucidum polysaccharides; Ovalbumin allergy; Dietary

intervention; Against allergy
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21. Effects of polyphenols on the Structure and
Allergenicity of Shrimp Tropomyosin
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Background: With the widespread use of seafood in the food industry, reducing
allergenic components in seafood has become crucial for effectively controlling
seafood allergy risks. There are many studies on various processing technologies that
reduce the allergenicity of the main shrimp allergen-tropomyosin, but while reducing
allergenicity, these processes also affect product quality. Therefore, there is an urgent
need to find a green, safe, and efficient method to reduce the allergenicity of shrimp
tropomyosin. Polyphenols are green, natural, and easy to obtain, with effects such as
antioxidation, anti-ageing, anti-inflammatory, and anti-allergy. With advances in the
study of polyphenol-protein interactions, significant progress has been made in
reducing allergenicity through non-covalent and covalent modification of proteins.
Compared with non-covalent binding, covalent binding forms irreversible covalent
bonds, making the complex more stable, with stronger and more lasting interactions.
Therefore, covalent binding is increasingly used in food processing to reduce shrimp
allergenicity and produce low-allergenic shrimp products.

Objective: This study aims to explore the mechanism of polyphenols in reducing
the allergenicity of shrimp tropomyosin and to elucidate the intrinsic relationship
between the structural modification and allergenicity of shrimp tropomyosin through
covalent binding with dietary polyphenols (quercetin and chlorogenic acid).

Methods: The structure of the covalent complexes was characterised using

techniques such as SDS-PAGE, FITR, DSC,FL, CD, and AFM. The changes in the
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allergenicity of the covalent complexes were analysed through the establishment of
RBL-2H3 cell and Balb/c mouse sensitisation models.

Results: Compared to pure tropomyosin, the protein-polyphenol covalent
complexes exhibited cross-linking and aggregation, with changes in the secondary and
tertiary structures of shrimp tropomyosin. These changes effectively reduced the
levels of B-hexosaminidase and histamine release in cells, as well as immunoglobulin,
histamine, mMMCP-1 release levels in mouse serum and cytokine release levels in
spleen.

Conclusion: Tropomyosin-dietary polyphenol covalent complexes were
successfully prepared through covalent binding. This method elucidated the impact of
the covalent binding of tropomyosin with quercetin and chlorogenic acid on the
allergenicity of shrimp tropomyosin through in vitro and in vivo studies. The
formation of the covalent complexes led to a reduction in fluorescence intensity and
thermal stability, altered the structure and morphology of shrimp tropomyosin, and
disrupted the allergenic epitopes of shrimp tropomyosin. Furthermore, the covalent
complexes inhibited the release of cellular mediators and were supported by mouse
study results, indicating that polyphenol covalent modification of shrimp tropomyosin
effectively reduces its allergenicity. Therefore, this study provides technical guidance
for the development of low-allergenic foods.

Keywords: Shrimp; Tropomyosin; Polyphenols; Covalent binding; Allergenicity
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22. Establishment and clinical application validation of a
nomogram model for pediatric Mycoplasma pneumoniae

pneumonia with plastic bronchitis

Nuo Xu, Ling Li
Affiliations:Department of Respiratory Medicine & Clinical Allergy Center,
Affiliated Children's Hospital of Jiangnan University(Wuxi Children's Hospital),
299-1 Qingyang Road, Wuxi 214023, China

Background: Mycoplasma pneumoniae(MP) is the most common pathogen in
community-acquired pneumonia. Since the fall of 2023, there has been a global
outbreak of MP infectionsm, this trend aligns with previous epidemiological studies.
In clinical practice, we have observed that despite standardized treatment, some
children continue to experience high fever and radiographic progression, leading to
intractable or severe Mycoplasma pneumoniae pneumonia(MPP). Fiberoptic
bronchoscopy (FB) and bronchoalveolar lavage (BAL) have revealed mucus and/or
bronchial casts within the trachea in some children, a phenomenon known as plastic
bronchitis(PB).Children with PB typically experience rapid disease progression,
manifesting clinically as persistent high fever, cough, short breath, and in severe cases,
children may present with progressive respiratory distress and refractory hypoxemia.
However, due to the lack of specificity in clinical presentation and imaging findings,
early clinical diagnosis is crucial for improving patient prognosis.

Objectives: This study aims to analyze the clinical characteristics and high-risk
factors for e occurrence of bronchiolitis obliterans in children with MPP, and to build

and validate a nomogram model for prediction.
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Methods: A retrospective analysis was conducted on clinical data of 421
hospitalized children diagnosed with MPP and undergoing FB treatment at Children's
Hospital of Wuxi in Jiangsu Province from January 2022 to December 2023. They
were divided into 90 cases in the PB group and 331 cases in the non-PB group based
on histopathological findings. Additionally, 354 hospitalized children diagnosed with
MPP from January to May 2024 at the same hospital were considered for external
validation. Independent risk factors for developing PB in MPP were identified
through LASSO and multivariate logistic regression, and a visual predictive model
was constructed and validated.Bootstrap (n=1000) was used for internal validation.
Receiver operating characteristic (ROC) curves, calibration curves, and decision
curves were plotted to evaluate the model. Furthermore,we have launched online a
dynamic nomogram tool for convenient use by clinicians.

Results: Compared with the non-PB group, children in the PB group had longer
hospital stays, longer duration of fever, higher fever peaks, increased oxygen therapy,
short breath, three depression sign, higher proportions of decreased breath sounds in
the lungs, higher levels of N, NLR, CRP, ALT, AST, LDH, CK, INR, D-D,
pneumonia consolidation, pleural effusion, and atelectasis (all P< 0.05). Conversely,
L, PLT, ALB, and APTT levels were lower in comparison (all P< 0.05). LASSO
and multivariable logistic regression analyses revealed that oxygen therapy, duration
of fever, atelectasis, NLR, CK, and D-D were independent influencing factors for the
occurrence of PB in children with MPP (all p< 0.05). ROC curve results showed that
the AUC of the nomogram predictive model was 0.88 (95% CI: 0.84-0.93), with a
sensitivity of 94.74% and specificity of 74.63%. The AUC for the validation cohort
was 0.9 (95% CI: 0.84-0.98), with a sensitivity of 84.44% and specificity of 80.97%.
Calibration curve results indicated good consistency between the predicted and actual
occurrence rates of PB. Decision curve analysis (DCA) demonstrated significant net
benefit of the predictive model.

Conclusion: This study developed a predictive model for PB occurrence in
children with MPP, utilizing factors such as oxygen therapy, duration of fever,

atelectasis, NLR, CK, and D-D. And demonstrated the model's excellent predictive
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performance. It offers a convenient and intuitive tool for clinical practice, facilitating
early PB identification.
Keywords: Mycoplasma pneumoniae pneumonia, Plastic bronchitis, nomogram,

Children
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25. Combined proteomics and metabolomics analysis of

induced sputum in pediatric overweight/obesity asthma

Zhenzhen Pan
Department of Respiratory Medicine & Clinical Allergy Center, Affiliated
Children's Hospital of Jiangnan University(Wuxi Children's Hospital), 299-1
Qingyang Road, Wuxi 214023, China

Objectives: To provide therapeutic targets for asthmatic children with
overweight/obesity.

Methods: Children with stable asthma who were followed up in the Department
of Respiratory Medicine of Suzhou Children's Hospital from May to October 2023
were selected, and induced sputum samples were collected after hypertonic saline
atomization. We used a combination of UPLC-MS/MS detection platforms, self-built
databases, and multivariate statistical analysis to study metabolome differences
between samples. LC-MS/MS detection platform, data-independent acquisition (DIA)
was used to analyze protein expression differences.

Look for KEGG pathways for both omics, and KGML data was used to analysis
network relationships between gene products and metabolites.

Results: Among all participants, 11 cases were asthmatic children with
overweight/obesity, 10 cases were asthmatic children with non-overweight/obesity, 12

cases were healthy control with overweight/obesity, and 5 cases were healthy control
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with non-overweight/obesity. Compared with the non-overweight/obesity control
group, there were 148 up-regulated metabolites, 799 up-regulated proteins and 34
down-regulated metabolites, 315 down-regulated proteins in the overweight/obesity
asthma group. Compared with the non-overweight/obesity asthma group, there were
176 up-regulated metabolites, 351 up-regulated proteins and 19 down-regulated
metabolites, 217 down-regulated proteins in the overweight/obesity asthma group.
Biosynthesis of cofactors, Ferroptosis, Protein digestion and absorption and Thiamine
metabolism were found to be pathways associated with overweight/obesity asthma.
L-Glutamic Acid was found to be associated with the expression of KRT8, RUVBL2
and RUVBL1. Taurine was found to be associated with the expression of CALM1,
VEGFA and DYNLRB1. N-Methyl-D-Aspartic Acid was found to be associated with
the expression of KRT8, KCTD16, AGR3 and RUVBL2.

Conclusion: In overweight/obese children with asthma, KRT8 and RUVBL2
may affect the pathogenesis and inflammation types of L-Glutamic Acid and
N-Methyl-D-Aspartic Acid metabolism by regulating their metabolism.

Keywords: proteomics; metabolomics; athma
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27. Development and validation of a clinical prediction

model to estimate the risk of critical ill children with influenza A

Suwan Xiong*, Yun Guo'?, Leihua Jiang®, Ying Wang'?, Pengwei Zhu?®,
Jun Qian®, Ling Li%®.
Department of Respiratory Medicine & Clinical Allergy Center, Affiliated
Children's Hospital of Jiangnan University(Wuxi Children's Hospital), 299-1 Qin
gyang Road, Wuxi 214023, China

Background: Due to the absence of straightforward and scientifically valid
ated screening and evaluation tools for the timely identification, diagnosis and t
reatment of critical influenza A infection in children, this study aims to constru
ct an effective model for early identification of high-risk cases at risk of progr
essing to critical influenza A infection.

Methods: The prediction model was based on the registration data of chil
dren diagnosed with influenza A positive children admitted to Wuxi Children's
Hospital, the Children's Hospital Affiliated to Soochow University and the Chil
dren's Hospital Affiliated to Fudan University. Univariate logistic regression and

lasso regression analysis were used to determine the independent predictors of
severe / critical influenza A infection and multivariate logistic regression was
used to establish the model and draw the nomogram. A training cohort (n=119,
70%) was used to develop the prediction model which was then validated in
a test cohort (n=51, 30%). The performance of the nomogram was evaluated b
y the area under the characteristic curve (AUC), calibration ability, decision cu
rve analysis (DCA) and clinical impact curve analysis (CICA).

Results: A total of 170 hospitalized children with influenza A infection w
ere identified, including 92 severe patients and 78 critical patients. Selection of

the optimal model were based on the AIC standard, log-likelihood, C index a

nd clinical significance. The final model was composed of the following five p
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redictors: loss of appetite, seizures for > 2 times, NLR, Hb, total number of ¢
omplications. The area under the curve of the model in the training set was O.
905, and the specificity and sensitivity were 91.1 % and 77.8 %, respectively.

Conclusions: This predictive model based on clinical history and commonly
used laboratory test values is valuable in predicting the risk of critical influenza A
infection in hospitalized children. Further validation is needed to provide more
insights into its application in clinical practice.

Keywords: Influenza A virus; Nomogram; prediction of Critical influenza A

infection in children; prediction model.

28. Immunological Mechanisms Linking PM2.5 Exposure
to Asthma: The Interplay of T Cell Exhaustion and Th2 Airway

Inflammation

Yun Guo, Cengceng He, Yongbin Yang, Ling Li
Department of Respiratory Medicine & Clinical Allergy Center, Affiliated
Children's Hospital of Jiangnan University(Wuxi Children's Hospital), 299-1
Qingyang Road, Wuxi 214023, China

Background: Airborne particulate matter (PM2.5) is a critical environmental
concern, particularly for its role in exacerbating respiratory conditions such as asthma.
The immunological impact of PM2.5, specifically on T cell dynamics and Th2-type
responses, remains under-explored. Understanding these mechanisms is crucial for

addressing the increasing incidence of asthma linked to pollution.

51



Objective: This study aimed to elucidate the mechanisms by which PM2.5
influences the development of bronchial asthma, focusing on its effects on T cell
exhaustion and the promotion of Th2-type airway inflammation.

Methods: Four groups of adult C57BL/6 mice, raised under specific
pathogen-free conditions, were utilized: a healthy control group, a PM2.5 exposure
group, an ovalbumin (OVA) sensitized group, and a combined OVA and PM2.5
exposure group. Mice in the OVA and OVA+PM2.5 groups received systemic
sensitization with an OVA-alum mixture, followed by specific inhalation protocols.
Lung tissues were collected for transcriptome sequencing to analyze differential gene
expression and pathway enrichment. Based on RNA-seq results highlighting T cell
dynamics, further analyses including flow cytometry and ELISA were conducted on
lung tissue suspensions to evaluate T cell populations and cytokine profiles,
respectively.

Results: Transcriptome sequencing indicated significant alterations in
immune-related gene expression in the OVA+PM2.5 group, with notable upregulation
of genes involved in T cell exhaustion. Flow cytometry confirmed an increase in T
cell exhaustion, particularly among Thl cells, in the PM2.5 exposed groups compared
to controls. Additionally, ELISA results showed elevated levels of Th2 cytokines in
the OVA+PM2.5 group, suggesting a shift towards Th2-type airway inflammation.
Histopathological analysis further revealed exacerbated mucus production and
inflammatory cell infiltration in the OVA+PM2.5 group compared to the OVA group
alone.

Conclusions: PM2.5 exposure significantly exacerbates lung inflammation and
mucus secretion in asthmatic models by promoting T cell exhaustion and shifting the
immune response towards Th2 dominance. These findings underscore the role of
PM2.5 in worsening asthma outcomes through immune modulation and suggest
potential therapeutic targets to mitigate its effects. This study not only illuminates the
immunopathological mechanisms by which environmental pollutants like PM2.5
exacerbate asthma but also emphasizes the critical need for improved air quality

management in public health strategies.
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31. Risk Prediction Model for Atelectasis Complication in
Mycoplasma Pneumoniae Pneumonia Patients Following

Standardized Treatment

Mingyi Xu#'?, Minhao Fan#2, Huixia Wang#®, Jun Qian?, Yi Jiang?, Yifan Zhu?*,
Deyu Zhao*, Feng Liu*, Ling Li MD*?, Yun Guo MD*?
1 The Affiliated Wuxi People's Hospital, Wuxi Children's Hospital of Nanjing
Medical University, Wuxi, China
2 Department of Respiratory Medicine & Clinical Allergy Center, Affiliated
Children's Hospital of Jiangnan University(Wuxi Children's Hospital), 299-1
Qingyang Road, Wuxi 214023, China

3pediatric Respiratory Medicine of Zhumadian Central Hospital
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% Department of Respiratory Medicine, Children’s Hospital of Nanjing Medical
University, Nanjing, China
Ling Li,MD, The Affiliated Wuxi People's Hospital, Wuxi Children's Hospital of
Nanjing Medical University, Wuxi, China,Wuxi, Jiangsu, China, 214023
Telephone:+86-13665156939
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Yun Guo,MD,Department of Respiratory, Affiliated Children's Hospital of
Jiangnan University, Wuxi, Jiangsu, China,Wuxi, Jiangsu, China, 214023
Telephone: 15852730675

Email: guoyun@jiangnan.edu.cn

Background: Mycoplasma pneumoniae pneumonia (MPP) is a common.
Atelectasis represents a severe pulmonary complication associated with MPP,
potentially affecting one or more pulmonary segments and reducing lung volume or
air content. Regarding prognosis, children with MPP complicated with atelectasis
have an increased proportion of sequelae such as bronchial wall thickening, dyspnea,
changes in local ventilation and blood flow ratio, irritant cough, sputum, and
pulmonary infection. These complications make atelectasis clinically intractable.
Traditional diagnostic methods for MPP are limited by low accuracy, emphasizing the
need for improved diagnostic approaches. This study aimed to establish a predictive
scoring model for early detection of MPP complicated with atelectasis following

standardized treatment.
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Methods: A total of 572 children were retrospectively enrolled, including 40
patients with MPP complicated by atelectasis despite standardized treatment and 532
patients in the non-atelectasis group. Clinical, laboratory, and imaging data within 24
hours of admission were collected, including demographic information and various
biomarkers. Logistic regression analysis was employed to identify risk factors and
construct a predictive model, evaluated using receiver operating characteristic (ROC)
curve analysis.

Results: Significant differences were observed between the MPP complicated
with atelectasis group and the non-atelectasis group in terms of age, hospital
admission time, fever duration, neutrophil percentage and count, CRP, ALT, and
LDH levels (P<0.05). According to the logistic regression analysis, length of fever,
neutrophil ratio, platelet count, ALT, LDH, age were independent influencing factors
for the occurrence of atelectasis and were incorporated into the nomogram. The
predictive model exhibited a sensitivity of 87.97% and specificity of 77.50%
according to the ROC curve.

Conclusion: In conclusion, our study developed an early risk prediction model
incorporating clinical indicators containing fever duration, neutrophil ratio, platelet
count, ALT value, LDH value, and age to aid clinicians in predicting the likelihood of
atelectasis in children with MPP despite standardized treatment. By leveraging these
predictive factors, our model offers a valuable tool for clinicians to promptly identify
children at risk of developing atelectasis, facilitating early interventions such as

bronchoscopy to mitigate potential adverse outcomes associated with Mycoplasma
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pneumoniae pneumonia. However, it's important to acknowledge the limitations of
our retrospective study, including the lack of prospective data collection and the
relatively small sample size, necessitating further validation and refinement of the
predictive model across multiple centers to enhance its reliability and applicability in
clinical practice.

Keywords: Children; M. pneumoniae; M. pneumoniae pneumonia; Atelectasis;

Prediction model

32. Biomarkers and Therapeutic Targets for
Epithelial-Mesenchymal Transition in Children with
Mycoplasma pneumoniae Pneumonia and Atelectasis:
Involvement of TGF-$ Signaling and NET-DNA

Lu Fan!,Yun Guo?,Ling Li*
1.Department of Respiratory Medicine & Clinical Allergy Center, Affiliated
Children's Hospital of Jiangnan University(Wuxi Children's Hospital), 299-1
Qingyang Road, Wuxi 214023, China

Abstract: Mycoplasma pneumoniae (MP) is a prevalent pathogen in school-aged
children, leading to Mycoplasma pneumoniae pneumonia (MPP) and complications
like atelectasis. This study aimed to investigate the lung microenvironment's role in
triggering epithelial-mesenchymal transition (EMT) in children with MPP and
atelectasis. We collected clinical data from patients with MPP who had atelectasis and

patients with MPP who did not have atelectasis. Our findings revealed that the number
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of fever days, the percent of neutrophils, LDH, CK-MB, glucocorticoid hormonen
usage, and the length of hospitalization days were significantly higher in the
atelectasis group when compared with non-atelectasis group. RNA sequencing of
HBE cells treated with bronchoalveolar lavage fluid (BALF) indicated TGF-$
pathway activation. Further analysis using BALF from patients with MPP combined
with atelectasis showed EMT induction in human bronchial epithelial cells and mice
lung tissue, mediated by TGF-B. Additionally, we discovered that neutrophil
extracellular traps (NETS), particularly NET-DNA, play a crucial role in EMT via
interaction with the CCDC25 receptor on bronchial epithelial cells. Knockdown of
CCDC25 significantly reduced EMT in both BEAS-2B and A549 lung
adenocarcinoma cells, highlighting a potential therapeutic target. Therefore, our study
found that the DNA component of NETS in alveolar lavage fluid acts on the CCDC25
target of bronchial epithelial cell membranes through activation of the TGF-B
signalling pathway as the main cause of the phenomenon of EMT in the lungs of
children with MPP. These findings suggest a novel intervention point for treating
severe MPP and atelectasis through modulation of the TGF-f signaling pathway and
NETSs.
Keywords: Mycoplasma pneumoniae Pneumonia(MPP); Atelectasis; TGF-j;

NETs; CCDC25
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36. Obesity affects asthma through neutrophils and
NETosis

Jiamin Zhang, Deyu Zhao*, Feng Liu*
Department of Respiratory Medicine, Children’s Hospital of Nanjing Medical University,

Nanjing, 210000,China.

Objective: Obesity asthma is one of the important subtypes of bronchial asthma,
and the pathogenesis is not clear. Therefore, the aim of this study is to investigate the
pathogenesis of obesity asthma and identify the polymorphonuclear leukocytes

(PMNs) and neutrophil extracellular traps (NETS) in obese asthmatic mice.
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Methods: Diet-induced obesity models of House dust mites (HDM) and
Ovalbumin (OVA) were constructed in wild-type mice. The obesity-related data of
mice were collected, such as body weight, body length, para-genital fat weight, and
the Lee's index was calculated. Data related to asthma in mice were collected: The
inflammatory cells in the Bronchoalveolar lavage fluid (BALF) of mice were counted,
the infiltration of inflammatory cells in the lung tissue was observed by HE staining,
and airway mucus secretion was observed by PAS staining. Interleukin-6 (IL-6) and
Tumor necrosis factor-o (TNF-a) in BALF were measured by ELISA. The lung
function of mice was measured by small animal lung function instrument.
PMNs-related data: immunofluorescence was used to observe the localization of PMN
and NETs in lung tissue, and the level of NETs and IL-17A in BALF were measured.
Csf-/- mice, neutropenic model mice, were used to establish obese HDM and OVA
asthma models. Data related to obesity, asthma and PMNs were also collected to
illustrate the effect of PMNSs on obese asthma mice. Pad4-/- mice, mice with inhibited
NETosis, were used to establish obese HDM and OVA asthma models, and
obesity-related data, asthma-related data and PMNs-related data were also collected to
illustrate the effect of NETs on obese asthmatic mice. Anti-Ly6G antibody was used
to inhibit PMNs and Cl-amidine was used to inhibit NETs production in ob/ob mice
(mice with congenital leptin deficiency). Obesity-related data, asthma-related data and
PMNs-related data were also collected to illustrate the role of PMNs and NETSs in
inherited obese asthmatic mice.

Results: 1. The body weight and para-genital fat mass were significantly
increased in the wild-type mice fed with high-fat diet (P<0.05). It was found that
inflammatory cell infiltration and asthma-related inflammatory factors in BALF and
lung tissue were increased in obese asthmatic mice, and lung function was decreased
(P<0.05). There was no significant difference in airway mucus hypersecretion
(P>0.05); The number of neutrophils and NETs were significantly increased in the
lung tissue and BALF of the obese asthmatic mice (P<0.05). Neutrophil-related
inflammatory factors in BALF were significantly increased in obese asthmatic mice

(P<0.05).
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2. Csf-/- mice showed significant increases in body weight and para-genital fat
mass after feeding with high-fat diet (P<0.05). The number of PMNs in BALF and
lung tissue of G-CSF knockout mice was almost zero. In the diet-induced obese
asthmatic mice, the reduction of PMNs significantly reduced the infiltration of
inflammatory cells in BALF and lung tissue, reduced the release of inflammatory
factors and the production of NETs in BALF, and improved the airway mucus
hypersecretion and lung function (P<0.05). Pad4-/- mice fed with high-fat diet had
significantly increased body weight and para-genital fat mass (P<0.05). PAD4
knockout reduced the infiltration of inflammatory cells in BALF and lung tissue,
reduced the release of inflammatory factors in BALF and the production of NETS, and
improved airway mucus hypersecretion and lung function in diet-induced obese
asthmatic mice (P<0.05).

3. Anti-Ly6G antibody inhibiting PMNs or Cl-amidine inhibiting NETs in ob/ob
mice can alleviate inflammatory cell infiltration in BALF and lung tissue, reduce
asthma-related inflammatory factors in BALF, and improve mucous hypersecretion.
The number of PMNs and NETS in lung tissue and BALF was decreased and the lung
function of genetically obese asthmatic mice was improved (P<0.05).

Conclusion: The infiltration of PMNs and NETs in the lungs is the main feature
of obese asthmatic mice. Reduce PMNs or inhibit NETs generation can reduce obesity
asthma mice asthma airway inflammation state, high airway mucus secretion and
improve lung function.

Keywords: Asthma; Obesity; Neutrophils; Neutrophil extracellular traps

37. Asimple, rapid and efficient model for predicting
refractory Mycoplasma pneumoniae pneumonia: A 4-year

retrospective cohort study
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Yingjie Sheng?, Feng Liut
!Department of Respiratory Medicine, Children’s Hospital of Nanjing Medical

University, Nanjing, Jiangsu, China

Background: Surging prevalence and increasing severity are seen with pediatric
Mycoplasma pneumoniae pneumonia in recent years. However, predicting refractory
Mycoplasma pneumoniae pneumonia (RMPP) has been challenging, as complex
models increase the difficulty of clinical practice and complicate deployment. The
objective of this study was to develop a simple, rapid and cost-effective model that
can accurately predict RMPP for clinical use.

Methods: We developed models to predict RMPP by performing a retrospective
cohort study of children aged 28 days to 18 years with MPP in a children’s hospital
from 2019 to 2022. Primary outcome was refractory mycoplasma pneumoniae
pneumonia. Secondary outcome includes necrosis pneumonia and bronchoscopy.
Twenty-five predictors were evaluated in 3 models: a full model included all
predictors, a random forest model included 10 predictors selected based on machine
learning and expert consensus, and a 6-variable model included predictors typically
available in primary care settings. Bootstrap resampling was used to internally
validate our model.

Results: Both the full and random forest model demonstrated excellent
discrimination and outstanding calibration in identifying RMPP. The 6-variable model
stood out for its availability and convenience, at a cost of some discriminatory power.

Conclusions: A simple model composed of 6 variables using chest radiographs
and routine blood tests was able to predict RMPP in children. It is simple, efficient
and cost-effective, and therefore can be rapidly introduced into the clinic.

Keywords: Mycoplasma pneumoniae  pneumonia (MPP), refractory

Mycoplasma pneumoniae pneumonia (RMPP), Prediction, Machine learning (ML)
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38. Neutrophils are involved in the development and
outcomes of plastic bronchitis associated with Mycoplasma

pneumoniae pneumonia

Xia Huang !, Houbing Qin?, Rui Zhang*, Deyu Zhao?, and Feng Liu!

!Department of Respiratory Medicine, Children’s Hospital of Nanjing Medical

University, Nanjing, Jiangsu, China

Introduction: Previous research has demonstrated a notable increase in
neutrophil counts among pediatric patients with plastic bronchitis (PB) associated
with Mycoplasma pneumoniae pneumonia (MPP). However, the role of neutrophils in
MPP-associated PB remains largely elusive.

Methods and materials: This is a nested case-control study that enrolled
patients diagnosed with MPP who underwent bronchoscopy in our department during
the MPP pandemic from September 2023 to January 2024. We conducted an analysis
of clinical characteristics, blood samples, bronchoalveolar lavage fluid (BALF), and
cast specimens, correlating these factors with the development and outcomes of PB.

Results: Among the 557 patients with MPP included in the study, 21 (3.8%)
developed PB). The peripheral neutrophil count was identified as an independent risk
factor for PB (OR=3.113 [95%CI 1.050-9.224], P = 0.04) and exhibited strong
predictive value for the condition (AUC=0.885 [95%CI 0.796-0.975], P < 0.001).
Notably, there was a marked presence of neutrophil infiltration and neutrophil
extracellular traps (NETs) formation in the blood, BALF, and cast samples from
patients with PB. Furthermore, the levels of neutrophils and NETs correlated
significantly with clinical outcomes.

Conclusions: A high level of neutrophils poses a risk for PB and demonstrates
strong predictive value for its diagnosis. Neutrophils and NETSs are closely linked to

the clinical outcomes of PB in patients with MPP.
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The role of miR-30a-5p in down-regulating CTH/H2S pathway in the

pathogenesis of bronchial asthma

YUAN Qun, WANG Yuan-yuan, WANG Xi, YANG Zhao
Depatment of Respiratory and Critical Care Medicine, The Affiliated Suzhou
Science & Technology Town Hospital of Nanjing University, Jiangsu,

Suzhou,215153,China

Objective Research the expression of miR-30a-5p and CTH as well as H»S level
in patients with asthma, to explore the regulatory mechanism of
miR-30a-5p-CTH-H2S signal transduction pathway in the pathogenesis of bronchial
asthma.

Methods We recruited 20 asthmic patients and 12 healthy volunteers from
People's Hospital of Ningxia Hui Autonomous Region between June 2018 and July
2019. 20 asthma patients were divided into the acute attack (group A) group of asthma
before treatment, the stable stage (group B) group after treatment, and 12 patients as
the healthy control (group C) group. The expressions of miR-30a-5p and CTH in
peripheral blood mononuclear cells (PBMC) of patients were detected by RT-PCR.

The dual luciferin reporter gene system verified the regulatory effect of miR-30a-5p
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on CTH. Plasma H2S levels in each group were determined by enzyme-linked
immunosorbent assay (ELISA). Data were analyzed using method of statistics.

Result MiR-30a-5p expression in group A was significantly higher than that in
group B and C, and the difference was statistically significant (P < 0.05). CTH
expression and H2S level in group A were significantly lower than those in group B
and C, the differences were statistically significant (P < 0.05). The expression of
miR-30a-5p in group A was negatively correlated with CTH and H2S (P < 0.05).
CTH is the coding gene of CSE, and dual luciferase reporter gene detection results
showed that miR-30a-5p can directly act on the 3 '-UTR terminal of CSE, and
significantly inhibit the expression of CSE.

Conclusion Overexpression of miR-30a-5p may reduce endogenous H2S
generation and aggravate the occurrence and development of bronchial asthma by
down-regulating the gene expression of CSE.

Keywords: asthma; miR-30a-5p; hydrogen sulfide; cystathionine-y-lyase;

43. Clinical Characteristics of Mycoplasma Pneumoniae
Pneumonia with Pulmonary Embolism in Children and

Validation of PE Prediction Criteria

Yiran Xiao !, Xinyi Jia !, Anni Cao !, Deyu Zhao !, Baidi Fu?!, Man Tian %,
Xiaojun Zhang %, Feng Liu *
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Background: Pulmonary embolism (PE) is recognized as a rare, life-threatening
complication of Mycoplasma pneumoniae pneumonia (MPP). We aim to evaluate the
clinical characteristics of MPP with PE, and examine the diagnostic accuracy of three
adult-validated PE prediction criteria in children.

Methods: We retrospectively analyzed MPP patients who underwent
computerized tomography pulmonary angiography (CTPA) due to suspicion of PE in
Children’s Hospital of Nanjing Medical University from January 2019 to December
2023. The demographic, clinical, laboratory, and imaging characteristics of the
patients were retrospectively recorded and the application of three adult PE pretest
probability strategies in children were assessed accordingly. We performed univariate
analysis and evaluated potential predictors for PE in pediatric MPP using logistic
regression analysis and receiver operating characteristic (ROC) curves. The enrolled
PE patients were further analyzed to investigate the variables that affecting the
categorization of PE among the subgroups.

Results: A total of 302 children with MPP were enrolled in this study. Univariate
analysis revealed that days of fever before CTPA, chest distress, dyspnea, tachycardia,
hypertension, D-dimer and alpha-hydroxybutyrate dehydrogenase (a-HBDH) were
statistically significant between the PE and non-PE groups (P<0.05). When applied
retrospectively, the YEARS criteria presented the best overall diagnostic accuracy
than Wells and PERC, with a sensitivity of 96.7%, 20.0%, 100%, and a specificity of
52.6%, 92.3%, 15.4%, respectively. Multivariate logistic regression analysis identified
days of fever before CTPA [OR=1.159 (95%CI: 1.033-1.301), P<0.05], D-dimer
[OR=1.000 (95%CI: 1.000-1.001), P<0.05] and «-HBDH [OR=1.019 (95%CI:
1.012-1.025), P<0.05] as independent risk factors for PE in MPP children. The
combined metrics of those three variables had the area under curve (AUC) of 0.964
(95%Cl: 0.932-0.995), showing better prediction value than separate. Few
characteristics were found significant in the univariate analysis of PE subgroups.

Conclusions: Days of fever, D-dimer and o-HBDH were the predictive

characteristics of PE in MPP. YEARS criteria demonstrated a relatively better overall
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diagnostic accuracy in MPP children complicated of PE compared to Wells criteria
and PERC rule.
Keywords: Mycoplasma pneumoniae pneumonia, pulmonary embolism,

children, clinical characteristic, PE prediction criteria
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Abstract In recent decades, the prevalence of allergic skin diseases has been on
a significant rise, seriously jeopardizing the physical and mental health and quality of
life of patients. Allergic dermatoses are mainly IgE-mediated allergic diseases, and
their development is influenced by environmental and genetic factors. The
environment may promote the development of allergic dermatosis through different
mechanisms, and early assessment and prevention of environmental risks in patients
with allergic dermatosis is of great significance in improving their symptoms. This
article focuses on the correlation between the environment and allergic skin diseases
and the latest research progress, provides more preventive ideas for patients with high
risk of allergic skin diseases, and looks forward to the prospect of environmental
intervention in preventive measures and individualized diagnosis and treatment.

Keywords: Environment; Allergic skin disease; Allergic reaction

i v 2 R (Allergic skin disease, ASD) T3 IgE 5, & KA
RE I B 121 SRR YRS AE PAY 1) 50 TR P e 8 R I P 2 S i ) A A 2 JER R
0 B IER R ZRE, P E TR W H AT R TAE. ASD fE)LH
AR A, Hm B BT (R AN N-FIE S AL 2IE R T ER
2t il ASD fEi £ A RAERIEE KA A m i, (Hix 30 K&
T E K1) ASD 0 Z PRl E PR R AR — B2 . B — IR AL R R A
AR MR L4k ASD BRI KX —HLR, MBI R RefE
ASD IR ARSI p R A % DR B L A I AR SR W R B R 3R (RS A
BEGRY . MAEWERNE) 5 ASD MM ST AR IHMT T REUAL:,
AN 2 % (Atopic dermatitis, AD) FIAHICHEE .
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1.1 =9

FEASDIFIR A K R A vh e 5 o E B IE A, Hm g A Eu BT
#Emeta/r AT EoRBIE A ER0-12% )L EAD B R A K ZE H £ (OR=1.16, 95%CI=1.
06-1.28; P=.0018) KA ZFH 4 (OR=1.15, 95%CI=1.04-1.27; P=.0076) [ %
SHIEAASG, XAl Re AL P BRAK & 21T 4 AR A S B = BT B30 SR B B e 3R | e
DR 55 R 224 ) LADSEIR B 5% . 14k, DunlopZ5 el BiL7E 55 [ 22 F i ) L & 1A
HIZ R S BR T B 6% (K ) LEEAD K %6, HiZ 5y BORAS i Rp 2 28 5 5 I .
FE A fir BLIIR S JR A8 DA R A KRk BRI, o RSCAE I 30 10 e B A b T B B ) 5
Wi, eI ASDIRANA o AXBETT LA I i i e 50 DL B3 P ) L3 5 B SR A
A A BT AR, BRI AT (R L N ASD IR, TRTASDIIR A K IE,
SIS e JRU: S I N IR DR

1.2 FANRERSY

2 HN AR (Ultraviolet Rays Radiation, UVR)TE AD 5% HEFE i % HAH
FIERHER . — T3, BT8RN 6TT FAT T AR S AR 465 3 (086 4 3K 1R
AN o B e I, RO 2 AD (% WG T ik, JeHsE M T4 AD
A R AD 1iEIT 1. 55— 5T, UVR 223 57 ik 4 A R OF I E AD JiE
W BRI ST IRITEU J5 15 R B A G RIS B 14 B2 7% (photosensitive AD)El, Gu
SOV HAR A PR (320-400nm) #7555 AD (122 & R IEAHYE, i
IR B S BEEAMEL (280-320nm) #5515 AD [Ti2H112 B I IE M CBAR X 59
R B B BUR AN (280-320nm) st R GR I 55 AD 122 &2 5% LA
FORERAE 0-7 5 )% 45 5 LA I AD S BEAR I AIFEA 2T (RO T B0, it
b, UVR TEREMER IS EUR (RN, SEASRREAIBRAIR S A5 Nl
R JAR IR AR R AU SE I EE Th B 98 RE e B 3550 AD FE 8 1R Mk v M T s £ B 100,
EARE, UVR RTZEf#E ASD SEIR, J7 IR 57 b Ty RE e 55 N\ HE LR 58 46 H 8] UVR
EERRTR, Jb ASD IR RK . ASD B TE T AN ST R RLIE 2 i BUR
Br, R f e fid oy PG BUR

1.3 MIEIRE

R AR NS RN ER, EARR AR h KRG EEAEM . Mk
B2 R R AFAEA KB IR 0 B2 25 , PRBR IR FE 500 A R JoR B e Ty e R P B85 G s
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oo AR B PR B A Ja B AR L A 2 I ASD A R . — R AE 22 S Y
AR RBURIER S SRS AT AD 11282 Ak sl (25.4°CRLED BT
WL 2 730 . TRPV3 Sl TE SRl hn & fE J R kil AD KU, KR (-4.2°CLA
T B R R B 5 2% 52 BB IR I 3 40 M B0 LA I A L sk MR I iR
FRZ 1L NIRAN R IEFOS, IEAFAEE B 5 N, R = SR
PRI 5 AR O s TR B A el PR U B BB S TR 0%, T HL A%
fiu i BT K T JONE [ AT A — 5 RV A, BB ZE S iR K
TR (0 R, X AT e b B AR 72 T MBI R IR T i AR IE R 4
A BRACEE SRR A 5%

SRR BRAE N — M AR AR RIS R R, RO amg@Eidt N2EmH
WA AEPESENTT . URER RS E . BRI N R A R 6
BB KA R . AEA AR BRI SS A T (4L, END TEINER
AR T AR ASD Sl
2 ZERERIER

B [ Br TV AL BERR O FERE, 2305 e NS48 HEH) G 35 it n . <
15 4 SRR ) R AR IR T ASD AR JRIERE, AHOCHT 7L H a2 E
M. FRITREEEEN ASD IR A K R, [R5 R 3 AR H R
Bhif e el

AW NRIY (particulate matter, PM) R{Y 5 AD &9 % i 3 A el 18],
17 HAE €W 55400 )L 55 B 2R I s M0 00 23 7 A B v g U291, Vogeley 452007 3
PM E&HIZI75 1% (polycyclic aromatic hydrocarbons, PAHs) % & M &
AD JiER; FEFRFEERIIENE PM/PAHS BEE T, MNIN—AMEEEIE NS 1C3 SNP
rs12529 RN AL, AT AD [IHL2 K R k2T 37%-38%; PM/ PAHS
T8 ] T AR B R L S5 G 1C3 ik, HI T Um0 rs12529 RN A5 7 5 K]
A% (effect allele frequency,EAF), —L AFE(WEPN A, EAF =0.861) 1] g Lt HAth
ARG, EAF = 0.405)58 % 53 7E PM/PAHs 25 755 N A EEUINE AD.
Li 25U B A 2 KI5 e (Osy PMa2s « PMio) X3 INEERRZ R TR,
H PMas 2 Fe HHEL PMuo % 82 0 18 1 SERRIZ 7 A BE 9 ) R AN
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25 YL I R R S G N ASD I A KU, BLECTE AR S
FWPETVE R 2 hnf# ASD &% XK. Wang SRR 7T 2K B 25 S5 Y (PMas.
PMio. SO2. NO2. O3)% AD B shi2 (IR IR A 35 B W =T 08, S84 2
WA R RIG 4% ASD FISEIALI RIS 1.7 -3.0 5. Hu 2RI
i A AR A A R B 1 IR 2 R R KT I 25005 48 CRLES NO2. SOx.
PMio. PM2s. Oz) REHII 1 JLERA AD [Ti2802 NIK, HAZRH K 98 AR
FEA TN E H AT 4EHE 7-10 K AE) M B AR B2 S5 B (PM2s PMaos
NO2. SOz) i % #5-5 H MR B HE N 0 1E 1) R EXAEZEA AT, 3X 5 2T
TEAER . NSRRI AL S FA— 5% 28, T 7E 22 P TVRIUA 58 P8 R A 9 4 SR AP
R I T SR B S5 T PO 2 B A B S, 3T 2 IR P R B 7 S T e S B R A R
IRV ZE s TR I R s SR R B PRI T, T =2 R 5 S i
AU I P9 R T

TG G 2 R B R T A, T R RE I v G S R IR D
BTGP R TR . RS O B SR SR AT AR
3 BEHMEYER

TS NARAESAG BT A, JCHR B I AR, BRI R AR
UL B IR N A S AR A R U T R ¥ E AR A I b S AR
X AR AR D AR B 5 AR 25 S L PR <ot 75 2 R R R TR A R I M 7R
(Short Chain Fatty Acid, SCFA)fIA: A KB, Lee BRI ;= SCFA H B 1E
P75 BN B ) LI TE P30 6 A T 3 5%3E SCRFA RS JE R IgE 7K F 7t i, SCFA
AR 2 BEARTE R SAE, il E R A MELGIE BEE R A, R
BEZE A RIS S R N R 2B IR ASD By . 22 TR e B2 SANIE I 11 R 25 A T
A Y/ 4 T T 2 TR BT S AN B 1) S S L R B TE T R T 2 R R T R
M ZZ M AD SEAR .

BB AR 0 A D R R B 22 M N AD ) — AN TR B B IR 3R, (BT
AR R R 15 4 R T RE 0 B SR B A5 TR Y BT E/ESE 7 . Rauer. Chau
dhary 253 U I 5 AD ARG IR i T8 TR 2R R 5L T R A, AR =52 A
D W5 8RR, SRIMTEFEEE AT (39T 26 ) LA E A B 78 A i S i (S PR 52 B)
J7 R N S R A% A TR Wang 2BV AD FRE B R ) B R AR R
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Be & BELIE S ANBE N, Bz ik R Bl R A AR ThUTh2 “Firfass 5L
Th2 Y J0E s B FEHE I ASD i AU , il i i 25 EL P RS 5 ASD IR AE L.
Wang 25095 5% % IR AE J& /K F - LR (Lactobacillus) « JRZ AT )& (Turici
bacter) 1%+ #F# J& (Phascolarctobacterium) A4k FF G2 P 1) G- (B B2
PRASCIER G, B2 IX =Fh AT fe T B8 SRR 1R « Liuto 28 5 W/
BREA S AT R B BR B 2 2 RIJRSE (symptomatic dermographism) ™ 5 #%2 FE i
B AR B, AT R B B IR & 4R 5 CSD &t [ IEAH K. Zh
u SR I CSU H A W as A e 43 /> 7 LR SCRA R i 2 Bl 7K -1
MR A0 B ™= A5 R R A, IX g 736 J i R A 25 U R BB N CSU 1)K 0
WL o

BT A VR e e A SRR AT N A 98 N IR BT M 32, 64 air LR Bk
SO 5 D RE I U R A e R AR S RS IO FH o Wl T 0 2 8w |
ASD JEAR,  H BB FE A i E W R R 55 T ASD H#EZh ASD B A, MM
A= i SR A B A TR A A PR G e Y- AT PRI AR 2 S B R A2 XU A ASD 5
&M

4 HhE

MG RAEASDH R AE K SRR T R ¥ AR ], HRERHIZ 5 ADHI K
TRBERE: BEAEOE T 3 AR P AE R RIS RV R ASDIIRE I, KT 2R 2R R
PR 220 ASD R ELHE M LUK FC S ASD R ] 422 R M) J7 T8I, 660,455 [ 6 1 1) K Je
B FARAFAEN IR o I SO 2 N5 Qe oRiEA R, X0 A air 501 5
B B R S Bz D 075 S A A 1297 -8 B oy B R i AR 7
SERIE, TERE-BERE-1E LA EARH, SRR TMAE RS ITIR B 16T B N AMA
. B4k B RTRF ST R A i R ) i A R e LB AR RS N R A S
BEFE, AN T B ) LB AR A I B VR RERR ) — DR B JE R AR RN
RANAR S MY 5 ADZ R B E FBLE], ST BEIR R AR 25 4F T 25 AR5
FH LA = PR A AE A0 LS NAR R RORE, 9 AD S8 S A A 3516 77 #E SORET
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HEAR AT, R/AMEIER, SIAKHG & 2%, 2, SiIEL. Kk, ZHK,
TN B, RTTPRSEATE, T ARE R W AR

BEAT AT 3 B S 0 B, SRR SR TR RF R

KRB BRI R A5 BRI, BUmER RIS HERIZL . K, DABRIG N E,
HEWWEBE . smEgm. JUR. KT DU WSS ast . &
PRI, H BRI EEE, DXUHTE . XUNBAYE, . 4
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[Abstract] Allergic dermatological diseases represent a common group of
conditions with multifactorial etiologies. Nutrition plays a significant role in the
occurrence and prevention of allergy by influencing the inflammatory response, gut
microbiota, and the barrier function of skin mucosa. The relationship between
nutrition (high-fat diet, high-sugar diet, high-salt diet and high-protein diet included)
and allergic dermatological diseases is discussed in this article. Also, the potential
roles of some nutrients (such as vitamins, minerals and dietary fibers) that have
anti-allergic effects in allergic dermatological disease are discussed. Finally, an
outlook on the application of nutrition in the treatment of allergic dermatological
disease is provided.
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. ZUGHE T AN BRI AR, Jelads T RIFEROE. WER KR, Bk
T2 A S5 (AR ANTE) B AT AR, (BN B R jedit, KR ZE AR
THR BEES, R IR MBS s, TR . O, REN]E.
BEAEREHERC S8 R E, WISy BRI AR TE”, BB Ak s ) T LA
10 IR —EMBR(COQBWOLIRTT , 077 5 BB aT il 70 VR, (HIAI R hevs =, 47
A2 R e B, BRI ] W R A R 0 2 MR e A IR, PR B
H SRR, A H BN IgE W 479.661U/mI, DR R iz FERIZL, 1%
Ui ROR KL, HERREERORE SR T 7 1L R 25 )R A7 5 JE B 100mg/ H T 4 il
FEARNEIEAL T B AR IBO G IR 7V BR AR 69T 3 R RCHT I B2, B4R
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IR, BEVIZRS, REHESZ R MBMOtIATT, BRI, JRFFEM, Freht
Ui

BT 3 AR A Ky 2. 2 OiiR, BEORICER
49. 45 PD-1/PD-L1 ®IZAITIEXR R SIS/ITEN 434 K& 3Lk
=l

Ko, R

AEE AR E AR AR BPORERRE B Pw it 5T

WE PPt e n 1 B A RE W5 A AR G i 7 e G 7
WG T RN R, R RAS RS2 5 5 WL PR S 3 A OGS RSOBE, SISITEN 52
FCHOBEE DR S R SR . AR SCHRGE T IRIRZIE I 2 ] PD-1 4 5 K 1
SISITEN, Ff: [RIB 4> AT 16 73 75 etz PEAT Pubmed ¥ R R 2015 24 KKK
PD-1/PD-L1 %1677 T3 SISITEN HIGIRE, GHEEF RER . FTKEE .
A 2 BT 5, DU o s S 2 ia T 7 i AR R AN R SR IR O
T i RO e S A i ) R RAS RN, 745 B S e £ A A R s AN TS

REEW: R R iayT: SRR E ST SIS/TEN

FEFEPESET- A 1 (programmed cell death 1, PD1) M BcARFEFE 0T 5 A
ficfk 1 (programmedcell death ligand 1, PD-L1) &% 840 25 Al o se s,
L 751 78 S g 1) B 2 18 97 TR BUAS T SRR Fe , FH Tt BE R L /N e
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B BT S U R A5 2 PO R v M. (AR SR B2 PD-1/PD-L1 v fEHT
RGBT IE G, (15 S A DG EI/E A (immune-related adverse event, irAEs)
BRI, AP R AN RS R B LAY, R B B I T R I A A TR R S
B4, 1B HRIERAELCR, TRAT IR 255 S R R s B 4, s -
I 4 A AE (Stevens—Johnson syndrome, SJS) Al 3 38 2 SRAEAA AAE (toxic
epidermal necrolysis, TEN) & —283EH 5 WA E K 25 PE R %, R S B JTR AN
R, 2SR AIG T o I A B KBRS AEAR AR B bR 8 R Ve I
S, HUk, ASCHRE 1 2 4] PD-1 $ I A ) SISITEN,  JFXHARSESCHREAT
[E1Jii, SAffEH PD-1/PD-L1 5|42/ SISITEN (297 $ At it A 4 R0

1 MR

1.1 Ak RE53REE 2023-2024 FEUA TR 7 PD-1/ PD-L1 BH 7 Sk ih
J7 512 SISITEN it 2 4.,

1.2 J7¥k  fEJ5 77 B4 FE M Pubmed s b KR 2015 4E K E K
PD-1/PD-L1 567 512 SISITEN, FFiEAT SCRRSEA

2 8%

2.1 &Pz PD-1/PD-L1 FH¥H 7 i 7 8 TEN 2 1) 5k}

Wil 1, 65 % Lok, Wi2HTE (BCLC I B 5ANH, KZHI 2 %
FHG R BR BB A I E R 16T, LR R WA 512 RIS LI BE, ZIBEEAl B
KA KIE, JBIRAE (4) , REABSE8 BB B,  RAR AN
T 90%BSA, Rl A% 60%BSA, SCORTEN ¥4 3 43, #& TEN 2l (K
la-b) o GEIEXTZGY). WSS, LLAY Naranjo 29904 R MR B 3%

(Naranjo scale) [ Zi# R R 56 R BRI VT, R 3R Bk UL B 2 B2
15 R AR AT, V)T B PRIk B e 1mglkg/d BHRPIA, BRREM 29 tid O
HRBRAL PRI M s AR VD Y ne iR Uy, RE R RS, RERE,
I E AR B R . VRYT 14 RJE, BE R BEE T EEA (E 1ed)
IR RHRERYT 7%, 1R85 1 AR W R IR E
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B 1 BE BRI (a0 b BITHT ¢ d: TR
Pl 2, 60 % Bk, HizhiE (T2N3MLICIVB #1) 2 A, #:5%2 Kk
AT 2 PUA AR IR YT 6 J8 JE ML S, BRI AR KT | DU Ji 2 S G LT 5
oy R REE AR, H EBESG EENKIE, BIRIE (£, KiEisK
R, BEEEET, NSRRGSR, KM AIKT 90%BSA, F i AL
70%BSA, SCORTEN i¥4; 4 43, TEN iZWii#fh (&l 2a-b) . I XT 2547, Ji s
P4t Rl ET, DA X Naranjo scale 259 R R ¢ R VR HIVFAY, REGHFIER BB HE
e NEEZ Y. 1R RERRIBR ST, YT BT RIRJER Imglkg/d FHRPLA
NAJEEREE (9 159 qd AL, BREREE 29 tid T ARBRAL PRI IR HEME; 47D Y g
MARPURGE, REFRBEE s, RERE, W E A% LU IR
SCHRERWREIRYT « JRIT 20 RJG, B KE B LR, DSBS
( 2c-d) , PRRAHREMRIRIT TR, B85 1 HRR W ESRE .

o - NG o L
— /]

B2 BEEZEN (a, b: JRITHT: ¢ d: VAITSE) .

2.2 PD-1/PD-L1 %697 51# TEN B E P 4R E 2Rk
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757377 24 FE AN Pubmed #iifs P, £ 2015 4 K K1) PD-1/PD-L1 4 )%if
J7 51 SISITEN Ml ss, JLit 26 HIEAT SCHRERIR . X0 PEAHIE SR 109
B, XEE IR ATIREE . BRE Y MR RS S a AL,
% 1. PD-1/PD-L1 4% iA77 512 SISITEN AEEMRMIK, 2.3 HE 24 AL,
W TR IE B G A 2 s IR 5 TEN Rz 80k 4 i CP¥5.38 D, Horp
40%7E 6 FE B LB BUAEIR, SIAIMBEF — 8. FIRERGIE TEN SR H
LRIt IR RE, AR, 5, ISR RS ST UOE IR .

%% 1 PD-1/PD-L1 [H#5¥a Y7 5142 SISITEN [BIEUE: 437

(kB o i Hi WK % 2 B AR I H % iR s
%) (BI%O €7D) D (B0 (BI%O
Nivolumabf®1 50-78 6 FRIE (D 4-16 A EEE (D JiHE (D
ERE R Ipilimumab M (1)
% (L L it (L
B (2)
REH (D
Pembrolizuma 50-80 14 (D) 2.3-24 Pemetrexed B (D
pit-21 HIERE S (2) it (8)
(D EHE (D W IR R 5
Ry iR (3D
% (5) RER (D
B3 (D
Atezolizumab!* 67-75 2 FEFE (1) 8-24 & Jifigg (1>
822 AR 1k e B (D
7 (D
Camrelizumab! 55 1 AR S B 34 EEEE (D B (L
2 % (D
Sintilimab(?2] 58-69 3 B (3 3-12 J4 EBER (D it (2)
JERR ek R4 D MR D
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B (3

3 Wig

Bt 6 Skt iR WL ) B TR G % IR IR N, B A R BILE i B B
PD-1/PD-L1 HHELAE FHARRR S e, Yk B s bt s e T 4 i v 46 A i BEL
W R Sz ki, W DAMESRERE BB T UL AR, PD-1/PD-L1 HiayT
5% Y RFF RN A IS FH Ay 22 o i 391 S e R e b g (0 v 97 Al 17 K
128, [ PD-1/PD-L1 3% 14 G2 3L RN 73— 1D BELIKT 700328 20 2 [ P 71 g
PEIR YT I R R FH 4T, Bk 2 (A RN 51 200, ok B RAS R R B
A RRT N, WRHEFRAER IrAES.

SISITEN & — 5 LA FR 17 JI M A HFAE IR BB IR B, A T AR AN
AT AR RE RS JORE AN . SISITEN (I VI ML 75 Fr el B, AT A3 3o FHL 1B
PD-1/PD-L1 M EAEH, FEBRANEAR N A U A0 IR TR OS24 ks 7 1k
[f) CD8+T A RFVRIE AT T 4088 (Tregs) FasJofr, MM 51 L fw 8 A 4
E J i[5 271,

TE ML HRE 2592 HOVEAl b, 1 00 B B AR I PR T S AT L1 0, 25 V) M
IR SISITEN [kfEll, K H SCORTEN &% Al Naranjo 594N K J W HE =
BRI TUS MY RERAT Rt H AT JCE X irAES [ 4 bR, 38 AR 35
B PA 5 ARNIRS #2017 FRATHIA R FAFl AR EARHE 5.0 Mu(CTCAE)#EAT
P, AR KA RIS 5 9%, SIS —fh CTCAE>3 Z¢. TEN N
CTCAE>4 %,

BT L RAT IR BRI S iR YT, IR ORI RGN R R, B
ST P R A S S TR R VR 9T o R TR P B M AR 1 SIS (CTCAE>3 40)
5 TEN (CTCAE>4 Z0) Wf#, Wrliskit ot sk a. MR E .
AR G AN . S RFH BBV E IR YT 7 SR . 6 I DR A T By Je&
et e 2 OGN, B R ORI MG 6 1) S8 A o Jh 9 W 4P )5

4 N
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Fi PD-1/PD-L1 %5 A 77 512 ) SISITEN ZEIR K99 » &6 7r Hd HBLRT 9K 5z 2
Kk, $1 PD-1/PD-L1 451897 J5 1 2 822 [ IR BT 2 R P4l JFid 4
TR, VAR I B A BRI — 25 8 Ak o B2 AN RS AR F AL AN
TERE MRS, MR NFERE L2, — IR YT 7 R IA AR 2 e A R — 20

EEBEN

[1] Jiang X, Wang J, Deng X, et al. Role of the tumor microenvironment in
PD-L1/PD-1-mediated tumor immune escape [J]. Molecular cancer, 2019, 18(1): 10.
doi:10.1186/s12943-018-0928-4

[2] Baxi S, Yang A, Gennarelli R L, et al. Immune-related adverse events for
anti-PD-1 and anti-PD-L1 drugs: systematic review and meta-analysis [J]. BMJ
(Clinical research ed), 2018, 360(k793. doi:10.1136/bmj.k793

[3] VBN, ®6F}, #A%ITA, et al. PD-1 BEERFT AR BRI AR R R B 53 47 K STk E]
B [J]. PERXEBRRZIE, 2022, 38(3): 153-7. doi:10.12144/zgmfskin202203153

[4] Michot J M, Bigenwald C, Champiat S, et al. Inmune-related adverse events
with immune checkpoint blockade: a comprehensive review [J]. European journal of
cancer (Oxford, England : 1990), 2016, 54(139-48. doi:10.1016/j.ejca.2015.11.016

[5] Maloney N J, Ravi V, Cheng K, et al. Stevens-Johnson syndrome and toxic
epidermal necrolysis-like reactions to checkpoint inhibitors: a systematic review [J].
International journal of dermatology, 2020, 59(6): e183-e8. doi:10.1111/ijd.14811

[6] Dasanu C A. Late-onset Stevens-Johnson syndrome due to nivolumab use for
hepatocellular carcinoma [J]. Journal of oncology pharmacy practice : official
publication of the International Society of Oncology Pharmacy Practitioners, 2019,
25(8): 2052-5. do0i:10.1177/1078155219830166

[7] Shibata A, Yoshikawa T, Makita S, et al. A case of recurrent Stevens-Johnson
syndrome caused by nivolumab therapy [J]. European journal of dermatology : EJD,
2019, doi:10.1684/ejd.2019.3550

[8] Gracia-Cazafia T, Padgett E, Calderero V, et al. Nivolumab-associated
Stevens-Johnson syndrome in a patient with lung cancer [J]. Dermatology online
journal, 2021, 27(3):

[9] Takeda Y, Kubota T, Choda Y, et al. [Two Cases of Stevens-Johnson
Syndrome after Nivolumab Therapy for Gastric Cancer] [J]. Gan to kagaku ryoho
Cancer & chemotherapy, 2021, 48(1): 154-6.

[10]  Vivar K L, Deschaine M, Messina J, et al. Epidermal programmed cell
death-ligand 1 expression in TEN associated with nivolumab therapy [J]. Journal of

109



cutaneous pathology, 2017, 44(4): 381-4. doi:10.1111/cup.12876

[11]  Riano I, Cristancho C, Treadwell T. Stevens-Johnson Syndrome-Like
Reaction After Exposure to Pembrolizumab and Recombinant Zoster Vaccine in a
Patient With Metastatic Lung Cancer [J]. Journal of investigative medicine high
impact case reports, 2020, 8(2324709620914796. doi:10.1177/2324709620914796

[12] Saw S, Lee H Y, Ng Q S. Pembrolizumab-induced Stevens-Johnson
syndrome in non-melanoma patients [J]. European journal of cancer (Oxford,
England : 1990), 2017, 81(237-9. doi:10.1016/j.ejca.2017.03.026

[13] Hwang A, Iskandar A, Dasanu C A. Stevens-Johnson syndrome
manifesting late in the course of pembrolizumab therapy [J]. Journal of oncology
pharmacy practice : official publication of the International Society of Oncology
Pharmacy Practitioners, 2019, 25(6): 1520-2. doi:10.1177/1078155218791314

[14]  Ryu S, Jun I, Kim T I, et al. Pembrolizumab-induced Stevens-Johnson
Syndrome with Severe Ocular Complications [J]. Ocular immunology and
inflammation, 2022, 30(6): 1533-5. doi:10.1080/09273948.2021.1896006

[15] Kimura H, Hasegawa A, Takei I, et al. Characteristic pathological
features of keratinocyte death in a case of Stevens-Johnson syndrome manifested by
an immune checkpoint inhibitor [J]. Journal of the European Academy of
Dermatology and Venereology : JEADV, 2021, 35(2): e142-e5. doi:10.1111/jdv.16872

[16] Robinson S, Saleh J, Curry J, et al. Pembrolizumab-Induced
Stevens-Johnson Syndrome/Toxic Epidermal Necrolysis in a Patient With Metastatic
Cervical Squamous Cell Carcinoma: A Case Report [J]. The American Journal of
dermatopathology, 2020, 42(4): 292-6. doi:10.1097/dad.0000000000001527

[17] Cai Z R, Lecours J, Adam J P, et al. Toxic epidermal necrolysis
associated with pembrolizumab [J]. Journal of oncology pharmacy practice : official
publication of the International Society of Oncology Pharmacy Practitioners, 2020,
26(5): 1259-65. doi:10.1177/1078155219890659

[18] Storandt M H, Seth R. A Case of Stevens-Johnson Syndrome/toxic
epidermal necrolysis in a patient receiving chemo-immunotherapy with pemetrexed
and pembrolizumab [J]. Current Problems in Cancer: Case Reports, 2021, 3(100048.
doi:https://doi.org/10.1016/j.cpccr.2020.100048

[19] Hsu T-J, Liu K-L. Stevens—Johnson syndrome and toxic epidermal
necrolysis related to immune checkpoint inhibitors: Two cases and literature review
[J]. Dermatologica Sinica, 2020, 38(236 - 9.

[20] Nguyen D. Pembrolizumab-induced Stevens-Johnson syndrome/Toxic
Epidermal Necrolysis in a Vietnamese patient with nonsmall-cell lung cancer [J]. Asia
Pacific Allergy, 2023, doi:10.5415/apallergy.0000000000000131

[21] Borg L, Buhagiar M, La Ferla E, et al. Pembrolizumab-Induced Toxic
Epidermal Necrolysis [J]. Case Reports in Oncology, 2022, 15(887 - 93.

[22]  Chirasuthat P, Chayavichitsilp P. Atezolizumab-Induced Stevens-Johnson
Syndrome in a Patient with Non-Small Cell Lung Carcinoma [J]. Case reports in
dermatology, 2018, 10(2): 198-202. doi:10.1159/000492172

[23] ZFhEHE, KEF. PD-1 HIFIFIB h B REIATCARKRAE 2 5IH X E
| 1. + E B M & % Z& F& , 2022, 3607): 815-8.

110


https://doi.org/10.1016/j.cpccr.2020.100048

doi:10.13735/j.cjdv.1001-7089.202109096

[24]  #MER, EFT, #A%WA, et al. PD-1 PRBRFIAABUR BAF RR R 534 & SC
BREm [J]. PERRE KRS, 2022, 38(03): 153-7.

[25] Yang W, Xu X, Xia D, et al. Toxic epidermal necrolysis associated with
chemoimmunotherapy for lymphoma: case report and literature review [J].
Immunotherapy, 2022, 14(5): 275-82. doi:10.2217/imt-2021-0074

[26] Ribas A, Wolchok J D. Cancer immunotherapy using checkpoint
blockade [J]. Science (New York, NY), 2018, 359(6382): 1350-5.
doi:10.1126/science.aar4060

[27] Kumar P, Saini S, Prabhakar B S. Cancer immunotherapy with check
point inhibitor can cause autoimmune adverse events due to loss of Treg homeostasis
[J]. Seminars in cancer biology, 2020, 64(29-35. doi:10.1016/j.semcancer.2019.01.006

111



50. HRAFARNMRRRILFPHARER

FAEL e 2, BRED3
YE 547 - 830002 &5 & AT, 1T sE4EE /R HIA X N R B AR 2 [ b G 80
Bh2.8rsE4EE /R B0 XN RBE B  Ja B AR5 3.3 58 K Hip i IR 2= 0t 7t
oty HTEE R SRR AIE 7 B R S (XIY'S1707)
WEEHE: BRE, E-maildrliangjg@163.com

URE ] BB A FHERIR I, R R B 5 R0 AH G R B Wi il 48 7 »
e R BERRRE R . 3% IR B T AR, AN T 4H M08 KR SRR .
SRR B« F T 4 00 G 28 A DX FRLRR T 8 9 DR S50 PR T L AR I 12 B ¢
RIEVER o RIS, B2 2 BORIE W T-Re L e 98 3L L [Ra s 1) 73 B, A
ST PR o AR SC RN T 4 R SR 21 25 AR R M 7 96 B Fe9 Oy T (VO AF 78t

RG], FA Y RRRTER R RIS

BEEUH: FEdE/R BRX AAR RS- N EERERES
(2022DO1E8L) ; Hral4kE /K HiR X “RILIFEA-FHERIKRANA LTI
(2022TSYCCX0109) : FraEdE /K HifR XK L aIFr H A THXiI” (2023D14005)

Transcriptomics in the Atopic Dermatitis and Atopic

Comorbidities

WANG gian, LIANG jungin

Department of Allergy, People’s Hospital of Xinjiang Uygur Autonomous Region ,
Postdoctoral research station, People’s Hospital of Xinjiang Uygur Autonomous
Region, Xinjiang Clinical Research Center For Dermatologic Diseases, Xinjiang

Key Laboratory of Dermatology Research (XJYS1707) , Urumgi 830002, China

Corresponding Author: LIANG jungin, E-mail: drliangjqg@163.com

112


mailto:drliangjq@163.com

[Abstract] With the development of transcriptomics technology, the relevant
influencing factors in the pathogenesis of atopic dermatitis (AD) are gradually
revealed. Skin barrier disruption, itching, dysbiosis of skin and intestinal microbiota,
and the release of inflammatory factors by different T cell subtypes and dendritic cells,
natural killer cells, fibroblasts, and immune related cells play a role in atopic
dermatitis Transcriptome techniques have also been used to analyze the common
pathway of atopic comorbid diseases, providing evidence for relevant target therapy.
This article reviews the recent progress in the studies on AD and atopic comorbid
transcriptomics.

Keywords: transcriptome ; atopic dermatitis; atopic comorbidities
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RENVE 7 96 (atopic dermatitis, AD) A& — i UL 118 14 38 4% AH 5GP 98 R 14 5%
Wi, RORHLE LR R R R AL . KRR Re bt e . EY R A S5
WEZMHEZXHEER. AD InRKRIVAFEZ N, HEHF e, BN R
(allergic rhinitis, AR). iX#I:=EmG Callergic asthma, AA) 25 HAd A M 3L . 1R
P 9% Bk 2 1 E(immunoglobulin E,IgE) 7K AD W] 4324 &5 H: F p i 14 799 A 2
AR AD FR4E S L5 S0 IgE 18 5y, 12300 8 55 22 58 B8 1A (filaggrin, FLG) & [R 2848 |
WERR PRI 2 A, BRAE AR Bk AARL, pPRiETE AD FHE S IgE KT IE
W, RIS R R R 9B, R RRBE R R . S R
Y Bk & AR B P A T ek AR B &, F R AFE I LS HoR
RNA JIl 7 HAR (RNA-seq) + HL20 i 5 e 4L /57 45 07 1050 Se 4t L 2 23 e e DNA
BRI RNA 23, S HTBi R A R R s e R 2, e e i IR 20 it A% 1
RS 6E E A R IR AL o A SORE B G s 2 S AR R A B % K Ry
S T BRI SO AT ER TS, -4k AD B TS SR A K
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1 BFHFAE AD KFFHLEIBT I+ HIRLAH

1.1 BRI R R AR A IR FT it

2 TR A AT 0T T S5 R PPk I 2 T R HR AR S A 4 s AN T b o 9T K
L, 90%MH) AD B EHAAFIES R A Bk e, HiZEeEHiES AD
R P R P R EAHOREY, £t 4 RN EE B AD B R v RN SR A
T BT 2 B R H N 7 R, &2 BRI BT ER B 7E AD S Wiy, TR B A
BRTA S H AN B BECE AD SRR 41, SUrE S R A I 0 B T 22 S SR 4L 2
HEF Ik AD 2R EbR EY . Callewaert Z5BLE T 16rRNA W 7 1E A
AD B E R AR S AR B AR B AR ) 2 RE M ADAR X R, R I R G S
(dupilumab) Y&¥7 AR, ARG, SR A& RRE N FERIIK, 8
I i R R Pk 4 B R A BR B 1 22 S WA AD I RCHIE VB E AR H R AT
EhF AD HRE B A BT R 3 R Bk B BEEAT 1 iRl BRI SR, AD B UL R
A BT R B VE O TR BT B B R R 3 AD AN AL, AT AR 4 B 6
BIERB 7K 75 AD S R Ab A0 P70 B B, PI935 S 0 81 46 TR R E 2 Bk
5 1S, HRORTT 8 B A S IR AT A A S R YT AD. BEXT 54 1436
A BRE P A AD BE R T, XS . BEHL 1 JER56 (NCT03151148),
TR A0 R bk LR B N VAT 2 BRES A9 (ShA9), TAF T H E B2 44
B, GO R ERE 8/, ShA9 DNA N, kBB A S . %M EHIEsK
TR T AD %2 4RI 73 40,

1.2 B LA KPR BT BR RS o RBA ST i

37 JoR S A KA A1 IR 5 AR AL RN BEL 1 E 7K 4330 K« o o B AR BT P 5 — T
2% o JoF B D RE RS 2 9 RE WO SR U A g it AD X PR SR SSUUS I B e DR 3R
2 —.Shima Bt 23 424 i BE ) L# AN 16 7155 EE AD B LEEAT I bR A R4,
B AmpliSeq 4T, KIL AD )L R BEBEARSC I MAALAI SRR R . i
TR JUAC AR 20 T e A DG DR PR SR IR M T e LB, AR DGR R N R R 3R
AR, AEIETE R, ARG R T RE R BRI . PR IR IR IA PR, 1Y
NS B R S B . Mobus 25 PER L BRES Fr BR XK 59 #ilva T 12 J (v
AD FB N 31 A48 R RS 1 R 43817 mRNA /5, AD B35 4#:52 dupilumab i
PG, AR BEREAN DG E A 1 (keratinl, K1) 1 fil K10 DL K FLG ik IEH L. Emma
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200 54 {5 AD B R 11 BENL AL, RALEESRE B FES 200mg
dupilumab 12257, W% 16 5, K I dupilumab ¥4 7 40 8 3 136 B 488 A2 A o
FEPH(K16 1 MKI67)RIA L & PR, RE L. FLG. JEHER. BEIEREH
FIZRIARE N . IR T IIE S S 4 2 AE. AD 97 BOFAl P EA . Zhou 51T
RNA-seq 7 HT &8, AD B#H EHA AN/ Z Cinterleukin, 1L) -37 ¥ %4
FPb, T IL-37 Fesk W) 53R R = A epidermal differentiation complex,
EDC)#: sk WM ZIA BIEM S, IL-37 Bt 5 kbt R 2 IEAHOR, $0R IL-37
Al RGBT 0 EDC Ik AT SENE B BB R TR, 40 R T T BERy AD
BFE BRI R

MrkitSEE ( Desmoglein, Dsg) 2 S5 2HMuEIRG P, ORER RS EHE . AH
FFFe ., R RNA-seq 04T AD H 2 R 0 R 2L Fr) Rl 45 Ab bohs 32 [R] 2
BT RHE, 4R EIR AD B K Dsg3 MR IR H (desmocollin, Dsc) 2 F
PIFRIAS I 3 A5 LA BRI, 3R Dsg k= AT ReA B T s 5 00 R R
BEJE, Dsg Al RES ™ AL AER VbR £

1.3 BERALAER MM B2 R RSB A o B S A

1.3.1 WIRARG

M58 R 40 ffd (dendritic cells,DCs) & — F & Mk 19 1 J& 18 2 40 iy

(Antigen-presenting cells, APC) , A7t &I AD Ji A8 f2 45 rh G L) DC EL %2

E), Tsoi £ 1 RNA-seq 04 11 5] AD H A1 38 45l i e xof B 2 114 4%
5 A4 B 4\ Gtk 1R R AR I AR v A S A AR A, RIS AD BRI AR
JAAL ) DC kW, 414 30 il AD Hig Al 25 il fd fEx 18 & 1747 AmpliSeq
RGN, 45 RN 50%I1 AD B KB 2 B AERHIE, MR BE AR
PR A AR BL Th2/DC il B 0E AR =ik oy £, Eid#t7iiR, DC 7E AD
BF IR RIE . PRI IR BRI T 5244 B S0 i 4 4(Tumor necrosis factor receptor
superfamily member 4,0X40) = EL7E APC H3R1A, &1 Hc /4 1) OX40L(KY1005)
£ la R %: (NCT03754309) HRILH RIFACR, (RFIE T R E AD B
HEIZ [T BRI RS 15 40 17/ (eczema area an dseverity index,EASI )5 FEZR A EL
NF% 80.1%, 1M Z2RFI4L T % 49.4%. Nakamizo 2£161%H RNA-seq iR %] AD
SRR RN IR 2 R SR ZAK) DC ERE, RKBLEA e i iR sl DC 41
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(immunoregulatory moleculesDCs,mregDCs)BIRC3*4H i £E AD 451 fz 45 vh 56 =
B, 1 mregDC #iA N5 AD 3% K 17 = A 50,

132 HARMG4M

H 8 A (Natural killer cell NK)4H /2 56 Rk 240, 5 PEFA A1 I8 A%
YA 5%~10%. Sun ZE08INH i BEE A1 AD FBH I R DR I B3R AT 1 S 4 2 0y
B30, AD S Bz Bk NK 4 A6 R 152 44 4(C-X-C chemokine receptor type 4,
CXCR4)FIH [AYFFEL /AR CXCL12 #53% Fif, B NK 4 2 5 i et 9858 )M o
Mobus 21Xt 31 il {gk e F1 57 Bl EE B AD BBEH & RG8i67T (dupilumab 5%
A1) 15 BB NK A T3 e 45 00, RIAE AD B3 R4kt NK
s B CD3*'CD56 4l B A B+ 2, 4 dupilumab S EERIBIT S,
NK 20 % s AR ey B, (B3 NK 408 TERE A 0 ) CD56PoMt #4745
NK 4 4 i A0/5Th Be ek b AT g2 AD [ — /> 5 i s R 5

133  JRE4agni

FRAF A B LR (0 R A A Y —, BRI MM, Helen S50
55 AD B3 7 54k BE R ¥ B 3R EAT sScCRNA-seq, R IL—FERRRR (1 S 4F 4k 41 iy
I COL6AS*COL18AL" Kik CCL2 Al CCL19, CCL2 i@t Toll FE5ZfA 2 (Toll
Like Receptor 2, TLR2) i@ %% 5 IL-2. IL-4 Al IL-5 25 AD KR4 K ERY, Kang
22245 AD /NERAT AD BB [ 3R HEAT ScCRNA-seq 04T &I, Prx1* ke 44
MR SR AT RE R AD R E R Z —, T «b BREGIE AL B A
(inhibitor kappa B kinase,ikkb) i & i B AT 4E 41 B 57 5 2815 CCL11, 5lk Th2 28 %E
SR, BHBT CCL1L R R0 Th2 JO0E N, 3R iR CCL11 mIREZIRYT AD
Tz —

1.4 BB SAAE AD RFEF KIRT STt R

AD EN—Fg I S R M SO, R R HIGRIEIR 2 — . AD JRFEHL
BRI AN IR TT SR TR A, AR IL-4. IL-13. 1L-31. 1L-33 S5EAH G A5
W), Xiao 5% AD BRI AD /N BRI B IR HEAT B S AL A B R B,
IL-13Ra2 7E AD 3 B Bk i 3RIA B, 78 AD /) R 48 TLR2 33071 Pam3CSK4
A FSL-1 FiAL PR AT R 5/ B IL -13 ARSI ATy, IL-13 dlad A 3 B i
FRRIE ) IL-13Ro2 A TLR2 A5 IZET0 IL-13R02, fRIFMHEUENERAE R, i
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HRRPE. Rk, K IL-13-1L-13Ro2 J@EAI#HZ G TLR2-1L-13R02 J8 % 1 g 2
IBIT AD JEFEMIFE S Z —. U IL-13 B TIFEPIAR lebrikizumab TR SRR 1L
IL-13Ral/IL-4Ro 7 —RAKE GYIRIE A G ME 545, RYIHT AA G
J7, FEHE G2 5 B % # R (Food and Drug Administration,FDA) . it #E
lebrikizumab F 7697 Hh B AT D4 AD % (12~18 %, 1R Jii E>40kg)
—I5 Meta 4} 4745 5 8o, 3] lebrikizumab V457 5, AD H 5 e I (8 A0l 1 2
5% (the Peak Pruritus Numerical Rating Scale,PP-NRS) 734 2/ F&AIK 4 43 1) /5t
B, b dupilumab A B8 K 1R FE SR A R 125, Nattkemper Z£285% F RNA-seq
25317 25 151 AD R SER P B 5 AR TR M B 4515 30 {91 R X R A 114 R JBR e s
HEHE, RIL CCL-1. CCL-26. CCL-127. CXCL-3. CXCL-11. IL-4, IL-7. IL-9.
IL-10 FIF-Hiz-y INAE AD BREEME AR 0L, X8 RIA A R 7 7] )5
8 FHRIETTHE AR AL KA
15 BRHEFEREEH PR AR
V3 B R S5 M T 2 R S Th e e e i T4 NI R B 3 L K2 M

it B B AR EOR M, B S 1 E A ML AT . BiE LR B TS IR AR, T
RN e, R G REEIIRE . Park S5RTR AR BRI 10 132 4
Bl CELEE 84 g FEXT I . 22 I 5 AD LR 26 B AD L) 3
EREAEAT T, RIFH AD BJL (Hib< 24 H) b 8ERRE & B 20w
%, BIse 8 REKSEME, MKW AD B ZE MR ZEMATE . w2
RO S AR, BEER T & S i o 1B TEHRORBAT 5 2 [ B M R Ay o 2 (1 Rl A )
febR, HEIT M AD B JLRIRFE . Baek SR8 ] il B RNA JIl 4 R 315 %
J BN R 3% 2 SUBRT £ 11 AR 22 (oral tolerance,OT)/N R M AL OT /N R (3 E
ZH ) (1) g PRt S 2 0, 25 SR IR OT R4 A B 1 A0 90 S A DG JE BTy 19
27~ OT A BRI AR 1E Th2 S E s A0 2 Jbk g e Ty e 1 47 66 R 0k AR B B2 ok
I R, A AD B IR BUHT IR T SR .

1.6 #HFHEAE AD B RFPHIF TR

CAZ T AR5 G WA, FETETE 2 PR Ao J AR B 3 3 S e 1 A2 DR 1
o HZIEEEICIZ T 4 (tissue-resident memory T, TRM) &ic4Z T ZHf A5 2
—, TRM I [ 5E B AE bR FR Bl 23, i AN e 3 [tk IR B . TRM 7] 58

o

H.[,
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i B IFN-y A M 402 F 1, 55 B AIIAFEICIZ T 44,
I FBURH DC R NK 20 30E AT 33— RIS . TRM 2 i B
G M S RN G 2[RI E12), DRz Jik 9 5 10) 1) CLATCDAENZ T 4= A 11
IL-4. I1L-13 F1 1L-31 J& AD KJF I CHEAN i . Christine Z:B%%f £ dupilumab 7677
JE R ARREIR SRR 4 1 AR A0 B EAT A4 RNA I, RBLT — e R g
MR, WIERGE DC. Th MMA A T 4if, b Th iRl Rea m
IL17RB. IL1IRL1 1 CRLF2 ZHAuMA 7328, XL 12870 30y AD
EARF T IL-25. IL-33 A1 TSLP (N, X L4l B4 5 A B 5s ic
1, kT M T 4EM . DC AN T 20 2 18] Jo 3% Rz - B0 R AC BRI PR SN, X AL
T AD G A YT 4 1k JE B B R AR IR, 8 e S 2H 2 R I LE A e L
FORAMIZERL, I RAEARIT IRt Z T 5%

2 FERMAEAE AD KNSR T BT SRk

AD B3 AT R N H A B (e 1, i AAL AR FI R,
AD I RARAE (1 H B e T HADRE R, 428 AD &I em i< Ui

2.1 IL-5 HAREE R

Bhxf 1233 B 5FHMATRESH A0, KN 8 MEERTE AAL AD H
AR RS R, B -5 A B AE R W S BT K B ILSIAKISTAT A
IL33/ST2/IRAK/TRAF S 4 I 14 JL i ) G B A5 5 i g B, 1L-5 471 53 Mg IR 1 s 41
MIAK . b SEEE. BGE, FEREERMERIAN MG 22 1 (0 A AL o R
TEFH, HRORTIL-5 A /b G R 1A WL 200 it P 7 AR R . AT 2 A 15 B2, $0R IL-5
AT RE AR B 5 VS AR VR YT #E A, (CT04605094)

2.2 IL-17 HHCHE 5

Tian 23805} 10 41 AD &35 (R0 TEANAESA 51 B 35 LA Be 5 42 i B ot 2 1)
TR B REAT T sl s i e Y, I AD &3F AR 35 IL-17A. IL4R.
AQPS5 1 CFTR ik 5 AR B HEARE 2 IEAMHG. BEAE GWAS 7t N, IL-17A
S B T R S KU S A JE R B, BT R B, IL-17A 7E AA A DC
6] S U R R R 4T R 3%, $0R Tha7 SR AT Ag L i B s 18 77 R T
F A HPL (secukinumab) & IL-17A 194 NJFAL B s BEbifk,  FH T BEH LR 9
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BT, AR AD B Ia ] (NCT02594098, NCT03568136) Iffibk Szt iF{E
BEAT . Mahar B8R 5 T 1 518 secukinumab B EHIE Y7 4R 8 95 A R 0 o< 1
R, (AT DI 2 At 12 26 1 P R I i R 5 2L PRI IR

2.3 1L-13 FASREE 5

Rémi ZxfBIE R % (eosinophilic esophagitis EoE) . AD Flid

PERPIRGE R (CEIFERENG ) B SR AR E 2 A 34T A 5K 2 mRNA Rk
AT, BB M B KR IA RS, R IAE AD A EoE Z IAIAF-AE 10%F 2 ]
H7%(p=0.006), MWL K I EOE 5 AD FIl AA HATHLE B RAEK . 1L-13 7l
B b MG 545 EoE. AD. AA FESRHME S 73N 22%,9%F1 5%. —
PPl lebrikizumab X /D AEBEmG BE CRIEHD 7405 22V IR IR K5
(NCT01875003) &5 R, N lebrikizumab 125 mg, 4 4 &—k, 7&K
Mt 1 ARSRE R S A A

2.4 1L-22 HH<HE b5

Pt IL-22 Br PR IR LT (fezakinumab) MY AT Xt AD H IR IR
RER, H IL-22 MRk AD B3 2RI H B i AR S 82, HEm R T 4
AN DC 380 AH 5% G s i 4% 1) % S 4L 381 &1 AD i35 ] fezakinumab 677 R -
JG 12 FME S R B, fezakinumab R 296 ANER, iR FRiCAEH
P T 4 L IV 7RV A5 4 L T 8 e iy 5B 26 e 40, R B fezakinumab SR
I 5 R BN (T LE 24

3 /NgE

BT 2T AD BB BRI T TC, R KPR B2 A e 4
HARHES) AD SAHRILIR S WA= Vhs S AE T BT S S5 F K o RIS, kg
ANFIWAETTEGER A S gy, TRRAS . EalAS . A =5%) i
1T RABEEE S, O AD G YT TR ALE B IR AR .
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51. #iz RNA £74/ RNA R RRECE L F A ERYLEITTR

X115, WE, HE
o E R 2R AE AR Bt 5 B R PR BRY T RE, P 5T 210042

BR KB R 2 REREE . B8 R, w2 N v A
MEREE o AN B A B e B0 & 2 R T 4042k (ultraviolet radiation, UVR)
FTEL, WAF N B OGEAL . BBROGEAC AR IS RNA BEFE KB, 2R IR 1% RNA

(noncoding RNA, ncRNA) Z 5 kb kA KEidiE. iz RNA TN
RNA (tRNA-derived small RNAs, tsRNAs) E5—2Hi % ncRNA, #HINAZ5ZH
LRGN, HET tsRNAs £ BOEZA T I A fiE, AT EERRS
SR K RIS TR tsRNAs, T R8T B T K BBV 62 AL I LT A

BH) PRI POEE L tsSRNAs FRIETE, WIHZ R sRNAs FRIA/KF, SRR
tsSRNAs 7£ S G E A i T A4 B A

Trig RSP IR T A A 5 L UVB(30myfem? % i HDFs,
K LR AT e 2 Y, JF HAZM Y A I 5 22 SR B AR R E AT VA, B9
WTEMIE B-F I EEY . (Senescence P -Galactosidase Staining, SA-b-Gal) . %
LA IR A (Senescence-associated secretory phenotype, SASP) 4l [ -F- mRNA
Fes/KF (IL-1 B+ 64 8) « AHHUaEZ AR EE A RIA/KF (L BRIR & H . p53. p21) .
EdU ZH 0 G 5050 . 0T 4 MR AR b5 0 TE 0 B AL R AT sl & AR iD RNA I

(tsRNAs) , Ff HXJ ik 2 5 tsRNAs #E47 SZH) 98 )% 2 & PCR (Real-time Quantitative

PCR, RT-gPCR) HARBATIRAE
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2558 MM UVB (30mlfem?) %l N F K BRETAEATMT 24 /N AR, NE B
FRET YR MR FR G K, TEAS R« SA- B-Gal Je b i 4R b i (2 1 % . IL-1 B. 6.
8 %5 SASP ZHfi AT~ mRNA ¥ /K-FI S hE . Qg ZMciEa | BRIEE A
BFEAC, p53. p2l RETE . AHMIIGTE AR S R FRAC. R A A AR 50k 4
Fffde FH e = tsRNAs /7 3 £1) 669 2% tsRNAs, JiH 7 404 % tsSRNAs LR & %
5, B E EPIR SRNAs 347 115 2%, Mk 3% T I tsRNAs 4 150 2% (P
<0.05, log2(Fe) > 1.5) .

L ABEFCR IR UVB (30 mdem?) 45 N\ BB R4 4 4l i e 2 AL B,
RIAEE LR th, 7278 52 tsRNAs £ik %7, WHES oLk 4R

g Ok, 5 RNA 742/ RNA. tsRNAS;

52. Bl & MBI R BRAS TP BV Il PR T SR 2t R

WU RS BRES

et MR 2R T EEEERERE BRI TR B TR, BT 210042

BR R MG B & — 40 ARG PE B, B2 R RO
(PLE). MBMICLIER & (CAD). SCERNEFEZ A HEIESRRZ S5 . FUER A Bl
TR AR R P R B 3 B L R A L B PR SRR B 4
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B ER) PRT AR R PG B B s e 9 0 75 e 3R P, B A I AR 125 i £ 75
FFR SR A B

TT¥E AR PSSO R AR, BB IZE PLE. CAD W RR OIS R 1 et
B2 TR H D R 03 F HEAT 253

53R RIFE RPN H 888 S 2 N SPF 30+ /  PA++~+++Bij i1 LAB 47 H
S, eI, KIEAML (UVA, 320 nm~400 nm) 117K F-Bi 3%t PLE
Ty EE, FPEY SX A —FEHLTHE UVA I, S22 IE® SX I UVA B
¥ (UVA-PF) BiWi5RIEAIS UVA-PF 7 W55 ] A 2ok H Ot PLE B 1K
BUKL. BMARGIZ 5 PLE K, PUANT a-RIRESE M T 40MAR 74K 50 2 [N 45
RARR AT f BB PLE. 2V PLE B HHiR . MLBURIT B S8, MM
PLE i MU & 23 = UVA-PF | RER7), FHROE 15 677 A T A TH 6,
2 /N RN o e 05 P b X 5 TR A 2R A5 A P v B 7 R 0 G 79 DA g ST T 3
VI B2 B AT YT . CAD KI5 IV EUBEUR MG 5, — TR B 5t = 1,
86 171 CAD Bt 6 191 (7%) — ZRHZE F0 Z FE 2% YRR S B G 711) ' B0 I X 6 B 42
RItE, CAD HR (3 4 5 P 77 5T LR T B0 AT B G 56 AT i 4, T e PG
BRI TEHUBT IR . CAD Sk BT RE LRI B R4 1 o7 5 Ay 3 LA 3 4 oy ) o 38
CE fi SRR G kg 45 SRk F R B4 R BB W77 . W] WO & PLE Al CAD 123
eI, ARG DR 370 nm PA_EDGRR J3A 2, B AT HLET G 1) MCE-. TriAsorB™
AN LTI B 5 1 6 Il 8 A2k 1(340 nm~400 nm) K =5 B8 AT I (400 ~ 450 nm)
(IR, BRI R B k7 A8 B I %

Shie B B o R B R R A R B4 RO 5 B, AR R
Bowooils . RO tEBL. BRI RA. HWIRE R AEG L E BT %
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REgA]: DI R CEEE BRI IR

o3, RNMERKBEMKIE. BREREIETHR

PKAR ', iR
L. prsEdEE /R Bin XN RS RN G880 # BEARFE 830054;
2. R R P I PR = Bt 5 Hh O 7 8 R P it 9 B AU Se = (XTYS1707), &

A% 830054

B PRI R 58 (AD) 22—l WIS JRE P B JHs, B S 2 F i B A 3
Heftthe G ARAE 2 B R BURAI T8, 23 s OR BUE IR AR, 8 A ™ IR
FERK . RZY B0%I P 73 9138 1 46 T 22 ) LIHER ) LB, HARIR BIE NI R R . % E
JUERAT M 2. TF) 20. 1%ANEE, TR RIFAT A 2. 1%3] 4. 9% ASE . PR
B SR R AR o R RS, JRIE T A a B A A X AD KA
RN e S 60 DR 3R S TR N FRIRIE 9T, BSKE G P V8 97 S BB S PR 4 e ) B 4L e
2. ERUAT AR EEI R MR IR BTSRRI R
FHIN BRI bt DB SMEA, BN 7 BE TG KA, Wb TR
F ISR KA RIRAS, I G S AL 2R T 2 F 540 . SO0 AD A 1
— MR IRARAFIE . fERN R, S E . DLQL WP SiHT RS, i = AME

e B AD B FLIG RAFAE K SE R A R R F], KMy AD 27 R (R s
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B TR R & (atopic dermatitis, AD) EFMI—RERL IR
R LI EHIRLE R, R AD B SR AR PG ACRHE . faR R 2 R TS ) 2
S, O HIEIR TR 5697 IS R

Frik Wk 2017 4E 6 A 16 HZE 2023 4 12 A 31 H T3R5 B RHH B3 1677 1 800
% AD BERDIMEE, BB (AL R el EAERL. RIRZETT . FR
SEE) PRI CRFBAL) LA R it s i B4 SRAE 7 T, @i N SPSS26. 0 #f:
XTSRRI BEAT Gt b

R 1 —REERL OA B FLAIAN 800 5] AD B3, FMEEFE 421 51 (52. 63%) ,
2 379 B (47.37%) , BN 1.11: 1. FHER 46. 79+£19.80 ¥, H/ME
W%, mRFERKNITS ., K, JLEA (0-17 %) 71 AN, WA (18-59 %)
508 N, ZE4 (=60 %) 221 N =20 LB 2 AT Gi it X (P<<0.05)
@800 f &, REARF 68 ], REBHEEE 97 ], =HIEARERH LG Z A
it L (P<0.05) . @274 i (34.25%) AR NVEFR RS . =4AA R MR
T LU Gt 3 (P<0.05) o @E AP RO, )L E s IR Ay T 39050
FRF-HAL: AE RO B R 8 B s W, fEZ AR, RO LR IR & b
I, = 2HIA) R ARG R A 22 A it 5 L (P<<0..05) . (9800 1] AD 7411, SCORAD
SEIME AN (40.88+15.45) 4y, HAFRNE 129 41 (16. 13%) , HE 457 5 (57. 13%) ,
HJEE 214 1) (26.75%) o HA E R E SR 739 B (92.38%) , =ZH[A] SCORAD P
S it L (P<0.05) o ©DLQI “FHAMH (13.87+6.03) 4, Hrigp
726 (9% , HPE 234 6] (29.25%) , EJE 494 ] (61.75%) , HAVPL A EREE
B 128 41 (91%) , =ZHIW] DLQL PPy LEBIA Giit 2 m X (P<<0.05) . J7i4h, =4

[BIFERA S FIRZEAT S SRR Re R AN 2 rh 2 7 B St 2# 8 L (P>0.05) o
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SRR TR, TR S AE AD B B0 L /3 B BUm I AMA €3, C4 % TgG.
G©EF 5 BT K BMIL R4 T3 L AD FR L4502 AD I m fa bR =
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Clinical features, risk factors and prognosis analysis of atopic

dermatitis patients
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Background: Atopic dermatitis (AD) is a common chronic inflammatory skin
disease with complex pathophysiological basis. Its clinical features are sensitive and dry
skin, local or diffuse eczema lesions, often accompanied by a severe itching sensation.
About 80 percent of cases of the disease typically begin in infancy or childhood, with the
remaining cases developing in adulthood. Prevalence rates ranged from 2.7% to 20.1% in
children and from 2.1% to 4.9% in adults. The disease has a significant impact on the
quality of life of patients and their relatives and poses a significant socio-economic burden.
With the in-depth study on the pathogenesis and development of AD and its risk factors,
the current treatment of this disease is not limited to traditional antihistamines, calcineurin
inhibitors, immunosuppressants, hormones, phototherapy and other treatments. The use of
other biological agents such as dupriuzumab and upatinib has increased the prognosis and
quality of life of patients. It reduces the frequency of patient visits and anxiety, and also
reduces the economic burden for the family and society. This paper summarized the
general data, clinical features, risk factors, laboratory tests, and DLQI scores of AD
patients, analyzed the similarities and differences in clinical features and risk factors of
AD patients of three ages, and then provided new ideas for the diagnosis and treatment of

AD.
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Objective: By analyzing the general data, clinical manifestations and laboratory data
of patients with atopic dermatitis (AD), the differences in clinical characteristics, risk
factors and prognosis among different age groups of AD patients were explored, so as to
provide a reference for their clinical prevention and treatment.

Methods: The medical records of 800 AD patients treated in the dermatology ward
of our hospital from June 16, 2017 to December 31, 2023 were collected, including
general data (gender, age, ethnicity, place of residence, onset season, family history, etc.),
clinical manifestations (site of onset) and laboratory examination results, and the collected
data were statistically analyzed by SPSS26.0 software.

Results:1. General data: (1) A total of 800 AD patients were included in this study,
including 421 males (52.63%) and 379 females (47.37%), with a male-to-female ratio of
1.11:1. The average age was 46.79+19.80 years, with the youngest being 2 years old and
the oldest being 97 years old. Among them, 71 people in the children's group (0-17 years
old), 508 people in the adult group (18-59 years old), and 221 people in the elderly group
(> 60 years old). There was a statistically significant difference in the proportion of males
and females between the three groups (P <0.05). (2) Among the 800 patients, 68 were
underweight and 97 were overweight, and there was a significant difference in body mass
index between the three groups (P <0.05). (3) 274 cases (34.25%) had a family history of
atopy. There was a statistically significant proportion of atopic family history among the
three groups (P <0.05). (4) Among the common areas of skin lesions, the most common
areas in children are the face, neck and trunk; In the adult group, the upper limbs and face

and neck were the most common, and in the elderly group, the trunk and upper limbs were
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the most common, and there were statistically significant differences in the common sites
of skin lesions between the three groups (P <0.05). (5) Among the 800 AD patients, the
average SCORAD score was (40.88+15.45), of which 129 (16.13%) were mild, 457
(57.13%) were moderate, and 214 (26.75%) were severe. Among them, there were 739
patients (92.38%) with moderate to severe disease, and the proportion of SCORAD scores
among the three groups was statistically significant (P <0.05). (6) The average value of
DLQI was (13.8746.03), of which 72 cases (9%) were mild, 234 cases (29.25%) were
moderate, 494 cases (61.75%) were severe, and 728 patients (91%) were
moderate-to-severe, and the proportion of DLQI scores among the three groups was
statistically significant (P <0.05). In addition, there were no significant differences
between the three groups in terms of ethnicity, onset season, place of residence, and
personal history of atopic diseases (P >0.05). 2.Laboratory tests: (1) 171 cases (21.38%)
had higher EOS than normal, and the proportion of EOS among the three groups was
statistically significant (P <0.05). (2) 415 cases (51.88%) were serum allergen-specific
IgE positive, among which the most common inhalation allergens were dust mites,
mugwort and feline epithelium, and the most common ingestion allergens were pineapple,
eggs and brewer's yeast. There was a significant proportion of inhaled and ingested
allergens among the three groups (P <0.05). (3) There were 248 cases (31%) with
complement C3 abnormalities, and there was a statistically significant difference in
complement C3 between the three groups (P<0.05). (4) There were 323 cases (40.38%) of
IgG abnormalities, and there was a statistically significant difference in 1gG between the

three groups (P <0.05). Forty-four cases (5.5%) were deficient in zinc, and there was a
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statistically significant difference in zinc between the three groups (P<0.05). In addition,
there was no significant difference in serum total IgE and complement C4 between the
three groups (P >0.05). 3. Prognosis: A total of 547 patients who had been treated with
dupilumab for 0 weeks and 4 weeks were screened out, and there were significant
differences in DLQI scores between the three groups at 0 weeks and 4 weeks and 4 weeks
(P <0.05). The patient's skin lesions improved or cleared substantially, and his quality of
life improved substantially.

Conclusion: (1) The prevalence of children and the elderly group was higher in men
than in women, and those with low BMI were more susceptible. (2) The probability of
allergic rhinitis in AD patients is much greater than that in asthma, and the probability of
children with family/personal history of atopic is greater than that in adults and the elderly.
(3) The skin lesions of children are mostly accumulated on the head, neck and trunk, and
the skin lesions of adults and elderly are mostly accumulated on the limbs and trunk. (4)
Compared with adult and elderly AD patients, pediatric AD patients had higher peripheral
blood EOS, serum total IgE, and lower zinc, while adult and elderly AD patients had
higher complement C3, C4, and IgG than pediatric patients. (5) Elderly male, urban
residence, low BMI, low zinc, and family history of AD were higher risk factors for AD.
(6) Patients with moderate to severe AD had significant improvements in skin lesion
severity and quality of life after 4 weeks of treatment with dulumab.

Key words: Atopic dermatitis, clinical features, risk factors, severity
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Background: Indoor environmental factors, such as pet ownership, exposure to
environmental tobacco smoke, exposure to household molds, presence of
cockroaches, mattress quality, fuel usage (gas or electricity), and use of biomass for
cooking and heating, may significantly affect the sleep quality of children with
chronic cough. However, data regarding the effects of indoor environmental
conditions on sleep in children with chronic cough are limited. This study aimed to
assess the prevalence of abnormal sleep behaviors and establish associations
between indoor environmental factors and sleep behaviors among children with
chronic cough in Wuxi, China.

Methods: A cross-sectional design was employed in this study, involving
children aged 3-18 years. Data of Sociodemographic factors, allergies, home
environmental exposures, and sleep characteristics of the participants were collected

using paper-based questionnaires. The association between indoor environmental
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factors and sleep behaviors in children with chronic cough was analyzed using
logistic regression models.

Results: The findings demonstrated that the prevalence of chronic cough
among children in Wuxi was 15.50%. The chronic cough group exhibited a
significantly higher odds of eczema, wheezing, rhinitis, food allergy, and
nasosinusitis than that exhibited by the non-chronic cough group. In addition,
children with chronic cough also tended to have a family history of sleep disorders
and adenoid hypertrophy (P<0.01). After adjusting for confounding factors, a
significant association was observed between bruxism (teeth grinding) and chronic
cough (sometimes: odds ratio [OR]=1.04; confidence interval [CI]=1.01-1.08;
always: OR=1.11; CI=1.04-1.19; P<0.01). Among children with chronic cough,
recent home decoration was associated with sleepwalking (OR=1.04; C1=1.00-1.07;
P<0.05), mold exposure was associated with bruxism (OR=1.15; CI1=1.0-1.31;
P<0.05), and carpet use at home was associated with apnea (OR=1.09;
Cl=1.02-1.17; P<0.05), twitching during sleep (OR=1.13; CI=1.00-1.27; P<0.01),
and morning headache (OR=1.14; C1=1.05-1.23; P<0.01).

Conclusion: Children with chronic cough are more prone to exhibiting some
abnormal sleep behaviors than that observed in those without chronic cough.
Household decoration within a year, household mold exposure, and carpet use were
significantly positively associated with abnormal sleep behaviors in children with
chronic cough. Our study provides novel insights into the impact of the indoor
environment on children’s sleep and the occurrence of chronic coughs, offering
guidance for tailored health promotion programs for families.

Keywords: Chronic cough, abnormal sleep behavior, indoor environment,

children

134



55. PMas B &R/MMEIBEAFRIVHI R A aHR R

T L REEL SRR, RS, Ew
1 JERFBEZHKRFE, JEx, 100029
2. FENZRSEDIEFRA, JE5, 100049
HEEH: R, Email: husm@bucm.edu.cn; £ %, Email: wangan@bucm.edu.cn;
%%, Email: xudd@ihep.ac.cn
WREKYE: ExX BAREEEEIE (12105313) 3 HrBUmEZREELH

(2023-JYB-XJSJJ-004)

[FHE] Fx 8 21 sk, Wit baozsm, ek kg
PHRIRZET =, fEgeil, Hard8Erom g 2 ER2) 30%-40%M A H, i
7131 2050 4, A=BERZ) 5001 N ¥ B RO, 38 Ol K I 2 2 5 6 g
REA U I, S BRI 1) R A 52 31 22 P R IR e, DABR R DR 3 ANg A% [ 3%
NE. BT AL FERANEE, 2550 H af e, PR Fond oo
ISR R AR 5| AR AL 22 (I 97E . PM2.5 LERIAK, &N A, 5 Wb 2
SR REGRNIMEYR, HONME. R, 1005 BURRIEE A, Rkt
YRR SR E. BE AR PM2.5 7 kit St LI EEAT R
H BT o G = S S B VA T T R fE . A SC B ERE— D4R PM2.5 15K/
TIN5 B R AR ML, A AR SRS T 1% R AT £ X P R T T SR HEAR SRR 4 -
FiE Dk . PM2.5. DEP. BRBERIRIY) S5 Dy % ) A6 22 o [ 6 Y
JiJ7 i, Pubmed SEE A, FRERFE KA SCIRBEAT 0. SR AS)
BT 7 PM2.5 ANERIES AR 50 %t T i SO i s 256 K st IR
WFFE B AT R AR EE, RGBT PM2.5 7 A/ B M Vs e L . ot
Ab, HHE T B B E AR E XS T PM2.5 ARG BB IIRIT R . &
W EEARMN, JBERRRER RS KA PM25 SRR EY), HiZ
5] 530 0 o ST 7T 3 (s F A . PM2.5 2 @ i B R B RS I e . 1SN SR AL L
AN G2 X =FHUIE S T 0L, SR BRI R . R R R
B[ ALy, PM2.5 457 BRI R G NN, 1 il bR 2H 2N, WA Bt i

135



B AEThRE, S BERA NI N R e B R, IR B MR R gtie TR e g 2
WEBBUR, AA. AR, AD KA,
R EEE; BN PM2.5; BAKERTR )

Systematic Review of the Mechanism of PM2.5
Induced/Aggravated Allergic Diseases and its Prevention and

Treatment

Wang Xinmeng!, Xu Minhao!, Hu Sumin'*, Xu Diandou?" , Wang An*"
1. Beijing University of Chinese Medicine, Beijing 100029, China
2. Institute of High EnergyPhysics,ChineseAcademy of Sciences, Beijing
100049, China
Corresponding author: Hu Sumin, Email: husm@bucm.edu.cn; Wang An, Email:

wangan@bucm.edu.cn; Xu Diandou, Email: xudd@ihep.ac.cn

[ Abstract] Background Since the 21st century, the pace of urbanization has
gradually accelerated, and the incidence of allergic diseases has been increasing year
by year. According to statistics, allergic diseases currently affect approximately
30%-40% of the global population, and it is predicted that by 2050, about 50% of the
global population will suffer from allergic diseases, resulting in a significant social
and economic burden. Previous research has found that the occurrence of allergic
diseases is influenced by a variety of factors, mainly environmental and genetic
factors. Due to the relative stability of genetic factors and the increasing severity of air
pollution, the impact of environmental factors on allergic diseases has increasingly
attracted societal attention. PM2.5 has a large specific surface area and a significant
enrichment effect, making it extremely easy to adsorb a large number of toxic
chemical substances in the air and providing a carrier for allergens such as bacteria,
dust mites, and pollen, promoting the occurrence and development of allergic diseases.

Objective This article will discuss the mechanisms by which PM2.5 induces
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allergic diseases and analyze the progress of prevention and treatment measures for
such diseases in both traditional Chinese medicine and Western medicine. The aim of
this paper is to further explore the mechanisms by which PM2.5 induces or
exacerbates allergic diseases, providing a basis for targeted treatment of such diseases
in the future. Methods Keywords such as "allergic diseases, PM2.5, DEP, coal
combustion particulates” were used to search databases including CNKI, Wanfang,
VIP, PubMed, etc., and literature that met the criteria was selected for analysis.
Results This article analyzed the impact of different sources and components of
PM2.5 on allergic diseases; combined with a large number of experiments, clinical
studies, and epidemiological surveys, it systematically sorted out the potential
mechanisms by which PM2.5 induces or exacerbates allergic diseases. In addition, it
organized the current treatment plans for PM2.5-related allergic diseases in traditional
Chinese medicine and modern medicine. Conclusion Many studies have shown that
the occurrence and development of allergic diseases are closely related to atmospheric
PM2.5 pollution, but this issue has not yet received sufficient attention from
researchers. PM2.5 mainly acts on the body through three mechanisms: disrupting
barrier functions, increasing oxidative stress, and disturbing immune balance, causing
the occurrence of allergic diseases. The pathogenesis can be summarized as follows:
PM2.5 enters the body through the skin and respiratory system, first contacting
epithelial tissues, disrupting barrier defense functions, leading to increased oxidative
stress and immune imbalance, and causing systemic hypersensitivity reactions in
multiple organs through the bloodstream, with a higher incidence of atopic asthma
(AA), allergic rhinitis (AR), and atopic dermatitis (AD).

Keywords: allergic diseases; hypersensitivity reactions; PM2.5; coal combustion

particulates
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RILPM2.5 7] LLi%s & AHRE®! (airway hyperresponsiveness, AHR) , it ik
1B i ) B B R R R — o — TR0l o e B s PR VAT 08 - G T BT SR B, 4
WRHOE PM2.5 i S I B B2 0 ZEALE . GuarnieriB855E N Geit T 5 4R (A1
AT GRS, SR755 (PM25, RASCBAH ST R
SR IEIE R, SRS, SEUSEAMIZIE . A iE =R
BRI ValavanidisBiA 0, PM2.5 25 (e B4R 5 350 S0 S S L
JR B bR AR A O REBOR B R AEA T B, A I U ON, T EE LT R 3 e
TS, B K ENLH R E 35,

LT BEWE R R, PM2.5 ATl IE 2 s AR ig AR SR AN, 2B, PM2.5
m[#2 s ROS JiftE. SaffarilOFl Daher*&5 i x4 s ROS MIE LI, PM2.5
el B AR S ) ROS AbiEtE, Hrf PM2.5 i ESEMANEY RS
ROS JEVEE VIR, TR LEY) 57 3 RIS T RTRIAN DEP, 3% B IR0k
U5 S 15 T A S LIRS R o AHELIA G PM2.5, DEP 1) 5 H =4 Rl
JIRE G, XA REE H T DEP RAREUDN, MR e BABOE R, AL
AR PRI KB E R 7 &R 4, #t— P9k | DEP B
. b4, Buzea %5 VARFFEREA, DEP ZRIH 5L A &S 5 bl {2 ik
ROS £, & 5IENRE S, nELH.
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%, PM2.5 Bz I E0E NF-kB (5 5l H . NF-xB {5 5l PR 1L e et
A JORE T R AFE GBI . NF-«B /ENS 5 PM2.5 JRE RN G028 I B ) 5
R T2 AMTHIZEH GRS NF-«B 38 B 78 53 8ot o 2 248 frii 2 i 7E H
Gaol VS5 5 $7R PM2.5 2 5% Al B S NF-xB 15518, 5 S R 40
Wit FERE, SR EAL A 40 . NamP125 & Gu 25113 —35IE B PM2.5
WL K ROS A BRI IkBal NF-xB 11 85 1) M AR 175 S ifi_E 1 41 g NF-«B
WA, SERMERIE, BRIEL TRE R R .
=, PM2.5 AR KA B R . AR B i R AR AL A% 0o e R

RERAEA . BATRL DL S B8 B T, 51 B . PM2.5 H]RIIE K
YHA. EWELE MRS R PR AN 2= A2 ROS, JF AT ROS/Gadd45b/INK Hlifig
B IgE /- FRUAE R E L0 R EWIR KR, DEP CDAWIESLES 50
S i B SOE R R A, R R R S AR K 4 A SR, 1 ROS 7K,
fE 1L-4 R oy b, 5 R PR

3.3 PM2.5 2 FE T Ak P

T RS RMBRY (PM2.5) 2Bt gm kA falRE R, PM25
RFEAT LG RGN AE, S AA. AR, AD ZEZ i itk o B R A
CDA4+ T A e 4 id 5t 7 5238 40 1) 0 e Ja 2 % A2 234 AT 74 Th(T helper
1cell) , Th2 (T helper 2 cell) , Th17 LK Treg ZEANEZEB AN T 4088, Th2
5HIR1%ES AHR LR %], HH Th2 Syiurszn] LIRS U N, Saunders !
LRI PM2.5 FIiE S 2 IR ds (B, BRME A O ED H TH2 (IL-4, IL-5, IL-6.
IL-13) 1 TH17 (IL-17A, IL-17F) ZHffA+7K-FFtmr, 1 Th17/Treg fEit Bk
BENG IO JE R T =, B Treg 4HMIEA 1 IL-10 ZK-FFRAR, 1% AR B2 504K
e, T Thl MR+ IFNy /KPR AL . IXEegE TR, PM2.5 il %5 &
TH2 /| THL7 G [ B R AR R i 52 P Ge 2 I 2 DR B Bk e i 2k, IF &
AR S5 HTE  Cheterologous antigens) 4125 Jiz S AR 184 548

F3Ah, ThUTh2 P85 2 Rl Gt o s 3B e & B RombL gl . Shibe
MOV LT, LA Th2 3 Th/Th2 YA b 51 S 5 /2 0 K78 Fie B 328 ) 4 g2
Pl AFIE N, Thl 5 Th2 LREFVAS-FE, 1 PM2.5 U 2xd@d #f| Thl %
IEANCEOMERE Th2 AT 5142 Th1/Th2 A L6512k 1 . He B 52 R, PM2.5
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AT LB S Th2 FOC5s% B HHES M2 2 B R0 A 5 3500 mg R 1 b 41 Al
AR, PFEIINE R (OVA) 155 3 RN 4 A 5 35 34 IS 5 1gE 7=4E, 5
HIS B SREAR A

PM2.5 ALl TP FM5 5@ 2% 512 Th1/Th2 P47 . B0 A Yot 7t &
Pl PM2.5 Al TLR2 A1 mTOR {5 58520 Th1/Th2 ~F4, 3580 anid
e B e . IR G S 2 R B RORE . B — BRI PM25 RS
JAK/STAT JEBE HIIE < R Y], JAKISTAT 1E 2 i i) N S St 485 53
B, JE BG4k — 0 M AR OC SO 40 M RS, AR THIE 1I9E KPS BUE
Th1/Th2 k45, FEOIEME LSRR AE.

AR PM25 J5 M T SRR T PR R G, SR J LA AUAT 04 2 3
PM2.5 X ¢ ke 73 tH AT 35 12 2 5o o X PFRRIZE 06 F PM2.5 5 R AD [ FL 4R
PM2.5 7] fg A2 I8 I0E TLR2/4 I ER AR 3E 1L-18 A Bt f Jy b R 1 7= A= B H
LailPl25 Ay AD R A B BT PM2.5 K HLA a5 et Sl it 8 1 e DA T
Th2 2 K F F IR R T 3RIE, @ IL-4. IL-5. IL-6. IL-18 %%, 4Hju[AFid
FERIENG 2 5 EHUARIE RV S N . B4k, ScalabrinB4%EiA y IgE AN M 2/
AR R R A RURKFE B Ve T AD [T AR, 1T PM2.5 ARk 2 Pl 0 2 LAk
ek WERMERS, JFHNERCOHEUEV 20 PM2.5 15 SR IL-6 1)
FEFEP,

3.4 PM2.5 B[4

G0, PM2.5 ¥k P 5 i MU B R 3 2 IR ARG, TR AR g S U
5 PM2.5 15 450 i K, MIOCHERE N2 . KnoxPIS%E0F 5K, DEP fERSI &
TR LS RO R 4 S, SR G . DEP AR IE B AT UK BT JE
B 281 2 TR 81, i SRR VR 4 B, T 3 FLAE IR R R R 213 i 8 )
U R, AT LS I R i R o S A, AT I e R
Ormstad 25N\ Ky, PM2.5 7EA SN B SR 5, HBOK I LR TR AT DL 2 42
BRI, it HL S i U P R E R G5 1gE T, 4 m R AA R AR KUK
41, Rusznak £ I, DEP 2 VH #EIAR Y RIABTEAA T, St i B0 i B,
R AA T AR,
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KT PM25 5k BR e 5] 3 80 BAR 1 L BIESE R R A D .
Devouassoux %5 NP FT R 0H, 1L-4 J& P[] 3 0 B 20 M R 1, DEP nf BL#EAR
BERE B RLAE M A B IL-4 FFREANZ, HAZ RN AR 5 i s L R R R I 5E D W
o AN, HISCHTHE S PM2.5 5 JE K 2 B RIOAE ) S8R FH 2 L b =] 3
L — AR, 38 R BUEE HIE R AN 5 2 WA B IR AR, Tl T PM2.5
SERURLIRAE AR, BRI T RSN ) R 225G, Iz BRI R AR, 8RS
LA fid P o K 5 3 A 2 K80, 5 A P 80 e v 65 B i g o 55 o o ™

4 WePRBiVA R

PN e R R BTV AT TR T I B eme R o 2R [ . Pdi i
LRV IR R RS SZ BB . AR, R YRYT T IR TR G LA i R 7
TERBRUR N, RS M LS R . TRk, BATESE A PM2.5 SUBIIHL
i, LB B BT T IR YT PM2.5 5 R Rt et 5 1 T B

4.1 AR

bR A GURAR RN AR EZE TR, HERERREES 28, I
B I 2 T 5 3 AT 3 IS S 2 I (R P AERAP A o BB S 1 A B 2
GIERGINBETUR MR, BT R IRE . HATH R T 2 IR Tk i
TS S IR T, T ARG 1SR IR UE, AR RS AR B T
IR, BREE—B0

TLRs (Toll-like receptors, TLRs) &4kl R RN A 24, 7E
B RNUE P= HERA IR 7, e B3 T G e 2 DAY R S Ak o 7E K 2 B L T
AIE AR TLR FTRESINRISIE 20, {H ChenM4EHF 5 LB, TLRO #2175
T Thl g% [ BRI S5, A2 T6Y7 L Btk e () 280 . HATZE T TLR9
() G2y T IA 710283 (i i TLR CARSE)  CUBIE S AT (R it i Bk A< e hE
B DA 30 B S e B A, I BLAE— e R R LR B TS 3 S 1

IL-4 1E2y Th2 43Uh M4 MR, 7E DK R F R N o 2 B ZAE ],
fE PM2.5 53 (3 O P ISE  IL-4 KT EFHBCN IR . BRI b

(Dupilumab) X IL-4 5241 N\ Ssd e ide, 35 8 £ i A1 2598 H1LR 7E 2017
A HEHE SR U T IR R IR YT AD.
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A, e BELIKT 22 i S0E DR - RS S IE R I 2 AR R R . T SCERATTAR
B JAKISTAT SONEAS Tl g S B o R V), A0S JAK 75 48 )
e, (AR PN PR N S G057 JE (Upadacitinib ) 1 4 1 % JE (Abrocitinib)
JAMA TEA-E R F I —T50 3 WIBEHLG RS2 I0 B0y  EEaxd b T i e 55
FIICHPINT T AD BT, 45 R BoR S8 e 27 805 AR T BRI JC b, T
JE RIS B IR e AP A T 2 00 5 8 o IX R RE R R Th2 40 PR 1) i FE R ik
RETE AD RHLEI T 5 3 S . Moorel®148 A i3k4T Y — 5 [l P4 AF 7 S5 7ms
FEE RIS IR YT 2 P BV v RHE T I IR AR, TSR] A7 B JE U e
PO PR AR 1 AD S35 IRERR MR ZE KT, Sl ImPRAER o Y uanl®e1%E i i
BOX5 ] LAii%: PM2.5 53 R B A REVE i 4y, =Mk Il #E [ 4 Wnt5a
55 AT DAV I R R 1B O AAFAE AL G300 1K N JE B T I
IR IR AR R 2R

N T PR T RS R A o B DR A 4k 1] L 7E 2000 4K, Horner(®7!
S NVPAl 7 JE R 3 vy e P /N BRSE Y v T R B S B P 3k, IR, %
ZENT DA A0 55 5 27 Th2 ST BUR S K JE . Bauerl® I FUUESE, 4mhdiz 2
L[ DNA S5 1 7 LU 2] 1gE S, 7 S/ N R Pt 8, I HLAT DU R
I PR 22 4k

4.2 YRS

B T AHRIFRILLAN, RIRFEYISE B ANt 2555 PM2.5 5 R IR B 5 s

WHPERT . 2O RREERIEER (RosA) TE BN G T AS
KT 77 RongleOVEE 71 e W K 1% 5 BR (RosA) 1T LS 4 H it A AL B i R 4%
] -4 FIAFPACMLTE 1gE KT, HISS A0SR, 5% PM2.5 B iE 551
1 AD 5 AR. It4F, RosA ClEsEVIRT LA Bif Thl A C4ME F3RiE, T
W Th2 iRl 72k, BIE ThU/Th2 “Pirdl, S BoiR. Jiangt™ 55 &I
FRTEN, — T ARSI, (EVETT I Bt S 5 RN A S S E R R I T
B PR PRI IE, W LAk Th2 {2 KR4I 1 IL-4 IL-5 F1 1L-6 )51,
B Thl AN 7 IL-12 233, VAT Th1/Th2 55 Th2/Thi7 P4, #higERTmE 5
R, JEANR AT LR ZE L AA NPT ERERR MR AE A H, T NF-«B R
1%, I3 Thi7/Treg e V45, MIMRE PM2.5 X7 AA /IR P RFIRGE 28 REH 1% -
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H AT O R S AN 2 7 7 T AR VAT, o] LLFS /- R4 S R b B,
B 9 PM2.5 K RAFEWRITI, B8 AR IRRAEIR, EETT X AR
FIRICR o IR, PR i S 2T S0 7 8 3 PO i 1] e 928 240 32 D T BEEAEG 1L-6
KPS il Bz 96 /N BRIKI SO ] B, 3X 2 PM2.5 BT AD AR IR YT 77 a1 4
T HIML R

29T PM2.5 5 S I BB I PR T 0L, 2 It e e el
I H 24 0 H 24 5 D7 24 R S P R A S RS R BT L (R A RS L
BEA PM2.5 WML M4, BARHLE] H AT 56 it — Bt B f sk pe
RIS N BRI 745 SR 2038 0, vk o 5 6 57 XUBC A 1R n] R 9 IL-17 0 IgE
K, VAT Thi7/Treg V45, 125 PM2.5 25 8108 b S, It
AU 9 FE IR Alox12e. TKR12 A REAH 2552 75 1 I T TESE i Tk 7925
ISV 5 S I i T DA R A 25 9 2 . T W SR (R I AR, 4] NF-xB
VAL, AR AR KT . REAS BTSSR B LA SR N E AL SEE T il
S TSRS A B A R E PR ER, AT LA 1IL-6 KF, 22
fit AA IRRZIL . BURHEEZ NN PM2.5 L2418 180 5 8 A8 AR DT,
J& T MR JRYT PM2.5 BTl i SR S Hh 26T 7578 2 B LA R IE RS
RN, R DL B RE RO RO R, BEUE N . g 3 g Ak vb
2, At KA A%, MEHERNINERA, WA, HE, mEEs, £
WE Y A A5 58 1E % .

5 Wig

A FLIE I OB AT SR I R S IR 45 R, R T
PM2.5 ANFEISKIE . AR 5 USRI A o, 878 1 LA e S iE
ML LA BB B AT AT BT S PR Va7 it . AR B Py S 2 HF5E 40T, FRATTIA A
PM2.5 3= B8 i BR 57 B Th B « 3800 S84 JSLORT - S e~ Al i =P Ll 4 L T
Uk, Sl BEsm i R . JORBIEA R AL N, PM2.5 4 5 kAR
RGENNUER, B bR HL, BORBEEERETIRE, 5 S R N &
PR, @ MR RGBT IE A B 23 B HEUR R, AA. AR, AD K
PR JEAh, PM2.5 BATZREAN S R USRI VR, AT DA SR U ) g
JEE, N U RARRE, AT R A U BB AR AL
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N T RO A AT R R REL, R P R 22 B iR S8 i MOE T A .
REIH PM2.5 5 AL BUESOR FIAH AL S, BB BL & it At 2 A
BRI ML 5 T EAH R IR L ) 29 A DAL B v o IR SRAE W GRI BT X ki, VBT RCR
B, ANRRPNRAEFRBAR, JF BAE— € R B nT AR AT B R S N A A o B8
11, AT AR I s B SR BRI PR S FH Y R B AR 4 )N, L DR 88 v ) 2 4 ik
WA Y. RIMEVIRI S 2t BAa 2R s E IS, SRz,
g aVER R . JUHARTAHIFICAEIRRNH 2 E, X EE AR HERAER, B
TN, 222k R R0H € - (B R T 25IR YT DU BOU A AEAFRIEA A 12 (0 R R,
ATIE BFEVEAHAIE IR R R 45T SR 7 ZEF FE 5 45 1Y) B 2 il
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Jivk WP 2023 4 1 H % 2023 F 12 H 2 B 5K B 5 B B I 75 M 1= B J LR
FS L B 8 LB X 5, 1SS BURFIE . AT
LRI IR R B, FF gl 2 LA COVID-19 e s SR HIAL 2 R ik AT 5 b IgE
DA IgE A0, JEIE SR dT, PR SR . RS IgE DURE IgE 5
COVID-19 /& 4L 8] T LR R

GER ARRHFSLGIN 453 BB B LA TR R R4 LRI
S BE S RIS TS S5 R RIS e P B % 5 W PRtk . 3k
T U A S v B 26 B, R B UR R B R AR, R
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[ Abstract] Allergic diseases involve many organs and tissues of the human
body, and its incidence has been increasing in recent years, there is a lack of
biomarkers for early specific diagnosis and monitoring of the disease in the course of
the disease. Proteomics provides a sensitive, high-throughput technical platform to
explain its pathogenesis, identify potential biomarkers and carry out personalized
treatment. This article reviews the progress in the application of proteomics in some
allergic diseases.
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1.  BHERAFEREFRERR SR S 3R

11 itz 48

5NV JZ % (atopic dermatitis, AD) s —MiE k. Bk SO R RN,
B AL A BT S VIR E R BV B 305 . AD AT 9T P s A 2 1
2R 2R AR OB B A i 1 B8 S R )4 R U Olink A1 SomaScan'™ . Hou 254 5t
BN R 5 g BT HR AR EE . AD B35 19 IL-37 /KPS 24K IL18Ra [3Ri5
Z AR, BB SR A A AR T R IL-37 SNEER (Rl
B ED G R R, R IL- 37 25 B G M AN R JER BB DU BE 5 . Mok
SR AD B LKK S R A oy AW, 38 I 2 DR 4 R e o AR T A
ST R IR e 2 T LB R AL REE R R 0 ran A5 A R E 1 ORTH
PABETTRES 2R L AD R R 2 IERI < . Bae S5 iRl VUM €2 1% BB BB 1 Bk ) %
ARG R IR LIS 47 36 8 A /KPS AD ™ E AR B FUAE DG, SR T RE/E N AD 2
U R 71 B R P P A P A 0 ) - Zhou S5 38 I 5 i b T HE 6 AR 446 06F R B 1 R
HEETTEERT AD B3 LT T ) 22 7 360 8 E (differentially expressed proteins,
DEPs)BEAT I R BLLL V) 1 (— R R B 45 & S ED/E AD B3 ks Bil,
FTRENE A —Fh AD Wi A bR S8, Morelli 25" 38 3 4 K VBAH £ 3% A BBC SR i Bk
BRI AD BRI N B KA 7 SRR e A T, EEf-EA
BEAAR A2 A0 R0 AR B A U 3 5 - Morelli™ 38 YR €803 e TG 5 3% JB6 P i R B A
HRICERGRITT P EEE AD 5 AR B AL 8 BT RIE, J5 RIS KRR B AR
FEEMPLEMA R E AR L, R EEAJC A EE AD A RS
Kim %@ Olink £ AL BEAR b K I 50 SE 0l & %t 4 B A vh B AD 5 B 297
2. VATt & A R SRR AD ERALE, Wy 8K R B AT g 1R )T R
AEEMIRREY), A AD MEBTE -

1.2 SRR H- A BLE S/ P EE R IR FCIARRAE

SR W - 29 Wl % A AR 1 B R R IR BE R R E (Stevens—Johnson
syndrome/toxic epidermal necrolysis, SIS/TEN)/&—Fft LK 538 Bz i v N4FAE I f&
T A i B B R S 2 43k B 5075 « SISITEN JER7E AR LA 10 A% el B, 0
PitEE, WL IS W R 7 B AR S R RUR I R bR iR . BEARALEN T
R FL RN RSN T ROPR R B R AL IR R iC IR L T . S5 R RO HE AL AR
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bt SIS A IR RGUEM R 2= A E R, SRt R MR SRR R WA, &
R A 2 45 FA A A AR B T SIS B IR AR L™ . H Tk
FEMEIRTT AR W— R0 7 O FE R E R . Sk e 3k B I ARl . Gong 4%
T Tk A KR € T R IR R AR 3 )Xo B A [ v o R SR IR I Bk A
FBTIBYT SISITEN B3 MLRAE AT 8 A0 TE,  RINB kAR B pi B A 28
[ B2 VA YT SISITEN BN 20 A 757, AR A AV @R IE 55 RE IR
st RAEAOG, IR NGRS P AR bR S A2 R S ERIT e
FEAEZGPIAN BRI NS G R | 2R R B Rk A kAT T AR R AL T
) B R B P 3 AR 10, 11-PAEM RSP 25 Sz 2R I R R A i i, dad
BusZ 5 RIES AR Erb-B2 Z AR IR 2, J5 EIANF x B MJAK/STAT i
B, BRI N . B T A T AT TR K A b R A S 2
IS BRI T, 4RI SISITEN, ¥ 5% T 4uist sk / A3 1 4 i bt
JEE AP RAI, RS 2R B KE . Hama 25" i/ £ I Bk
WUV 1) B PR L2 0 M R I AU SR 3R -7 JKP 5 SISITEN ™ H 2 B ELLE,
RN — RS Wibs £ . AR08 (R AL SISITEN B4 414321
SNTRI, AR HE 2 AR LE R AL R IR s B AP A B A0 ¢ RO
BRI, PLRAVEY B AR . R LR T RIA T RNA ¥R E
FEEE 1 A-1 AL Z IR AKBEIIHI A R 4 B AE IR B IR ALk, 2
N H R AT RS S SISITEN [ 8= ERITBR R 2 4 B

2. BH A FAEVFR RGN EZR B

2.1 2RItk £ 4 (AR)

AR N 5 4 (allergic rhinitis, AR) & TR A BUR 5, 8 IgE A FHIHL
R G T M A PR AN 4 IR R - 2 15 1 — P S R A e R . R R H
B AR RFHLHIRER . FHISWIE AR EY . FHRIGTT IS a7 RO 5 7
THIRFF 9% . Tomazic 2 @ ot 56157 i 3R 4 v B 12 o 4 5 AR O L5 R o 2L A
e, AR THRER LB H— R R SORIRAS, ZE PRI, 17 25 ) T S AT
(RAPIEAE TR, TREAEE AR B3, W BEIFEAS EY, Lee & FIM
TR PR S R S AT HEDN RhoG TP BT AN 2@ 25 AR L4
I, T AR AL E SR AL T K. Ma %™ FIH LC-MS/MS % 4 Ji 4%
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T35 Aot i SR e I S VR YT A AR S TR R R K HEAT HL L, R
=M A4 JKIRBEKFAE AIT R EZE T s, S B =00 A4 K AgBE AT g2 Tl
I IRTT R A bR A o TTARIIN 25 R F Fe R bR 0 R A R 4 22 B AR R
i AR B iR TR R UG B B B, K AR B I I & B i
RIR =R e EZ R E-1 MEH WD EEFFHINEE 89 &ridifhiEindr ERiA
EURFES, AR AT A bc Y. R A TRl E R A A
R 3 W) v B R BT AR Y B B RIS S, XSS E AT MR
Bl B PR PUREFIRIFER™ . Liu @ 5T TMT Frid
)5 3 2 1 R 2H 22 07100 B AR S g e FEZH R i - DEPs, iX4& DEPs mfig 5
AR BRI AR G, NS i B IR R R A AL AR AR SR AT
£. Zhou Z5“" R LS XIRAAR L AR 41/ B S50 MicroRNA-31 RiA /K &,
FREAS, FrEE ] IL-13 RVESONVAESCHE A XGE AR GEIR, AIE N —1 AR |
Hria T at Al

2. 2. R

SCRVE BN A M SR R OB S DA AT M SR R 2R N RFAE S
TEMSPE S FEVER T, FORER TR PRI M R, W J2. . i pod P PR ST 28 0E
S s DKL TR AN B, B DA N S B RN T 55 22 [RI 3R S50 o 3 22 DR 24 2 f 2
157 21 53R HH IR R0 A A T e B 13 st i o0 W, A2 S U8 I i A ATL AT
FUHERE™ o H T SRS N R R R AL AT AORE AR DAL e e
P MR R B IIE 122 e B ITE Ve AR B A AL K
S, R IHAERE R A 1 B R R E AR, RIS IEM PR AL 2
PR M 2N I AE bR B . AT 2l o M e 2B LT DEPs,  Hfie
DEPs 59 B SORE ML A AR BRI R 4 RGAT . Weitoft 25
T I AT o ) R 5T A S A R AU U S A S B R R, I R R 2 )
SR AMEHIN: a-1 PUBEEOR. a-1l PrstILIRE AR, 22 %08 & B 7
ALY AR R 7, PRI EVR YT #E A . Liu 258 31 iTRAQ M
AR5 o ey B S TR TT AR A DG B i S ) R A, I 22 R B 1 g AT
HilF) 1N, R ATy — I R e TR T AT AR Y, IR
) W T BB T T VR IR T AR A QB e 1R 43 TR AL IR B R S

o>

i
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TR TE FHREEN VA7 IR P AL s 6 . A e B R AR 4 BT DU
ARG SEIA A B PTIR T ERE WG R PAORL 20 P 1o g A6 8 i Y ML, 5= im A
HytaTT e MBI R AL AL, DUIRMER PTG TT 5 B 8 A FFR
fRE A o A DI ™ E e okl B AR A, X R AR A RE R T S N O 4E
FEAR NPT o A RIF ST ot LU e BT HE ZEL R 5 I P 4T L ey £ AL
IL-5 6 7 RIILE R A, K o -1-DUREABEN o -2-ERREARE B, 151
BERR AR -1 35 NI, RIX =N R R VS AR TN R R S

3. HHRAFEHLRARERMIEZIR + BN

3. L IR At B
R TR 1 s 20 A % & 4% (Eosinophilic esophagitis, EOE)&—FiE k. Hiid

JEAA . Th2 gl SR E B, FURr U B WG IR R4 3 22120 9 1
RRERET 51 K a PR | DA D RE NG 32 AREAIR o TN IR A 5 2 B B 1 JoT 4 27 1)k
JR T LA BhHR R EOE AImMLA . 70 B AR FRAZAFAE . B AR FLIGR T HE 5T S R BH
HAVEYIbR B . Hiremath 55 R F A 20 R BRI (4L ATE R, 5
e AL, VBNt EoE BE M E A BIEE LTt XATRE SN T RAEREL
DR R4 R 386 0 5% o A 0F 7 S8 I 2 19 R 2 22 A0 i R B, S5 IR AR L
EoE A5 4 i 71 : i 2 (1 o 4 R R AR A 77~ 1 B0, o503 BRI
HE o X LERIF 5 3 W] 2 5T 20 2 RO R A IR 1 FRA TR R e M 2B R e R K 4
JR I ERfFE . EOE NI 51T & B e MR MR I 2 hE, A7 il & R 4 vk
Xof B A X R ZEL AN i 2H 8 B RN I £ 1 DT 4, R B RO 2H B R S LR R AR
-3 MRIBFEAS AL B, FEFE— B MIhRe A P EAL, LA B EoE W& 1E
bR EY . Molina-Jimenez %5 SR F TG i 8 1R 40 2% 7 VAW 78 EOE 4 ¢
IR AR B AR, RIS RNA R F UK T 2 IEAE DG, EOE S Al 58 hE [ S
B LW, bEES. SRR RGEE R, Kleuskens 5 IEH] T IgE ¥
7 B AT R e T 3 e e el 9 M R B Rk T B T R R T e e
S8

3. 2. RYIE

it i (food allery, FA)FEHLAASE i 20 3 M 91 BU5 51 2 1gE /- F B8R
IgE /+ SR AR e 4 S PEARAS OB s FA B SE12 W BRI £ 5 I PR s S I
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THERERYE IgE KT, 5 FBUSWIE RS 12 . HE T 0 & BT 2 250 i
ARG Y BUR, FEBERARIE A FA SR, SO EId Bk .
FHSE AR BUR Clner G2 P 2 ke 7 B e i s A, — it e i
B A BT RIS E E Cora 15 & 2 KRN e 7k 50U L 3 i 1 R

Wang 5“5 58 FUBS AR5 DSR2 IR 6 &R, T 22 4 2 5% 22 it B
SRR RPN MERGEEAT 00T, 3878 FA 55 DU M BE 0 AR 25 2R T 35 P A %
B 15 4 250 R St BB 2 TR] 138 SO, Candreva 25 Tl 2 Jii it 25
JRASM o -FEEEE (—Fp A gl BURD e HPUFRL, M Glym5 (—FfFrE
TOY R R s =Rk, e AR LR AR AL, X e [ R A A

I A WA LW 2 TA) i B A8 s R R

4. B E5RE

i b, ARG RIS AR, RPHUEIE 20 % Gl . BN,
DS LA, R FERIN T 2 WA A IE T (MRS . A2 R N B
PR 22305 K P 1R S BRI S P 2 5 o s 5 T B 8 0 0 o R AR f
B T A 2T LR P M TR 5 R oK P R 28 1 R, A RN 2347 T 2 1
TR AT 6. 3 2 P 2 2 e RO 2R R R AR Ak, T LA T LR
A AR, RIS TG AR bR A LIRS BRS W AA YT ST
EARYL, TTLAATE T MR MATOR SR AERIATT 80 A, TS AL 6T 7 %
253 «
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[ Abstract] Allergic diseases are diseases in which the body produces abnormal
immune response to antigens mediated by immunoglobulin E (IgE). Studies have
found that intestinal flora is closely related to the occurrence and development of
allergic diseases. Bacterial flora disorder is the basis of systemic inflammatory
response leading to allergic diseases. Restoring bacterial homeostasis can help delay
the disease process. Therefore, the development of intervention in allergic diseases
through targeted regulation of intestinal flora has become the focus of research. In this
paper, we systematically review the latest research progress on the abundance change,
pathogenesis and targeted therapy of intestinal flora in allergic diseases, so as to
provide new directions and new ideas for the treatment of allergic diseases.
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Targeting efferocytosis in allergic asthma: mechanism and drug
Guichuan Xu?, Yanfei Hong, Chonghao Zhang, Jialong Su, Na Li, Guiying
Peng?
(School of Life Sciences, Beijing University of Chinese Medicine,
Beijing,100029,China )

Abstract: Efferocytosis is a biological process in which phagocytes, mainly
macrophages, efficiently remove apoptotic cells and initiate an anti-inflammatory
program to promote tissue repair. Efferocytosis consists of three phases: recognition,
endocytosis, and digestion. Impairment of any of these phases impairs efferocytosis
and hinders recovery from inflammatory diseases. In allergic asthma, type 2 cytokine
signaling, mitochondrial dysfunction, lipid metabolism disorder, and microecological
dysregulation have all been shown to interfere with the disease process by affecting

efferocytosis. Given the stage and complexity of the mechanism of efferocytosis
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damage, traditional Chinese medicine (TCM) treatment has the unique advantages of
multi-component, multi-target, and network regulation. Therefore, the aim of this
review is to elucidate the mechanism of action and key checkpoints for targeting
efferocytosis for the treatment of allergic asthma. By analyzing the three biological
stages of efferocytosis, the current efferocytosis -related drugs in the field of TCM are
classified in order to provide more effective and personalized therapeutic strategies
for the treatment of allergic asthma.

Keywords: Efferocytosis; Allergic asthma; Macrophage; Traditional Chinese

medicine; Chronic inflammation
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ABSTRACT : Three kinds of dermatoses with exanthema and exanthema,
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searching modern documents. There are 19 groups of prescriptions and 54 kinds of

commonly used drugs in the treatment of the three kinds of dermatoses. It is found
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that the compatibility of Nepeta catnip, Radix Saposhnikoviae, Periostracum cicadae,
Radix paeoniae rubra and Cortex dictamni has a high frequency of use in the
treatment of allergic dermatoses. At the same time, the classification of 54 herbs was
analyzed. In the process of treating allergic skin diseases, "expelling wind, removing
dampness and clearing heat” were often taken as the core, supplemented by drugs for
invigorating the spleen and activating blood circulation. This idea has certain
enlightenment significance for the clinical treatment of allergic skin diseases.

KEYWORDS: Chinese medicine; Allergic dermatosis; Cryptic rash; Medicinal
poison rash; General effused eczema
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Introduction: Food allergy (FA) is an increasingly serious global health
challenge. This study evaluates the effectiveness of Guominkang (GMK) formula for
FA treatment, employing an integrated approach of network pharmacology and in
Vivo experiments.

Methods: The study utilized network pharmacology to identify GMK's active
ingredients and potential FA targets, an "active ingredient-target-pathway" network
and PPI network was conducted to understand interactions and functional implications.
The interaction relationship between active ingredients and targets was verified by
molecular docking. Furthermore, the active ingredients of GMK were identified by
UPLC-HRMS. Concurrently, in vivo experiments on BALB/c mice with FA assessed
GMK's therapeutic effects.

Results: Network pharmacology analysis revealed that 63 active constituents of
GMK target 201 potential therapeutic targets for FA, significantly enriching central
pathways related to inflammation. In addition, molecular docking analysis revealed a
robust binding affinity between the principal bioactive constituents of GMK and
crucial targets implicated in FA. GMK's in vivo application significantly mitigated
allergic symptoms in FA mice, decreasing serum OVA-IgE and histamine levels, and
improving pathological organ changes. GMK also inhibited key signaling molecules
such as NF-xB p65, p38 MAPK, and JNK, indicating its multifaceted therapeutic
action.

Conclusion: GMK, a Traditional Chinese Medicine (TCM)-based formulation,
demonstrates promising efficacy in managing FA. The study's integrative approach,

203



combining TCM wisdom with modern network pharmacology, molecular docking and
experimental methods, provides a novel perspective in allergy treatment. GMK's
impact on allergic symptoms, serum markers, and molecular signaling pathways
underscores its potential as a comprehensive FA therapy, warranting further

investigation.

KEYWORDS
Food Allergy (FA); Traditional Chinese Medicine (TCM); Guominkang (GMK);

Network Pharmacology; In Vivo Experiments

HIGHTLIGHTS

® Evaluates the efficacy of Guominkang (GMK) in food allergy (FA)
management through network pharmacology and in vivo experiments.

® Identifies 63 active GMK ingredients targeting 201 potential FA
therapeutic targets, molecular docking analysis revealed a robust binding affinity
between the principal bioactive constituents of GMK and crucial targets
implicated in FA.

® Demonstrates GMK's significant reduction of allergic symptoms, serum
OVA-IgE, and histamine levels in a FA mouse model.

® Reveals GMK's inhibition of key signaling molecules such as NF-xB

p65, p38 MAPK, and JNK, underscoring its therapeutic potential in FA treatment.
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Mechanism validation and exploration of GMK in FA management via in vivo experiments

205



63. HREHMRRFS B HERRKIEEXEK: —R @&

BREEVLHT R
I 2, WLD, T M, ERF T

1T EREREE RS, T

2 JbAt R BR 2 KA R AR o 5 T R A FE B, et
3WHLH R RZET R ERERIFR AR, T3

4 AR R 2R IR R, R

FR:UGUERERE—NEANETEEA, A5 EERELR LA, X
B rmr el E RS RAN EERBEAEIR, THHEFER T E
R ER A RIBERRE R AR g ER T KM LR E § 5 me E X
P

FE: KAV REEREN NS T ETRERR A, AT aEHA
KRR ARG L HERE R 22 F B R RFENICE R T 8E. RARY
Z A BT, MR-Egger %, MAERE, A FasiE, L+ K7 EmNE
VAR A £ FE R AERENALAT T HAT T — R PSR M AT U T H R 1t
TR,

SRR EBTTHETNWRBURFEEEL R ANRARFPEMER, 58
BRI AR R K. AR, B RBRIEE LR TN E kRS T4
e KR AR X

F®: BNWARLERIFLGU R R REL ERENKR, HELH
MR RETG @ ERZHERZ — MR, BARBIEE X FRETNNE
Fii# B 5t o NI A % X A U Rm S B e AR A RR® T
PR, WALEESZ ZEHNENRIE KA X G RIESE.

KRR HHERR; BRERA; SEME; RERE; LERRAINK

206



Explore the genetic link between allergic diseases and
gastrointestinal disorders:

A bidirectional Mendelian randomization study

Background: Allergic diseases are a major public health problem, and their
prevalence has risen sharply in recent years. Some risk factors of gastrointestinal
diseases are the main pathophysiological processes of allergic diseases, and allergic
diseases have become potential risk factors for the development of gastrointestinal
diseases. The purpose of this study was to investigate the causal relationship between
allergic diseases and gastrointestinal diseases.

Methods: Two-sample Mendelian randomization analysis was used to search for
causality. Summary statistics on the characteristics of allergic diseases and 22
gastrointestinal diseases were obtained from published genome-wide association
studies. Inverse variance-weighted regression, MR-Egger method, weighted model
method, and weighted median method are used, in which inverse variance-weighted
regression is the main Mendelian randomization analysis method. A series of
sensitivity analyses were performed to test the robustness of the causal estimates.

Results: MR Revealed a protective effect of genetically predicted allergic
disease on colorectal cancer risk, associated with an increased risk of esophageal
ulcers. In contrast, there is no strong evidence to support genetically predicted
associations of gastrointestinal disorders with allergic disease risk.

Conclusions: Our findings support that allergic disease may reduce the risk of
colorectal cancer and that improving allergic disease may be one of the cornerstones
of preventing esophageal ulcers. In contrast, there is no strong evidence to support
genetically predicted associations of gastrointestinal disorders with allergic disease
risk. This provides new insights into the understanding of allergic diseases and
gastrointestinal diseases, which will need to be validated on multiple levels and

related clinical evidence in the future.
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Keywords: allergic disease, Gastrointestinal diseases, Colorectal cancer,
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22 Fi B W TE P55 I KB GWAS TS Hidh 4R 32 2ok B 98 [ FinnGen AE4IH:
AP o — e KT B BRI ST AR N, 2 ] s 8 0 12 M 382 4%~ K B (1IBDGCD
PanScan Hk B A 9% [E] J R PERR R REAGIC R o 18 J T e i 42 R A 0 m] 43 Y
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¥ (D LHiERR: BEERAR. B8R, B85, Bitm. 748
st BB R SRR, B, (2 THLERR: WA EGEE. &
. B RUE. Bttt R JEBESME RN, (3) M. R
R AR TR IR I s L SRR IR PR AL . AR A AR . (4D

AR SWEBRER S . MR AR AR « Dy 1 AR A 4 ) 1) R T i D
/R BENUAL R AN A% Z AR RTR A, BATR GWAS LB Ztit i A

BRIk BB 2 5FH gt B BdE Sl A IEU Open GWAS Tt H

Chttps://gwas.mrcieu.ac.uk/) 37 Uj i .

2.3 TR BB
7E MR 08, IVs W FTER R R B ASE B2 alfh Ay, DARRFE TR NG

IR HIBRIR K R o Vs — RO LA R, Horb LR IR £ A 1E (Single nucleotide
polymorphisms, SNPs)# A& . -

FATHS SNP HEAT 1™ M B R SR ], DA R 2T Vs JEAT MR 73H7. Vs
W JE EANFEAEE 1) AR MR BE Vs S A3 78 5 B8 AH O 2) AL R Vs 5

TR R TE oG R B v AN B S5 A E A A BEIE I 52 0 2 R DX BRI 4

.

FATTEAE =A% OB R 5 BT 7 ZE R IVs:

17RE P < 5 x 10-8 A A3k 4L 2 1 BB/ N 5 2% B R MR SR T8 42 TR
Ao 2 J5UR GWAS 45 R b ik (R 4L R 25 0 rd A=, JRATIAE FH AR SERA 1) p
HN 1 x 10-5 KiLH 5B AR MARABILEEAH KN SNP, pEA 5 x
10—5 HKIEFF 5 BRMAIRER R SNP VR NfRIE 1Vs.

2)HERR 5 45 R AR B A1 SNP (p < 0.05).
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3)ME 1000 MER A S H AR L, Fh7 SNP # RS r2<0.001 FHEESIAS T
(LD)H1H -

4)>KHI MR- egger M MR 2 L5 ZE AT REE (MR- presso) P4 /K1 22 2501k
K MR-PRESSO far Bl 7K~ 22 241, 380 26 B e 86 (B V0 o 22 S80I 0™

5K H F Giit EvrAliprik SNP HIZREE, F Siit & <10 KA R RAE 73 b 2
Ak, DL 55 T EARMA . F Zir A0~ F=[R2 x(n—k—1))/[kx(1—R2)], FHH R2 K
\Vs EREI B FETT 228000, n NEEARE, ko Ivs M.

6)fi F Steiger B 2 Bk 5 45 I IR L HL 15 Bk B (1 DGR B SR M A8 57

2.4 Giita it
2.4.1 WA REIRBENLAL 73 B

FATHAT T HAFEARK MR RV I B2 995 R R i e 22 ) 1 TR SR 56
Fo KHAZMINEMTE MR 2, #IREFEIE. W57 Z MBI (Inverse Variance
Weighting, IVW)s& EZITE™ , H k& MR-Egge r'Y, IR IE™, Fopna
LB, AR 77 R AR AN 8] ) TR R AR AT g il

N THAE Vs WIS BUEAN 2 R T 20 MR 45587 ey, 34T 1 BURK
PEI> B AR RLER 5¢ R A E . SR MR Egger F1 IVW T35 AT S B PR 560
KH Cochrane’s Q it & IFA B A& T BT, p > 0.05 RN AL E T
Jiitht. KM MR Egger [FIHRE PR BARAX SR K2 2k, p > 0.05 REIALF
TEKFZ R Ak, —Fhs K 7% MR-PRESSO J7iEM 1k FH SR HEBR 7T e
HFZMH MR-PRESSO 9 H Al TH 45 R I/KF 2 R W8 . ff ] Steiger 383" 2Bk
SRR T H 5 R 8 1R 5
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Ak, HREBIEZ K BRI R | BRI ENL S, RAE A
Benjamini - Hochberg F&/57 %) 32 2 (VW 45 RS2t 745 iR KPR (FORR IE. B3
PEBIME FDR < 0.1 R EFHL, 1 PIVW < 0.05 {H FDR > 0.1 KRB AH R,

Fr & 7 dr 18 R Software 4.3.3 (https://www.R-project.org) H ¥
TwoSampleMR(0.6.0 ift4%)+ mendelanrandomization(0.8.0 fix4<)A1 MRPRESSO #k
PEEL(1.0)A4T -

2.4.2 R ZE/RBENALTHT

N T HIETE B 3B 00 2 150 T B A R SRS (P < 0.05), FATEEAT T
I MR 4387 FEXFPIESL T, BB S0 SNP #AA IVs, B i soms 1E 2
T, W BRI E N I I AR BN LA T R T 5 A R BE A LA 2 A7

KA

3 4R
3.1 TR B Mg K B SRR

Zid PAHIESFRA LD RESG, 347 74 5 LD 05K AR5 54 A i bk
FRIRH IVse FELBREE R GWAS HICiksk15 8 SNPs PA L MR-PRESSO FH R —ik
Fr iU 2 ) 5 BT SNPs &, IR SNPs FH R B8t s A B iz B 1) Vs fi
£ SNPs (18 —iA4 R GHHEs 54 E e . |lamy) BnrE2 . o

BB Vs B F AR, Vs 2D Vs (T ZE T SE T A
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-0.004 -0.003

-0.002
MR leave-one-out sensitivty analysis for
005038'on 1l

-0.001
f

P
0.000

“Allergic disease (asthma, hay fever or eczema) |

hay fever or eczema) ||

0.002

! on Diagnoses - main ICD10: K22.1 Ulcer of oesophagus || d:ul

2 K% SNPs (B — R4 R GEEUEoR 5S4 B . |iEnm)

B 3 SR X 1 i s (4 DR SR i

FATR R A & G Ow 5 B 8O 2 T8 AR A ok, L

IVW-FE 7¥%. #T VW v, S8R uE 3 o, 455 Son it 4& 0 i) i @k

I 55 45 B < [HUE EE (OR) =0.998,95% & 15 X 18] (CI) : 0.99597-0.99299,

P=0.005], AIfER R RGN . BAL TN AL BVELOR 5 /BB A K[ HE

tt (OR) =1.0012,95%& {5 X8 (CI) : 1.00005-1.00244, P=0.042], RJEER&—

MfER R E . PLEAENF Bonferroni [El R 1 G ¥4 H

Exposure

Allergic disease (asthma, hay fever or eczema)
Allergic disease (asthma, hay fever or eczema)
Allergic disease (asthma, hay fever or eczema)
Allergic disease (asthma, hay fever or eczema)
Allergic disease (asthma, hay fever or eczema)
Allergic disease (asthma, hay fever or eczema)
Allergic disease (asthma, hay fever or eczema)

Allergic disease (asthma, hay fever or eczema)

Outcome
Colorectal cancer
Colorectal cancer
Colorectal cancer
Colorectal cancer
Ulcer of oesophagus
Ulcer of oesophagus
Ulcer of oesophagus

Ulcer of oesophagus

No.of SNP

60
60
60
60
51
51
51
51

Method

Inverse variance weighted
MR Egger

Weighted median
Weighted mode

Inverse variance weighted
MR Egger

Weighted median
Weighted mode

= )
=)o

OR(95% CI)
0.998 (0.996 t0 0.999)
0.997 (0.992 to 1.002)
0.997 (0.995 to 1.000)
0.998 (0.993 to 1.003)
1.001 (1.000 to 1.002)
1.001 (0.997 to 1.004)
1.002 (1.000 to 1.003)
1.002 (1.000 to 1.005)

P
[ — 0.005
|—0—5—| 0.211
—— 0031
|—o:—| 0.442
Fe- 0042
—e—1  0.769
E"H 0030
b—e—i 0,062

1

BURTE Pt — DI UE T MR a8 R RIE. Q GilRUIAAAE R . It

4b, MR-Egger [EIJHF1 MR-PRESSO 4 #r 45 W A & n K- 2 2ubk . iR

MR-Steiger fa s, FATEA KIAEAT S ARG F .
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3.2 B FaiEm %t i3 B MR B 1 B SRR T

2 PEIEEEA LD REJE, H 182 M5 LD TRHIEE L R HE B
BRI IVso 1EEFREE R GWAS H1 6723k 15 1) SNPs EA & MR-PRESSO Al —
VARSI B 7 5T SNPs J&, K FIR T SNPs FIAE B i 5w i IVs. 5% SNPs )
B R Ot RSB SRR 4 . BIEPW Vs ifF
GiihRB, Vs R Vs Al ZE AT S LA

0.05 0.10 0.15
MR leave-one-out sensitivity analysis for
‘Gastroesophageal reflux disease || id:ebi-a-GCST90000514' on ‘Allergic disease (asthma, ha y fever or eczema) || id:ebi-a-GCSTO

B4 F& SNPs HIB —ih 45 (it 88 R 5 8 mm)

TATKH RS BB ERS B s e 2 18§ s A A o, 3 E LA
IVW-FE 77k, 2T VW ik, 58l 5 Frow, BRI E Rt a8 £ 5id

Bt A R[fEE (OR) = 1.1015,95% & F X8 (CI) : 1.04781- 1.15791,

P=0.0001], AJ & & — M fE R % . (HAENH Bonferroni [7] 1R IE 5 ¥3%A = o
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Exposure Outcome No.of SNP Method OR(95% CI) P
Gastroesophageal reflux disease Allergic disease (asthma, hay fever or eczema) 70 Inverse variance weighted ~ 1.101 (1.048 to 1.158) : 2 gl 0.000
Gastroesophageal reflux disease Allergic disease (asthma, hay fever or eczema) 70 MR Egger 0.887 (0.656 to 1.198) D—O—;—t 0.436
Gastroesophageal reflux disease Allergic disease (asthma, hay fever or eczema) 70 Weighted median 1.110 (1.038 to 1.187) : o 0.002
Gastroesophageal reflux disease  Allergic disease (asthma, hay fever or eczema) 70 Weighted mode 1.171 (1.019 to 1.345) :b—o—c 0.029
s

5 B I B D A R

BUBRNE it — 2P BRAE T MR 25 RIMBRE (MR S5). Q iR HALELE
SR, A, MR-Egger [BIVAFT MR-PRESSO 2 HT 45 kA Bn /KT 2 34

4 MR-Steiger fa36, FRATEA KL [ ] IR LR .

4 W
TEIX TR FTH , 5T GWAS 20 B Hoxd ik e 5 Al B i 5w L S Se it
177 SUREA MR 2347, PLVPAl i S 57 5 22 o B il s 2 TR i RLR R &R

o R IS BB AL S 5 A B B R S B AR, RIS AT T
JRIAE A3 AT 01X — R BRI T I B 5 i e M ROk R, TR
NAFE AT TSR A, LR IR L8 B s KU R 3R 1 O 2
ot I SO P 5 8 T PR AT P 2 U 5 A T A SR — B
VA I SR AR B B 5% L MR R L B 5% ) S B M T K e 11 5
M7 9,892,633 AAE 2009 A B EH E BN, FERHBATEET T RE TS
B 2017 4. ST ABCAEEIEER, SR, BE. 4 ERENITE R EE R
MG, BRIBSERFARE RS, RN BEpm, RSk, SREZHE
I TR 1) R AT S 35 A DR, 3 5 5 R v i A 3000 1 1 B s 5 45 L e

A TA B T 45 R R I A 36 A T L R o 5 B i 2 ARG
T4k, B WE e i B O KR S T T, SURBLUR R R

UMW 2%, 22 Bonferroni [8) A8 1F G ¥ & I B g1 5998 6 1 B 1599 A TR
R . —IEAE E K/ B B8 RIS IR S & 5% i O &/ B 5 R 2 ()
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KRR LRI TCIESE 1 8 &/ 8 B8 A5 A RS MR, AR Sk &
RAN G SER MM CIE R T BB S 8, BRANE 75 25 2 AR FU IS IE .

SRR SIE P B E M E R I 7 AT $R0E o AT U R B g R I A
SR B ISR R AR B H 5 ORI ) SORE S ML AR [R] A AFAIE , W IR
FIANME. T 40, JERARM . ENRan i f AR R AN Bk d i e 5 ClnE 4y

L4 AL MIRIEHGIN™ . X RRAARLE, I B S A R i £ A R R

B o I TR T 24 L PR AR Bt T

AH T ARG LR RS w5, M3 IR AR R AE LA A R RO 5 g AT
SR, X R R FE > 170 E w22 . ik, FRAMER 1125 A b A R i
K ATFAT I GWAS Hdiide, T REEmat RAdRE, HH F SirEdE®
K, ARAEHIS THMmZE . 5=, — R 2 800E S BURE TR T IV ]
B, SRR T BATRAE RN R IR . X I B — s IR PR . R
ATERIE 70 A2 AE B I 58 (0 A4 v EAT 1Y), X AT g 2 BRI FRATT AR B 7 48 SRk HoAth A
FER S, X 6 75 A5 ZEAE BAT HoAth 1l ¢ 1) AN v EAT B00E

5 #ig

58 P X 1) o e R BE AL 5925 FRATTRORIT Fe 45 SRR T 3R R Mo, R st f%
RO 3o B 5 s L R R MR, 5 B e (R34 g %
Eie st o AP T R TR BB A 2 o MR, VAT AR SRR SR AL
T 0 B i e 5k Ak e U A DG . Hok, TR EME T R GWAS RIR
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64. EEMAMEEHTIRIR
R TR AR WIS skiEs T TR KT B
R HERT £

(1 JEm i BE 2 R KRR TS V6 AR b s 2 TR R 2 K27 5 —
G PREE 2B 3 Eilg KRR D

B Wl L — P AR WP R GERAEE RN, IR KR 25 A, 3
HHAT 10%FH) 838 SR B 25 P o, ot /e B EEMEVR PERE I, (EIPRIG T LA
LR V1 2 M B VR o e PR L B A 49 v B SIS TR 24 1k LA 5%, AR
oXof ELJEE RV M 7 M 2K ] T 52 AR DO BE BB o A e 4 R AN 3 L BB DA S b B2
2P M BLREEAT B 46

R HEIERVERE i R RES2 A SR H R XA I i 2
Pk, E R IR 1k R s o = 23R 0T

The state of research in severe refractory asthma

Hui Han! ! Honglei Zhang! Juntong Liu! Linhan Hu! Haiyun Zhang' Longmei
Yu! Yihang Zhang? Yitao Yang® Chenxi Chang! Yumei Zhou'* Wang Ji**

(1 National Institute of TCM Constitution and Preventive Medicine, Beijing
University of Chinese Medicine, Beijing 100029, China; 2 The Second Clinical
Medical College, Henan University of Traditional Chinese Medicine, Zhengzhou
450046, China; 3 School of Medicine, Shanghai University, Shanghai, 200444,
China)

Abstract: Asthma is a complex inflammatory disease of the respiratory system,
which is usually effective to steroid drugs, among which 10% of patients are
ineffective to steroid drugs, that is, severe refractory asthma. In the process of clinical
treatment, the increased proportion of neutrophils in sputum of patients with severe
refractory asthma is positively correlated with steroid resistance, and this paper
summarizes the defects of steroid receptor function in severe refractory asthma, the
alterations of immune cell phenotypes , animal models, and the current status of

Chinese medicine treatment are summarized.
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JAESR, L, BIEER, EEE T ) R EEARR %, E-mail: ymzhou666@163. com
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R ity o — b S AR (W R G A P S RE VRSB, FLRFAIE A2 Al 2 RE AN S U IR
A, FEOTULRME PR i SR RO SR DR AR O IR R AR AR 2 IR, I s
RE) 10%H)SAFENE, fomaaaky) 3 2 B AR4E 15 SR H g R R4 (3%)
AR R AHARL (61%) ARG 5 B 43 LI =1, 958 0 g e 1 s 4 < 6 10 TP T A o 4
fL < 3% ) £ 2 4 A 2 Ak 4 A 2 (Paucigranulocytic asthma, PGA) , =61%[)
o L 200 i R < 3% FR) I TR 11 L 4 i A U 288 Sy o R 2 i A B2 - ( Neutrophilic
asthma, NA) , <61%F e it 4L 200 J A0 = 3% HE 5 1t 0 200 B 4k U 2 g W8 1 P s 4 i
ML (Eosinophilic asthma, EA) , =6 1%F%) H itk 20 i A = 3% F W R 1 et 24 it
W A5 IR AR M 1 2 G (Miixed granulocytic asthma, MGA) .

W iy S8 A AE S PR IR AR IR, XPVE ST AT A AR ) SR o MR B2 J5 25 [
B (Inhaled corticosteroid, ICS) , & B (1) H W7k, WRFHE, AT B 2
ZARENF (Long-Acting Beta-Agonist, LABA) ZEF5 7], i B ix ez | e i,
TUJAR IR AR 7 R 2 B B o MG R TR 4T M 1 2 5 I BRER X ICS A R AFHIR
I, ARG RS AT TR R T X ICS SR ZE Y, K TR KR Y g
RUGWNETT IO RAF o FEIRPRIGTT . RZ LO%PA B2 Ry £ 38 f ml FH £ 288 ] i
(Corticosteroid, CS) 77 Jo N2, FATTFR Z Ay HE A PEBEN (Severe Asthma, SA),
I IS R R I i A SO RO B TR AR T RE BB L KR AN T TH
RIBLHIRIEFE, AR B PR M Vs P e iy S DS R A o B2 24V 97 I DL AT L

1. 7 JE RV AR I s S5 AW B SO R B2 Ak T RE R
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SRR AT RER B 5 AL EAEFH ICS YT IR RN B AR L R
SA R P RLAN M A BN . BT R E T CS LA R 21
AP0 3 i e L 200 D 28R )35 00 AT BE R 10 CS FLA AR 2451, SR
HhePE R A PR 2% RE 3G N AT BEAALRE T X CS AR RN ™ s IXEE B X CS MAS
B ) HAR ffoRE 3 B8 AE JORE 5 3 1O BE B2 BB ER 3248 (Glucocorticoid receptor,
GR) &SRS J CS #5725 G i e ™ o %t CS i 2444 ) )3
T2 MR, WsERRER &M TR, F GR iRt GR B AFR
VTR R AR IE AN A F (R S R RS S, LR A T S
W R

2. T PS5 M v A I My SR ) SRE R Y

FEMEIE MR R AR Y, S BUE RE b R AR A, R SROR 4 i 5
U R TL-23, TL-23 A USRS T LAl = A TL-17", TL-17 {85 B Bl
AL 53 G-CSF 43 i3 %2, (A B b M40 M i ™, LA SR IAE MR 4T
R F) CXCRA FIBFFML, CXCR2 KB E™, TR NMBIER RS, (@A T
TEH FEB R, Fld s PUs RN 1 IR (BRI D |
A A 2 6 T A O P i R M 18 PR SR 2 S W 7 AR R AR, S RT DA A g
R BB AN (NETS) FORIREER, NETS HHARSEA G A, X geta i
S I SRR R ), SRR RN RSO AR R R

SA I JER B R LUE Th2 4l LI, Har LLE Th2 4Ll m™ = *.
RIEFFHEA Th2 LLBIME, Thi7 Lo, 4 Rk i £, & EEALH SA™
LB BRT, e SA HRE LRI Th2 i AORE A RR S E R R4
W FIAT R CATFARARTE SA BB R AN IR R AL 1) 2 40 P A0 4
DR 1 B SR R S B P E SA R ELIE I 2 Bl e R AL, A 4E Th2 fIK/Thl7 &
Th2 mERIB A ThU/Th17 JOERFAE™ . SA B /S8 A A 6 Mk 4 AR 28 i
HRINUC T SA BRFE P A MR AR B 43 b L AR R v R N A
=40%"" . EERR, PRI 5 RE 1O FEE OO IR IS5 90 1 7 LR B R SA
o P SIS BTG S S 2 I AR T #, Th7 A1 IL-17 S4B 2 SA B
ATE PRGN AR A BRSO . TL-17 FEMEA P e A I
A4 I A% AR b AP Th R (R TL-17A A1 IL-17A/F) ", TL-17 fER2Ng
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BENRB AT E, IS5 CXCL8 AP FIE I g rh MR i i B A7 0%, A1
PBNMC fET CD3 FIt CD28 HLMARIBL T 40ih 1L-17, IL-17 F5 R4 sE sl
FLA0 M TG DL R G-CSF HTR TR ™ . AR, 5 BERETT OB M 507
BEML, — SA BFIERDHIE N4 0% B3 5 &1 IFNy A1 1L-8 DL
AR IL-4 (Th2 i) , 3X KW SA HFRZE T Thl (A 2R R 20

Xof T MR B ARE A RFAE I Th2 P2 B PR ERG , BEA IR 2 N AR &
Yo, RVE PRI G 2 32 5 ™ e A O, (H2 (8 CXCR2 FEPT7 A I R
U6 525 PRI 1 rP MR IR T 5 (ELR AR R o™ B i )l PR 45 R A A ] 2
KUY, HE— BRI 2R A 5 L AT R R A

3. B Xk VA 1 2 M B A Y

FEIS BV B B AL AR I R o, B A A OVA 1 HDM SUBUINER, TR I
it T P R ) A RS, OVA S50/ SRV R A o 40 R v e 4 i 52
VIR, LPS/OVA SUBU/IN B A PR 41 i 2 35 PR3 s, o B M 4 PR R o L2 22
S, HDM SUBSh A AL G IR MR WL 400 M 5 56t B A b A R 22 S5, A HDM B[]
LPS, B(# RSV, Hi# PR8, B L%, L[RIZUH /) BT HE BE i H o AT ARG
1) e B 0 h P R A 22, v I M R A P 18 v o R S B SR B A S I
TR T L 48 R A B VR A5 P AR REVE R B, T CS AT IS R A P R 400 i L
AR

4. HLEEMEVR PRI (1 T R 2GR T

A 2 BB T RE (KT 0T A B R R EIE A, ZE I 22 R TR R
J7 o IEFWNYE 1CS R LABA I FH V67 J0 25 g 1 VoA 0l P 2 s, A
B2 R B AR I P o T DU R R B SR BRI
i NF-Kb/INOS/COX-2 15 5 il g 40 i) < L B A B g 5 A 734k, 383 Wnt/ B
catenin {55 @B AN HIF I W4 AIGTE, T Nef2/H0-1 KIEFUAMAEH, Hil
i Erk-p38-JNK 38 8 5 0 41 A JE B R0 IR 715 5 5 5
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i B i 7 CE W TR 1 K 40 P 12 i /S BRSNS AL o, BB TS Treg/Th17
PR PR G2 ST 18T, WA R sl Bt o o A TR T 4 14 2 s S 7
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Application of Yupingfeng Powder in the Diagnosis and

Treatment of Allergic Diseases

Wang Haigiang, Hu Xuebing, Gao Feng”
(Wangjing Hospital of China Academy of Chinese Medical Sciences, Beijing
100102)

Abstract: In recent years, the incidence of allergic diseases has been gradually
increasing, and its etiology is complicated and complicated. Traditional Chinese
medicine treatment has certain advantages in improving the symptoms of allergic
diseases and reducing their recurrence.Professor Gao Feng treats allergic diseases is
based on the theory of body differentiation and syndrome differentiation. She believes
that patients with allergic diseases are based on the deficiency of physical and healthy
qi and the lack of health, and often treated with Yupingfeng Powder. The drugs are
selected according to the syndrome characteristics of patients, and the treatment effect
is remarkable. This article aims to provide reference for clinical physicians to apply
Yupingfeng Powder in the treatment of allergic diseases.

Key words: Allergic disease; Yupingfeng Powder
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Molecular mechanism of Sangmei Zhike granules in treatment of allergic
asthma based on UPLC-MS/MS and network pharmacology

Li Kai'*2, Zhang Shiyu® 2, Cui Hongsheng? *

(1.Beijing University of Chinese Medicine, Beijing 100029, China; 2. Beijing

University of Chinese Medicine Third Affiliated Hospital , Beijing 100029, China)

Abstract Objective: This study aims to investigate the molecular mechanisms
by which Sangmei Zhike Granules (SZG) treat allergic asthma using
ultra-performance liquid chromatography-tandem mass spectrometry (UPLC-MS/MS)
and network pharmacology techniques. Methods: UPLC-MS/MS was employed to
preliminarily identify the major active components of SZG in the bloodstream.

Subsequently, network pharmacology was utilized to predict the potential targets and
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key pathways through which SZG exerts its therapeutic effects on allergic asthma.
Results: UPLC-MS/MS identified 70 blood-absorbed components, from which 28
potential active ingredients were screened. Network pharmacology analysis indicated
that 22 active compounds, including agraphein, complanatoside A4, curcumin, and
magnoflorine, might ameliorate allergic asthma by targeting multiple signaling
pathways such as JAK-STAT, HIF-1, and PI3K/AKT. Conclusion: Sangmei Zhike
Granules exert therapeutic effects on allergic asthma through multiple targets and
signaling pathways. These findings provide Theoretical basis and scientific research
ideas for further research into the anti-allergic mechanisms of SZG.

Key words: Sangmei Zhike Granules; allergic asthma; UPLC-MS/MS; network

pharmacology; molecular mechanism
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1. MR EIE

1.1 HPLC-MS/MS 43#7

1.1.1 &7

% (HPLC 4%  HiE (HPLC 20 FTHR (HPLC %) ¥4I H Thermo Fisher
Scientific A7 (CAS:A998-4, A452-4, Al117-50) ; 4K,
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1.1.2 {28

A BAHTENL CRIMEFERHERIA R A A 5 iR ds (R ices
ARAFD + &R EEA RO CEEARAEONESAIR AT« &SRR
FEIEA (Waters A 5] 5 (i (Waters A ]) ; PDA #1138 (Waters A ) ;
T U B LS4 (Thermo Fisher Scientific A 7)) .

1.1.3 PERARH %

SR WU LA S B, TR AR ROEEL B A
L MR . RSIESE 10:10:6:6:10:6:10:15:10:10 [ E ELLALRK, AL B 52
WA TRA T A %, W E AL 25 K 5 = I R B e 24 55

1.1.4 &2 75 A% RE LA il 2%

SPF Zuifitd: SD KR 6 R (M4 220~250 @) , W H At Tl F| it s

RHZA IR AT G4 liESg 5 :SYXK (Beijing) 2021-000) . KR AAFRAE L5
=25 K2 SPF ¥ S8 = [SYXK (Beijing) 2020-0033], 6. M(23+2)°C, BN
(550)%, H HIERFK, THMIRAEE F=BRCRRIAR . A RE It
RFEZSLENMRBEERSFZEL, W LECEFHS .
BUCM-2023020802-1188. FfiHlEL 3 R KR AVRITH, 4T RMIEZBRES,
HMORE N 1.5 gmL™", 4mLAR, 2 RIH, LT K. R4 3 KR xR,
TEEEAHIKER . ERRGAZHIHEHBBYOK 12 /N, SRlE#EE 5
30min. 60min. 120min >R ifi. 0.5 mL. ML FEAY SR A G BT RbuEtE
4000rpm E5.C» 10 min 32 1fiF, T —80°CIrA7-

1.15 HREARTE

W FEARE Y5, B 100 mg T 1.5mL B0, I 1 mL 27K, % 5E 1 min,
BAYE], B 10 min (12000 rpm, 4°C) , Ei&EWGT 0.22 pm HI/KAHIERR S,
EWN Rl 78

1.1.6 MERE KA 2

W MIEFEA T 4°CHA%, 43 B 150 uL FEAZE 1.5 mL EP &5+, iR jiE 1 min,
RE5], B 500 L _EEREEN LC-MS BERE/INIRZE T8, I\ 150 uL /K-H
M- 0% (V:V:V=1:2:1) 53, BL100 pL s e A th #4704, BT ke
i T LS B EIEWOR A BT AR R S BRI
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1.1.7 WRARE - R A

ACQUITY UPLC I-Class HF i 5 Z0BUHH 5 K QE 5173 #¥ 5T B A3 ZH 1 1) VRt
B RS0 Fo 45 A In: 35 B 295 (Thermo Fisher Scientific, Waltham, MA,
USA) i Q-Exactive =4 #FR ik {; ACQUITY UPLC HSS T3 faiff: (100
mm>2.1 mm, 1.8um) , IEFE L, FHil 45°C; WahtH:  (A) 7K (5 0.1%
IR , (B) &fiF (&% 0.1% T - ¥eli#hiE: 0.01 min, 5% B; 2 min, 5% B;
4 min, 30% B; 8 min, 50% B; 10 min, 80% B; 14 min, 100% B; 100% B |
fr¥FE 1 min, 7£ 0.1 min A % % 5%B {r£F 1 min. i : 0.35 mL/min, #EFF & SuL.
PDA H#fiaH: 210-400 nm. 55 HEHE 5 DUIE B F0 4 B T f B i 4R
R ESE N T : W% K, 3800V (+) 13000V (-) ; BYIEIRE,
320C; SRR HESE, 350T; $HZSMAMIE, 35 Arbs HHBISARHE,
8 Arb; S &% RF /K-, 50; Jii & i, 100-1200 m/z; 52 %) MS 43 ¥, 70000;
MS/MS 73###8, 17500; NCE/BMHHZ NCE, 10. 20 1 40eV.

1.1.8 HEHALE 55547

1 H Progenesis QI V2.3 #44 (Nonlinear Dynamics, Newcastle, UK) i 546
B AT I 2 vE . Wl ARG CREAET AR IE . WEXSF A — Ak BE T RS
P E AL (M) - ik BAIEN ZR 504, A LuMet-TCM. Animal-DB
A Herb 48 22X A VAT 4858 .

1.2 Mg

1.2.1 g IERZUR ML B0 o0 K 38 i Tl

T UPLC-MS/MS 73 #1145 21| St ke ok N I (19 J5 284 e 7 AR . 285
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SRR ML SR 5 I Bt B v 22 ] 52 60RE OC [ B AR LE Codds ratio, OR)=0. 713,
95% B {5 [X[A] (confidence interval, CI): 0.545 " 0. 932, =0.014], MR-Egger
[l 93245 — 55 B (0R=0. 542, 95% CI: 0.320 ~ 0.920, P=0.038) . AVKHF
FELE AN SR H AR MG RS 77 IR 5 o B 9 i 2 TRV AR AE R R OC &R gt
FH Y. Cochran @ Kr3e /s MLiE BE/K 1 5 Ik B 9 i DR SR 06 RANAEAE 37
P, MR-Egger UL L R SNP AEAEKF 2800, Bk R izs R}
HATMENE. 850 MIEBIKT 50 Btk B 2 7] B ARG, 7 MG S mT pih
o T P i

(oAl s FRER: B NG, S/RBENLLET A BRIERKR

Causal association between circulating levels of micronutrients and allergic
asthma based on Mendelian randomization
Li Kai"’, Lan Ruiheng"’, Wang Ji’, Cui Hongsheng’*
(1. Beijing University of Chinese Medicine, Beijing 100029, China; 2. National Institute of Traditional Chinese

Medicine Constitution and Preventive Treatment of Disease, Beijing University of
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Chinese Wedicine, Beijing 100029, China; 3.Beijing University of Chinese Medicine Third Affiliated Hospital,
Beijing 100029, China)

[ Abstract] Objective To analyze whether there is a causal
relationship between the circulating levels of 15 common micronutrients
and allergic asthma from the perspective of genetics. Methods Based on
large published genome—wide association study (GWAS) data, two sample
Mendelian randomization (MR) analysis method was used to select single
nucleotide polymorphisms (SNPs) associated with 15 micronutrients as
genetic tool variables, and inverse variance weighted method (IVW),
weighted median method (WM), Mr-egger regression, simple mode and
weighted mode were used for MR analysis. The heterogeneity was evaluated
by Cochran’s @ value, the level pleiotropy was tested by Mr—egger, and
the sensitivity analysis was performed by leaving one out method to ensure
the robustness of the results. Results 188 SNPs were included as
instrumental variables to evaluate the causal ‘association between the
circulating levels of micronutrients and allergic asthma. IVW analysis
showed that there was a negative correlation between serum magnesium level
and allergic asthma [odds ratio (OFR) = 0.713, 95% confidence interval
(CI): 0.545 ~ 0.932, P = 0.014], and Mr—egger regression showed a
consistent result (OR = 0.542, 95% CI:0.320 ~ 0.920, 2 = 0.038). The
results of this study do not support the causal relationship and
statistical significance between the concentration of other serum
micronutrients and allergic asthma. Cochran & test suggested that there
was no heterogeneity in the causal relationship between serum magnesium
level and allergic asthma. Mr—egger intercept test showed that there was
no horizontal pleiotropy of SNPs, and leave one out test showed that the

result was robust. Conclusion There is a negative correlation between

¢ ERERBIEIE AT LI H (No. 82174243) , [ 5K B2 24 B 8 Jay i 7K T o (2 24 T 2B b— P R A4 R
¥ (95 zyyzdxk-2023251)
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serum magnesium level and allergic asthma, and serum magnesium
supplementation can prevent and treat allergic asthma.

[Key words]) Micronutrients; magnesium; allergic asthma; Mendelian
randomization study; causal relationship
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IR, BACERAC, R AR I B e ) XU ik (OR=0. 713, 95% CI: 0.545
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52 BmUE R B R AT
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Crp [ P EE R 2 e B R BR e PR, B 5T T 3 B X B AU h 3 R % 6 5
100102)
[HE] BE: 225 N 82 1 PR TR A5 L, R AR
BEAR SR A R e M 42 1R KT 22 57, NIRRT IR BB . TR SRITIME T
AW, BL 128 BlAR SR RAT IE 9 N B A O R, SRR
—RGEEE PEAR UL S B EII S (ACT) PR A D EA A
ML H RS BB B AR, S5 N B B T R AR R R A AL, 0 #r
AT o B A S5 S TR R A i 4 A KT B i Th RE A AL AT AR PR ) 72 o SR EAE
NI 5 L PP R AR R T 9 SR T R B R T A BH R T s AR o AR
(] ACT PFAMICTHF B2 &% (P<<0.05): MBI E H i ThREFE 4% FEV1. FVC.
FEVW/FVC TR I . B0 R, PEF KT BHRE#, MMEF KT IR
B, FFEFUEEN FVC IR TR RIB M E 5 (P<<0.05); JRIEJI &3 1ML+
M NEUT%m T45 BL5UE %, EO%IR THFELH & (P<<0.05). &5id: 4 Nl
BEAAEAF PR SA, HE g P KT I RE S R S e bn B %
ZE5t, IMUERCR A R 2 I6 B KT Fi i .
CORBiA] ] SCUVE RN s 25 IZHIAKr; PR A
Correlation Research of the Traditional Chinese Medicine Constitution Types of the
Elderly Asthma with Control Level of the Elderly Asthma
Feng Wenye,Mo Jiao,Liu Huimei,Li Shan,Gao Feng,Wang Bin,Wu WeijCerresponding author
(Respiratory Department, Wangjing Hospital, Chinese Academy of Traditional Chinese
Medicine, No. 6, Wangjing Zhonghuan South Road, Chaoyang District, Beijing, 100102)
[Abstract] Objective: To analyze the distribution of traditional Chinese medicine

constitution types in elderly asthma patients and explore the differences in asthma control levels

[EE R Y3 — 1 o0 (1999-) , #, dbfre N, Wi EfrEe, FHl: 13091037161, E-mail:
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SETES: REF (1974-) , %, FAEEN, E-mail: drwv@163.coms

252



among patients with different traditional Chinese medicine constitution types. Methods: A
cross-sectional survey was conducted on 128 elderly patients with non acute exacerbation of
asthma. General information, information on traditional Chinese medicine constitution
characteristics, asthma control test questionnaire (ACT) scores, lung function tests, blood routine
tests, and other major physical and chemical indicators were collected. The distribution
characteristics of traditional Chinese medicine constitution types in elderly asthma patients were
summarized, and the differences in asthma control levels and lung function test indicators among
patients with different traditional Chinese medicine constitution types were analyzed. Results:
The common types of traditional Chinese medicine constitution in elderly asthma patients are Qi
deficiency constitution, intrinsic constitution, phlegm dampness constitution, and Yang deficiency
constitution; The ACT score of patients with Qi deficiency syndrome was lower than that of
patients with intrinsic constitution (P<0.05); The lung function indicators FEV1, FVC, and
FEV1/FVC of patients with qi deficiency were lower than those of patients with yang deficiency
and phlegm dampness, PEF was lower than those of patients with yang deficiency, MMEF was
lower than those of patients with phlegm dampness, and FVC of patients with intrinsic
constitution was lower than that of patients with qi deficiency and phlegm dampness (P<0.05);
The NEUT% of blood routine in patients with phlegm dampness is higher than that in patients
with intrinsic constitution, and the EQ% is lower than that in patients with intrinsic constitution
(P<0.05). Conclusions: Elderly asthma patients have different traditional Chinese medicine
constitution types, and there are significant differences in their asthma control level, lung function,
and blood routine indicators. Different diagnosis and treatment ideas and intervention measures
should be given in clinical practice.

[Key words] Bronchial asthma; The elderly; Level of control; TCM constitution types
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2.3.4 S B R 42 1] 7K ST P A 6 R 2R 40 A
PUFfH WA AR R A R E 1) BMI i 2 7 A A
Bonferroni LS5 R EoR: BB BMI B2 THREZL R
VURL SR . R0 OATE A MU 2. & IR B BRSO 2R 0 A 22 e 3
TGt ¥E L (P>0.05) , MK S.
F5 DUy LA B AR5 2 70 R I s ol KT R 3R A 5 10

%

e X (P<0.05) ,
(P=0.017<0.05) ;

F I A 5 2K ‘
I H — : Ziit= P1E
URE SR S FH K J52 PR
N(Missing) 30(0) 25(0) 19(0) 23(0)
% N(%)  13(43.33) 12(48.00) 8(42.11) 7(30.43)
PE 1.640(y%) 0.650

4 N@®%)  17(56.67) 13(52.00)  11(57.89)  16(69.57)
Ry 74.50 70.00 68.00 68.00
7.012(H) 0.072
M(Q,,Qs)  (68.75,82.00) (66.50,79.50) (66.00,71.00) (67.00,75.00)

BMI (x+s) 24.654+2.94 2289+381 23.72+3.35 26.02+4.09 3.389(F)0.021
TR (x+  544.47+ 468.00+ 42591+ 523.64+
0.343(F) 0.795
5) 365.52 309.46 322.70 359.92

M 2 N@) 10(33.33) 11(44.00) 7(36.84) 7(30.43)  1.101(y?) 0.777
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FAZi 7 N(%) 20(66.67)  14(56.00)  12(63.16)  16(69.57)
M(Q, Qs) 4.00(2.00,5.25) 3.00(1.50,5.00) 3.00(2.00,5.00) 3.00(3.00,4.00) 2.276(H) 0.517
B 21(70.00)  17(68.00)  14(73.68)  17(73.91)  0.285(x2) 0.963

&R 16(53.33) 11(44.00) 9(47.37) 13(56.52)  0.927(x?) 0.819

ERIMAE  15(50.00) 8(32.00) 9(47.37) 13(56.52)  1.381(x?) 0.710
FAOME 12(40.00)  10(40.00) 8(42.11) 9(39.13)  0.041(2) 0.998
KR 17(56.67) 9(36.00) 7(36.84) 9(39.13)  3.211() 0.360
o

LI
R 13(70.00) 8(68.00) 5(73.68) 6(73.91)  2.342(;)) 0.505

%

e

HEEIR
il 9(30.00) 4(16.00) 5(73.68) 521.74)  1.598(;2) 0.660

W

0~

o o B
8(26.67) 5(20.00) 4(21.05) 4(17.39)  0.735(x2) 0.865

R

1 1Ak it
3(10.00) 3(12.00) 1(5.56) 2(8.70)  0.612(x2) 0.894

o

2 BUpEIR
3(10.00) 2(8.00) 3(15.79) 3(13.04)  0.771() 0.856

7

3 Wit

3.1 A N Bl B R AR 5 SR A /) A RFALE
AT B i H LI P R AR SR A O SRR B, R AR O R B2 5 R SR
BHEEIR -« ST T AT RA e, DUREARES . HLiA R DIREIRASART N
FERFAE R — A BURES, RIUONETIRESS 2oy SRS BT, A
FEEAEIR, HEMREEERRAT . JERRFFEIHETTH R 29 N &
HHURERAEE L, MR SR NMARA B DI REB iR UL SN
B ZRMEVEDOR  KIOR DAL UM . R B 3 21 e R AR 5
Wi, FEAERE E PR R AR T R K B R B A E A B ) s A B 3K
VATRE ) EARR S, X A SR 0 S S 3 5, A7 B ) AR 22 S AN SR
SRA Y PR L B M SR W RO, R, A B R L, X
ARSI IE N BE ST, AERRR S R A 2 I % 5 R B AR o BRI b th T
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K AT TR RS, DURG Y B MOA F ZERHE AR OIRAS , IR RS2 26 RIK 3R I
J5 R R R (R R0 T A A LA e T REAA B JE B AE A 5K
BERAAE, BRI “MEAZHE” 2, (FRERIEOE) IFE “jEE
NZIFIR” s AW FEIBIE T EE BMI BE R, O FUE L iE 2
P [ e PR 2o, BH R R AT IS e R AN 2 i ) BE B BUAE 2 B B 5 R R
K BE OURH” , N BBHARZA, B NBENEE SR, HERIE,
AN, OB, AR, B, TR, ORI AR B PR .

3.2 AN[A] F R A 5T 248 R R i A I I SR AT

3.2.1 KB

SRR R R A KT e 2, AR IR A . PR R, BRI AR
TN TERE AR, SBEE i, TR 0T AN, ZHIEAMAT, B R 5
KA. SRS E MG ThRe R T Re S, B B = IE AR IR R, U
FOTVETT DAV S AU R SR AR R, 2 FEVADS),  pRIGTIE SR 2T T
T BT AR S A TR B o I PR Hh =R o 2 A N I iy S5 Ny RN STRIN . I
M SEIRTE, WD RN S SR AR o RIS BRI AT R A, S AR T
i, WREIThER TR .

3.2.2 FFELJR

RE BT R B AR KPS, (R Th REFEARBE 22, FIRE SRFRK . BRIA
FKFE AR SR R A K. AT B I EO%/K-F 8L, T
R 11 WAL 241 i (EO'S) V82 1 B K 2t 4% Mk DRl 1R TS P 5 B30l A0, 4] EOS SRAEH B
T RTE JERE S R0 181, PRI I PR 29 o SR B B iy A5 T S S R
R GIFBREEE, B TR ST SR BRI ROk S E S A B &,
S DN FC AT AR DGHR AR, T 2% R8 R r 24 TR 0 e R RORE, DARESR
i e T pelie-tel,

3.2.3 SRR

PRI R BMI B E, Hil NEUT%/K PR S . AIFRIESE, B
G SR R AR R R R 02, WTAER TR I R AL I I R T e B T
i ST v S M R P R A i AT A R 280 A T L v 2 T DL B ]
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3.2.4 FHREN
BH R o 8 AR 2 AR NIl o o LU, 1A B . R EREE T, R

FHEOER A ERAREE R, MR EAEREEER. AU 41

N B R LAE Rt EOS Je b 4R s, i e M i 6 )08 JOREZK P27, B

REUES A B WK P AH 58, i Ml T 100 4R 5 K- T RS, SaE R

SE 0 B S 5 80 o BRSO T B R I Y A8 SR R B A TR 100, T ] <l R

Il I AT o
RAE AT FC A L) 22 F N\ Wl S8 DL o = A o SIS R 2 e PSR i, Xof ik A

TR, BT R “PHESPHA S S KPR ETTORITIER, KA TR

THEF NG 2 KT o AW FEOON A AR RVER I, FEARERUD, WHTTss

A REAAAE — B, RAGENTFEZ HO . SR RFEARRAE. RN, A5

I 1 AR5 8 R AF 0 e (0 1 R B SR A HEAT 20 A, (H 22 N e 18 3 A
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Abstract

Background

Allergic rhinitis (AR) is a tricky health issue that affects quality of life. Due to
the shortcomings of pharmacological treatment, acupuncture is gaining attention of
patients with AR as an economical and practical green therapy. This study will aim to
assess the safety and effectiveness of acupuncture in the prevention and alleviation of

AR symptoms.
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Methods

This study will be conducted at a single center with a single-blind design. A total
of 122 eligible patients will be randomly allocated to either true or sham acupuncture
treatment group in a 1:1 ratio. Over a period of four weeks, both groups will undergo
12 sessions of acupuncture treatment. Primary outcomes will be alterations in the
cumulative Total Nasal Symptom Score(TNSS), and changes in the incidence of AR
before treatment (past year), after four weeks of treatment, and during a follow-up
period. Secondary outcomes will include the Total Non-Nasal Symptom
Score(TNNSS), Rhinitis Quality of Life Questionnaire(RQLQ), Patient Health
Questionnaire-9 (PHQ-9), Generalized Anxiety Disorder-7(GAD-7), Visual Analog
Scale (VAS) and so on. Laboratory tests will be performed, including serum specific
IgE level test, immune cells, serum cytokines, etc. Participants will be followed-up for
an additional one year after treatment to document episodes of rhinitis.

Discussion

This clinical trial will be able to provide high level evidence on the acupuncture
therapy in the treatment of AR. The findings of this study will help uncover the
connection between acupuncture and the body’ s ability to adapt to allergic reactions,
ultimately establishing a solid theoretical foundation for understanding how
acupuncture can intervene in the body’ s conditioning process.

Trial registration number

ChiCTR2300068154.
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KPR 2 E AR R Y (a5 zyyzdxk-2023251)

265



g b2, SRoCE 2, B, Em ¥
LR R R 25 K525 B R 2. b5t B 2 Kl 5 b B AR i 5 iR R
W FEke

FE: B LS E ol SO R AL R o8 2o J7ik: JEHE [
E i 5E 75 E (national health and nutrition examination survey, NHANES)
2005~2006 = XF ik . HIAR USRS A 5% 7] 5 S RS RY HipAR B S 445 B SR
MRS, RHAZEFEE logistic [B1A 747 e i BORE IR 5 HIR RUE 2 18] (1) OBk o
iR LY\ 3705 BIRE SR R, ELAE S 1% 1918 5, Lotk 1787 i, TIPEPIAE
4 (46.0 £0.83) %, L PR (48.1 £0.84) %, JLA6 HIHIARE 183 11](4.94%).
Z N logistic AR TR, EFBMEDN. Fik. BEKT. SWIRE. WA
SRR RS, AR AT, BRI 0 AR RS, HLAE T PERE A
BRI (B OR: 3.64, 95%Cl: 1.64-8.76, P<0.01vs % {f: OR: 2.17,
95%Cl: 1.12-4.44, P<0.05) . Ut4h, RAILE 45-65 % J¢>65 % 4Fik Bedb) KL,
ISR 0 T A AR RS, SR KA (565 %) X E R (OR: 12.19, 95%Cl:
2.03-236.12, P=0.02vs OR: 3.02, 95%Cl: 1.47-6.66, P=0.00) . Z5it: iLHE
A B s AR AR, IR AEEE . 45-65 % [ N BEAN e B

RERWE: IEECEIR: AR IERE: EXREESEFFHE (NHANES)

FVRBAE RS — i WL IRS AT o B SRR (Y S8 9 SR A S BRVE ] A #5282 BT
M, fEth A DAL (WHO) #Ri&, 2947 5% AE N B ARE, X MmN
AN E R ERA SR LA IR AT AR T . R SRR i
i R AR SN GOk AR 2 M TR AR RT3 (i SRS . &
PERATES AN TI5 G B STk, AT B B AT AR AE 2 [] F 9% AR ke
R REONGER IS0, [R] Ay T T A7 100 S 5 0 S RE R G e S AT SR DA R N
5% B R NI BBOE R 55 4RI AU 22 18] AR SR AN i 4

FOBWAEE . £, JERUT AN X AL =R 11 S A B 2 R E R T AR B S VA AW SR,
Ym: 100029, Hiif: 010-64286766, E-mail: wanggi710@126.com

F5F, AL AR X A=A 11 S PR R E R PR S5 E AR F ke, HE%: 100029,
Hi%: 010-64286766, E-mail: doctorwang2009@126.com
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i B 2 S R BRE A E Gimmunoglobulin E, 1gE) /5 A ARG 28 9
VR, BV SRR, BB MERL LR, PRS2 MG IRRNE , BERE
BN I EROPE SR A . RERIE R R WIS . HATARRAE 2.5 /L s
B, TR N T 229134 I 5 2% B BT RIS RE 2 TR TE DR B
(51, ER 1 R B ARV 73 R0 251 1 2 SO U T 2 TR ORI i o Ok &
FREGHAERAE 2 18] (1) 2% RATSIR A2 Fe b, ST Z A/ 1gE FHIATAE R ] H SCERA
PR, JF H &5 SRR B JERT8], —sei 5k T IgE AHIARLE 2 8] (1) 1EAH Stk
L9, vy JHC AL P 578 A e A IR . 25 1 06 R BY. AR 72 () E (0 VP Aok R Bl e AT 5 1o 5
FERIISER, B4R T KA AL FE 3k S 0 F RS 4o 1) L

I PR B

— B

KRB T 2005 £ 2006 4 ] IE] 2 AT B 4 E AR RS E IR R0 A
NHANES WA ke s . @ H S EFOROHE (NHANES) =I5
FEVEAL 26 B s AT LB AR R S E 7R AED H , AR T 2EEERTFRAN
MR SRR SRR T REEF DAEG P O R EHEER RS
(ERB) [y #t . Fr A W70 4w WE X A S $ o
(https://www.cdc.gov/nchs/nhanes/index.htm) A FF 3R

KT THFRAE 20 2 85 B Z A2 5%, X2 5% NHANES Vi
WRIIE] 58 5 7 6 AN ERE R) %% (Patient Health Questionnaire-9 ltem, PHQ-9) Aid
B SGREAR 1] M, AT kBRI B AT RO B B AR M 2 54
XTI B AR A 3705 42 5% (&l 1 FiR) .

ARSCVPAL T FRAR A B AT BOREIR o A 0% S H i SO IR 115 B TE
NHANES [ TiZ 502 B AT IS #1025 RS 1 . A 16 2 132138 AR 32 )
B (E R AT e KT

HRCEREGE KR H NHANES #GH4> (RT4% AGQ) WA M & L ik vk
RN N BEVTRBE . 7ELL T W [E1% “02” S5 # e SONE I BUE
o HHUE: B 12 A, KEHHIE S BUERBOTBURIE? FTwi0E.
et 2 12 AN A, MBS EE SR, RS LT R
FERI L ? SR AR % 12 N A, ERAEBGMERT Tl RS AR,
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WEARFER? B8 £ E2D 6 MAY, BEREHIIE R FHRHRRIFEE? 5
2 12 A, ERA ISR MES? fehiE: £l 12 MY, KRR
A E ?

FPRRRE B2 W

FEARTFTEH,  FHRAE B2 Wik 9 (1 =2 08 AR 17 45-9 (PHQ-9) , 1X2&—Fh
A A 78 0 S A ARE SR & T . PHQ-9 AN H 4k, 5 (R
YIRS ST MR IURRY)  (DSM-IV) 8 B SRR FE RS ) FLANS b A o
. PHQ-9 /METEE N 0 % 27 4, 0-4 /3 RoNRFEIIAL, 5-9 4R niEEHIAR,
10-14 73 L7~ P BEAAR, 15-19 43 s rh BE S LA, 20-27 73 FonEHEAMAR. 1E
KEFH, PHQ-9 f3/riA ekt 10 /S 5#H UCKHH W B HIARER, £
4 DSM-IV H JEHIARE 2 WibriE. PHQ-9 18T 10 0 HIZ 5E WA K HE I &
HIABAEIR . DAMAEFI ) NHANES %048 FE AT B AL R A 1 IX—12 Wl fE, Jf
CL I B A A U A AIRE 777 THT B AT R B ) RO AR S

HREEE

T A R A A SIS AU T 2 5 E MELEIRE R, BREFER 9,
Ve (PR | FOEEE (EEEEEA. HMmsEraEEE A, 9k
PEEEA R AN JEVEE A B RN ECHARRI S - BERE Gl SrhEis
Pl B R R B SR 5 NIEH <25.0 kg/m?, #BE 25.0-30 kg/m? FIIEAE>30
kg/m?) o WRIEDIRIE 73 AR S5 AN, AR S “ORBLERIMRG 2 7 B EEHE
Hr “HRBUGEH T 58 SO,  “— Rt 8 SCATRIE . PRI 7
NP SN, RYE & 1 ERDEE 12 TETCR? 7 R HE .
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NBGeitae, g7 UM S 5 sl R om NS B M INBCT3ME (bt
W) B RAR B IINAUE 4r L. f#H Rao-Scott 52 656 bb et SR BUBoR L EL
B2 58 1R H . 347 Logistic [ 92047 LLRF 785 SO R 5 $0A8 X
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AN Z ARG REAMA . ERAY 1, AR R AT, A 2
it NORZR CERE . PR Fige) #4778, 7ERERL 3 b, 7EBEA 2 [y
filt B S2 A KT BRI DBRROLREAT TR . B AT ST E 1Ak AT 2 X
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SR
— A5 BRS 538 FHE
NHANES %4} ¢ 2005~2006 &% 1 A FE A< 5 4 10348 ], £F & A FLAIN
HeBrbr 3L 3705 ), Hrp B¢ 1918 A (51.8%) , otk 1787 A (48.2%)
FHFHER N 46.0 £0.83 ¥, LHETHER N 481 £084 %5, Hi, 183 4
(4.94%) Z5HEWANNEEIMEE. £ 1 HEIMLERER THITES5ET
RFAIE B FAE AR BORE IR 2R R BCRE IR 2 2 IR1 R o0 A o TRATTRIN,  TEAe 1 il T,
B R A SZ 208 TR FE | I B I S AR 2 15 190 35 B W i T e i B IR 4
(P<0.05) o W4k, H5HEMEZRERFERL, BATKIAFLE I BOER 1 Lot 2
BRI R AL, WO, OB LB S (P<0.05) .

Tk 1 ZH5HEFE

St ik
76 3 BE AR Pvalue  JG it #E R P value
T ECRE IR T ERE IR
H H
L, % 0.45 0.034
<45y 488(45.6) 379(44.7) 381(43.9) 409(44.5)
45-65y 348(32.5) 262(30.9) 268(30.9) 323(35.1)
>65y 235(21.9) 206(24.3) 218(25.1) 188(20.4)
TR/ R, % <0.001 <0.001
EPEFEEEA 264(24.6) 118(13.9) 208(24) 131(14.2)
H A & 31(2.9) 24(2.8) 35(4) 19(2.1)
eIl YN 254(23.7) 159(18.8) 199(23) 206(22.4)
FERBETHFEN 491(45.8) 523(61.7) 394(45.4) 523(56.9)
Ho AR 31(2.9) 23(2.7) 31(3.6) 41(4.5)
RHUEE, % <0.001 <0.001
LR 352(32.9) 198(23.4) 268(30.9) 163(17.7)
i 267(24.9) 197(23.3) 218(25.1) 209(22.7)
LU 452(42.2) 452(53.4) 381(43.9) 548(59.6)
BT DL, % 0.94 0.014
& 780(72.8) 619(73.1) 722(83.3) 723(78.6)
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e 291(27.2) 228(26.9) 145(16.7) 197(21.4)

YA TE L, Y% 0.18 0.0052
% 202(18.9) 139(16.4) 395(45.6) 358(38.9)
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BRI L <0.001 <0.001
& 589(55) 375(44.3) 581(67) 496(53.9)
= 482(45) 472(55.7) 286(33) 424(46.1)

HIRIRE (%) 0.0024 0.0068
& 1041(97.2) 799(94.3) 830(95.7) 852(92.6)
= 30(2.8) 48(5.7) 37(4.3) 68(7.4)

AR NFE AR XURS:

R 2 firs, BATRIAEA BRI HE R, SRR XS B B8 i (B3
4.9% vs 2.3%, N 6.6% vs 4.1%) , X—IRIEEPEAREFRHBREE Bk
N 6.5% vs 2.3%, LN 8.4% vs 3.9%) o IXAT-HB, LoPEREA o AT KU
L5 AR E R B (P<0.05) o 4R, FRATAE 5 AR R BUAR Sk 3
P IEH AR NRE (BMI <25.0 kg/m?2) 33 S5CE R 4EL AR IXUIRS: BH S22 = (6.3% vis
2.3%, P<0.05) .

HeAh, BATRIL, FTEWHERACFOf, JEREAEE (BMI >30 kg/m?) Hidfi
SR AL AR AR 35 12 T T I B IR 4 (<45 % 6.3% vs 3.5%; 45-65 %: 9.5% vs
3.4%; >65 %: 5.2% vs 1.3%, {HAUYE 45-65 & WM E| A i1 %57, P<0.05) ,
H. 45-65 & e Brid SO IR 2L A0 XU B 2 e T A AE R B (9.5% vs 6.3% vs
5.2%) o A NEAMUR, EIEFAREANRT, RATKIM<45 5 11 BOE R H AT
DA B S5 T 1 (7.2% vs 2.3%) , HLWT 2 & T Hofth 4F 88 Bt (7.1% vs 5.2% vs 2.3%) .
SR, X gk R BT, 5 TR BORER AR L, o SO IR A AT XU B
JEHGRAEREME . 45-65 2 1) AHERI 2P A B .

g 2 ANF) R AR HUKCT e SO IR AR I SO R A (0 08 2

BMI EER s P value B g P value
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76 1 B R 76 i BORE AR
AOERA HHOERA
H H
<25.0kg/m?  2.3(0.3-4.2) 6.3(1.3-11.3)  0.036* 3.6(1.1-6.1) 5.4(2.7-8.1) 0.31
25-30 kg/m?  2.3(1.1-3.4) 2.8(1.5-4.1) 4.9(1.9-7.9) 5.6(1.5-9.7) 0.8
>30 kg/m? 2.3(0.5-4.2) 6.5(2-10.9) 0.096 3.9(2.2-5.6) 8.4(5.9-10.9) 0.013*
<45y 45-65y Pvalue >65y
BMI TR BUER W BUER  Pvalue I EUEAR 76 1 BURE IR P value
I ECERA IR
H H H H
<25.0
0.024 * 0.85 0.31
kg/m? 2.4(0.7-4.2) 7.1(4.2-9.9) 5.6(1-10.2) 5.2(0.9-9.5) 0.9(-0.4-2.1) 2.3(-0.5-5.2)
25-30
0.31 0.82 0.98
kg/m? 2.2(0.5-3.9) 3.5(1-5.9) 5.4(1.9-8.8) 6.1(1.8-10.4) 1.4(-0.4-3.2) 1.4(-0.2-3)
>30 kg/m?  3.5(1.2-5.7) 6.3(3.5-9.2) 0.12 3.4(0.8-6) 9.5(5.4-13.6) 0.029* 1.3(-1.2-3.9) 5.2(-0.3-10.8)  0.25056

T BCREIR 5 VAR KK A R K P _E AR S

N T R BRI SO IR A AR KU Z A DG R, FRATTE AL logistic [7]
VARG I SO R FE AR S . 3R 3 fow, BATRIL, Lk fiaid iy
VAR, FERERE T, I BCRER IG5 P M R N B
2 (B OR: 3.64, 95%Cl: 1.64-8.76, P<0.01vs Zcit: OR: 2.17, 95%Cl:
1.12-4.44, P<0.05) . M4, RAIE 45-65 % [>65 L AERBIIR I, THUEIR
S0 T AR, KA (565 &) XU BE i (OR: 12.19, 95%Cl: 2.03-236.12,
P=0.02 vs OR: 3.02, 95%CI: 1.47-6.66, P=0.00) . fillsf{j,%, fEIEH BAR &
TRHNBGEE AR, TS, TiwEd (Fr<dd ZHEREBIN) , #HEA ML
B BCRE R AN HIAR KRS 2 (B B R (P>0.05)

BMI B 1 BiA 2 HiRY 3
OR (95 % ClI), p-value OR (95 % ClI), p-value OR (95 % ClI), p-value
S
<25.0 kg/m? 2.22(0.92-5.7),0.08 2.36(0.96-6.16),0.06 2.54(1.01-6.81),0.05
25-30 kg/m? 1.39(0.64-3.04),0.4 1.4(0.63-3.13),0.4 1.46(0.65-3.32),0.36
>30 kg/m? 2.94(1.36-6.87),0.01 ** 3.32(1.52-7.85),0.00 ** 3.64(1.64-8.76),0.00 **
ok
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<25.0 kg/m?

1.49(0.72-3.21),0.29

1.72(0.81-3.79),0.16

1.89(0.85-4.41),0.13

25-30 kg/m? 1.31(0.59-2.95),0.5 1.34(0.59-3.07),0.49 1.6(0.69-3.85),0.28

>30 kg/m? 2.44(1.3-4.86),0.01 ** 2.17(1.14-4.39),0.02 * 2.17(1.12-4.44),0.03 *
R <45 %

<25.0 kg/m?2 2.27(1.05-5.2),0.04 * 2.42(1.09-5.68),0.03 * 2.63(1.13-6.49),0.03 *

25-30 kg/m? 1.5(0.55-4.24),0.43 1.34(0.48-3.91),0.58 1.74(0.6-5.3),0.31

>30 kg/m? 1.76(0.81-4.04),0.16 1.58(0.72-3.67),0.27 1.6(0.71-3.81),0.26

FEW 45-65 %

<25.0 kg/m? 1.17(0.45-3.15),0.75 1.27(0.47-3.59),0.64 1.42(0.5-4.27),0.52

25-30 kg/m? 1.19(0.56-2.5),0.66 1.12(0.52-2.4),0.77 1.25(0.57-2.74),0.58

>30 kg/m? 2.75(1.39-5.86),0.00 ** 2.9(1.42-6.31),0.00 ** 3.02(1.47-6.66),0.00 **
ERY >65 ¥

<25.0 kg/m? 2.08(0.4-15.2),0.4 2.4(0.44-18.39),0.33 2.5(0.44-19.62),0.32

25-30 kg/m? 2.99(0.63-21.06),0.2 3.67(0.75-26.69),0.13 3.99(0.76-30.54),0.12

>30 kg/m? 10.85(1.95-202.77),0.03 *  10.31(1.83-193.95),0.03 *  12.19(2.03-236.12),0.02 *

g

FEIX T T, FRATEE NHANES 3 074 58 BEE o SO k-5 #AT
B KR, S5 REHY, SRASEORIRNS 5E ML, A R &H T
A R4 PIRIERS, JCHJEAENLRE . EREAE 45-65 & Mr BOM Ve NBE, 7E4%
W TIBTERTR R E RS, XA AT IR B

PIARE S TR 000, &ERAAT 3.5 I N IIAREE, AN FIREAA R H0 AT
i EEPTFE N 4% 60% AR, It SEREEAGE T SRR, AR T 0T
Wi~ RIS TR FEIX IR T A, AT I3 [ R N AR AR 1 R
BN 4.94%, 5ICHERAH L BR R B, XA RE 5 ABFIIFEARRMECRE D). 1)
VB K IR RE | AT 1 75 LR Sk 1 5 2 7 EERE o O B ) 8, SRR
AR, BEARFEAG . 9857 WS sl MBS, 101202 SMESR, Thfk
FE BRSO B ) Rt 2 S 0t Sk ik BORER - Bedolla-Barajas 5%} 164
=18 % B S HEAT T 70, 45 2R o 54.3% M B AL L& (95%CI:
46.6%~61.7%) , 50.6%[1EE HIHIAE (95%Cl: 43.0%~58.2%) . ARG N T
B2 AR RIR S IR (OR: 26.00, P<0.0001) , Mm% HHR I E7> =20
Gy, I BB R A AR R IR R IR, FRATI I A AR B T AR 45
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B, ERERENFE S, I BCRER A SE N T AR R, ELAE 5 P B A R S i B
(. OR: 3.64, 95%Cl: 1.64-8.76, P<0.01 vs ZtE: OR: 2.17, 95%CI:
1.12-4.44, P<0.05) . fE 45-65 % J¢>65 % WS BIRIL, I HUERIE N T H0AR
AR, FKH (565 %) MK = (OR: 12.19, 95%Cl: 2.03-236.12, P=0.02
vs OR: 3.02, 95%Cl: 1.47-6.66, P=0.00) .

R FAFAE— € R BRIE . 56, BT A SO AR AR DR IR HERRT . I BSehE iR
(RIAEAE T HT RS FH 5 08 R ), (EP & 2 BT D0 AR R SR 5% 347 75 2 TS 1k A 7
FIAE. IR, AT E AT SR W AREHAT /i, HEFu g RICEEHET B A
NBE, N A A HAl NI R BE AL HRRTS, RT3 KA R IR R
HIAIIE. ffE, NHANES #d F b 8 2 5 T H el B U 1Y), mTRefF
FEACIORZE « AL HER R 22 o A5 SR G A5 1), 500 S50 P A A e A e 4[240,
B, FRATMZE RRE, B IR G S AR RS, JCHAERE R RS TE
45-65 YT BRI Lot N B . 75 BEAE A BRI R T 2540 R R0 A T AR AT X
B NTE, SRS S SR T it o
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AN SORBHE EERATR 2R AR (R EERFERRE ) (R EEEFEIRE) O 4E
H 5, SO B R S T AN A R . DUREE kIR 1B Lr & AL
FRARFEHHTR R . B, IR R W EG R AR ORI 4
STRERTE L) BB AT BB 1 R PG B 446 R, DU B 4 VR ARG 2R AT
X T ICIEHEAT B0 FR I B EAT R AE R AR AR B, AR (e ARt
O B K bR P BRI RIS YT ARTE Sl ) WIS i 2% B BT G AL 2T,
CAAC RS AR 2 EVE R 2R 1A o AR EE R F ] LU B 5 11 7 I 0 44
NE—HRRRE, PE. P PES. RFCOAE AR R, BRELE A
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R RO, U R, BdRE, PTEERA, SRR, e

N

=R
Traditional Chinese Medicine Literature Retrieval Strategy for Allergic
Diseases
Meng Xianghe, Wang Ji*
(National Institute of TCM Constitution and Preventive Medicine, Beijing
University of Chinese Medicine, Beijing 100029, China)

Abstract: A standardized retrieval of traditional Chinese medicine (TCM)
literature strategy is crucial for the formation and evaluation of TCM theoretical
evidence. Based on the characteristics and research status of allergic diseases, the
TCM literature retrieval strategy for allergic diseases should include three steps.
Firstly, clarifing retrieval requirements. Secondly, clarifing literature sources. Ancient
books database: 3-5 full-text databases should be selected for retrieval. Meanwhile, a
medical book directory should be created based on the “Chinese Medical Dictionary”

and “Summary of Chinese Medical Books”. On the basis of the directory, a

* BWIEE: F5F IR, dbdb =3 AR 11 S, Email: doctorwang2009@126.com
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supplementary search would be performed for bibliographies not covered in the
database. Modern literature datebase: comprehensive medical database should be
selected. Thirdly, clarifing retrieval terms. Retrieval terms of ancient book datebase:
nomenclature of disease of TCM should be claried directly based on the “Chinese and
Western medicine disease name control dictionary”. Then sorting out characteristic
symptoms of allergic diseases that cannot be directly controlled. The symptom terms
should be normalized based on the “Clinic terminology of traditional Chinese medical
diagnosis and treatment-Part 1: Diseases”. The normalized terms can be
Supplementary search words. Modern literature datebase: The Western medicine
names of allergic diseases are used as the first group of search terms. The words of
“Chinese medicine” “Chinese medicine” “Chinese medicine” and “constitution” are
the second group of search terms. The retrieval strategy should be “first group of
search terms” and “the second group of search terms”.

Keywords: Allergic Diseases, Retrieval Strategy, Datebase, Chinese and

Western Medical Disease Names, Supplementary search, Combined search

“ICHRT BN LA AR U W, T GRE A o PR
SCHRATE T A [ B 2 0 3 2 e e Je i e v (8 SRR A AP AR R 2K 14 8
AL I A ORI 5 307 S A BN AN AR A, B BAT W 0 se PR A 2
Y, WEAWHRMEGEE. JAER, WhEERMERS KR NP EIERR
R St B A FAT BB

SERERNTE R B2 STHR AL 200 T P S B IESE BT B S PR G EEE, (Rt
= B VR AIE 45 1 2R (AR S S ST B SCRRA B SR B, i Ak T P R 2 HE i
ANHZE . mRRE =458 R, S RGH/Meta 24T BB AL, AN
FRTE A0 Ty G 2R SR A0 25 WA A 2R I RN 75 5K L BRI R 2R WA TR R 4]
SEHAL R MG 45 R S LA T Y. A S D R B D e PR R Y
UESERIRZ —, P58 HAEE PP 1A &, Ferb SOk RAE O HAESE R B 58—
DT, BT SCERIE BRI BT IR B A ZRAMOA A SO A 2R SR 7> A A
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ERT RV CCBRETE] . SCERSKIED | IR B RIBEMBER R T EHAR
TR L /N 1 H A ] R

G55 R BORE R S BE BV, 2B K AN BLTR J7 DG il Sk 09 1) v 22
SCHRAS 2R SR IEAT I IR

L PN

R RS NI, & — B I A AESE T KR A v A4
GrORI R, B B . R S R R A% o A A A
Ky BV, BT ARZREIR, 2023 FEE R T R ow &R
AR H . R 2011 F AT HZHZ] (World Allergy Organization,
WAO) KAiftl (WAO White Book on Allergy) , Toitfe K ikH Kk & K et H
XK, BRI BT IR S FRAAE BRI BT, A TR SR DX B P ) 9 2 A
1% T+ 21 20% 455, I S R AR R 193] 18% AT, BRI A &
M 2% 1006 AT, 0o T SO Bw MR 1 R R S, B AR ST R A S
T R RIZ YT R U T B 7 B, (R R A e O, iz
SR RN SA R G, RIMZHE, R AREFE PR BT S #O 4
BONBOLHIC B AA . Hageit, BRI PR SCHER & A B SR K 80% L |, H
I A VF 22 0 I PR R SRR $ AN B S B A gz e e s 2, R, i Bl
I AF DG 22 SCHR IR R A2 30 35 A 4T, X 78 43 AR v B S hon a8 s i
RS I 48 AR A R A S35 S FARAZ 48 A 2 G4 Bk s 1 Hh 2 )77 52
PR BAREAE IR WAL, UEYA B S 1 o A Ok

2. WA 2 R

SCHRELA BH S 1 5 SE PR ARARAE, DL 1911 AF 0 5, R EE SCRR A AR
SCHREE S HCERE, 1911 AERARTFEAE R AR SO, BRI B, RS
WA HSCHR, 1911 4F DUS AR A A SCHR . LA SCRREI 24 A SCiRE,
IR SR T 03 . IR IR EE X i a4 1297 A, 2
AN A BT 7RSS 5 B 58 B RO 22 S v Y. T3 St s Sk
MEREE 7 FESIACCRBORIOR R, S0 HAT KRR I X 43

2.1 W Z ORI
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o I R SR IR R R LA A e LA T DR AT A PR R g s
FL 000 2 R S ST O TR R FE ARG R AR T AR HIAE R, FRAEAS W ) A e 58 38 o
B ARG THRB T LRRB AR BT B FE 80 2 20h 1 B A%
R ASCBIBRPE . GV EE . ESCRUER . b AR SR DS, S
Hi H R A R E R a1 O Bk ML
FRFEAR DA, A se R R . A UG e . BSOSO AL TR N 4
SC P 2 AL SRR DU PR N B AR T ) T RS A R AR E R K,
HA G5 A I RE i 5 R B D el

L EEE R B4 m B SR ¥ T 4 T SCERIZ 3 55 AR Gl O B0 ey, TR ot
TRl A S r B STHR s AT DASRE T R 2R A4 SO BB e (4420
Bl e RGREIEE . BOCREYERE) AE. Hil, SEHRZ 285
PEAAE A SCOE R R . W R L A R AR R 6. 2
P SRl e . IS b e o FE R L R R R B UR . ISR . AR
Mo APRIEE 4, 14 3~5 MR ERATR R . [N, RIS (b EEE KR )
7 (o [ e AR ) VSIGIER B 48 B 3%, PO e b AR P8 Sy 48 1 B AT 78

2.2 LA ATHR R R RIS

FEIASCERIA R O 5 TR BT TRRM 7B AR, s
FLFE W 28 2R 51 A R U0, I 0 B AR . R G TF TR RN
POAT T OB, R I TR P 0 2 A 2 RN v B AR T A AS R VAR,

FL T PR A B A 1 TP S 24 4 U L SR B TR e Bl I . [ AR OG
Ba P A0SR PE . 2 UGRSCER e L B Ui E PR R A0, R 2%
FRES AR T LA o [ R 2 (RS A R e [ v 5 24 R SRR
Bl P, T Erh 2 8dE e, o E b 2 e B B, R 2GR P, T R
RCIT AR, ERbREEIEE, B FEAR Y EARE D) DL K e &R
RARG ORIE. k. =74, 248, RIEESSFIACIEERE M, e
P o7 B 5 e AL 45 vb (5 A2 W) B2 o SCHR #odls B2 (China Biology Medicine disc,
CBMdisc) , AW 2 I SCER KR 122, o [ 3311 42 S0 3 % (China National
Knowledge Infrastructure, CNKD) , 7377 ##5 5n1iR ik 55-F- & (China Online Journals,
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COY), H R 1) HkE #E (China Science and Technology Journal Database, CSTJ)
SO0, iR 2 AR R T R R E — R R S SRR R I T Re, 2
RGP AR EER, £ ROME B B WG BT iR s, AT LA 2 e S
MRS 2 11 7 22000, [ AP AH GBI EEGR AR B N o T 2 B0 I
s R R SRR R 2 4 75 oK S B ) B A OST R A R R g
HHEEHHEENRR, BAEH CBM, CNKI, COJ Al CSTI.

3. BBl 2% 1

T U P 2 RGBS N 5 A — 2L R R UL 4% S ) B 8 " » LR A
SN AR AR AT IR BRSPS AR (R 0 S ) s 2 30t 9 v 0 U B
WSRO N, R I S EUMALA D) RE R AL, S B BR I R B A RS
ZANwA, B R R, 1 SE TR B I SO )43 28 5 AN R Bl S
N4 o

3.1 LR (7 56

CP I AT A B i) A A R B G2 7t 70 28 ) Clinternational  Classification of
Diseases, ICD) , J&tH 5t DAL 2 € i) B gt — BB 70 K070, B
PRI AL, PEE . ISR CEAEREIRAAAE . 0. 202, PRl AEke.
SRR AR A, B 7 T1E, BN — A PRI S, HH D
HIJTER R RGP, 2019 4, BGFTRRA ICD (ICD-11) T3 72 JEtth 7t 124
Rexidid, JT 2022 45 1 H 1 HIFGRA22. 1CD-11 Jysd 5o 14 43 S il
T AEINEER R E, 2R HES R T WAO, BRI B8R I PR S 7 2
AT, B M R R S e o2, b T SR g, e AN G sy, S S
WE Nty P G % 22 23 (W SCRFRT, 7E 1ICD-11 H, BRGSO E e iR AR 652 AN A %
ARAEHE A 215 NARIE, HETHER 5 RIHEA SR, X 5 KR EFETFIR
ROudh. RSB HR RS B, 7 O U AT R i . H
ICD-10 H 4% H @wifL Xt tb v W3 #& (Allergy Academies. Optimization and
simplification of the Allergic and Hypersensitivity conditions classification for the
ICD-11) FRIAh 78 M 1o

3.2 LR O P S 4 BN TR
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HH [R5 44 2 ] i S B s 1) A T BT OSSR R R R X R
R A RI2 9T P AR VR AL RIOARIE RS0, HA ISR I RRFIE R SC
PAFAERO, 20 4D 30 4RAR, i 4 [E] v I gt v 2 AR LR 1R S7 v o [ P PR gEAT T
g—, FEREANTAE, HhT e ik LR, mags— LIEPEmE
(31, 20 22 50 FFARLAE, H. PHERZEFAEH . P 4 0 B & 7 T i 7047
RITADHRRE, B R5. A EARHERY . 1997 48 F R A I /it
FEMUAL T A NRILANE E S Hh IRy R, Horhei i 4k
Hh [ 55 44 RS AL AR HE A, 455350 43 Hh 22 55 44 T DASS[R] 76 s 44 321 3 21 42 4],
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AHE— BAE - WZEHRLRER
RXEIE 4 ®E KEE
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ERA, HHMBXNEESHEEERNHRS. BEALXRERTEIR
B EERIRITTTE, (BROBRIMARRZ . MEURIT. BUCBMERAFAF), M
RALTNAEREBFR T 2EMA.

AT, R RESR, FPALTNEEHE S BARELE SEAY 70 ~ 90%,
EHAFEHRLGLATRZRE LN, B EMIURE: MAGLATNE, HH4H
ReTTRRAR. BEREBMEKARK, BAAN, BEFEEUABLLN. BIRE.
EIRAEFEEATNEN, EEERA NS LZNEER, RANKIL. K5
Wiz, AERZHFHTEER, SFZXABAE TR E DR EZABE M ER
w, XL RERASE, NERAREERE.

K] &SEAW, NERG, ARG, HPmSam WBAFEE

English Abstract

In Japan, patients with allergic rhinitis will seek medical attention from an ear,
nose, and throat department. Basically, Western medical treatment methods
suitable for medical insurance are adopted, including oral antihistamines,
desensitization therapy, laser nasal mucosal burning surgery, etc., while traditional

Chinese medicine prescriptions are only used in certain situations.

On the other hand, during the treatment process, doctors who prescribe
traditional Chinese medicine account for 70-90% of the total number of Japanese

doctors, and it is common to prescribe traditional Chinese medicine in Japan. But
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the actual situation is that Western medicine is the main prescription, and the
prescription rate of traditional Chinese medicine is extremely low. Based on
extensive clinical experience, we believe that while guiding patients to improve
their lifestyle habits such as eating cold drinks, lack of exercise, and insufficient
sleep, patients should also take Xiaoginglong Tang to improve their symptoms.
They should also take Ba Wei Wan, Da Fang Feng Tang, Zhen Wu Tang, etc. to
supplement kidney yang, or try using Liu Jun Zi Tang or Bu Zhong Yi Qi Tang to
improve spleen deficiency symptoms. Only in this way can the symptoms be

treated simultaneously and the patient's pain be completely cured.

Keywords: lifestyle habits, Xiaoginglong Tang, Zhenwu Tang, Buzhong Yiqi

Tang, and root cause and treatment
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1 dex+ EH KRS, 4L 100029
2. LTPEHKF, 17 116600
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FH J0K 22 i1 3 15 659 RIS 344 T O AH 07 S8, RS VR T I Atk S 00 ) R Al
07 I B ) T B IE ST SR A TR A S St A
KERIA: MK EEER THXEL
Summary of Dr. Tian Geng's experience in the treatment of
Henoch-Schonlein purpura
Men Xiaolu ! Hou Shufei ! Tian Geng ? Dong Lidan®
1.Beijing University of Chinese Medicine,Beijing 100029
2.Liaoning University Of Traditional Chinese Medicine,Liaoning 116600
3.Beijing University of Chinese Medicine,National Institute of Traditional Chinese
Medicine Constitution and Preventive Medicine,Beijing 100029
Abstract: Henoch-Schonlein purpura is a vascular bleeding disorder associated

with abnormalities in the immune system, manifested by ecchymosis of the skin. In

FETIH -

TEF I 110, &, JERthEZ A Z/ER, E-mail:menxiaolu2004@163.com; fikid, %, 1t
TR R 2K 2 R 4 ) 2 2 A 2, E-mail: 3159744484@dq.com
EIEE: EWSF, PEAR Y, E-mail:dld8s8@163.com: HIFk, )i, E-mail:nbutiangeng@foxmail.com
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recent years, the incidence of Henoch-Schonlein purpura has been increasing, and the
age of onset has been increasing, which has caused a certain impact on people's lives.Dr.
Tian Geng learned from the national old traditional Chinese medicine doctor.Based on
his clinical experience, Dr. Tian Geng has achieved remarkable results in the use of
Guizhi decoction series prescriptions for patients with surface deficiency and cold
syndrome and blood-activating drugs for patients with blood stasis syndrome. Dr. Tian
Geng also drew on the ideas of classic prescriptions such as Xiaofeng San, and sorted
out the basic prescriptions for the treatment of Henoch-Schonlein purpura, which
provided a new perspective and valuable experience for the TCM treatment of
Henoch-Schonlein purpura.

Key Words:Tian Geng;Henoch-Schonlein purpura;Xiaofeng San
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Abstract: Intestinal microecology is an important structure for maintaining body
health, and the imbalance of intestinal microecology is related to the occurrence of
allergic diseases. The theory of traditional Chinese medicine constitution believes that
the allergic constitution is the internal factor of the occurrence of allergic diseases,
and the regulation of allergic constitution is the method to prevent and treat allergic
diseases. Based on the four basic principles of traditional Chinese medicine
constitution, this paper discusses the correlation between intestinal microecology and
the formation and development of allergic constitution, in order to provide thoughts
for traditional Chinese medicine constitution to explain the complex phenomenon and
essence of allergic diseases, and to prevent and treat allergic diseases.

Key words: allergic constitution; allergic disease; Intestinal microecology; the
basic principles of traditional Chinese medicine constitution

Funding: General program of National Natural Science Foundation of China
(No. 82174243); General project of Beijing Natural Science Foundation (No.
7242227); the Fundamental Research Funds for the Central Universities
(N0.2023-JYB-JBZD-009); High level Key Discipline of National Administration of
Traditional Chinese Medicine - Traditional Chinese constitutional medicine (No.

zyyzdxk-2023251)

P e S R fe B A S L P B AR A B, PR B A T BiE TR A S AR
W R UL R B oA Ferbr, il P ) 5 i S ) B SR A
YIRHOR, T 564 (4 W R0 LAt K R LE 6 (4 i i O B s i i A S e e . I
AT BT TER W B Sl 2E S B 5 22 RO i R ZE AR . B SR i TE A 4
o = 458 T 5 R 1 RS PR TR AR R AT L Wil o P S AT S B T R — A TSR Y
VRTINS

AP R A TR Y 830 O R 1 L, RO R AE AT BT F A
20 RO B BB B TE R E YA K AR R 2R A, HOX ARG 2 S R
FIRERE™ o B R 7= A S s ), R DO B R T ERRAE Y — o
R, RN 2 5 BEIRAN | 3845 . SABTEREG I AT % AR N 2 R

301



Wiy SR B R ST, AR R R ) 2 A et A [ e S A R
L, e S A A IR 11 72 S5 P R M SR AR AT ) 1 o AN ST P A 4
A, I BEAR 5T 7 DU R A SR B, R i T A 28 5 0 A B A S, RS
Sy B S £ 9 e R AL T A R R R Y

— AEEIRIE 1R IR B i A A% i AU IR T R ER

BT 1 2 R T BT R R 1 2 SBE DR 3, e O R PO T B 2 A% A
UE . WL B R T T AU N, B I Ak 2 SR A
5] o JTE TR AE 25 AR B 52 BEAAE A5 PR 28 (M0, s OO I U 1) 2 ek o
KR 22 (1 485 2% B 7 38 A A WD A 7E 88 2R 00 1) J ST e DA % e 2 T 52 v R 4%
FEEAVER, R IE R YRS, Bl FHBUAR 25, R AR IS SO SO (R A
XA LRI RE R LR A TE RESRAE LA R I 22L& | Metsdad (8 T8 5t BESE
TEMRZA R AR Z A IR A8 P B A 32 5 JE AR AR i ORI k™ (EZh B
7N B i S04 A S B 5 4 5 M R S0 R 309 ) g T A A D 1 A A AR i T
RE, 0N RO S BB B0 S i, IRl R AR S R 2 BUIERGE, IS EU
e AR S o BRI A A5 ARSI 1 o7 A0 22 o 0 11 2 e
R e AR

38 A A P L 1 S A T A B P B, 2 B B AR R A 1 PR A1
H i 06 ) L 9 1 L T AT F 7 3T SR AP 7 3 W ) R T e 5 il
BRI PRI 2R %, 2 i T S R A 2 1A ) /0N BRURH N B 200 31 B 0 il et <
BHIE™ . Boutin MR RS S 1 B8 LE G IE B REFHEE T 5 B K
I NS B TR TR, WET 2R 3% 819%. LB REVR T LAY gt Bt s R AE R
Yo T REFERS A FR bR BRI R 25, 10 Willis AT Wang  (ORE 7t 2978 32 L AR T 56
— AN A A RS ) 38 B BTSRRI AR A ), X AR T L T P A E T DA
B LRTHA® o DRI, Wi v i LB T A0 T 7 AR R e A, DA B REE ]
S I O 1) R A A A BB E— 2B IR 9

=y NSRRI B iR A AR U RR R IR

IRJT & —PhEZ AR R FF I, SRR B R A a7 o AN TR Bi B 1) o o
PEA AR 22 57 o X BB BOCRAIE AR AL I TE T A A I B Bh AR o BaE 1)
TE AR R (0 S ST TR B 1T 5 AR A DR I AR B B, A i SR A R B 2

302



BN FRFIE . S B AE R N BT AR A e, AEWT iR e tl, o £
FEVERG IR, DCH TR, PRJE LSRR R U ZE e, ERIREE =M
KA

PP BURFAE R R B S BV E IR I R o R BBOPE R R AR 22 i, AL
PRI H P TR R A 50 o — T 319 A4 fik RS LIl S A= W 1) LU AT T4
A g JXURS: ) 22 ) LAE H 2R R B HT 100 R R I J # i i Ak i . £
BE N KBS (1) LEE o, BRI S FoREREE . FEH T R AN D R & (AR 2
E A, IFPEREE R Y SRS AT I FEARAN A AU B R 1 . Arrieta
MC 45 Jo TR /N SRR AT I DU R A 1 SR 20 1 FL il JE AR U8 JOIE, IR B e 2
BRI A T G B iy R R A . Nakayama J 7 BB SRtk 5 22 ) L) - 4
FEAE PR 1A F I AR 1R DL A 2 AN F I B PR AT 1 R0 5 7 A R A
1115 1A I AN BT B AR ZF M A B DU Aot e 2 o 22 ) L B0 38 A8 20 v 4 ol
5B LG S SO B B TR TR AR DM, RS BEAA SE N 2 REAL i
EE YA ] DAY I B R 2 . BRI O AR, I TEaEE g, S R
75 I P s SR EORG S S AR 4 TR 440 D] AN SORE A R KPR TBO i — 2
SNV T R P, T )R R LA AR I S I 1y £ b S
PR KA 5 B BT ZS BB B R AE T DA BT i 08 A 1 B U0 AT T

=\ WA IR E BB M A I B w B YR VR F

T AHURE] PR FED P TR i A T 2 R ARAA T A5« T R D0 BT 3 0 ) P PR 27 51
IgE 225 [ RUBEUR B E AR PR A, 19E /KF AT DU B et e i ™
HFEE. Feehley T (78R 356 4 A AR PO RE IO JE B /N BR 2 B R AR i K
(1 1gE, I HLAE4 B U0 N s SR SEREIR o T AU A= 10 1) o il ] DA i A
A . & LA B 7= A I B I D R ) LA B B T B Th e, 5 &
AR ER" . Ak, BpiE i anEE iR 2 K %24k TLR4(Toll-like receptor 4)
TE B T R FER T TR . 5 IER /N RARLL, ikl TLR4 R HHE S
/N BRAEAE A AV BL TR R BB S S 25 72 A B 2 () IgE, I8 I HH B 2 1 3 S0E
R BB RS NI IE R g e T HAEBoh M Thae, B S AL
A} T B P U

303



REEBAA TNTEH & AACRE « FERESFEIE 28N . B B L Bl . RE N
B g IR 2 RIBIAWTIE . AL ity Wi 2. B JRIRRE, T K SRR bR B 5 1 AR 1% I
B, A EFENROIE NN — I B S S8 RS SR I, 250 i
P B 98 SR B IAIIE B 260 88%,  FLih 5 & 4 1) ™ A 5 B 5 HVARE F 7™ B
FRE B WA A O o 5 — TR o W i P R T T F S AR o, R I — 2 vy e £
G R FRIIAR , b R BT LAY AR R R A o IR AR YT O
HH DR B AH 5% B REDR - B T v e AR AR VR T O B O E Y L L HL R
T35 B AL VIR R A DR, S S BAMARE R R A ERBAG ™ o AR O FRIR 3R
PV A A R ORI 2 R A FH oG R I T B, (B L DR R T 1 2
VA R R SR JORE SR B HE . 5 B RS2 4R (Aryl hydrocarbon receptor,
AHR) A] DAY { e fi i o b R 503 o AR ™, B AL 2 TR AR (0 T E A
B, AR BB — 2D BRI 5T DL AR T 1 UM S L I Ao B

VU, MIREEH] 2910 F BT TR AR A I 8 R B A 44

SRR AN A 2 PR 57 (VI RN R A2 35 EE A ) 204 i« Pl i A 2
(T R A 2 2 P A R sE I . AR TR GR, RIE M E S 2 it 7 . IR IR
AR ST emT, S SIS RE ™. Xk, mEMESagE—
M H RIS, KAy, i, ARSI EE T ImE AL, FER
WU I B ) 5 Tk - i3 I 2 4 (intesstinal epithelial cells, 1EC) AL A B 2
()R T2 A LA TR AR A 2 G E 2, Jigp it rp (ROIR SR A B8 ) LU 5
i B AR VA B R 1 1L-22, FRARIE B R s s s g, ATy Lk
B R o R SR IR T DB A B R A T R AR, R
1 AR T LA N AR U R B I TR (ARG A KSR B, A 0 e 52 0 v
FAERIFLI™ o S I AR R P A T p A TR 2R s, IR BE IR 2 40 ] L@
1o 5 T AR S A BAE R FE AT RE, BRI 1 BUR ) S 8k, ATk
B I AR .

o R A ] 2 KT 33 FH T 8 B R 1) 1 7 24, 15 L S A I XL
WO R R 2, Ay s R, SO R, AR I R 0 e £ I e 5 I R AR
Ry SRR MARA T I fp o ™ o 3 BB 1 A% 7 B W 3 A YR T T B B %

304



RIETT, BT TR W B B0E g i W DA S i SR e i /s SR Wi 2. e b,

1oL B g S T AR ) AL AT S B R 4 = ILC2 i A, P B i 2 k2D
T ILC2 2 A3 i 3 S A% AR it P 40 L AT 5 FRDRE T, e 28 53 M W TR A1 4 P A i
HRIEAL, RIEH S G B Ry TR

T NG

SRR I B O A R I A AE R 2o R B Ao 2 R BB A% 18 2
ARG B ARSI 2010 R, RIS IiE A S TR R AR 4. &
i o S5 21 AR R PR R s A, BT AR R AR A R, (Rt
T BRAR R BV AR R T O, A IR AR R iE .

b

R PE

[1] B, PRER, ¥R, PuAE 2R ol Mg i e S 2L A 67 i Fdt e [0].24
2222407 2023,58(08):1981-1987.

[2] Wang M, Fu R, Xu D, et al. Traditional Chinese Medicine: A promising strategy
to regulate the imbalance of bacterial flora, impaired intestinal barrier and
immune function attributed to ulcerative colitis through intestinal
microecology[J]. J Ethnopharmacol,2024;318(Pt A):116879.

[3] Savage J, Johns CB. Food allergy: epidemiology and natural history[J]. Immunol
Allergy Clin North Am, 2015;35(1):45-59.

[4] Lyu J, Kou F, Men X, et al. The Changes in Bacterial Microbiome Associated
with Immune Disorder in Allergic Respiratory Disease[J].
Microorganisms,2022;10(10):2066.

[5] Exy, JPRuE. i BUA BTN . B RS W R B [J] AL Bt B 24 K oy
1,2004(02):6-8.

[6] Mets&d&J, Lundgvist A, Virta LJ, et al. Mother's and offspring's use of antibiotics
and infant allergy to cow's milk[J]. Epidemiology, 2013;24(2):303-3009.

305



[7] Kong J, Yang F, Zong Y, et al. Early-life antibiotic exposure promotes house dust
mite-induced allergic airway inflammation by impacting gut microbiota and lung
lipid metabolism[J]. Int Immunopharmacol,2024;128:111449.

[8] Kanj AN, Kottom TJ, Schaefbauer KJ, et al. Dysbiosis of the intestinal fungal
microbiota increases lung resident group 2 innate lymphoid cells and is
associated with enhanced asthma severity in mice and humans[J]. Respir
Res,2023;24(1):144.

[9] Willis KA, Purvis JH, Myers ED, et al. Fungi form interkingdom microbial
communities in the primordial human gut that develop with gestational age[J].
FASEB J,2019;33:12825-12837.

[10] Ling Z, Liu X, Cheng Y, et al. Gut microbiota and aging[J]. Crit Rev Food Sci
Nutr, 2022;62(13):3509-3534.

[11] Arrieta MC, Stiemsma LT, Dimitriu PA, et al. Early infancy microbial and
metabolic alterations affect risk of childhood asthma[J]. Sci Transl
Med,2015;7(307):307ral52.

[12] Nakayama J, Kobayashi T, Tanaka S, et al. Aberrant structures of fecal bacterial
community in allergic infants profiled by 16S rRNA gene pyrosequencing[J].
FEMS Immunol Med Microbiol,2011;63(3):397-406.

[13] Niewiem M, Grzybowska-Chlebowczyk U. Intestinal Barrier Permeability in
Allergic Diseases[J]. Nutrients,2022;14(9):1893.

[14] Aitoro R, Paparo L, Amoroso A, et al. Gut Microbiota as a Target for Preventive
and Therapeutic Intervention against Food Allergy[J]. Nutrients,201;9(7):672.

[15] Feehley T, Nagler CR. Cellular and molecular pathways through which
commensal bacteria modulate sensitization to dietary antigens[J]. Curr Opin
Immunol,2014;31:79-86.

[16] Silverberg JI. Comorbidities and the impact of atopic dermatitis[J]. Ann Allergy
Asthma Immunol,2019;123(2):144-151.

[17] John J, Savery N, Velayutham P, et al. Evaluation of a Possible Association

Between Severity of Allergic Rhinitis and the Level of Depression in Patients in

306



a Tertiary Care Hospital in South India: A Cross-Sectional Study/[J].
Cureus,2023;15(5):e39809.

[18] Bedolla-Barajas M, Morales-Romero J, Fonseca-L ez JC, et al. Anxiety and
depression in adult patients with asthma: the role of asthma control, obesity and
allergic sensitization[J]. J Asthma,2021;58(8):1058-1066.

[19] Suzuki K, Nakamura K, Shimizu Y, et al. Decrease of a-defensin impairs
intestinal metabolite homeostasis via dysbiosis in mouse chronic social defeat
stress model[J]. Sci Rep,2021;11(1):9915.

[20] Neavin DR, Liu D, Ray B, et al. The Role of the Aryl Hydrocarbon Receptor
(AHR) in Immune and Inflammatory Diseases[J]. Int J Mol Sci,2018 Dec
3;19(12):3851.

[21] Guo Y, Liu Y, Rui B, et al. Crosstalk between the gut microbiota and innate
lymphoid cells in intestinal mucosal immunity[J]. Front
Immunol,2023;14:1171680.

[22] Trompette A, Gollwitzer ES, Yadava K, et al. Gut microbiota metabolism of
dietary fiber influences allergic airway disease and hematopoiesis[J]. Nat
Med,2014;20(2):159-166.

[23] TR, Zeifipt, doples, &, [ B2 R £ 3 B in o7 i U AR 5S4
6 s 45 [J]. T F A 5 24,2021,16(22):3367-3371.

[24] Zeffie. “BUBBOE Wiz BT ™ WAARTR YT /N SR S e i (4 25 R B X TLC2
A0 B VR FAALAIBIE 7L D] AL A R R 25 K5, 2022.

307



75. ®Exploring the correlation between allergic constitution
and cancer development based on NHANES 1999-2018

Fan Yang'?, Yin Dong?, Jingwei Kong'?, Hongzhong Li*, Yongfu Li°, Manting
Wang'?, Bin Shao®, Yuhan Zong’, Wei Zhang®, Renshuang Cao®, Qin Li*", Ji
Wang#*

1 College of Traditional Chinese Medicine, Beijing University of Chinese
Medicine, Beijing, 102488, China.

2 National Institute of Traditional Chinese Medicine Constitution and Preventive
Medicine, Beijing University of Chinese Medicine, Beijing, 100029, China.

3 Department of Oncology, Beijing Friendship Hospital, Capital Medical
University, Beijing, 100050, China.

4 Chongging Key Laboratory of Molecular Oncology and Epigenetics, The First
Affiliated Hospital of Chongging Medical University, Chongging, 400016, China.

5 Department of Oncology, The Second Affiliated Hospital of Hainan Medical
University, Haikou, 570311, China

6 Department of Breast Oncology, Key laboratory of Carcinogenesis and
Translational Research (Ministry of Education), Peking University Cancer Hospital &
Institute, Beijing, 100142, China.

7 The Second School of Clinical Medicine, Guangzhou University of Chinese
Medicine, Guangzhou, 510006, China.

8 Respiratory department, Wangjing Hospital of Chinese Academy of Chinese
Medical Sciences, Beijing, 100102, China.

# These authors contributed equally to this work.

* Corresponding author: Ji Wang, Ph.D, National Institute of Traditional Chinese
Medicine Constitution and Preventive Medicine, Beijing University of Chinese

Medicine, Beijing, 100029, China. E-mail: doctorwang2009@126.com.

6 General program of National Natural Science Foundation of China (No. 82174243) , General project of
Beijing Natural Science Foundation (No. 7242227) , the Fundamental Research Funds for the Central Universities
(N0.2023-JYB-JBZD-009) , High level Key Discipline of National Administration of Traditional Chinese
Medicine - Traditional Chinese constitutional medicine (No.zyyzdxk-2023251)
308



* Corresponding author: Qin Li, Ph.D, Department of Oncology, Beijing
Friendship Hospital, Capital Medical University, Beijing, 100050, China. E-mail:
qinli128003@163.com.

ABSTRACT: Background: Cancer is a group of major and difficult systemic
diseases in which multiple factors can be involved in its developmental process and
have an impact on the treatment and prognosis of patients. In the last century, allergy
has been included as a cancer-related factor because of its multiplicity and has been
studied from multiple perspectives. However, because of the complexity of allergy
and tumor itself, the influence of allergy on the development of various cancer types
has not been confirmed so far. When confirming the influence of allergy on the
tendency of cancer development, neither the heterogeneity between cancer types nor
the unity between various allergic diseases with the core pathogenesis of type 2
inflammation can be ignored, and it is undoubtedly a concise and precise way to
explore the connection between the two by using the concept of allergic constitution
as the gripping hand.

Methods: The allergy and tumor population included within the 1999-2018
National Health and Nutrition Examination Survey was enrolled, while two
allergy-related and well-accessible tests, peripheral blood eosinophil count and
C-reactive protein, were covered as secondary study subjects. Three common allergic
diseases, asthma, allergic rhinitis, and eczema, were screened based on the number of
cases and the stability of self-reporting, and the three types of allergies were
combined into an allergy cohort, which was then constructed to analyze the
correlation between allergic diseases, allergy, overall cancer risk, and the incidence of
each cancer type in weighted logistic regression models.

Results: Asthma was positively associated with overall cancer risk, risk of
thyroid cancer, Hodgkin's lymphoma, leukemia, and lung cancer, and negatively
associated with risk of prostate cancer, compared with non-allergic individuals;
patients with eczema had a significantly higher risk of melanoma, risk of overall

cancer in patients with allergic rhinitis, and risk of skin cancer; and allergic
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individuals were positively associated with overall cancer risk, risk of thyroid cancer,
Hodgkin's Lymphoma, Hodgkin's lymphoma, leukemia, lung cancer, and kidney
cancer, but significantly lower risk of prostate cancer. In addition, there was no
difference in eosinophil counts between the allergic and non-allergic groups among
those with these cancers.

Conclusions: The promotional or inhibitory effect of allergy on cancer
development depends on the type of allergy and cancer, and the immunosuppressive
state of the tumor can act on allergy. Given the high prevalence of allergy, targeted
cancer screening and interventions should be offered to this group.

KEYWORDS: TCM  Constitution  Theory, allergic  constitution,

AllergoOncology, non-small cell lung cancer, asthma
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Abstract: Allergic asthma is a prevalent chronic respiratory disease, and its
pathogenesis involves numerous factors that are closely associated with genetic and
environmental influences. The variations in individual constitutions also significantly
impact the onset and management of asthma. According to the theory of traditional
Chinese medicine, body constitution refers to the comprehensive manifestation of an
individual's physiological condition, susceptibility to disease, and ability to adapt to
the external environment. TCM emphasizes the development of disease through
physical regulation, therefore, it is important to carry out individualized treatment
according to the physical characteristics of asthmatic patients. This paper will explore
the relationship between allergic asthma and TCM body constitution research, and
find an intrinsic factor affecting the incidence of allergic asthma.

Key words: allergic asthma; traditional Chinese medicine body constitution
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Abstract

Introduction

Patients with allergic rhinitis (AR) often seek help from Chinese medicine
practitioners due to their dissatisfaction with the available Western medical treatments.
Guominkang, is a clinical experience herbal formula for the treatment of AR by
academician Qi Wang. Nevertheless,there is no direct evidence to support its
effectiveness and safety, and yet its potential mechanism of action is unclear.This
study will aim to assess the safety and effectiveness of Guominkang in the prevention
and alleviation of AR symptoms.

Materials and methods

This study will be conducted at a single center with a double-blind design. A
total of 122 patients will be randomized 1:1 to self-administer Guominkang or oral
placebo daily for 8 weeks and one year of follow-up. Primary efficacy endpoint:
change in mean Total Nasal Symptom Score (TNSS).Secondary efficacy endpoints:
changes in mean total non-nasal symptom score (TNNSS), Rhinitis Quality of Life
Questionnaire (RQLQ), Patient Health Questionnaire-9 (PHQ-9), Generalized
Anxiety Disorder-7(GAD-7), Visual Analog Scale (VAS), and so on. Laboratory tests
will be performed, including serum-specific IgE levels, immune cell and serum
cytokine levels, as well as the composition of the microbiota in the feces before and
after the treatment of intestinal tract.Security indicators: adverse events, relief
medication use.

Discussion

This clinical trial will provide a high level of evidence for the treatment of AR
with herbal formula Guominkang. The results of this study will help to reveal the
theoretical basis for the link between herbal formula Guominkang and intervention in
processes that regulate the body's ability to adapt to allergic reactions.

Trial registration number

ChiCTR2300068155.
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Abstract: Urticaria is a common inflammatory skin disease with a central
mechanism of activation and degranulation of skin mast cells due to the binding of an
Ig E antibody complex to its high-affinity receptor FceRI. The main manifestations of
urticaria are a rash of rubella masses and angioedema with a variety of complications.
Currently, the treatment of urticaria includes biologics, immunosuppressants,
traditional Chinese medicine, specialty therapies. However, the therapeutic effect
varies from person to person, and the specific clinical treatment should be tailored to
the individual in order to achieve the best therapeutic effect.

Keywords: Urticaria, Treatment, Antihistamine, Treatment with syndrome
differentiation, External treatment
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{It Oral Allergy Syndrome (OAS) ” .

AEE 3G, VAR TP EEZR)T D SRSt a s, Bon T
o = 24 S MR T S A ANAFAIE, (EAR ORTE
REEW: HEEELEEME: NERE: E5EAR

English Abstract

It is estimated that during the peak period of 2023 in Japan, the number of
patients with hay fever is about 30 million, which is constantly increasing every year.
It is said that one out of every four citizens already has hay fever, and in the future,
one out of every two people will have it.

On the other hand, in food allergies, there are many cases where a person
experiences symptoms due to multiple fruits and vegetables. In fact, this allergy to
fruits and vegetables is based on the cross antigenicity of pollen antigens and antigens
contained in fruits and vegetables. After sensitization with pollen antigens, an allergic
reaction is induced in the oral mucosa when fruits and vegetables that exhibit cross

reactivity to this antigen are ingested.
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In 1987, Amlot et al. referred to the pathological response report of immediate
food allergies as Oral Allergy Syndrome (OAS).

This article provides a detailed introduction to the experience of traditional
Chinese medicine in treating oral hypersensitivity syndrome through three cases,
demonstrating the charm and characteristics of traditional Chinese medicine's
influence on the world, which is worth paying attention to.

Keywords: mild oral hypersensitivity syndrome, Xiaoginglong decoction,
Yupingfeng powder
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Abstract: Tumors are diseases caused by normal cell mutations and abnormal clonal
proliferation in the body. With the continuous deepening of relevant theoretical research and a
series of empirical studies, it has been gradually recognized that the helper T cell 2 (Th2)
immune response is closely related to tumors, which is specifically manifested in Th2
antibodies, allergy-related effector cells and mediators within the tumor, and tumor
immune-related functions. Given this relevance, the medical community has proposed the
interdisciplinary concept of AllergoOncology. TCM constitution believes that individuals
with allergic constitution provide inherent conditions for the occurrence of anaphylactic
reaction in terms of gene expression and metabolism of material energy. By applying the
theory of allergic constitution to explore the correlation between anaphylactic reaction and
tumors, hoping to provide insights into the immunotherapy strategies and allergy management
of tumors in clinical practice, in order to achieve breakthroughs in outcome indicators and
therapeutic mechanisms.
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