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WE  HE F s LIAE L T BRI B R0z (HQINDD ) T+ 55 32 475 K Bl B P JHH453 407 F 52 e R
FIRESTHLE . T e R SL IR EEAE R AR AL, BENLS ik 4 4, AR S A A B E KIS 1 mLAR, B H 21K,
22 PR A B RCROYZ 1 mL/, B 2 Ik, 72 h ARSI AR, B ARSI I i D REA IR AR P AL (HED
Getts, BAEZAMET R BTARASIRFIEAIE T TR, ABATARTRFERACEE . SR 5 T FH 0 45 24 P27 i 08 245 ) A
) S SRS R, TRNAE B VR ST L AR vh R REAC AR H HOME Sl . BRJEHEIT POLE B PCR (RT-qPCR) Al [53%
%, BAREE (WB) Kl R 3EE F-o (TNFo) « P65 E [ (P65) . fiffiafk P65 E [ (P-P65) L el
ZUEE (IHC) RRISUE 259097 RO R E WG T LS . G55 KBS DI RE A2V # 2oR, {4 HQIND
AR G P B R KB F DR . SR FH 48 24 B4 0 A 5 58 353 AN AH S bR T B DR AT 286 AN 240 HE 5, TR
JAIRAEINF-xB K18 % (TNF/NF-xB JEH) 7T A2 HQIND A Y7 ™ H e S M FF 445 i) G i 4% . IHC Rl ) 25
SR, MREEAMEE TERFEARA LP2g4d, KEAFBEF TNFa /) IHC $fa B EH £ . RT-gPCR 5 WB £ R EIR,
SEFARERMPLEMEL, MREEA KRN+ TNFa. TNFRL 1 P65 & AMRIE R E T Mk, RFAREARMH
22 rh IKBo [3RIB/K PR, RIAZGWIGTT A 8A30H] T TNF/NF-B {5 S IBER B0, i T RIER B, M2
THBEMG - G5 SNV K 245 25 5 FHIE S, HQIND T 7™ i Be 47 K BRI S AT 40 405 AT — 2 R E H
X—fE R AT B 50| TNF/NF-xB 15 50 5% A XK.
R  HRROS g, ER SR SR ROE
FESRS R644
XERAREH A

Effect of Huangqi Jiuni decoction on acute liver injury in severely scalded rats and its molecular

mechanism
Zhang Yuhao!, Zhao Jie?, Sun Yexiang®

(1Dept of Burns, 2Dept of Chinese Medicine, The First Affiliated Hospital of Anhui Medical University, Hefei  230022)
Abstract Objective To investigate the effect of HQIJND on acute liver injury in severely scalded rats and its possible
molecular mechanism by animal experiments and modern pharmacological tools. Methods Firstly, the rat model of sepsis
was established and randomly divided into 4 groups. The normal saline group was given 1 mL of normal saline twice a day,
and the traditional Chinese medicine group was given 1 mL of concentrated Huanggi Jiuni decoction twice a day. After 72

hours of shock, the samples were sacrificed, and then the serum liver function and (+)-haematoxylin eosin staining were
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performed to verify the efficacy of the drug. Sham Operation Group and sepsis group were fed normally without any special
treatment. Then, network pharmacology was used to screen the targets of drugs and drug responses and predict the signaling
pathways that might play a role in the treatment of diseases. Finally, fluorescence quantitative PCR (RT-gPCR) was
performed to detect gene expression, Western blot (WB) was performed to detect Tumor necrosis factor (TNFa), P65,
phosphorylated P65 (P-P65), and immunohistochemical (IHC) were performed assays to verify drug efficacy and explore
the mechanism of drug treatment. Results Serum liver function and histopathology in rats showed that HQJND
significantly improved liver function in severely burned rats. Network pharmacology screening was used to identify 353
disease-related marker genes and 286 drug targets. It was predicted that tumor necrosis/NF-NF-xB pathway
(TNF/NF-NF-kB pathway) might be a key pathway for HQJND to treat acute liver injury after severe burns. The results of
immunohistochemistry (IHC) showed that the staining of TNF-a in the liver of the sepsis group was more than that of the
Sham Operation Group and the traditional Chinese medicine group. The results of fluorescence quantitative PCR (RT-gPCR)
and Western blot (WB) showed that the expression of TNF-a, TNFR1 and P65 proteins in the liver of rats in the sepsis
group was significantly higher than that in the Sham Operation Group and the traditional Chinese medicine group; on the
contrary, the expression of TNF-a, TNFR1 and P65 proteins in the liver of rats in the sepsis group was significantly higher
than that in the Sham Operation Group and the traditional Chinese medicine group. The expression level of IKBa was
higher in the Sham Operation Group and the traditional Chinese medicine group, indicating that drug treatment effectively
inhibited the activation of the TNF/NF-«b signaling pathway and alleviated the inflammatory response, thereby alleviating
tissue damage. Conclusion Animal experiments and network pharmacology results confirm that HQIJND has a
protective effect on acute liver injury in severely burned rats, which may be related to the inhibition of TNF/NF-xB
signaling pathway.
Key words HQJND; Severe burns; Acute liver injury; Network pharmacology; Inflammation
Fund programs  National Natural Science Foundation of China (No. 81903994); Clinical Research Key Project of the
First Affiliated Hospital of Anhui Medical University (No. LCYJ2021ZD005).
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ISP B TR R A AR v B3 B 2k M R IR, PRI 4 B RORE e MM 22 85 B T RE SR8 0B B XU o - JT K T AR b7
SEUF SR ML SR, 4R A NI ZERE S LA T I B 00 FHF I AR 53477 10 K 22 Bh 245 0 R0 e BT S R A8 AL R 1
F, 3T T A S A AR G Ve FR B, e )5 SRR B B R0 CRIE SR 2 B 4O A R A 5 10 JORE 8
BEAMSE, W Ren R AR, B 40k EIR-2 £ 5 H-xL(Bcl-2-like protein-xL, Bel-xL) #5638, M55 S FF 41 i
VT, BE TS E AR 4, AR08 A HSP32 AR ML & N4 k-1 (heme oxygenase-1, HO-1) , EA
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2L FE B T 20 2B, AR T RIMZ A 2RSSR ERBIHIE, ZJ7e] L
M2 F D 53 B ARV FE B D OGS A, NIRRT 25417 SRS ANES, B NRGEIRFNEY 2% (1)
FAEE S AT b 2 FH 2GR0, vk 25 BR R SR ST AR SR uiR A 0 1 B UTY A FE VRO €0 - R IR O SR AR R 1 0 E AT 43 H 5
(] FA AR A e 1R 23 B 1 0 5 i v RABURE L v B RO B 0, 7E 43 #7245 By 5 T B AT 2 35 AR 4 8L,
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HERRIEA IR S 12 Bih 2, 250 K. ME. B3 AA) AR IRRE BE 3. EiT.
TR R S ALY (A 2R e BIE R IR B T 25 SR ) naligk & 5 4 i 4
FZAE, IR 30 min, {EFIIESFUE M AR, KA BN ETZ B, FRARE 800 mL 4l K B R ZH
KKFEZVME, & 10 min #IZh258F 1 00 (258328355, 5/ KATEK 30 min, [FIFEEE 10 min #3h 1 7k, WA
FfE, kAR 300 mL, R HEINE B A AR . BRI 600 mL ZE7K BIAFIARZHEH, KK RS B,
Je /N KRR 30 min, U] EIAE4E 10 min #8130 19k, WA ES, L9844 400 mL, SRR [ — % P B A
ar, SR 700 mL 25, rJn . fE @R AR AN 700 mL 250 AT IR, ATERASZ) 100 mL IR ARG
1.2 BB

PRk iR B 250 g. R 8 JE A EEHEYE Sprague-Dawley Kt 32 R, £&id 1 FERER WG, FENL R 4
. BFARA. MEEA. EESKARF 4, 48 X, Xt ir KERMLL 6 mL/kg 1) =R 2B AT I 5
PRI, A IR EE ZRHE B BT ARAKE MO F IR AR 10s; MAKSFEL . LRI KHM 2
LR K B DDRE T8 0 B kB 2 T 98 °Clb/K T 15's, 2 Ja FHIC WM A W7k 73, FRBIRON 1 1T % J&] | B SRt AT VR 25 »
fJe LA VNS RIS Ay EAT [ 0 o #, WREERELH. A3 ER /K2R 2 20 I K BRI H22 I s 5t 2 malkg AR 2 0%
(lipopolysaccharide, LPS) , M SIhie 2 7 He5 AR 30%. IIZ% IR A BT IE et KRR, 2 )5, JFh
EEACHE, PZGHMRE N KRR LL BB, SO E B 1 mu, AR KA N &R ES TARFEMAR 1 mL 1
AFREKHHATHE S . MEB RN H 2k, RREE I SRRk 5 3 d.

1.3 FEARKE
B3 RMEHG, FEARNER Lh, FRAME SRS 6 mL/kg =R CEERREE AR, BUMEM, 3E47 0 fF BT .
FRRKRIULZ 5 mL, BT 4°CIKFEAGTHE 4h, SR HAEHREOHL 4 °C. 3000 r/min B0 7% 10 min, H5

EE M5B T-80 CCURF R IRIEH LTI KBIEES, 780 BT, 5eBBCN KR AEMAE, BT EEwRT
ORAF I T 5 S0 BE 22 A6 M
1.4 MuiERFohRets

8 FH 4 E S AR A SORE I BT BURE AR 37 H (1 73 IN % %8 (alanine transaminase, AST) . &R 2§ (aspartate
transaminase, ALT) 7K.
1.5 FFREHLR 5

SR Y H AT U) Fr BEOR K SR IR A BEAT AL BRAN S B o 5, AR 4% 2 58 VA 2] s K BRUFFIEZHL 23 24 h,
CAf DRSS R ) se B AN A R I S MR e v o [ 2 m KU 70%. 80%. 90%. 95%71 100%FK) £, BEA 5L it



K, K1 he BEERHHLNET “HRGEILEIE, JFAE AT IR B A . A e 2N ALk A
U VR VIR 4~5 pm JEBELEY o VIR By, AR ZH2RL. RIS AL 10 min, #8548 100%. 95%.
90%- 80%. 70%[( ZEEBHEE KA. REZIARE AL (HE) Yeaikil AT geth: JRAREYLt 5 min, #hER ZEE4 Mk 30
s, PGt 2 mine ROJSHIVIN G CBEREERK. —HWAEY G, FPEREE . b B T WER, =
VPN SR ) S B . AT S 2 R CEARAIIRZ A 48 . AP d) | ROENREIEAE L (it
Cgnffe. PR sE) | HARRIRFE X IR L & AT A GG A 1 DU A PSR IE . T8I RGN EEX LE4R bR, LA
THI PP A 47 FR 2 P FIARRALE

1.6 AL (immunohistochemistry, IHC)

il 57KAG [F HE Qe B gR . b U] i ISONFT B IR SR 22 i, e R /5 ¥4 20 5 min, M 5 min, HRY
. PBS ik 3 ¥k>6 min. ALZERBALL, N 3% H20, #% & 20 min, PBS ¥t 3 X>6 min. EifiEE A 1 h, )
FEEP. TN KIML —5T (FRD - 4 °C . H IR R, PBS ¥t 3 > min. N —3T (37 °CH#H 1h) ,
PBS ¥t 3 /X>6 min. DAB i T2 &0, K&k, TRARES 1 min, KFESEEEEREBK— —HIRE Y] -tk
R3S o
1.7 ¥k E&E PCR (quantitative real-time polymerase chain reaction, RT-gPCR)

FEVKTE _EATH RNA 3 GG & 1 MU I P BRI DU IE L 230 1) RNA, EP BRI L S M TERE Y, 4
HUHK) RNA JEON-80 °CUKAR T ERAF o F BHEAR) RNA 77305 S5 DEPC AR AN 3OOB R E, P
TAEIREL 2 uL FEASH) RNA, 5 T4k BRI RNA ¥ . {# 4] ToloBio — 151855 & BN HE47 L (K1 4 DNA ZBR Al
WA RN . K5 cDNAL 5171 ToloBio F) per wlifl & AT EHTIR G HCE, IREHSIE/E RS T IHATY 1
MG E B
1.8 EAMEIE (Western blot, WB)

HY 20 mg i A SR ZR, TN RIPA R (% PMSF. &5 IR/ ERBEHIHIFD (BB H, WK EATE R
ALVEAZUR, VKB 30 min. -4 °C. 10 000 r/min £5.0> 12 min, HU 3%, -80 °CLRAF. Hiak7n&rii e B TAE
W IAARUE S AFEA 2 96 LB, 37 °CHFH 30 min, ] 562 nm WL/ . HEIKEES, T SDS-PAGE A&t
W, &P 8 min, 8000 r/min &> 5 min, -80 °CLRAF. THUEHEIAM, 27 & LBINH N EE, I EE -, B
[ fEese, I EER, WART . EREREBEAS min, 05 B EEBKZEEHNEAS S GEERRD .
JE MBI TP 4R T (0.45 um NC B , DK (Sl . 5%BSA ZififEH 1h. —$14 °Ci#HE 4h, TBST ¥t
6 K. —PUEM 1 min, TBST ¥ 6 XK. MAHEKIEER (Tanon 52000 , Imaged 741 2%y K FEAE -

19 ML
1.9.1 ik HQIND 2 4 FR#E X

N T iE HQIND SEFR IR H AL AL, RS H T h 25 KRG 3 28 e, JFICE 7 HQIND s
Beoye BEAh, TR B, FeiE . BN . TR T R BEAWEZZER, (Hh 2y R 2 e Bl
55y HF & (traditional Chinese medicine systems pharmacology database and analysis platform, TCMSP) % 22 3 A
BAE IR L L, BRI AN PharmMapper BN 1 EsB A0 57 5oy O HE o BOE BRI : HIRAEPIA I E (OB)



>30%, Z9MARAE (DL) >0.18. XEEEE KIbRHEI A e e i, Flan, mRHEAERNEE N, HIREA
TRE 7 IXANETERY, ROV EIE R BA EEZGEER], JF Basen] IE LG Rl 2. G085 5B UniProt ()
B, KeERAFH HARME B NER E B4R O TS R R A R

1.9.2 BNLZGYDIE MRS -4 R R 4%

Cytoscape J&— ik DI RE SR K WA 2% 70 A 5 AT AAL R A, T2 BT AR5 B 29T A S5 40 3l ¥ 2547)
kRO S B BN Cytoscape, FIJ7 vl AR 2R UM AR 2%, 5 ARG, iy BREE 53, 34
AR EATZ AR SGHK & . Cytoscape N B FEIEREN H ANTHE AT A (RLERED , M) IRyE
X AT HET AR T OGS R 9 T S B R R I 2 A, FH P T DA I R R A P R R AN TR AR
R/INRTR Sl 7 v e P ) B Y 0, AT PR S A A% O S s OB 25y, 2 i MBI Fe 4 (A /03
o
1.9.3 FMEER A

s HQIND 1 B H AR5 5 3 RHEAT 132 oM, AR5 X e 58 A 2R DA B T G AT P e
1.9.4 REW R ERDIT

SHE 2.2.3 A 3R1EH B AREE S 3T T R KIA1E (gene ontology, GO) LA K t#RFE A 5L R4+ (Kyoto
encyclopedia of genes and genomes, KEGG) ‘& /0 #7 S AT #i4k
1.9.5 B EAR-FEARMEESER (protein-protein interactions, PP1) M4

¥ 2.2.3 FhFRA R EEE S STRING ##E)/% (STRING: functional protein association networks) , LUHE 2 #7AH
REARZ R ER R RS E A B R R M HCS A2 Cytoscape 1, AR H 59 s ATARAL .

110 Gidtigsbs

GraphPad Prism 9 F T-4tit /. B RISEIm BRI N X £s, WA H 2 (A1 22 550 R A ¢ A5 Bl e (]
R (ANOVA) HEATLE# . P<0.05 AZEFA G ERE L.

2 &R
2.1 KRAFFEHSIRE S

KEHIEA YR HE B2t Hrobfili 1A R AL B0 PR BRAE S S B T B B AR . HZUEUERR, |’
FAREANH Gk 5E %, s, PSRN, R WS AE  BRAEAEAR A 2H 52 T 5 25 O T 473
e, RIARFAN S5 ZREL, A BRI AR PRI AR B TR 228, I SE 9 sk e I, s AR EE ] 3 850™ T
FE B A5 A5 o A B R KO R R 4 00 A P B R A A i sie, (B mT DT 20 E /N S5 R BB, BT SR IA AL BBy
Wi o 25 H AR H LA AR DT T FE B e LR 9T R, /N S5 R SR AR e 8, SN, A/ 840 i IR
BB, R ZGE e RORAR IR ERAE SR R ARG, (AT HZEE . A Knodell ¥F7 R8I AR A6 SR 4L
Chistological activity index, HAIX PYZH K 5 HOHFIEBEAT RAEAEF LEtb 70 2, METEH DY 0-22 73, ZMEBOK, KW
JERIAG R o SR G DU AR SR I VE 2> b IR, R BRI ARARI P Sl RIS AR
Bl BREIEA IV Ry, RIS R B e s AR B K AU SRR VP o A D B R AIG, P2 4P o Uik
AL A B BRI . 2 R ] PP 24 5 5000 TRk o8 0 A K B R AT 10 B A BB AE o SV B2 K HAL 17>
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Fig.1 HE staining (A) and Knodell score (B) of rat liver sections >400
7E: a: Sham operation group; b: Sepsis Group; c: Normal saline group; d: Traditional Chinese medicine group.

2.2 KR MERFohaEK-F

SRARENLhE 5 FAGIIMIE T ALT A1 AST JK-FIFHRIE, SERT R, Meaae A A 2 3 K H KR
) ALT 5 AST /K7 m (P=0.04); AHLLARERAEALAI A R ERK A, T 254 KR ALT 5 AST /KA B3 R IE

PR T IRTARA(P=0.04) , WEHI T 2GEFRN T 2508 ™ E bt fn KRS B RIFHIZCR .
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Fig.2 Serum liver function level of rats
vE: a: Sham group; b: Sepsis Group; c: Normal saline group; d: traditional Chinese medicine group; "P<0.05 vs Sham

group; *P<0.05 vs traditional Chinese medicine group.



2.3 MgkZHE
231 ZYHEREE

RIE 2.2.1 TR AR, 12 BRep 2Pt e ) 139 N EFETER Sy, XEERrER T 286 M. & 3A
Je&oR T 250 RO 5 R R I AR EAE 2% B, SETR T RARGR 251 T R R AL £, A IR AN RN
Wk ZANYIEEIE R S, PUEBIR T ARBOR R 2 B R 2 AR . TR AR
ARy, BRI AR K /N5 By B8R R AR RS O e b, RIS i8R 22 /R T RO BE AU, 15
PREERER . AR A .
2.3.2 FIRLYIRI PPI P

i1 % & GeneCard. Disgenet /1 OMIM iX 3 /> 3= EERIZi £edli i, PR Y 356 N5 B HHOCHI AR . 1%
SEFL IR 5 HQIND #dfs 22 i) 286 ML A 42 NILFFER, Wil 3C Frm. WX 42 AN R BH $AT & B -2 A i
MEAER MG, 321 3B Fran i) PPIZRIE], 5 RAEARSCHIHE FAE PPI 2% 7 1 QA (.

Bl 3 WL 2R 2B R SC IR R S AR
Fig.3 Gene correlation and action map generated through network pharmacology
7E: A: herbal-active ingredient-target information network diagram; B: Intersection gene PPI network diagram; C:
Intersection of disease genes and drug target genes; D: Drug gene association diagram.
233 KEGG 5 GO &4
BEJE, # 42 DAZEE HbREE BRI B S0 M ol AAS 2RSS R (9 H bni s, 1521 PBONEERTI 20 2%, 5 24
MERRREE, AGWERENKRRWE 3D s, M2 B[ EHi7. AR 827, AliE, 8K, %21k



FEIX 24 N IFE I FE S, PrBLX 8 BRZGFFE HQIND i FirfE I RCR BE N R 2 « s ST I EE R KRG, HQIND
FVE FINLE S 2B VIR O, Hork TNF 5538 8% 5 NF-«B {5 5B LR H 5 R RAE R B N EY), Frbh
TR B 52 2™ E e R MGERIE 5, PR AR ™ B AORE SR, HQIND IE /2383 TNF/NF-kB 15 5 3@ i i K 5
JFPIE A S5 82 M T 50 K BT 1 P o

& 4 GO AR KEGG B4 KAk
Fig.4 KEGG (A,B,D) and GO (C) enrichment analysis and visualization
2.4 HQIND %} TNF/NF-kB 15 5@ B 52
MRYEE 5 KEUHER) TNF a 1 IHC Betafon, MEBRTARHALPAH, REEHAREHES, HH TNF ol
FEMREREA A IE T HIBEEE 2 . KIS R4 25 P22 A F,  RT-gPCR SZ560 TNF/NF-«B 5 5 i i o i LA 32 2280 A5

HEATEAE, W TNFa. TNFR1. P65 fl IKBa. WB £&ill TNFo. P65 Fll P-P65 [ ik /K. 1FIEH MRS T, IKBa



L5 P65 255, 0] P65 % RS AL, MW HA SRR A% . ST, 24 TNFo 5 TNFR1 455 )5, IKBa HIBER1L
ZRNTH, FECLTOIER L Pe5 Wi BB (R4 P65 a4 itz AR . X — i ARIUE T NF-«B {5 5%,
SURRIER ML RA%, A SHALHRG . LR RIEWME 6. 7 fin, SEFPRAMPGHAMU, MEEAAR
JFEREA TNFo. TNFRL A1 P65 & [MRIE B ET 5 (P=0.03) o A&, HFARLF LG4 IKBa FIRIEKFE R

(P=0.03) , FHAZGWIGITAHZBANE T TNFINF-xB 15 SR BGE, R 7 RAERSL, MMM 7 HR 0. X

— RN, AT R IT Y TNF/INF-«B 12 5@ B8 R SR AR AL EH -

B 5 KEJFIE TNFo [ IHC 3e£8>400

Fig.5 THC staining of TNFa in rat liver 400



B 6 QqRT-PCR #:#ll TNFa, TNFR1, P65, IKBa
Fig.6 qRT-PCR detected the expression level of TNFa, TNFR1, P65, and IKBa.
7E: a: Sham group; b: Sepsis group; c: Traditional Chinese medicine group; "P<0.05 vs Sham group; *P<0.05 vs Traditional

Chinese medicine group.
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& 7.WB ¥l TNFa, P65, P-P65
Fig.7 WB detected the expression level of TNFa, P65, and P-P65
vE: a: Sham group; b: Sepsis group; c: Traditional Chinese medicine group; “P<0.05 vs Sham group; *P<0.05 vs Traditional

Chinese medicine group.

3 Wit

SR 2 P E e 1 5 P RE SIS T RE L —, RO R VRIT MEBE R, AT A G HL AT R 51 A ) I A,
BT HEAE S B R BUE . SR AT, AR R R T 22 T R AR B RR 22 TR, R BR B P ™ 3, KA
WXL IR, RN IR, [F R4 )5 M@ R, R &> S B E s, A& E i
TRBERIAS L s TR R ¥ 35 B PR S R AT, [ B Sy 1 R I DA B JFE 3 7/ B S 285 M ML, R 4 il i 2 £
S HLEE RN B U I, 5SSO I — 2 it it SO0 Xt I v st St S 2 4 R S-S5 9 S AT 28 ke U
A, 3G RIS O AR . TAEVRYT IR, T KT AR RGBS B8, RO R AR, KM A
SRS R S NR AR, SBUREAER A A, A SBUF 50, JREEE 2 == R Be K S

TGN R e B AR B RAE RN T T R AR Z IS, BUNRZ h 25 BA TR BUEACRITER], X0 T
B 51677 ™ R Ja SIS 0 B RAF IR o 1 o 2 4 P WL 58 5 1 2 22 b o A8 22 A FTAE s B 3L R 4%
TER, PR e, AL RN, HQIND XTI LAk 4 5 S I 1E Fi B A S5t 22 1 43 22 0 ot 4L A 1
H, T3, TNF/INF-«B GBS # S 5 2OEAH DG @Y, Hilid KEGG/GO &34, H'5 HQIND HI/E A ML
KREAFEYIM, BRPAERITRH 12 F2Y), HREEZ AT, Hrh 32 MR mEE, AaiX 32
MEREITS. BHL R AR BA A, SIS, S EARE R, B PUIX 8 BREGYINT T AR ™ E R
KBRSV O A E By B

FEIEH RS T, IKBa 5 P65 44, ] P65 ML AL, MIMBHWTHA S K% SR, 2 TNFa 5
TNFR1 4545, IKBo FIBERRILZ 240, SR ICIEE S0k P65 i B /EANML T, (213 P65 M 40 MIAZ N #:#% . X
—RRRRGE U NF-«B (5 518, SIRRERMNMIEEE, RASFBEAHLS . HQIND W aEEE LR Z@EHTT
3, P TNFINF-«B 15538 5% 00 BEEOE, R IL-6. IL-1p R R FRIFRIE, FIF i IL-10 Z5H0 4 R FHIK
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