DOI: 10.11844/cjcb.2025.07.0005
i E A AE ) 2424 3] Chinese Journal of Cell Biology 2025, 47(7): 1523-1531 CSTR: 32200.14.¢jcb.2025.07.0005

HFSOCS3/TLR4/NF-kBiE IBRIR 1T S 1437
ST 1 RR AT B I S 80 B FhAR _E K 2R RE R 1A B =2

WFAHE IEERD BINE
AT N R E B ERL, 20 434000; 20T A R E B BEE R 1 434000,
SR S 2 O R A Tl RO EEBE T AL R, FEFH 441021)

HE ZAR RIS T 0 R AE 5 45547 4] B T 3(suppressor of cytokine signaling 3, SOCS3)/Toll
# % AR4(Toll-like receptor 4, TLR4)/4% B F-xB(nuclear factor kappa-B, NF-xB)id #4 3% it & 7 75 14
# (Jianpi Qinghua Tang, CM)*t e I $24F & (Helicobacter pylori, Hp)¥ 5 49 § 4 B2 £ & 40 0 40 14
W Hrh, HIEFIZ IR0 250 LR mRGES-192 4 Control4 . Hpik-$ o457, HARIE R
) 4k 22 7 X 25 AHModel2. CM#E(120 pg/mL CM). CM+sh-NCZ8(120 pg/mL CM+4% % sh-
NC). CM+sh-SOCS341 (120 pg/mL CM+%% % sh-SOCS3). qRT-PCRZA Western blot4a ] SOCS3
M E, MTTA L N R 5 3040 ) & 20 40 J 38 74 1 0L ; ELIS A M &40 fa oo F & 4m JL A~
% -1B(interleukin-1p, IL-1B). IL-6. A J& 3% & B F -a(tumor necrosis factor-a, TNF-a)#9 & & H
;AR fm RS ) &40 4 0 B T 1 SL; Western blot#e ] &40 48 i, Bel-2. Bax. TLR4. NE-
kB. SOCS3%& &tk LFML. LR R, 5Control2h48k, ModelZA 2a it b G475 & . 54K, Bel-2
F2SOCS3 & A AKX, M am A = % v A Bax. TLR4. NF-kB. IL-1B. IL-6. TNF-ak & K-
%(P<0.05); 5 ModelZBA8Ek, CMAR tm oY 4575 & . A3, Bel-2A2SOCS3 ALK+ 5, wm it/
%, & Bax. TLR4. NF-kB. IL-1B. IL-6. TNF-a& ik 7K-F 1% (P<0.05); 5 CM2H 2 CM+sh-NC
204816, H-CM+sh-SOCS348 4m it b 7% 5. L4k, Bcl-247SOCS3 A KK HAK, dodm el 7B = A
%Bax. TLR4. NF-kB. IL-1B. IL-6. TNF-a& A K-PFH 5(P<0.05). %, CMT 375 HpikF49
GES-14mfitd K Iz B F 64 ok, A dp ] 2m )8 T 69 & A, #Ed iR 2 § 4602 _E R 4n i 4, ELAUH] =T 48
5 3%% SOCS3/TLR4/NF-kBifl %44 5% .
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Abstract
damage to gastric mucosal epithelial cells based on the SOCS3 (suppressor of cytokine signaling 3)/TLR4 (Toll-like

This study explores the effect of CM (Jianpi Qinghua Tang) on Hp (Helicobacter pylori)-induced

receptor 4)/NF-kB (nuclear factor kappa-B) pathway. Normal cultured gastric mucosal epithelial cells GES-1 were
designated as the control group, and Hp-induced cell damage model was established. They were assigned into mod-
el group, CM group (120 pg/mL CM), CM+sh-NC group (120 pg/mL CM+transfection of sh-NC), and CM+sh-
SOCS3 group (120 pg/mL CM-+transfection of sh-SOCS3) according to different treatment methods. qRT-PCR and
Western blot were applied to detect the transfection efficiency of SOCS3. MTT and colony formation assays were
applied to detect cell proliferation in each group. ELISA was applied to detect the expression of IL-1p (interleukin-
1B), IL-6, and TNF-a (tumor necrosis factor-a) of cells in various groups. Flow cytometry was applied to detect
apoptosis of cells in various groups. Western blot was applied to detect the expression of Bcl-2, Bax, TLR4, NF-«B,
and SOCS3 proteins of cells in each group. The results showed that compared with the control group, the survival
rate, clone number, the expression of Bcl-2, and SOCS3 in the model group reduced, and the apoptosis rate, the ex-
pression of Bax, TLR4, NF-kB, IL-1B, IL-6, and TNF-a increased (P<0.05). Compared with the model group, the
survival rate, clone number, the expression of Bcl-2, and SOCS3 in the CM group increased, and the apoptosis rate,
the expression of Bax, TLR4, NF-xB, IL-1p, IL-6, and TNF-a reduced (P<0.05). Compared with the CM group or
CM+sh-NC group, the survival rate, clone number, the expression of Bcl-2, and SOCS3 in the H-CM+sh-SOCS3
group reduced, and the apoptosis rate, the expression of Bax, TLR4, NF-xB, IL-1p, IL-6, and TNF-a increased
(P<0.05). In conclusion, CM can inhibit the secretion of inflammatory factors in Hp-induced GES-1 cells, suppress
cell apoptosis, and thereby alleviate damage to gastric mucosal epithelial cells. Its mechanism may be related to the
activation of the SOCS3/TLR4/NF-«B pathway.

Keywords suppressor of cytokine signaling 3/Toll-like receptor 4/nuclear factor kappa-B pathway; Jianpi
Qinghua Tang; Helicobacter pylori; gastric mucosal epithelial cells; cell damage

Wy I JURKT 1 (Helicobacter pylori, Hp)ERRAMXE e B R b S At 7 (1 — M Rog iz, 5—J5

FE5IEE B L B4 DNAXUEE W R R B A4 47 , i it
FIRFFBEAENG P SR XS A L Btk — B4 P AE
MU G 92 B2 3k F2 b, Hp B T 5 5 1 40 M A
% -1B(interleukin-1p, IL-1B)FK A, 31 G #%
f-«kB(nuclear factor kappa-B, NF-kB), Jf-{& ZEIL-6F/1
Ji 988 YR AL A 7 -a(tumor necrosis factor-o, TNF-o) ]
A, REE AR AR A AL BT R, A
Hp 753 HIE 2 A BT A R 7 FO A2 B, 2 e 18 &
I b Bz 41 Mo 45 405 B A RO g o — J7 T, Toll#f 32 14
4(Toll-like receptor 4, TLR4)/2 5 J 18 [ 4 He ) 1) 5%
Rz, LB RES R NF-«BIE 5 S, Wi
RAES MM, ]I, Hp/E Gl v] S B S 5 5 340
ill [KI-¥-3(suppressor of cytokine signaling 3, SOCS3)#
RS R R L AN RS A T R RS Pl
SOCS31EASOCSFK IR 11— 1, FA TLRAFHI 5 D)
RE, J& M E RGO T, ATHIIL-1. TNF-a
AIL-6/11235 , [ th eS| TLRAZKIE 2 HA 1)
JORE BT, R, 75 SOCS3/TLR4/NF-kBIf # /¢

i, {9 L% (Jianpi Qinghua Tang, CM)f) 3= ZLh 24
oy EFEE S, K% AR 3E. K. WA,
FH&. BHEEE, MHpE YL A B MG SORT. ot
FRE , CMA] LS i % HSP70/NF-xBfS Sl %,
N NF-kBIRIL K JERE N, AT k2 15 2H 2345 4%
R4 B B, Ah, CMISRER#{RTLR4. NF-kB/K
F, RIS T+ R SOCS3FRIA K, e [F o3t B 21 5
TIREE, VDA BRI T, ISR B R BERRES . SR,
CMJ2 75 7] LI 5 SOCS3/TLR4/NF-«kBii %, 11
il Hpi75 5 (1) GES- 140 i o 28 5iE PRl (1) 43 b, AT 411
AR E T R AR BEITIRAR B R b R A i
st — BB E

1 MR55E%
1.1 EERXFISNEE

GES- 1411 (525 : IM-HO84))W [ J& | T35 E Mkt
FATRAF]; RPMI 164055 7755 (T1 5 SH30011)JE F 55
HyClone/A 7] ; CMI H 15 #REE RN B B b 5t =
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= B 24 71 RE, CMRIEIRYE 215 A2 2452.45 g/mL, 4 °CIR
1%; Hp(H A% 5 - ATCC 43526)0 [ 25 [E ATCCHEW)
R F 0 ; Annexin V Alexa Fluor488/P1iH Tl
FE(BT5: CA1040)E H AL ZEE R AR A Al
SDS-PAGE#E K il £ 5l A) & (525 : CW0022M)Fl 5
RE ECLAL % RO R i k75 & (525 : CW0049S)
W FVL IR R L AR AR AR ; NIL-1B
ELISAIR 7 &1($%5:CB10347-Hu). IL-6 ELISAIR 7%
(525 CB10373-Hu) M i IR SE A F--a( TNF-0)) ELISA
A& (F95 : CB11762-Hu)W H _EiERI AR
HIRAT]; Bel-2 #1575 : AF6139). Bax - Ji (185 :
AF0120). TLR4 —#i(525: AF7017)s NF-xB_$i(715:
AF5006). SOCS3 - Ji(#%5: DF6133).GAPDH (1%
5 AF7021) PR (TS S0001) A2 1L =P A
LT S0002)H H S EH Affinity A 7 ; 2 I EEREHR
X (L5 : SpectraMax M) H _FifSE 473 FAUAS A TR
AT,

1.2 75

1.2.1 CMRE#RE AW Cgididescs
7 Bt Bt I 22 B T A0 R B A 3 2 01 4 At (2024-
071091), FHAESRAF LAATEG T TIIE 5 75 28 BH i
OERE YL O RS . B 95 GES-141M4, JF
ISHIRPMI 164058 43577 5, fEAM S FRF6(37 °Cs 5%
CO,)HREFR . HONE A K B GES-140 #2501 641
PR (3x107/4L)Hr, AR G% 5 % 100 1A 40 g = i\ Hpi
BRI, BRI 0. 15, 304 60+ 120, 240 pg/mL
CM, AbFE48 ho SRAMTTSZERAIAN Rl B CMX T Hp
7535 1 GES- 140 MAAiS 2R 1 5m . BEFLINA 10 pL
MTTVAER, 37 °CHEH 4 h, — RV HRZK 1 N, fE £
IHAEEREAR X 490 nmAb A IR I FE (Daso) (B, THE 4H L
ETE

122 @mfesd O E IR GES-141/8id
Controldd, PAUBYLE 2 100 R 40 A H N\ Hpiif B =
WO SR, oK HA0 h Model 2, 7240 M 4514
J PR A5 440K B 120 pg/mLIY CMES FR AL | K

HALNCMA,; TEGES-141 il 530%~40%K, IS
sh-NC. sh-SOCS3 G IMIGFE TR, 48 hfa AT 41
WAL R JEE A 120 pg/mLIF) CME; 72 8
I, 3 5 HAC NCM+sh-NC4H. CM+sh-SOCS34H .
123 qRT-PCR#&MSOCS3 mRNA# A 17
HUZH S RNA, H3ETqRT-PCR. 51 L1, K
FH2 24O 5.SOCS3 mRNA AN ik 7K
1.2.4  MTTH= L KT &R % 54 M Hp ik /5 49 GES-1
@R e 3G L MTT: (E96FLHH # R GES-141
ML (3x10%Y/4L), FHARIEETIA MY 1.2. 29 4 i 7 4L 34T
FAE o 12100 MTT L5645 A R AG 541 i 1) 47
EH.

T RE T LSS - AE 6FLAR H 4P GES-141
(1x10%/4L), MELRNTElE f5 , 75 % i 24 8 FH 40
fi] 52 EAT [ 52 (4% % FE S, 20 min)F10.1%45 &
HIA(20 min)WEE . FEATHIRR LS, 04 v b
HEiiTat.

1.2.5 ELISA:#M Hpi% 3 /5 49 GES-14m e 1L-
1B+ IL-6 TNF-a#9 £ XL fFH6fLIRIEFR & A
GES-141f, JF 75 240 M % B 295 10%/mL I Y 5 %21
ARSI 1.5 mL, 4 °C. 1 000 g0 10 min, 14
17 B3GR . $% B ELISAULEA Bk TR, Jf -5 a0
Mo FIL-1B IL-61 TNF-oiKJ¥ .

1.2.6 AN R4 Hpik 3 /& 49 GES-14m .o /A
T CKGES-141 8 2)6Lik (3x10°/4L) kAT H:
Fto B SR T RN, FEAER A M A x4
RO T 2 AT 37 o

1.2.7 Western blot# | Hpi% & /& 9 GES-14m i+
Bcl-2. Bax. TLR4. NF-kB. SOCS3% @& 44 &kt
R E AR B GES- 14 h i SR 1, IEF)
F 8 B e R S E R R EE . ¥ ] SDS-PAGE
VK. 708, Hs B2 PVDRRE . 7EH 5%01
IR R i AT 1 i) = iR B S, 3 Bel-2(1:1 000).
Bax(1:2 000). TLR4(1:1 000). NF-kB(1:1 000).
SOCS3(1:1 000)F1 GAPDH(1:2 000)—#7i 4 °Ci¥ & it

#1 qRT-PCR3|#F%
Table 1 Sequences of qRT-PCR primers

e~ 30| WS- 3) NS —3)
Gene Upstream primers (5'—3") Downstream primer (5'—3")
SOCS3 GTC ACC CACAGCAAGTTT CC TCA CTG CGC TCC AGT AGAAG

GAPDH GCA CCGTCAAGG CTGAGAA

ATG ACG AAC ATG GGG GCATC
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W AR WS T, 5 = H(1:5 000)i#E 471 hiIF & 5,
{5 FH ECLAL 22 OGRS 52 (25 °C 1 min), 285
I R A R G AT BRI %, {8 Image) X
PEY BT 26T KA, UL GAPDHBEAT IH— AL AL HE | if
SR S AR Rk &
1.3 Git5a94Hh

K SPSS 26. 08 AT AR Gu it 73 #r, &5 F A
PR AR UE 22 (k)R . R BRI 7 Z 0 M idh AT
Z W L, K SNK-g 503t — b B L . P<0.05
FORERH BT L.

2 R
2.1 CMEREHITHIE

50 ug/mL CMX} Hpi%55 i 1 GES- 140 i (1) 47
TEFA L, 15 pg/mL CMATHp % 5 /5 I GES- 141 i A7
R 5 300 60, 120, 240 pg/mL CMAK
YR Hpis 5 5 1) GES- 140 L /735 3% (P<0.05). 1

5120 pg/mL CMXTHp 5 5 )5 [ GES- 141 B IR A7 35 2%
FHEE, 240 pg/mL CMX} Hpifs 5 )5 ) GES- 141 i A73
KA E . WWE 1. Kk, %120 pg/mL A G
S CMALE IR
2.2 SOCS3HIEE MR

gqRT-PCR X Western blot%5 {7k, 5 ControlZ4H
HIEE, Model 4140 /it ' SOCS3 mRNA K £ 4 £ 5K
F#{I% (P<0.05); 5 Model41AH Et, CMZH 41 A 1 SOCS3
mRNA K & FH R IEKF T 5 (P<0.05); 5 CM4 &,
CM+sh-NCAHHEt, CM+sh-SOCS3 4141 il - SOCS3
mRNA J 25 1R IE /KB (P<0.05).  WLFR2A1E2,
2.3 CMXTHpiES/ERIGES-141EE5EAI S0

5 ControlZHAH LY, ModelZH 4N AT 2. T
R B/ (P<0.05); 5 Model41AH E, CMZH 41 il () 77
TEERL BN (P<0.05); 5 CM4LE, CM+sh-NC
FHEE, CM+sh-SOCS3ZL4N i A7 G . o B b
(P<0.05). DLPE3FIEE3,

*HA A

*#H/\ A

100 1
75 1
§
>
é ) *HA
2 50 4 *
=
G}
O
254
0 T
0 60

120 180 240

CM /pug-mL™!

n=6; *P<0.05, 50 pg/mLA LL; *P<0.05, 5515 pg/mLAHLL; 2P<0.05, 530 pg/mLAHEL; 4P<0.05, 560 pg/mLAHLE .
n=6; *P<0.05 compared with 0 pg/mL; “P<0.05 compared with 15 ug/mL; “P<0.05 compared with 30 pg/mL; 4P<0.05 compared with 60 pg/mL.
Ell FERECMAIEX Hpif S EHIGES-1£48B0 77 58 R A 7200
Fig.1 Effect of different concentrations of CM on the survival rate of GES-1 cells after Hp induction

&2 SOCS3HIFELME
Table 2 Transfection efficiency of SOCS3

o SOCS3#
iﬁips SOCS3 mRNA socs3izein
Control 1.01+0.10 1.16+0.12
Model 0.48+0.05* 0.57£0.05*
M 0.74+0.07" 0.85+0.09"
CM-+sh-NC 0.72+0.08 0.840.08
CM-+sh-S0CS3 0.530,054 0.70£0.07°4

n=6; *P<0.05, ScontrolZH#H LL; “P<0.05, Smodel A LL; 2P<0.05, 5CMALMEL; AP<0.05, 5 CM+sh-NCZHAH L .
n=6; *P<0.05 compared with control group; “P<0.05 compared with model group; ©P<0.05 compared with CM group; *P<0.05 compared with

CM-+sh-NC group.
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carp D D D A

[El2 Western blot#ISOCS3E A FRIL
Fig.2 Western blot assay for SOCS3 protein expression

Control Model CM

[El3 SeEM ARSI L p Y 1EE

Fig.3 Clonogenic assay for detecting cell proliferation

#3 CMXHpiF S EHIGES-140a1E5E RS20
Table 3 The effect of CM on the proliferation of GES-1 cells induced by Hp

415 FREERD TelERL

Groups Survival rate /% Number of clones
Control 100.00:0.00 141.36+10.14
Model 50.46+4.78%* 71.59+£8.01%*
CM 79.87+6.99 115.47+8.55"
CM+sh-NC 78.34+7.80 113.5449.33
CM+sh-SOCS3 64.87+6.4°44 92.474+8.5544

n=6; *P<0.05, HcontrolZH A7 LL; "P<0.05, HmodelZl 4 HL; 2P<0.05, 5CMALHEL; 4P<0.05, 5CM+sh-NCZHAALL .
n=6; *P<0.05 compared with control group; *P<0.05 compared with model group; ©P<0.05 compared with CM group; 4 P<0.05 compared with
CM-+sh-NC group.

24 CMXTHpiESERIGES- 14 PIL-1p. IL-  TNF-oRIAK VI (P<0.05); 5 ModelZAHEL, CM
6. TNF-0FRIARIFNT YA HHIL-1B IL-6+ TNF-07¢ 1% 7K FFEAIK(P<0.05);
5 ControlZHAH b, Model 4 40 i1 HIL-1B IL-6+ 5CMA 5 CM+sh-NC# Lt, CM+sh-SOCS3 414 fid
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#4 CMXTHpIEZERIGES-14RAEHIL-18. TL-6. TNF-03RiAK RIS
Table 4 The effects of CM on the expression of IL-1B, IL-6, and TNF-a in GES-1 cells induced by Hp
45 EAH A R -1p/ng L I/ 3 -6/ng-L! JH R IR SEA T -o/ng L
Groups IL-1B /ng-L! IL-6 /ng-L"! TNF-a /ng-L"
Control 11.53+1.15 26.76+2.68 33.78+3.36
Model 80.21+7.34% 150.52+9.06* 212.63£15.26*
CM 43.88+3.39" 90.11+£5.97* 126.51+£7.65"
CM+sh-NC 45.76+4.58 87.28+6.31 125.76+8.88
CM+sh-SOCS3 64.88+6.3944 123.11£9.9744 171.51£12.6°~4

n=6; *P<0.05, Scontrol 41 LL; *P<0.05, Smodel 4L LL; “P<0.05, 5CM4LM LL; AP<0.05, 5CM+sh-NCZHLAH L .
n=6; *P<0.05 compared with control group; “P<0.05 compared with model group; ©P<0.05 compared with CM group; 4 P<0.05 compared with

CM+sh-NC group.
Control Model CM
10'4 0.02% 1.43% 10'4 0.07% 29.35% 104 40.01% 12.65%
10°4 10° 10° -
& 107 & 1074 & 1074
10" 10' 10"
97.00% 0.89% 521% 84.56% 2.78%
(0 8 S ER————— 100 R 10 R
100 100 10> 10°  10* 100 100 10> 10°  10* 100 100 10> 10°  10*
Annexin V-FITC Annexin V-FITC Annexin V-FITC
CM+sh-NC CM+sh-SOCS3
10°4 0.04% 14.20% 10" 40.06% 21.47%
10°+ 10° 4
= 10 =107
10" 10"
, : 2.82% o 17451% 3.96%
10 T+ T T T 10 ALl | 2 Eai | L | T
100 100 10 10°  10* 100 100 10* 10°  10*

Annexin V-FITC

Annexin V-FITC

El4 SRR 4B AR T

Fig.4 Flow cytometry detection of cell apoptosis

IL-1B+ IL-6+ TNF-03&ik /K FF 5 (P<0.05). .34,
2.5 CM¥{HpiESEHGES- 14 R TR I

5 ControlHAH L , ModelZH. 40 f 17 - &
(P<0.05); 5 Model41AH EL, CMZL 40 i f 7 1~ 2 [
& (P<0.05); 5 CM418 CM+sh-NC#{ Lt , CM+sh-
SOCS3ZH Al (¥ T2 28 4 =5 (P<0.05) . WL 4IRS
2.6 CM*THpi% S BIGES-140 i HBcl-2. Bax,
TLR4. NF-kB. SOCS3%ik7KFERIS0M

5 ControlZH ML, ModelZH 4 i+ Bel-2+
SOCS3EIA/KFB&MK, i Bax. TLR4. NF-xB#
KK T B (P<0.05); 5 ModelZHAH H, CMZL4H R

H Bel-2. SOCS3#KIA/KFF+ 5, 1 Bax. TLR4,
NF-kB# & /KB (P<0.05); 5 CM4H CM+sh-NC
AL, CM+sh-SOCS32H 41 /i Bel-2. SOCS33%
K IKSFBEAR, 1 Bax. TLR4. NF-kBZ#ik/K-F-Th 5
(P<0.05). ILE5HIER6.

3 iTig

K BT Hp SO M B A T E 8 2 75
BN RS 3R, BRI LU R AT 2R
R ABE A B 5 AN 3 Hp sk e ) B B b R 2R 1
L0, BRI 2R TSR — 7 (68 6 8 2R
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#*S CM3THpiESEHIGES-1 AT RH M
Table S The effect of CM on the apoptosis rate of GES-1 cells induced by Hp

Y| PAT-H%
Groups Apoptosis rate /%
Control 2.32+0.23
Model 34.56+3.26*

CM 15.43+1.547
CM+sh-NC 17.02£1.85
CM+sh-SOCS3 25.43+2.54°4

n=6; *P<0.05, ScontrolZH#HLL; “P<0.05, Smodel LA EL; #P<0.05, HCMALAMLL; 4P<0.05, 5 CM+sh-NCZHAH L

n=6; *P<0.05 compared with control group; “P<0.05 compared with model group; ©P<0.05 compared with CM group; *P<0.05 compared with
CM-+sh-NC group.

B2 D e D N e
Bax -----
TLR4 ween D e=un s S
NF«B s D S e T
SOCS3 WD e D TS e

GAPDH WS S e e =

El5 Western bloti 4RI+ Bcl-2, Bax, TLR4, NF-kB. SOCS3EHFRILER
Fig.5 Western blot was used to detect the protein expression levels of Bcl-2, Bax, TLR4, NF-kB and SOCS3 in the cells

*6 CMtHpiERERIGES-140fEFHBcl-2, Bax., TLR4, NF-kB, SOCS3ZiA7KFHIE N
Table 6 The effects of CM on the expression of Bcl-2, Bax, TLR4, NF-kB and SOCS3 in GES-1 cells induced by Hp

)

Bcl-2 Bax TLR4 NF-xB SOCS3
Groups
Control 1.51£0.15 0.47+0.05 0.59+0.07 0.82+0.08 1.27+0.13
Model 0.64+0.06* 1.1840.12* 1.43+0.14* 1.65+0.17* 0.48+0.06*
CM 1.30+0.127 0.55+0.06" 0.67+0.07" 0.89+0.09" 1.10£0.117
CM+sh-NC 1.27+0.13 0.56+0.07 0.69+0.06 0.90+0.10%* 1.12+0.12%
CM+sh-SOCS3 0.82+0.0844 1.00+0.10%4 1.2740.1344 1.39+0.1444 0.75+0.0844

n=6; *P<0.05, Scontrol A LL; “P<0.05, Lmodel LA EL; ©P<0.05, 5CMZLAEL; 4P<0.05, 5CM+sh-NCAAHLL

n=6; *P<0.05 compared with control group; *P<0.05 compared with model group; “P<0.05 compared with CM group; *P<0.05 compared with
CM-+sh-NC group.

4t, GIA ORI BAVEAE R TS TE AL S AN e T, T i 40 B 2R A SO A ORI i % B 2 v o
TAHLH FBESIIIE , GES- 140 ST TGS R OB AT SRS 5E 3% o

PUE RN, AL, FIGELE GES- 141 H 7T & CM A2 LAAFIE R 1 0 2 A 1 I e A i ok, I A
Hpotf 3k |2 AR e VA RE R RA IR0 U290, 4R B ARG M BC & 0 A48T R 7l b, FORAT i



1530

BRI

JULERE . AR AR I 0 o W A P 7 W A DA gk
UGG, ; TREE WA EMEFRNE 2 T B RS
R, sy, BXEZEMAIMER , R R R
B R DDA M2 BAEATRIE LER, nT e
B R E , (k5 RE A5 A2 52 A0 I i 286 s 5
Dhfig; B0 K3, (A TENA TG RREE /E .
KU BC AT, R e <, TRIEREA 2 D, BfF
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