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Abstract ;[ Objective ] To observe the effects of Jianpi Qinghua TCM compound on the activity of the
TLR4,NF-kB,COX-2 and MYDS8S8 signaling pathway in rats with chronic atrophic gastritis(CAG). [ Meth-
ods ]JCAG rat models were established by intragastric administration with deoxycholic acid sodium salt(2 ml
once a day)with concentration of 20 mmol/L,60% ethanol(2 ml twice a week)lavaging on an empty stom-
ach and giving 0.5 g/L aqueous ammonia to drink freely for 12 weeks. CAG models were divided into 3
groups at random: model group(MG) ,low-dose group of Chinese medicine (LDG) and high-dose group of

Chinese medicine (HDG) , 8 rats per group. Normal rats were randomly divided into blank control group
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(BCG)and blank control group of Chinese medicine(BCGCM) ,8 rats per group. 1.5 ml/kg,6 ml/kg and 6
ml/kg of Jianpi Qinghua TCM compound were given to the LDG,HDG and BCGCM with the dose and up
to 4 ml with normal saline,once a day for 30 days. Respectively,animals in BCG and MG were only given 4
ml normal saline. Pathological changes of the rats stomach tissue were observed and the expression of
TLR4,NF-kB,COX-2 and MYD88 mRNA was measured respectively. [ Results | The gastric mucosal atro-
phy in the groups treated with Jianpi Qinghua TCM compound improved markedly, showing significant
difference as compared with that in the MG (P <C0.01) . The improvement in the HDG was the
best. Besides,compared with the BCG, the expression of TLR4, NF-kB, COX-2,MYD88 mRNA increased
especially in the MG,LDG and HDG, showing statistical significance( P<Z0. 01). Compared with the MG,
the expression of TLR4,NF-kB,COX-2 and MYD88 mRNA reduced in the LDG and HDG,showing statis-
tical significance(P<C0. 01). [Conclusion]Jianpi Qinghua TCM compound had siginificant effect on impro-

ving the pathological changes of gastric mucosa. Besides,it could inhibit the continuous activation of TLR4,

NF-«kB,COX-2 signal pathway.
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F 2K 5 5 1Y %% : RNase inhibitor ( Takara) ,
Trizol 4= RNA #2HGR 7 & (Invitrogen) , MMLV ¥
¥ 7 & (Promega) , Revertaid TM First Strand
cDNA Synthesis Kit (Thermo), SYBR Premix Ex
TaqTM ( Perfect Real Time) if #] & ( Takara),
dNTP mix(Takara) ., 3 B} 9¢ Y6 & & Primers (ZE T.

YT ERARA A A B ;1Q5 TM real-time PCR
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1.2.1 CAG KRR E 45 H Wistar KR
T IS N R R 1A = R 20-24 °C L Bl AL
i 16 HAE R 28 (4l 535k 29 HAE R CAG i
. 7R RAE IEH i 57 B E R AR K B
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TRENEWR A HEE 1 W, Bk 2 ml, 60% & B4
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BEHLALSE Y KB AL 5 HO R T E By 24 2
KEBEPL A ML (n=8) , P2 FI 4 (n—
8) 2 A AL (n=8) : 4425 AL K BB AL 7 hy 25
HXF A (n=8) M HP A H (n=8), Hrhrpg)
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(2) RT-PCR #; ] TLR4., NF-«B, COX-2,
MYD88 mRNA KK ik 2 A LU RNA, 2 5 5%
Ja#Efr PCR §" 3, GAPDH AN &, 51 F.
TLR4 iF ¥ % . 5’-GCCC TCAGTCTTGGAGT-
GTC-37, & X #: 5’ -TAACACAGGGCGCCTA-
AGAG-37, 7= ¥ &K B 93bp; NF«xB 1F X 5.5
AGTTTGACGGTGAGCTGGTA-3", & L k.57
GCCTCGGCCTGCCGCAAGCCT-37, 7 ¥ K J¥
300bp; COX-2 1E ¥ #£: 5°-GGC TGTATATCT-
GCTCTATATGC-3 7, & X #E:. 5’-CCGCTTC-
CTTTGTCCATCAG-3 .= ¥ K & 306bp; MYDSS
1E X4 .5 -GGACTGCCAGAAATACATACGC-3’
2 A5 -CTTGTCTGTGGGACACTGCTC-37
R KR 94bp; GAPDH IF X 4557 -CAACGG-
GAAACCCATCACCA-3",Jx X #%5:5’-ACGCCAG-
TAGACTCCACGACAT-3", /=¥ K & 96bp, PCR
F AR 50°C FiAE M 2min, 95°C 28 P 10min;
95°C 15S,60°C 1min, # 47 40 MY HIEH . LU Ct
HFE» H bW &5 &, GAPDH AN &, R
2 MO BbR BRI R A,
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95 R B 2 R A 1 O S A L e BRRIR 56 5
AU B % 2 F (P<<0.01), h 2 m A HA 3
HOKBUE BB E R A 5 AR50 A LA e W
R (P>0.05),

k1 ZABFALRELMME  #(%)
e~}
41 51 B EHE
R OhE EE

25 HR A (D 8 8 0 0 0
FEHPHH) 8 8 0 0 0
BRI AL (3) 7 0 0 1 6
FRE (R a2 () 8 1 4 2 1
2 e R AL (5 8 3 4 1 0

(3) + (4) P<<0.01;(3) : (5) P<<0.01;(4) : (5) P>

0.05,

2.3 T WG4 4 TLR4.,NF-«B,COX-2, MYDS88
mRNA ik i (17 %

F2 R 5 EX A, BRI 2.
&40 TLR4 ,NF-«B,COX-2,MYD88 mRNA /K
S H R I A ) 25 5 3 (P<<0. 01D, $E R H B
JEZE 45 £ TLR4/NF-«B/COX-2 15 5 1 I (1) 45 &2
WO o TR ZH LA, T 24 KGR B 20 TLR4 \NF-
kB.COX-2, MYD88 mRNA /K ¥k (P<C0.01),
2 [] 22 5 W 3 R0 DA o 24 0 ) o 4 R B L 1
a9 v Ak &2 J5 16 97 ] A R P e TLR4/NF-«B/
COX-2 15518 B 2L 16 1k .

% 2 4% TLR4.NF-«B.COX-2.MYD88 mRNA % ik &y th %
27 5| %% TLR4 NF-«B COX-2 MYDS88
25 %) IR 8 1.6340. 24 1.3240.15 1.0440. 15 1.1840. 23
EH s 8 1.60+0. 17 1. 44+0. 34 1.14+0. 09 1.25+0. 29
e 7 3.7240. 282% 5. 732£0. 802 3. 45+0. 322% 3.890. 90%¥
rh 2% 21 8 2.0340. 31790 2.8140.41790 1.9240. 22990 1. 850, 21997
rh 24 e ) 2 8 1.69+0. 2299 2.3040. 22909 1.29-0. 28009 1.4140. 1899

L asmamti P<0.05,” P<0.0l; 5@ P Hatik® P<0.01; 5 A 4D P<0.01;5 F &7 FH b5
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AW FESE RAR 7S L MG Ak b 25 52 07 TN IE
GRCECE PN A= S-SV DN ey Y ]
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BRI ZE 48 B 0L W] 0 4r 5%, 2 B ARG 56 5 AR 4 L
B2 R (P<T0.01), DA 2 ) i 497 R0E
BEPA I HRREMRELIES. 5% 040
o AR | rp 25 @ IR B 4 TLR4 . NF-«B. COX-
2.MYD88 mRNA 7K -4 B i 3 15 ( P<<0. 01) , $2
N E B E 4 i £k TLR4/NF-«B/COX-2 {55 53l %
SRS I [ i £ e 2 A2 = I A9 [ o
TLR4 NF-«B,COX-2,MYD88 mRNA /K Fi# (P
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