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[ Abstract| Objective: To observe the antibacteria function of Polygonum capitatum in Helicobacter
pylori-associated gastritis (HAG) , and to investigate whether SIRT1/p53/p21 signal pathway was in-
fluenced. Methods: Thirty rats were randomly divided into normal control group (NC) , model control
eroup (MC) and drug treatment group ( DT). Rats in group NC were given gavage of sterile brain
heart infusion broth, and those of groups MC and DT were given with H. pylori (1 x 10" cfu/L,
1.5 mL each rat) to establish HAG model. Rats in group DT were then given P. capitatum 1.58 mg/

(kg + d) for treatment, while rats in groups NC and MC were given sterile normal saline for two
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weeks. In 4 weeks after the treatment finished, the levels of H. pylori colonization in gastric mucosa
were detected and the pathological changes in gastric mucosa were observed with HE stained sections.
The expression of SIRT1, p53, p21 mRNA and proteins were determined by real-time PCR and west-
ern blotting. Results: The colonization quantity of H. pylori in gastric mucosa of group NC was 0. The
H. pylori level in group DT was significantly lower than that in group MC (P <0.05). No pathological
change was found in rats of group NC. In rats of group MC, after H. pylori infection, the gastric muco-
sa glands arranged irregularly, and there were relatively more lymphocytes diffusively infiltrated in gas-
tric mucosa lamina propria. In group DT, the pathological scores were significantly lower than those in
group MC (P <0.05)., The expression levels of rat gastric tissue SIRT1, p53 and p21 mRNA were
higher in group MC than those in group NC (P <0.05) after H. pylori infection, and were obviously
higher in group DT than those in group MC (P <0.05) after treatment with P. capitatum. The expres-
sion of SIRT1, p53 and p21 protein in group MC was higher than that in group NC, but the difference
was not significant( P >0.05) , and its obviously higher in group DT than in group MC. Conclusions:
P. capitatum has some curing effects to HAG, which might perform through the signal pathway of
SIRT1/p53/ p21 by up regulating expression of SIRT1 / p53 / p21 genes.

[ Key words | Polygonum capitatum; Helicobacter pylori; Helicobacter pylori associated gastritis;

SIRT1/p53/p21 signal pathway; model, animal; rats, Sprague Dawley
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S8R R THATESY 5 E RO
FEAZU(MALT ) ik U968 S i I MR T R S 1 46
(‘helicobacter pylori-associated gastritis, HAG ) 4 £
g ity K AR B YIRS o SIRTL & —Fh 2
WAL E i p53/p21 BAES S AR A K oy
A R BTN 5 A S5 A B g B A, 3 AT
I WA pS3 B SRR 2 0 Tl p21 (5% i
L 7 R i X DY S W =
f9 SIRT1 5 AT LASE i 200 i Xk BRI58 i) 1 3803k 7
ST SRAESR SN P IR B TR — Pl 24
ARV IS K Sk AEZEXT H. pylori BATHL
WS, AT G2 H. pylori 5110 B R %5m""
ik AEZOK IR & & LR 2B aw " X
LeIK FY e 15 Al A T SIRT1/p53/p21 {5 53
W A DL 5 R, AS 52 DL SD K BRAE S BiF 98 468
2,50 HAG B 8Y, I F Sk AE 2K 2 W) B HAG
RERIAR B, WK LI 212 SIRT1 \p53 F1 p21 K&
TR, TR AEZNEYT HAG 17Tl
R
L1 ¥y sk 25 Kl
TS SD KB 30 H, EAERSF,6 ~8 Jike,
150 ~ 180 g, 3K T4 =4 RS s,

b5 SCXK (%) 2012 - 0011, H. pylori 7& 8 Y4k
280

Pk SS2000, Hy H ] 5 95 7 i v 0 A% i T e g v
PP 2SR ER R, 5 14196, H i
VLA 2 1l 245 B 2w $ 4t 5 BFA2 be S 1 Bet i 49 (it
= CMO0331B) 1y F Oxoid 23 ], TG 18 M £F 4k 2 1fi.
(#t%5 15050701 ) W+ m 500 2 A4 P A BR A A
. RNA $EBGR I & (5 R6834 - 01) Iy T Oama-
ga A H]  RNA JFGSil & (b5 AK2203) (56
& PCR A7 & (fit5 AKS001) I F Takara /3
Al B E PR BOEUR & (S WLA0O19a) T H 7
FAY),BCA A E s R & (L5 A045 - 1) 1
H i E AR ARG BR A H L St SIRTL Hrik (it 5
WL00599) fdt p53 Hrik (Hits WLO1919) Fifein
p21 Pk (Hit5 WL0362) ¥4 | 72 AEWAF L R
P B-actin LK (L5 BM0627) il HRP FricHife B
— actin LR (L5 GARO07 ) iy [ 1 AR YA
RN

1.2 Jiik

1.2.1 H pylori B9 355 AEE M -80 CHL
ty H. pylori 882000 , 2 J ¥4 it 5 B Fh T BHAS LG K i,
WRE A b, =R (37 C.5% 0,,10%
CO, .85% N, FHXTIREE 95% LU |) H53% 72 h; Mg
YA AR B AR AR 3 G AT A AL B TS
fl 56 PR 2R W00 R 22 e S5 H. pylori
1.2.2 HAG SRR BRE H FCk e T AE5C
ISR TR 2 B, % 1 A I A 2k A T
e R ZEEA I F Gimsa Y2 @i 5E TG H. pylori JiK



34 S

SkAEZOX A T TIRAT B AH SR B R

221 SIRT1 ,pS3 F p21 [

e, 30 HIHNES SD KB, R RIE NI
IO RRZH BERUZH AW, B2 10 H BEREA
2 E L AR R R B IR R K I B A0 48 5 R K
A3 R IE H O B ZH AT J0 I O iR VR IR (T )
XTRE) HEH AN, AR KRB A K 12 h, 1]
2 g/LAYAbH Y (NaHCO, FITH AR I ) 44 14 T o (A
B 1. 0 mL/g ML 0. 5 mL/g) HEATHE B Fil4b B ; 7
SEPRIS AR SEAR B AEEIK 6 h,6 h J5 kAT H. pylori
HEH (1 x10" CFU/L SS2000 i 1.5 mL/ H) , i
HIGAEAoK 4 h R 1,35 e Rk 8
JJG AR 3 HOR BRI IS 23, HCH 2
WAL ZID) Fr LS e A H. pylori B 5%, %6 e AR 2 15
A, LK B E A4UH H. pylori 7848 H 15 R
5 BAE E ARRE i P A ok AR ) T SR A R Ao G
PR R RN G 2K RS TR
ORI 1. 58g/ (kg + ) (kB SR BUIRE
TEH ) R R 20 45 7 5 O AR K HE S
e 14 d,

1.2.3 B 591 1BI7 4R K BRARZEE 1R
74 A Besh o ab BE , B KBRS A28
KT, TG PBS wht T, o301 4 .1 &
T OEB T H. pylori ERLE ARSI ;1 143 ]
490 11 22 T W IE [ 08 5 b 4, A7 A0 3 U] /v (HE
gt s 1 i fr T RNA fRE9, - 80 C¥Rfr, T
SIRT1 p53 J p21 mRNA kKRR I ; e )5 1
iy =80 C ¥ A7, FHT SIRT1 \p53 [ p21 & H KA
TP B ASEI
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Tab.1 Sequences of SIRT1,p53,p21 and B-actin
gene amplification primers and the product sizes
& IS NSRS SIS (i s'=3") ¥ (bp)
SIRT1  XM_017601788.1 F.TTAATCAGGTAGTTCCTCGGT
R:GTTTTCACCAAAGAAGACAAT 88
P53 XM_017597018.1 F:CATGAGCGTTGCTCTGATGG
R:AGGATGGGCCGGCGGTTCAT 221
F:GTGATATGTACCAGCCACAGG
R:GCGAAGTCAAAGTTCCACCG 183
F:CACGGCATTGTCACCAACTG
R:AACACAGCCTGGATGGCTAC 202

p21  NM_080782.3

B-actin NM_031144.3
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Pathological sections with HE staining of different groups after treatment
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