£ 1 5 N MY, M)
ﬁgéféﬁ 27:6} & N E B KX ¥ FEHR Vol.41 No.6
JOURNAL OF GUIZHOU MEDICAL UNIVERSITY 5016.6

KL EXT H. pylori B3 KRR 3 1H 5l 47 F DC-SIGN,
TLR4 RiEW M0

EHE,E T L, BBE, THA, REE

(SNBERLREE InRI S EEE, St 5L 550004)

[ ZE] Ba: WG AELHT TIEAT 1 (H. pylori) e SD ok BUG 53 B 2415558 U132 & DC-SIGN  TLR4
A mRNA FIR 520, BRI HT H. pylori WRERIHLTI AR AEA . ik SD KESA% B4 BRI
2P 2 as A AR KA 1 x 10" cfu/L H. pylori BIBGHEATHE L 25 F14LR 2525 13 4 G 00 2
WA HEY L8 FJG , BUK B 2 165 0 B LB L G A |, 6 i e 75 A 0 5 T A A I I , 25 0 41 R 25 425 1
R RIBCLAEZEHE AL B, 25 4R R 21 45 7 A B ER K 1 5 R FH Gy A1 4 Ak 2 3 A S i) 9 ¥ 5 & PCR ik
(real-time PCR) ¢ K BB A o DC-SIGN | TLR4 25 [ il mRNA 335, WLEE 45 241 K BB BA [FEB AL 1 2R3k 1h
o G5R: RERUBYL H. pylori 5, B FNRAHES AN, 2605 J2 77 0010 45 7o i K R St bk 2 20 i 12 v, SR W
BRI 5 G 4121 L 24 1 real-time PCR 4552 7% H. pylori '8 T TLR4 DC-SIGN [§3Eik (P <0.05) , 43 {E 38
AbFRJE Rk T R (P <0.05) ; TLR4 | DC-SIGN == ZL7E B 5 I B2 4 g Mg 2% v 83k, H. pylori J& Y K BRUG
TLR4 DC-SIGN Fiki AP, £5i18: H. pylori JEYLAT AKX LB 260 1 57 40 DC-SIGN | TLR4 fi 363k, Sk £ 3
VIS Sy S 1

[RBEIR ] 92T, a5 SRR f0lE; Toll BEZAA; C RUSESE K21k, kb3

[FESES] rRoel.1 [ XEkERIREE] A [XELHS] 1000-2707(2016)06-0640-05

DOI.:10. 19367/j. cnki. 1000-2707. 2016. 06. 005

Effect of Polygonum Capitatum on Pattern Recognition
Molecules DC-SIGN, TLR4

REN Yanjun, MO Fei, HE Yun, ZHAO Shuqin, JIANG Mingli, SUN Chaoqin
( Department of Clinical Laboratory, Guihzou Medical University, Guiyang 550004, Guihzou, China)

[ Abstract] Objective: To observe the effect of Polygonum capitatum on protein and mRNA expres-
sion of immune response pattern recognition receptor DC-SIGN, TLR4, and to investigate the possible
mechanism and regulation role of Polygonum capitatum anti H. pylori. Methods: SD rats were divided
into blank group, model group, drug group and drug blank group. Model group and drug group re-
ceived intragastric administration of 1 x 10" c¢fu/L H. pylori bacteria solution while blank group and
drug blank group received intragastric administration of brain heart infusion broth. 8 weeks later, the
microscope was used to observe the histological changes of gastric mucosa of rats in order to identify
whether the model was successful to. After modeling was successful, drug group and drug blank group
were treated with Polygonum capitatum by intragastric administration while blank group and model
group received physiological saline by intragastric administration. Immunohistochemistry and real-time

PCR were adopted to detect the protein and mRNA expression of in gastric mucosa of rats. The expres-
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sion of different parts of gastric mucosa of rats in each group was observed. Results: After rats were in-
fected with H. pylori, the gastric mucosal glands showed irregular arrangement, with visible vascular
congestion and a large number of lymphocytes infiltration in the submucosal layer, which proved that
model was established successfully. The results of Immunohistochemistry and real-time PCR showed
that H. pylort up-regulated TLR4, DC-SIGN expression level (P <0.05). After the treatment of Po-
lygonum capitatum, TLR4 and DC-SIGN expression level significantly down-regulated (P <0.05).
TLR4, DC-SIGN were mainly expressed in cytoplasm of gastric mucosal epithelial cells. After rats were
infected with H. pylori, TLR4, DC-SIGN showed strongly positive expression. Conclusion; H. pylori
infection can up-regulate DC-SIGN and TLR4 expression level in gastric mucosa epithelial cells, but
after treatment of Polygonum capitatum their expression levels significantly decrease.
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Tab.1 The primers of PCR

S gl 519175 (it 5" -3") /)

B-actin  NM_031144.3  F.TGTCACCAACTGGGACGATA
R:GGGGTGTTGAAGGTCTCAAA
F.TGGCATCATCTTCATTGTCC
R:CAGAGCATTGTCCTCCCACT
DC-SIGN NM_001192005 F:TGTGACTCCAAAGGAATGAGG
R:TCCAGCAAAGAGAATGAGGAA

165 bp

TLR4 NM_019178
115 bp

108 bp
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B EHIORAN/ NG o Sl R R I AL
PR RN, 22 g B RO SRR S TR R =
FAIPEAT I (B 1A) o H. pylori & SD KB 8 Ji G,
SR B 280 M A7 A T T 2R FR 4 R o 1L
pylori FE ML B 22 107 cfu/g; 25 1% BEZT K U
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Fig. 1

H. pylori culture and rats” gastric mucosa
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Fig.3 Effect of Polygonum Capitatum on TLR4
mRNA and DC-SIGN mRNA expression of

gastric mucosa of Hp infected rats
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