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Fig 1 Effects of H. pylori water extracts on COX -1 and COX
—2 expression in RGM1 cells. A: Western blotting anal-
ysis for COX -1 and COX -2 in RGM1 cells; B: quanti-
fied data using densitometry, densities of COX — 1 and
COX -2 are expressed as the percentages of the densities
of the control treated without water extracts. ¥ =s. n =
4. " P<0.01 vs the control.
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Fik,FFIMEERE p53 527AF, DA 5 40 B 3 58 F0 08 T2 0k 7
5, BRASEE RN RAES . B, Hp Bl BURHLH 7 ik
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BT B R ARAE SN, B 1 55 R 3R 4 T 38 BB G R COX
-2 3K, G, Hp RGL E BRI COX -2 KRB IRk
ULHIJE Hp R ERER . AT, A5G HIE , ek
A Hp B {4 7K 48 B 4 77 2 R B (8] 4% 6 44 3t 3% fin RGMIL 40 fifg
COX -2 F3kH PCE, &%, A% COX -1 FRiATEA B W,
ARG R GUIEN Hp EHSNERRIBOER B LR AR
COX -2 FEHFKIE,COX -2 #LE K PCs W RER B MR
R A0 R A U0 1) 4 B T R YT o B A I A T B R
0938 40 R F) 152 1 455 T 2% A6 BU% A4 o Romano 451
¥ MKN28 5 B g 40 itk 73 )5 Hp X KGR A @& 157,
24 hJ5 & ¥ Hp 4 COX - 2mRNA /K F 1 hn5 4% , COX - 2 4
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Fig2 Time course of H. pylori water extracts on COX —1 and
COX -2 expression in RGM1 cells. A; Western blotting
analysis for COX -1 and COX -2 in RGMI1 cells; B:
quantified data using densitometry, densities of COX — 1
and COX -2 are expressed as the percentages of the den-
sities before cultivation with H. pylori water extracts
(Oh). x+s. n=4. "P<0.01vs0 h.
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Effect of H. pylori water extracts on PGE, synthesis in
RGM1 cells. A: 24 h after cultivation with media ( con-
trol) , H. pylori water extracts at the concentration of
2.5,5, 10 mg/L, or 10 mg/L E. coli water extracts;
B. 0, 6, 12, 24, or 48 h after cultivation with 10 mg/L
H. pylori water extracts. PGE, levels in the media from
RGM1 cells were measured by enzyme — linked immu-
nosorbent assay and expressed as ng/g protein. X £s. n
=5. ™ P<0.01 vs the control or 0 h.

Hp KRB %t RGM1 4/ PGE, & B KM

up — regulates cyclooxygenase — 2 mRNA expression and
prostaglandin E, synthesis in MKN 28 gastric mucosal cells
in vitro[ J]. J Biol Chem, 1998, 273 (44). 28560 —
28563.

B OF BT ME S8 % MITTRFERRRR
WL RS BB AR [T]. PR,
2003, 23(2) : 92 -96.

IREE,ERF, AT W, F. BIBRXN KRBT
AEMLERETRENZMI]. & EpREEBER
s, 2005, 21(2) . 271 -275.

Kimura A, Tsuji S, Tsujii M, et al. Expression of cy-
clooxygenase —2 and nitrotyrosine in human gastric mucosa
before and after Helicobacter pylori eradication[ J]. Prosta-
glandins Leukot Essent Fatty Acids, 2000, 63(5) ; 315 -
322.

Tatemichi M, Hamada GS, Nishimoto IN, et al. Ethnic
difference in serology of Helicobacter pylori CagA between
Japanese and non — Japanese Brazilians for non - cardia
gastric cancer[ J]. Cancer Sci, 2003, 94(1) ; 64 —69.



