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[ Abstract] Objective To investigate the relationship between helicobacter pyloriCHP) infection and the devel-
opment of different upper gastrointestinal tract symptoms. Methods Gastric mucosal from 199 patients were enrolled
in this research. We used Real-time PCR to detect the conserved gene ure for diagnosing HP infection. Results ~ A-
mong the 199 patients,121(60. 8% ) were HP positive, 65(32. 7% ) with acid regurgitation and belching, 8 (4 %) with
nausea vomiting,65(32. 7% )with anorexia and 89(44. 7% ) with chronic abdominalgia. No relationship was found be-
tween acid regurgitation and belching(x2 =0.22; P=0.64) ,nausea Vomiting(x2 =0.01; P=0.92),anorexia( X2 =

1.92; P=0.17)and HP infection. However, patients with chronic abdominalgia were more found in HP positive than

in HP negative ones (y*=8.33; P=0.004). Conclusion
chronic abdominalgia.

[Key words] helicobacter pylori; real-time PCR;

F TSR 5E AT T CHL pylori) f2& — i i 58 5 B e A 28 19 95
JECTA L A B b B A R R R G I R R AE 504 /e
A K E R R RN E A 80X L BT, — SB i 5 B R
H. pylori/& & i % & E R L5 i 7, o 2 5 B
H.pylori &5 AN IAET T LT 4, Bl g8 — fh 45 2E
WS ABEITRI A A0 BT T BT B R R SO R B b T

AEAR B A AR G
1 HM#5FE
L1 BPkE 199 4145 34 (L AR IR S (15~82 %) i 1 R IR b

Z(2007 4F 6 1 % 2008 4F 2 ) koA i 55, b B 120
B, 22 79 ). B AR A Hy Ll K A A 22 B TR I W D B AL,
AR A —20 CHRFF.

1.2 FERXH 5L DNA.RNA #RETGRH & (EE
qiagen A H)) , Taq fif \Buffer, MgCl, 50 mmol/LL(MBI Fermen-
tas N A]) 7500 %6 E & PCR P 3L (£ E ABLI A HD .,

1.3 B9 . 54 F%%5 ureA F 5'-GGC TGA ATT GAT GCA
AGA AG-3",ureA R 5'-GGT ATG CAC GGT TAC GAG TT-
3", ureA P 5'-FAM-TCC CAT CAG GAA ACA TCG CT-
TAMRA-3',

1.4 REMHE N (PCR M AR KA PHERS 1X
PCR buffer.Taqg DNA B & 3 U, MgCl, 2 mmol/L.dNTPs

H. pylori may play a potential role in the development of

peptic symptoms
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