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[ Abstract | Objective: To investigate infection situation and antibiotic resistance of Helicobacter pylori
isolated from 280 patients undergoing gastroscopy in Qiannan autonomous prefecture. Methods: A to-
tal of 280 patients undergoing gastroscopy in Qiannan autonomous prefecture were enrolled in this stud-
y. Gastric mucosal specimens were collected and rapid urease testing ( RUT ) was used to diagnose
H. pylori infection. H. pylori infection rates of different nationality, different sex and different disease
type were compared. The positive gastric mucosa tissue in RUT test underwent microaerophilic isolation
and culture. Modified agar dilution method was adopted to detect antibiotic susceptibility of clinlical
H. pylori strains to amoxicillin, levofloxacin, metronidazole and clarithromycin, and antibiotic resist-
ance rates of clinlical H. pylori strains of different nationality were compared. Results; Among 280 pa-
tients with disease of upper digestive tract, H. pylori infection rate was 86. 1% (241/280). There

were no statistically significant differences of H. pylori infection rate in different nationality and gender
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P>0.05). H. Pylori infection rate of patients with peptic ulcer was highest (95.4% ), followed by

chronic gastritis (84.1% ) and gastric cancer (76.9% ), P <0.05. 74 H. pylori isolates were ob-

tained by microaerophilic culture. The resistance rate of 74 H. pylori isolates to amoxicillin, levofloxa-
cin, metronidazole and clarithromycin was 5. 4% (4/74), 20.3% (15/74), 86.5% (64/74),
29.7% (22/74) , respectively and there were no statistically significant differences between Han and

minority patients (P >0.05). Conclusion: H. pylori was the major factor that contributes to upper

gastrointestinal diseases occuring in the people$ hospital of Qiannan autonomous prefecture. The resist-

ance rates of H. pylori to metronidazole and clarithromycin were higher compared with amoxicillin and

levofloxacin .
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Tab. 1

Gastric mucosa H. Pylori infection

rates of different ethnic patients

R n H. Pylori B (n, %)
WUt 156 137(87.8)
Tk i 36 31(86.1)
ik 24 21(87.5)
IR 26 23(88.5)
+ XKk 16 14(87.5)
ik 15 12(80.0)
M 13 11(84.6)
At 280 241(86.1)

®2 FRMER LHEREEE
B2 K H. Pylori B3t %
Tab.2  Gastric mucosa H. Pylori infection rates

of different sexual patients

5 n H. Pylori JEYF(n ,% )
Bk 158 139(88)
Lk 122 102(83.6)

% 1.096

P 0.295

£3 FEREAEHOBRMES
B AL H. Pylori B % %
Tab.3 H. Pylori infection rates of gastric
mucosal specimens derived from patients

with different diseases

Ve n H. Pylori J&H%(n ,% )
P pEE 4 189 159(84.1)
THALE 57 65 62(95.4)
i 2% 20(76.9)
¥ 7.114
P 0.029
k4 AERKEE#H H Pylori B
BHRMERRER

Tab.4  Antimicrobial susceptibility test results of
H. Pylori isolated from different ethnic patients

SRR WE(40)
W W25 AW W5 P
BRBCR (%) HRBCR(%)

] 245 75 bk 2 5.9 2 50 0.028 0.867
LEERLE 6 17.6 9 22.5 0.268 0.605
F it s 30 88.2 34 850 0.165 0.685
i hi AR 9 26.5 13 32,5 0.320 0.572
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