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Analysis of Helicobacter pylori infection status.radical cure methods and drug sensitivity in elderly pa-
tients with atrophic gastritis

XUE Jin-ju, XING Meng-yun, LIN Zhen (Department of Geriatrics, Department of Geriatrics Af filiated
Haikou Hospital sCentral South University Xiangya School of Medicine s Haikou 570208 , Hainan »China) *

Objective To analyze the Helicobacter pylori (Hp) infection status,radical cure methods and drug sensi-
tivity in elderly patients with atrophic gastritis. Methods 148 elderly patients with atrophic gastritis admitted our hos-
pital from December 2018 to December 2020 were enrolled in this study. The patient's gastric mucosal specimens were col-
lected for Hp separation,culture and identification. Bismuth quadruple or triple bismuth-free drugs were used to treat Hp-
positive patients,and then the patients Hp radical cure status was tested by C-UBT. Drug sensitivity was tested by agar
dilution method. The Hp genomic DNA was extracted,and the 23SrRNA gene mutation site of clarithromycin-resistant
strains was detected by sequencing method.  Results Among 148 patients with senile atrophic gastritis, 108 cases
(72.93%) of Hp infection were detected. Multivariate logistic regression analysis showed that smoking,overeating, eating
spicy food,and having a family history of gastrointestinal diseases were risk factors for Hp infection in elderly patients
with atrophic gastritis,and eating yogurt was a protective factor (P<C0. 05). After treatment,88 patients (81.48%) were
cured. Among them,the cure rates of PPI+ amoxicillin+ clarithromycin and PPI+ bismuth potassium citrate+ tinidazole
+clarithromycin were more than 80%. The drug sensitivity test showed that the resistance rates of Hp to clarithromycin,
amoxicillin, metronidazole, levofloxacin, and tetracycline were 35.19% ,13. 89% ,41. 67 % ,53. 70% ,and 18. 52% , respec-
tively. A total of 6 mutation sites (A1821G,G1826A,T1830C, A2143G,T2182C, A2223G) were found in the 23S rRNA
gene of 22 clarithromycin-resistant strains,of which A1821G,G1826A,and T1830C exist in all drug-resistant and sensitive
strains. 12(54. 55%) resistant strains had A2143G mutation, 20 (90. 91%) resistant strains had T2182C mutation,and 8
(36.36%) resistant strains had A2223G mutation.  Conclusion The Hp infection rate is relatively high in elderly pa-

tients with atrophic gastritis. The high resistance of commonly used antibiotics is an important reason for the decline in e-
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radication rate. Among them.the mechanism of clarithromycin resistance is mostly based on the mutation of Hp 23SrRNA

gene.
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Table 4 Analysis of mutation sites of clarithromycin resistance gene
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