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Clinical Significance of Detecting Serum Pepsinogen
and Thymidine Kinase 1 Levels in Patients with Gastric Diseases
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Abstract:Objective To investigate the relationship between serum pepsinogen(PG) levels as well as thymidine kinase 1
(TK1) with Gastric Diseases. Methods 150 cases were selected in the study, superficial gastritis,atrophic gastritis, gastro-
helcosis and gastric carcinoma were diagnosed by endoscopy and pathology. And 160 cases were normal subjects. These were
measured serum pepsingen | ,pepsinogen [l levels by lactoprene immunoturbidimetric assay and calculate PG | /PG Il ratio
(PGR). TK1 was detected by Chemiluminiscence assay. Results There were obvious differences of PG | , PGR and TK1
levels between gastric diseases group and normal group ( F=88. 45~128. 71, P<C0. 05) , however no differences of PG [ lev-
el (P>0.05). There were also obviously differences among superficial gastritis group,atrophic gastritis group. gastrohelco-
sis group and gastric carcinoma group (= 16.45~38. 71, t=31.25~66.32,¢t=23.78~8.23, P<<0.05 and t=28. 45, P<
0.05). Conclusion The combined detection of PG level and TK1 are valuable for diagnosis of gastritis, gastrohelcosis and
gastric carcinoma and its pathological changes. It is possible for detection of serum TK1 to identify between benign gastro-
helcosis and malignancy gastrohelcosis.
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