O K R AR

Journal of Clinical Medicine in Practice - 23 -

2012 5 16 &5 23 #H

== 1= = IS 3
s EHEBRESEMERNX
= EE 1 AYAN [\ o3 -
EHEEES XM ERIT
B, E?
(. IHEEENLHFER AE, 7078 s, 210001; 2. IRE R R TS EE: MR, A B, 210007)
# E. BN HHEEOMECEG)SBWEAT(GINEESEEEEERPNEEHMNE. Ak REHLREESH
SE R 120 BB 43 X IR (50 B, i BIAR 2T 0 W B 400 ) AR PR R A M B 6 41 (70 ), B E W RS EE KM 3 mL,
SRR T M E R PGT \PGI \G-17 Ko HEBE RN E RABRBE N FEHEWMMIE PG HEOBRI /
HEABEI E(PGR) G17 KF, B8R BHEHEERHABFMTF PG ] PGR.G-17 K FHBEFXEHA(P<0.01);
EHMEERBENRE PGL . PGRAKTVHERTEREBRR B2 HEEFRE (P<0.01); BHUEEHARRBE N G-
17K THES TEREESEAMNEESIEERHRE(P<0.01), Fit KWILIE PG G-17 7T LIE I —F T A fy i 2
BB RO T
X HEAWE; EHtER; BUE
HES#E: R573.3 SCERERERD: A XEHRS: 1672 -2353(2012)23 - 0023 - 02

Research on value of pepsinogen and gastrin detection
in diagnosis of chronic atrophic gastritis
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2. Nanjing Drum Tower Hospital , Nanjing, Jiangsu, 210007)

ABSTRACT: Objective To explore the value of pepsinogen(PG) and gastrin—17(G—17) in
the diagnosis of chronic atrophic gastritis. Methods According to the histopathologic diagnosis re-
sult, 120 patients were divided into control group (50 cases, pathological examination showed no
obvious inflammation) and chronic atrophic gastritis group (70 cases). All the patients were ex-
tracted with venous blood 3 mL without breakfast in the morning, and the PGI, PGII, G—17 level
in serum were detected by immunoradiometric assay. Serum PGI level, pepsinogen 1/pepsinogen 11
ratio (PGR), G — 17 level were compared in different atrophic positions in chronic atrophic gastritis
group. Results Serum PG [, PGR, G—17 levels in chronic atrophic gastritis group were signifi-
cantly lower than the control group (P<0.01); the serum PG [, PGR levels in atrophic antrum
gastritis patients were significantly higher than the atrophic gastric body inflammation patients and
full gastric multifocal atrophy patients ( P<<0.01); the serum G 17 levels in atrophic gastric body
inflammation patients was significantly higher than the atrophic antrum gastritis patients and full
gastric multifocal atrophy patients (2<0.01). Conclusion The detection of serum PG and G— 17
can be considered as a kind of non invasive method for screening chronic atrophic gastritis.
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