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Abstract

AIM: To investigate the utilization of serum pepsinogen
(PG) as an index for Helicobacter eradication.

METHODS: Serum PGI and PG II concentrations were de-
tected with immunoradiometric assay (IRMA) in 359 pa-
tients with H pyloriinfection, who were treated for eradi-
cation by routine triple therapy, before and 1, 5 and 18
months after treatment. Three methods were used to de-
termine the result of eradication: HE staining, Hp-DNA PCR
and ELISA analysis.

RESULTS: Compared to serum level before treatment, se-
rum PGI and PG II concentrations decreased significantly in
the eradication group (64.52 + 31.74 vs48.02 + 25.69 ug/L,
P<0.01; 11.22 £ 6.12 vs7.58 + 5.41 pg/L, P <0.01), and
PGI/II ratio also increased significantly (6.54 + 3.57 vs
7.96 + 4.39, £<0.01). Serum PGI and PGII levels decreased
after eradication in different disease groups. 1 and 5 months
after treatment, serum PGI and PG II concentrations in the
eradication group were significantly lower than those be-
fore treatment (PGI: 66.83 + 28.04 vs52.54 + 27.96 pg/L,
P<0.01; 11.85 + 4.91 vs6.55 + 3.59 ug/L, P<0.01; PGII:
60.19 + 29.30 1543.94 + 26.27 ug/L; 10.93 £ 6.12 156.66 +
5.30 pg/L, P <0.01), and PGI/ 1II ratio were significantly
higher than the latter (5.84 + 2.38 158.95 + 4.61, P<0.01;
6.60 + 4.21 vs8.35 + 4.82, P <0.01); The marked drop
was found with PGI/ II ratio 18 months after treatment
(68.12 £ 36.05 vs50.11 + 23.50 pg/L, P<0.01). There were
no remarkable changes with serum PG concentrations in

uneradication group.

CONCLUSION: Serum pepsinogen levels are suitable for
determining the effect of H pylori eradication. PGI/ II ratio
can be used as a good marker for determination in the
early eradication.
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Vanil A B C P
PGI 64.04 + 2649 60.08 + 27.87 65.14 + 3208 0413
PGII 11.15 + 501 1050 = 537  10.89 + 5.62 0.648

PGI/IL HAE 6.10 + 2.37 6.39 + 3.16 6.44 + 2.75 0.662
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PGI 64.52 + 31.74 48.02 + 25.69 0.000° 61.82 + 27.84 60.04 + 28.83 0.373
PGII 11.22 £ 6.12 7.58 £ 5.41 0.000° 10.53 £ 4.92 10.68 + 5.88 0.711
PGI/IT HiAH 6.54 + 3.57 7.96 + 4.39 0.001° 6.24 + 234 6.41 £ 3.56 0.495
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BREE RFEMF L 73.69 £ 3711 47.36 £ 30.10 0° 1043 + 6.21 6.92 + 455  0.004° 7.72 + 3.43 8.04 + 4.50 0.634
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P <0.05.
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ngEl] PGI PGII PGI/II HAH
IBYTHT BTG P TRITET BTG P TRITET BTG P
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5mo  60.19 + 29.30 43.94 £ 26.27 0° 1093 z6.12 6.66 + 5.30 0°  6.60 = 4.21 8.35 + 4.82 0.006°
18mo 68.12 £36.05 50.11 +23.50 0.002° 11.19 + 6.79 9.18 + 6.04 0.149 6.86 + 3.35 6.98 + 3.58 0.842
ISR 4 Imo 6238 +2569 61.87+30.15 091 1073 £5.08 1062 585 0906 6.25 + 2.37 6.86 + 4.06 0.334
5mo  60.01 +27.17 56.89 £ 2696 0315 1025 +4.91 1048 = 523 0907 6.26 + 2.36 6.37 £ 3.86 0.791
18mo 6349 £ 2974 6249 + 30.07 0762 1073 + 489  11.25+.653 045  6.20 + 2.33 6.21 £ 2.92 0.981
P <0.05.
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T 30.5%, FrFIE 89.0%, VEWIFE 67.7%; BRI
{8 61.6%, BAPETIN{E 69.1%.

YRI7 G A TRIEsHA] PGI/IT H(E A2 A 3R 11 ROC B £ 2
E 2 7. LIEYFIE 1 mo B PGUIL HAAE A8 L3 =130% K
Cut—off (i, HRBUYF 66. 7%, PR 73.3 %, VEM
BF 69.9%, PFAHEFRIIE 60. 0%, AL 76.8%. L)
18Y7 )5 5 mo B PGUIL HUAHZAE AL 3 =130% A Cut—off {H.,
HRWE52.7%, F5F 80.0%, UHEWIRE 70.0%. Bk

FHIIME 60.4% , P TRIMAE 74.5%; LAiZA{E=160% ) Cut—
of f (B, K REE 38.2%, Fr5 88.4%, WEH
£ 70.0%, PRMEEFINIE 65.6% , BHHEMINE 71.2%.

0.707

0.601
= 0.50¢
= 0.401
0.30f
0.20¢+
0.10
0

\Y

Sensit

0 020 040 060

1-Specificity
1 BREETTE PG LEEE LR K ROC #h 4.

0.80r
0.70r
0.60r
£ 0.50r
0.40r
0.30r
0.20¢
0.10y

00 020 0.40 0.60 0.80
1-Specificity

—1M

—5M

\Y

—18M

Sensit

2 BB EAEEE PG LEEELEN ROC d1 4.



1830 ISSN 1009-3079 CN 14-1260/R

BRENBE 200488158 F12%8 £8H

3 e

H pylor! G L5 ISR SIE B R, 8y niE
BSHEETRIZ TS R, AR A BB e A S
HEFEELTE, BRI SHE SRS
FHE R, Y RMER H pylor L5 Al 42K 1L
X B8, WL | IS A, Bk
At % 8 B A TXF H pylortt 1 BB RIA
PG —, #I6 H pyloriBEGAE IEEEM I5 Y7 H B
HEERIA. BRI N AER AR A MR
PREZE M RIS RN 20 | JIEAT B BT RIS, iRy
R R BV SRl IR 5 RIS 32 21— 2 BRI
: M55 H pylori-1gG HUARTE EARMRER 5 B AR Py AT
PREFPAME, — 5 6 mo J5 A REAE Hh IR FE A REAIR T IR
RIS B PT S WS G M R IR AR L, (EA
HEHHZ H pylori IREBFIE LR, Midrd: Fal PPIEH
T 70 S A B 2 e AR sl R 24 ) Y T R ) PR 2R S
DR 23 5 s AR B 25 R, HLAG I 7 B AR R AR &
A .

B S B — AT B AR
MM IER P AE ARG, PGI EEET BIARRAE
AN ARSI AL, PGIINRIE T4 BARE v 1R . B
PRAR . B IR S 48 1 Brunner 1. 175 PG
IR RT A WA R0 B R AT A A Thge, 23 i
AR BVEF BFSIESE M PG K5 H pylori
YLK, H pylori Y JE AT R EA00, @ 3m
TN T cAMP FIBEBR LB MR B2 i )35k PG
FIE BRI, S PG SR IIMRER H pylori 7]
DAOR R AN IR, o T A R A 8 1 R A5 31 B
=, WKE B WIEE, MMM PG KPR,
IS AT PG & AR A AR A —F 4 H pylori #BR
FIES PR FATXTF 359 ] H pylori M1 B B B E
TR RS, i HeBIEY TR G LTS PG &
AL EBL, WRIIBREA MM PGL, PCI{EIABIGYT AT
AR, Horp PGIL KRR 5 B B CHIAI P RTAY
70.3%), P PG HL{E R 8T i MERBR A ALI0IE PG
K- 53697 RUAR L ICH ARk . HeAR R B 5w 55
BRBRD G ML PG & B8k, 45 R T HE %%
PR EA AR, (HHEAM R AR5
S5RITRIAHLE, BREA RS RAmE PGI. PGII
B BB WA ez B 4N S ARG A 41 i 3 PGIIE
WEREAL, PCUIL HE BT, B4 H RA MG
PGII{E 2 ZRAL. 4574878, 1S PGL, PGII 2 PGI/
I FLAEISTIVE R H pylori BRI E E dabn, HTE
BRI, A BRI AR R HE 718 Yk .

Syt AR 2 6 L PG & B AR AR
Wi, FRAT AT T BRI AT JE AN RSB S PG
HAVEIEOL, ZIBRETRIT R R, 5 mo)Bk B4 i
15 PG K- 58 7 RUAN FE B @ IH i 22 5, U HE PG/
11 HAE R & T MR (18 mo)PGI/IL H{H S5IRY 7 RIAH

FLELJCH i 25 5. $R: I3 PGUIL HUAE AT/ R HABR TR
SPRFNEFaAR. 1697 G AR PG/ HU{EAR L3R 1Y
ROC M2 7R 3675 1 mo ZEAL % =130% A AGHI R £
(66.7%) FF5 15 (73.3%) W iT THYT 55 mo Bk %=130%
87 160% I, BEA5RREEIL 80.0% DL b, {H REEEIE.

B2, MFE PG & BAE N Hpylor B HI ETETR,
TEBREEIRYT G B B B B ARk 5 13 PGLaY PGIIAR
e, BRBSIRITHIfG PCGUIT HLEM AL A B X, A%
=130% AJVEA H pyloritifr 575 57 Cut—off {H. 55
R A TY BB TR A, DIt —S 4 m R
FEFRRSEEE.

4 ZEE

1 SN W B E SR T EE k. 1R A S
& 1999;7:1-2

2 MR, RS B KR AR AR I R B R B R Y
R N jEkZeE  2000;8:710-711

3 Vandenplas Y. Helicobacter pylori infection. World J Gastroenterol
2000;6:20-31

4 Huang XQ. Helicobacter pylori infection and gastrointestinal
hormones: a review. World J Gastroenterol 2000;6:783-788

5 Cai L, Yu SZ, Zhang ZF. Helicobacter pylori infection and risk
of gastric cancer in Changle County, Fujian Province, China.
World J Gastroenterol 2000;6:374-376

6 JmEETTE. B RS, IR AR, EZEE], IS, AR H
pylori REEIGRDEFA 4 F L. HARREE 2001;50:246-251

7 BB, EKEE IR s E— fEMEFRISHEE. |
ZkfpR 2001; 59:259-264

8 IR, TEE. H pylonFREE TR, HARME 2001;59:
319-322

9 U MEITERIDT . hES AR 2002:22:15-16

10 >fik, 8, FEE, WEE. K METEZEEIUERMEEN. it
Hal \ ikt 2002;10:726-728

11 Hirasawa R, Tatsuta M, lishi H, Yano H, Baba B.Sc M, Uedo
N, Sakai N. Increase in apoptosis and decrease in ornithine
decarboxylase activity of the gastric mucosa in patients with
atrophic gastritis and gastric ulcer after successful eradication
of Helicobacter pylori. Am J Gastroenterol 1999;94:2398-2402

12  Tari A, Kodama K, Kurihara K, Fujihara M, Sumii K, Kajiyama
G. Does serum nitrite concentration reflect gastric carcinogen-
esis in Japanese Helicobacter pylori-infected patients? Dig Dis
Sci 2002;47:100-106

13 Shinotani A, Nishioka S, Iguchi M, Yanaoka K, Okada K,
Tamai H, Mantanl Y, Itoh H, Graham DY. Duodenal erosions
after eradication of Helicobacter pylori infection. Gastrointesti-
nal Endoscopy 2001;54:448-453

14 =R—F. 7Y /7016 L0 HARRRER 1999;57:567-569

15 Lorente S, Doiz O, Serrano MT, Castillo J, Lanas A. Helicobacter
pylori stimulates pepsinogen secretion from isolated human
peptic cells. Gut 2002;50:13-18

16 E&KiH K MEHERES S ENR R, HRE NEE
2000;8:1079-1083

17  Merta HR, Peterson WL, Walsh JH. Familial Hyperpepsinogenemia
and Helicobacter pylori infection. Am J Gastroenterol 2000;95:
943-946

18 Kikuchi S, Kurosawa M, Sakiyama T, Castillo J, Lanas A.
Long-term effect of Helicobacter pylori infection on serum
pepsinogen. Jpn J Cancer Res 2000;9:471-476

19 Karita M, Noriyasu A, Kosako E. Relationship between pepsino-
gen 1&I1 and H pylori infection considered with grade of atrophy
and gastroduodenal. Dis Dig Dis Sci 2003;48:1839-1845

20 Ito M, Harama K, Kamada T. Helicobacter pylori eradication
therapy improved atrophic gastritis and intestinal metaplasia:
a 5-year prospective study of patients with atrophic gastritis.
Aliment Pharmacol Ther 2002;16:1449-1456



