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Chemoprevention of Stomach Cancer

Weon-Seon Hong

Department of Internal Medicine, University of Ulsan College of Medicine,
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Gastric cancer is the most common cancer in Korea, with the life-time risk being
estimated at 7~8% and 3% in Korean male and female, respectively. Chemoprevention
is to intervene the early stage of carcinogenesis, promotion or progression, to prevent
initiated cells from developing clinical cancer, as initiated cells accumulated in the body
are not effectively eliminated or reversed by the current chemopreventive approaches.

Intake of N-nitroso compounds, heterocyclic amines and salt or Helicobacter pylori
(H. pylori) infection increases the risk for stomach cancer, while the consumption of large
amout of fresh fruits, vegetables and cereals is associated with a reduced risk. S-
carotene, vitamin C and vitamin E are believed to be the potential anticarcinogenic
substances in fruits and vegetables. However, epidemiologic studies on these substances
have yielded conflicting results, although numerous in vitro and in vivo animal
experiments have shown the significant preventive activity against stomach cancer.

On the other hand, the recent advent of H. pylori, group 1 carcinogen for human
stomach cancer, makes the previous studies difficult to interpret. There is strong evidence
that most of stomach cancers develop from the mucosae with chronic active gastritis
which progresses through atrophy, intestinal metaplasia and dysplasia. Numerous studies
have demonstrated that H. pylori infection leads to approximately 2-fold increased risk
for stomach cancer in persons with less than 10 years of the infection. In persons with
10~14 years and more than 15 years, H. pylori infection increases the risk 4-5- and
8-9-fold, respectively.

A lot of evidences have been accumulated so far that the eradication reduces the overall
risk for stomach cancer. However, it is still unclear when the adequate time for
eradication to prevent stomach cancer is. It is of great importance that the eradication
should be done before the certain genetic change develops. The efficacy of H. pylori
eradication for the chemoprevention is being examined in several large-scale intervention
studies in several countries. Those studies will provide the answer to the cost-benefit
effect of the eradication on preventing stomach cancer.
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st7] wiiell dH e g de AfET Qe B
-carotene2 A4S} AR o] Qlom, AEol AFEA
o] 7+=7%t 59 A (gap-junction protein)¢l cocon-
nexin A4S ApSsled TFAJ; 4 E(gap-junc-
tional communication)g& Z7}A]# < oulEL-2-
e}

BIER] C (ascorbic acid)y= $JiHollA] N-nitroso
SRES) A Al ohxarel S AAehE
Z-g-o] S} vlebal C& $1WMfell 4] N-nitrosationg-
oJalste] WHBA WAL HEATE, A3
gl de 1AW vERl C =7t Z4ghe)

B]E}el E (tocopherol)&= a-, B-, 7- & -toco-
a@-, B-, 7- & -tocotrienole] ¢l o]
% a-tocopherole] 7}k 78t AZehd g g zb
3 gleh £E3h AubaL, vlebEl At ulebe D 5
9] A3 vz 73 gAbksthAleolch

SIgtell ek Sebe alEshe Yure 9

A fsdeolv AT 3T o] 39¥ Fwlo]
L} 9ukelg iAo & B -carotene, ¥]EFT]
9 EEE udg $¢ 95 wE 2oz S
o4 A7 Fofsla AL LAE zAste]
A3k Aot 0724 BlotE 2 198513 HE] 40~69
Al 29,5849 & iAo g 5137} retinol, o}ed, ribo-
flavin, niacin, HJE}2] C, molybdenum, A -carotene,
H]ELR] B9} selenium-& Fofsli hibAg z2A S
Q+=dl, A-carotene, HE}T! E9} seleniume 4]
ol Folsgl AellAnt i@ Fo] Gobxint
3 ¥l o™ (RR=0.87, 95% CI: 0.64~9.99).""
ol SIATEo 21% AT Aol F &9lo|2
a9 vHRR=0.79, 95% CI: 0.64~9.99).

28 d] B2 in vitro} in vivo A8 A= &
digste 2go] AH3] AlAEg e A4
o) AdbeE YA A ok ellx AF
g uhsh o) Sholl Lk ek B 9
ou}, WhE AF7) ke Kas gk g8
AAE Eelo] qteo] Frlet AV Fagat A3zl
FEIE 9 webA ") veile s g
oflf}gtch Aol tialAE BAAQ A7t A ul
Holch. AW BT L o]yt Azke o)} )
AR 9] Ao] wiFel A7 Ao FHIIE

pherol¥]
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2 A 2y Alde] olF #ule] Z¥e
X A71EQ Aol dEiAE obF Ew3|
984 % gk

H. pylori A|Fe] FAE Ad dod|A ge
W AF HAAE A7 ogA ge Aelok
289 H. pylori Alfo] BXAES 3k 7154
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A H. pylori AlFe] Q54 AEdE L %=
A3tA TheAde] vk e Al =7k 9
o} ¥ ofgke] gloglgty Zlo] AuizQl A
ol

3+ CagA A4 H. pyloriol] 23t gL &2
5 RS oF7 AEA vk Bt glent
obz WEx g3 JAE FEFs} Y nata
o] Hell Wl E FF AAHZ = o]of
2 FQ% Aot

199613  European Helicobacter pylori Study
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& AL APk ol H. pylori AFLE S
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Ak g A 5 ooldd AT At Yew
ol AXE go] }-& Ao Aghct®
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Table 1. H. pylori intervention studies for precancerous lesions

. . Follow-up  Results due
Name Population Age (yr) Entry Size (yr) (y1)
ECP-I 7 European 18~70 intestinal 600 3 2001
countries metaplasia
Loiano Italy all general 1500 5 2003
population
America Colombia 40~65 atrophic 700 6 1998
gastritis
Mexico >40 general 300 1 1999
population
Venezuela* 35>69 general 2200 3 1999
population

*As a result of poor eradication rates in a pilot study in Venezuela, it is currently undecided whether there will be
an H. pylori eradication in this trial.

Table 2. H. pylori intervention studies for cancer

Follow-up  Results due

Name Population Age (yr) Entry Size (1) (y1)
PRISMA Germany 55~65 intestinal 300 3 2001
metaplasia

JITHP Japan 20~59 population 5000 8 2004

SCISC China 30~65 population 2400 5 1999

NCI China 35~69 population 3400 3.5 2000

BUPA UK 35~69 population 56000 15 2017
F A2 Al FXdAIS APdAlE e 7] & AFE A Hdck e Ade 93X &
el AH o)Fo] A Aow 4zHt UGS o o At Yok AR Y3, AT} gk B
HE &AE AA el 15~20d X e 2 o] IE Sloh 38 ool Wit Aol ol
4 Aelelet AzkEch Wb sigksh Pol AE & olf ulAEZ WA WA Fol
717F 71 k2 AMARAIE A AAlste AL xelvh B 2 FEVIVE o] FEANS HE
AR wrbsety] Wigell, FARA e 2 3] sty 2 7)7be] Heshy] wiielrh
AAAE AA e AAAA & odlfeliol & webA] vz gL Vel Y F Ade F7)
t} o] F YA+ dMEAE EF odle] It A | Evlo] .ubA (intermediate  surrogate  end
Z Z3pA o)} point biomarker, SEB)E 7ulal= Zo] A3k -

W dgzAelA AAE ot opE A Alojrt

Al @3 AA How 9k wae] gk o] 3 A fdell Rt group 1 WIFEAEY A

FeAHA HAolt obel] Fof Qi ofel ul  pylorie] FAL o)A A el Y AT
el §3) WlER A, C, St 2 REAITe] A AT 4L o FA VEA o] Foll B AT

] RS AR 93w A JAR WY Mg
o APLelA T YFHol YAHEA B & A AR AGE 9l ohiel A 9
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