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Abstract:Objective Tostud ytherelationshi pbetweenH pinfectionand gastrice pithelialcell proliferation
aswellasa poptosisindifferent  gastricmucosalesions. Methods Hpinfection PCNAandbcl -2ex pression DNA
contentandaneu ploidyof CAG IM GEDandGCin312 gastrics pecimensweredetectedb  ymeansofSPim -
munohischemicalstainin gandima geana ysis. Results InH p positivecases, positiveratesandoverex  pression
ratesof PCNAandbcl  -2ex pressionsin  gastriccarcino genesiswere progressivelyincreased — Overexpressionrates
of PCNAInIMIII GEDII- Illandintestinalt ypeGCwerehi  gherthanthoseiniM| -1l GEDIlandIMIII
GEDII- Illres pectively ( P<0.05, P <0.01 ) .Thedetectionresultsof DNA contentandaneu ploidystatuswere
inkee pingwithex pressionsof PCNA.InH pne gativecases,ex pressionsof PCNA  bcl-2anddetectionresul tsof
DNAcontent  aneuploidystatusweredifferentfromH p positivecases. Conclusions Inthe gastriccarcino gene-
sis;H pinfectionmi ght promote proliferationanddecreasea poptosisof gastrice pithelialcells. Thesevereimbal -
anceofcell proliferativeanda poptotic processeswasanim  portantmechanismofhuman  gastriccarcino genesisim -
plicatedinH pinfection.
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