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20).10% (2/20) . 15% (3/20) . 30% {6/20) .45.95% (17/37), bel -2 & ERB A AL EEESH N
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BT CSC #(P<0.01), B F IM#E(P<0.05),IM.DyS.GC 4 Ps3.bel -2 FIHARE . BR LB FHE(P>
0.05) i PS3FM bl -2ERMEMHRENRLEERTRUFE.
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A study on the expression of P53 and bkl - 2 in both benign and malignant lesion of gastric mucoea. L
Yueping , Ding Shunde, Wen Yumei, et al Zhangiakou NO .2 hospisal, Hebei province 075000 China .

[Abstract] Ojective To study on the expression and Corelation of P53 and bel — 2 protein in gastric cancer
and gastric precancerous lesions. Methods PS3 and bel - 2 protein were determined with immunohistochemical
techinque in 29 cases of superficial gastritis {CSC), 20 cases of atrophic gastritis (CAG), 20 cases of intestinal meta-
plasia {IM}, 20 cases of dysplasia (DyS) and 37 cases of gastric cancer {GC) lissue specimens. Results The
posilive rate of P53in CSG., CAG.IM.DyS and GC was 6.9% (2/29) .10% (2120),15% {3/20).30% (6/20) .
45.95%(17/37) , respectively. The positive rate of bel - 2 in GSG.CAG.IM.DyS and GC was 10.34% (3/29).
10% (2/20) .20% (45/20) \25% (5/20) and 40.54% (15/37), respectively. The positive rate of both P33 and bel
-2 in GC was significantly higher than that in CSG (P <0.01) and higher than that in IM (P <0.05). There was
positive expression on both P53 and bel — 2 in IM, DyS and GC(P>0.05) Conclusions The total positive rate of
P53 and bel - 2 in GC is aignificantly higher than that in benign lesion.
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