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To determine bcl-2 expression in lung cancer sub— W Fft—, SGEE, JIESE, SaE%S
types and its correlation with neuroendocrine (NE)
differentiation, bcl-2 staining was performed on 64 343103 5EOAZES IO TEIEMIE/ A

squamous cell carcinomas (SQC), 65 adenocarcinomas KW IC R s BRET, BARREFT DD
(AC), 111 small cell carcinomas (SCC), 6 typical car-

cinoids (TC) and 8 NE carcinomas (NEC), and 4 Bol-2 (B_ce}l lymphona / leukemia 2) fﬁ:ﬁﬁa
general NE marker and 7 peptide hormone stainings # L UF p53 ﬁﬁiﬁam%ﬁucl’\fﬂ” L’t; =
were done on all bcl-2-positive SQCs, ADCs and 95L& p53 IR LBMICLSERES, THRIC
the 8 NECs. Bcl-2 protein was detected in 23 SQCs, BT ps3 EABGHEFAIIBHAICE LERICT
4 ADCs, 104 SCCs and all 8 NECs. The 8 NECs, 11 BARRTH o, Bel-2 BEFEHIZBNTE, i
and all 4 bcl-2 positive SQCs and ADCs stained for = ORELEET, L2 b stage DEFIOHTRIEE
mulyiple NE markers and showed close immunoreac- HHIREL AN, FRICBWLTIEREIIZ, RBREBEH
tivity distributions with bcl-2 staining on consecutive EEREMC R LERICFRBIETHY, ZhLOERTE
sections. The distributions for different NE marker IS, BICRELREBOTFHRETF TH D EEMNINTR
staining did not always overlapped, but were strictly WEhi. A, 3bIcHBEEeL (=200, R
confined to bcl-2 positive regions. It thus follows NIRRT D L BRI T & o

that bcl-2 was much differentially regulated accord-
ing to histological subtypes of lung cancer and
appeared to be closely related to cell NE differentiat
—ion. Bcl-2 should be usable as a NE marker in lung
cancers. It might also be usable as a marker of the
extent of NE tumor differentiation due to the bcl-2
negativeness in the 6 TCs.
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