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The relationship between Epsein- Barr-virus infection and expression o p53, Bd-2 and C-myc gene in lung
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Abgract  Objective To invedigate the irfection rate of BBV and the expresdon of p53, Bcl-2 and C-myc
gene in lung cancer , to explore the relation between EBV and oncogeness of lung cancer , and the relation between
BBV and exresson o p53, Bd-2 and Gmyc. Methods Forty-eight casesdf excised gecimen d lung cancer , 2 of
lung metadatic leéomyosarcoma, 1 of tubercuoma, 18 of paraneoplagic bronchid mucosa tissue, and 14 of normd
lung tissue were andyzed. BBV DNA o the fresh ti ssue was detected with PCR, and indirect in 9tu PCR was used to
observe the reaction dte of EBV DNA , and immunohi sochemistry (SABC) was used to detect the expresson of p53,
Bd-2, and Gmyc gene. Results Twenty-five cases of the 48 lung cancer had postive gaining of EBV DNA and
75 % o squanmous cell carcinoma sowed postive gainingof BBV DNA. The postive dainingdf BBV DNA was close-
ly rdated to higologca dasdicaion of lung cancer ( P<0.01). The postive rate o BBV DNA in paraneoplagic
bronchid mucosa tissues and norma pulmonary tissues was 61. 11 %(11/ 18) and 28.5 %(4/ 14) respectivdy (P <
0.01) . The postive rate of p53, Bd-2 and G-myc expresson in lung cancer tissueswas 54. 17 %, 37.5 % and 75 %
reectively. The expresdon of p53 and Bd-2 was closgly rdated to higologica dasdfication ( P<0.05). The pos-
tive rae of p53, Bd-2 and CG-myc expresson in patients with podtive BBV DNA was dgnificantly higher than that in
patients with negative BBV DNA ( P<0.05) . Conclusion Lung cancer has high BBV irfection. BBV irfection may
play an inmportant role in the oncogenes s o lung cancer , which might bring about through activating $ome oncogenes.
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2 EBV P3P4 DNA
1:PCR merker ;2: 3\

(BamHI W region)

47 8: 5 6:

Fig2 The eectrophoress photogrgoh of anplification product of EBV DNA
P3P4 polymer (BamHI W region)

1: PCR marker; 2: postive control ; 3: negative control ; 4,7 and 8: EBV DNA
posgtive; 5 and 6: EBV DNA negative.
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Tab 1l Qonpariond p53, Bal-2 and Cmyc
expresson in dfferent lung tissues

No. o cases
p53 Bcl-2 Cmyc
postive( %) postive( %) postive( %)
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3 , Bd-2 x 400 SABC
Fig 3 Alveolar-bronchid carciromawith postive Bcl-2 protein immurohi soche-
micd ganingin cytoplasta x 200 SABC

4 , Cmyc x 400 SABC
Fig4 Low differentiated squanous cdll carcimoma with postive CG-myc protein
immunnohi gochemica gaining in nucleus and cytoplasta % 400 SABC

Lung cancer 48 26(54.16) 18(37.50) 36(75)
Semus@ithdid o e 4o 18(0)
cancer
Adenocarciroma 22 10(45.45) 11(50) 16(72.73)
Atypicd carcinoid 3 1(33.33) 1(33.33) 2(66.67)
Large cdl lung cancer 1 1(100) 0 0
S| cdl lung cancer 2 0 2(100.00) ©
Bronchid mucosa 21 0 2(100.00) ©
Pulnonary tissue 14 0 2(14.28) 2(14.28)
Metagtetic |domyosarcoma 2 1(50.000 O 0
Tuberculoss 10 0 0 > Ba-2 ’ ’
%200 SABC
Fig5 Bd-2 protein immurohigochemica daining resultsin pulnonary lynpheat-
’ ictissue. Thelight regonof lynphorodule sowed negetive and dark zone showed
p53 , 1 (50%) postive  x 200 SABC
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