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Reduction of FHIT gene expression in primary lung cancer WANG Yun, ZHOU Qinghua, ZHANG Shangu, CHENG
Liang, LIU Lunxu, LI Lu, WU Zhu, CHE Guowne , QIN Jianjun. Department d Thoracocardiac Surgery , West China
Hopsital , Sichuan University ( Former The First University Hospital , West China University o Medical Sdences) , Chengdu,,
Sichuan 610041, P. R. China

Abdract  Objective To invedigate the role of FHIT (fragle hididine triad) gene in oncogenes's and progression
o human lung cancer. Methods The expresson of FHIT gene was detected in 166 lung cancer sanrples and 37 benign pul-
nonary leson tissues as control by immurphigochemigry. Results  The posdtive rate of FHIT expresion in lung cancer tis
sueswas 63. 03 % + 26. 41 % , which was significantly lower than that in tisssues adjacent to cancer (83.74 %+ 17. 46 %)
(P<0.01) , and both postive ratesin cancer tissues and tissues adjacent to cancer were sgnificantly lower than that in be-
nign leson tissues (92.98 %+ 5.56 %) ( P<0.01) . The expresson level o FHIT gene was closaly related to higologica
clasdfication, cancer cel dfferentiation, P TNM gages and lynph node involvement in lung cancer patients ( P <0.05) .
The podtive rate of FHIT expresion in sroking lung cancer patients was remarkably lower than that in non-syoking ones
(55.14%+27.55% v 71.93 %+ 22.05%, P<0.01). The podoperative surviva time in patients with high FHIT ex-
presson was sgnificantly longer than those with low expresdon ( P<0.05). Condusion Reduction of FHIT gene expres-
son might be asociated with the onocogenes's and progresson of human lung cancer ; Svoking may be one o the inmportant
reaons o reduction of FHIT gene expresson in lung cancer patiernts.
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Tab1 The rdationship between FHIT expresson
and dlinicophydopathologc characterigics in lung cancer patients

FHIT expresson

Items P vdue

rate (%)

Hidology <0.01
Squanous cdl carcinoma 42.42+21.92
Adenocarcimoma 79.42+19.24
Aderosquanous cdll carcinoma 71.32+17.45
S| cdl lung cancer 55.67 +30.69

Cdl differentiation <0.01
Non + poor 47.72+24.71
Moderate 68.04+25.25
Well 78.84+24.34

PTNM dages <0.05

+ 68.63+25.16
+ 59.51 +26.69

Lynpn node metagas's <0.05
NO 68.93+25.90
N1 3 60.02 +26.28

Sex >0.05
Made 61.06 +26.80
Femdle 70.66 +23.70

Age >0.05

<55 58.89 +29.02
=55 66.12 +23.97

Shoking higory <0.01
With 55.14+£27.55
Without 71.93+22.05
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Fig3 KeplanrMeier sunviva curves of patients with high (GQotp 1) and|low|
(Qow 2) expresson o FHIT gene
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