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Detections of telomerase activity and mutations of p53 gene In sputa from patients with lung

carcinoma and its clinical significance
WANG An-—chao, WANG Jiong, CHENG Yu-qing
( Department of Respiratory Diseases, Affiliated Hospital of Bengbu Medical College, Bengbu 233004, China)

[ Abstract] Objective To investigate the expressions of telomerase activity and mutatioms of pS3 gene in sputa flom patients w ith lung
carcinomas and to determine whether the detections are of value in the early diagnosisof lung carcinomas. Methods: The expression of
telomerase and mutations of pS3 gene in sputa RT-PCRPAGE and PCRSSCP were employed respectively and the exfolieted cells
were examined by standard papanicolaou staining. Results: The expression rate of telomerase activity in sputa from patients with lung
was 58. 3% and mutations of p53 gene were 43.3%. No telomerase activity and p53 gene mutations were detected in the sputa from
patients with benign bronchial-pulmonary diseases. The difference was significant( P<< 0. 05). There were significant differences
between the exfolieted cells in sputa from patients with lung carcinomas, the expression of telomerase activity and the mutations of p53
gene( P<0.005— P<<0.05).There were no statistical differences ( P~ 0. 05) between the mutations of p53 and the expression of
telomerase activity with respect to pathological dassifications and location of lung carcinomas. There w as a positive correlation be tw een
the mutations of p53 gene and the expression of telomerase activity ( P<< 0. 01) . Conclusions; The telomerase activity and the
mutations p53 gene in sputa may serve as tumor markers for the early diagnosis of lung carcinomas. The expression rate of telomerase
activity and the mutations rate of p53 gene are no statistically irrelevant with the location and pathological classifications of lung
carcinomas. p53 gene may regulate the expression of telomerase activity.
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Role of N-acetylcysteine in inhibiting the growth and metastasis of lung adenocarcinoma in mice
LIU Chao, SHONG Wei, XU Feng-zhen

( Department of Respiratory Diseases, Affiliated Hospital of Bengbu Medical College, Bengbu 233004, China)
[ Abstract]
adenocarcinoma in T739 mice. Methods: Fifty-one T739 mice were randomly divided into 3 groups. Group [

Group Il and IIl were administered different doses of NAC(0.5 g°kg '*d ', 1.0 g°kg '°d ') in drinking water 72 hours before

subcutaneous inoculation of LA795 lung adenocarcinoma cells(0. 2X 10%), and then the formation and growth of the primary tumor,

Objective To study the influence of N-acetylcysteine ( NAC) on the growth and spontaneous metastasis of lung

acted as the control.

the number of lung metastasis and the concentration of glutathionel GSH) were observed. Results: On the fourth day after inoculation,
the incidence of tumor was 81.25% in the control goup, which was much higher than that of the treatment groups( 47. 1%, 38. 9%,
respectively) ( P<Z 0. 05). The weight of the tumor decreased significantly( P<< 0. 05 and P<<0.01) compared with the control group.
The doses of NAC w as negatively related to the weight of the local tumor( P<< 0.01) . The influence of NAC on the number of lung
metastasis w as not statistically significant( P~> 0.05). The weight of the mice decreased greatly( P<<0.01) compared to the initial
weight in all the groups and the difference between the 3 groups was not significant( 2> 0. 05) . Conclusions; N AC can inhibit the
formation of the local tumor and has no significant side-effects on the mice. It is a promising agent.
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