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1 IFN-« E.F.J 4 (xxs)
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(1U/ml) A490 (%) A490 (%) A490 (%) A490 (%)
0 1.068+0.039 - 1.138+0.046 - 1.038+0.030 - 1.015+0.050 -
50 1.152£0.027" -7.921 1.199:0.027" -5.383 1.044+0.009 -0.583 1.018+0.012 -0.281
100 1.083+0.073 -1.431 1.119+0.042 1.705 1.014+0.024 2.388 1.021£0.032 -0.571
500 1.086+0.023 -1.689 1.090+0.045 4.253 0.958+0.050" 7717 1.012+0.031 0.260
1 000 1.028+0.047 3.753 1.052+0.038" 7.557 0.962+0.045" 7.343 0.995+0.035 1.954
5000 0.892+0.037**  16.432 0.886+0.038**  22.188 0.804+0.037**  22.523 0.869+0.043* *  14.419
10 000 0.889+0.043**  16.731 0.826+0.008* *  27.446 0.780+0.030* *  24.907 0.807+0.011**  20.476
50 000 0.779£0.010**  27.024 0.779£0.027**  31.532 0.746+0.030**  28.191 0.774+0.025**  23.781
100 000 0.732+0.019**  31.475 0.734+0.034**  35.533 0.682+0.027**  34.335 0.741+0.024* *  26.983
500 000 0.728+0.010**  31.801 0.744+0.043**  34.607 0.640+0.022* *  32.719 0.755+0.031**  25.589
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Differential expressions of HBsAg and HBeAg by

HepG2. 2. 15 cells and their reactivity to IFN-o
Tang Bo' Wei Jiajia> Xu Bingfa® et al
('School of Pharmacy Anhui Medical University Hefei 230032;
*Dept of Pharmacy The Third Affiliated Hospital of Anhui Medical University Hefei 230061)

Abstract 10 single—cell clones of HepG2. 2. 15 cells were isolated by limited dilution and their expressions of
HBsAg and HBeAg were determined by ELISA. According to expressions of HBsAg and HBeAg the highest medi-
um and the lowest-expression clones were selected. Cytotoxicity of IFN-o were analyzed by MTT assay and the re—
sults suggested that IFN-« showed similar cytotoxicity to the different clonal cell lines. The clones were treated with
IFN-o« and HBsAg and HBeAg expressions were determined by ELISA. IFN-o weakly inhibited HBeAg expression
and strongly inhibited HBsAg expression and HBV DNA replication and the inhibition effect was stronger for those
with higher expression levels. HBsAg and HBeAg were differentially expressed in HepG2. 2. 15 cells and the highly
expressed clones were more sensitive to [FN-a.
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lung cancer(NSCLC) and its relationship with clinical features and prognosis.Methods The expression of ERCC1
was detected in 96 patients with advanced NSCLC by PCR assay. The clinicopathologic factors treatment effect and
survival time were observed. Results The expression of ERCC1 was related to smoking index(P=0.029) but it
was not related to other clinicopathological factors. The patients with low expression of ERCC1 had better response
rate and median survival time when compared to those with high expression patients. The difference was statistically
significant(P=0. 001 P<0.01).Conclusion ERCCI expression is associated with smoking index and the patients
with low expression of ERCC1 shows higher chemotherapy efficiency and longer median survival than patients with
high expression which indicates that detection of ERCC1 may be a useful parameter in evaluating the therapeutic
effect and prognosis of smoking patients with advanced NSCLC.
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