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Study on Common Character of Regulative Molecular Mechanism of Chinese Drug Bailong and Hexamethylen
Bisacetamide in Human Cancer Cell Cycle and Their Oncogene and Tumor Suppressor Gene Expression LI Bao-
yuan Liang Yun-yan Wang Dai-shu The School of Clinical Oncology —Peking University . Beijing Institute of Cancer
Research Bejjing 100034
Objective To investigate the common regulative effects of the Chinese drug Bailong and hexamethylen bisacetamide
HMBA on expressions of oncogenes c-H-ras and c-myc  and tumor suppressor genes Rb p53 and p21 of MGC80-
3 in human cancer cell cycle. Methods Adopting RNA Northern Blot to survey the levels of gene expressions of MGC80-
3 different phases cells treated with Bailong and HMBA respectively. Results In different phases of MGC80-3 cells
treated with Bailong and differentiation inducer HMBA  expressions of oncogenes c-H-ras and c-myc were inhibited by
over 50.0% messenger kinase subspecies PKC-a gene is similar with the expression inhibition of oncogenes except ef-
fect of Bailong on the G, phase in cell cycle. Effect of Bailong differs greatly from HMBA in the expression of tumor sup-
pression genes. The expression of Rb and p21 in cells treated by HMBA did not increase but were inhibited by 39.5%
and 33.3% respectively in G; phase. The level of Rb gene expression was decreased too by 3.0% in S phase. Compar-
ison with HMBA the expression of Rb and p21 genes were increased after treatment by Bailong in all cell cycle. But the
effect of Bailong on the expression of p53 gene which was increased obviously by 125.0% —233.4% in majority phase of
MGC80-3 cells is similar to HMBA. Conclusion 1 The effect of Bailong on the regulation of oncogenes and tumor
suppressor gene is similar to HMBA but the effect of Bailong is better than that of HUBA. 2 Molecular mechanism of
the Bailong or HMBA on the proliferative inhibition and differentiation of MGC80-3 related to regulation of the Bailong
and HMBA on the oncogenes and tumor suppressor genes in cell cycle of MGC80-3.
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hexamethylen bisacetamide RPMI-1640 CO,
HMBA MGC80-3
3 4 o MG, S G4 3mg/ml
Smmol/L. HMBA
4h RNA
HMBA Northern Blot RNA
MGC80-3 RNA
3 HMBA OD 20pg RNA - 10ud 95°C
MGC80-3 c-H-ras 2min RNA 20pg RNA
c-myc Rb p53 p21 PKC-«a RNA NC 80°C
HMBA 2h* Northern Blot
HMBA
1
1 1ABC 1
930315 c-H-ras  c-myc HMBA
3mg/ml HMBA
HMBA TdR  Sigma RPMI-1640 S 28.6%
GIBCO 26.8% 50.0%
a-* P-dcTP e 2 PKC-a
myc c-H-ras PKC-a G,
p33 p21 Rb
3 2ABC 2
2 MGC80-3 10%
1 HMBA PKC-a
¢-Heras c-mye PKC-«
HMBA HMBA HMBA
Gy 523.4  153.2 70.7 * 204.2 61.0 * 521.7  208.7 60.0 * 143.5 72.2 * 694.6  113.1 83.7 * 339.2 51.2
S 536.8 178.7 66.7 * 382.9 28.6 * 534.8 182.6 65.9 * 391.3 26.8 * 452.3  113.1 75.0 * 177.7 60.7 *
G, 306.4  153.2 50.0 * 89.4 70.8 313.0 156.5 50.0 * 78.3 75.0 * 355.4 445.8 25.4 ** 145.4 59.1 *
M 434.0 127.7 70.6 * 166.0 61.8 * 430.4 117.4 72.7 * 156.5 63.6 323.1 177.7 45.0 * 284.3 12.0 *©
% ™ %
2 HMBA
Rb 53 21
HMBA HMBA HMBA
Gy 554.2 685.4 23.7 ** 3354395 * 102.1  229.8 125.0 ** 268.1 162.5 ** 92.9 257.1 33.3 ™ 128.6 33.3 *
S 495.8 656.3 32.4 **  481.3 3.0 * 178.7 459.6 157.1 ™ 548.9 207.2 ** 150.0 407.1 171.4 ™ 184.3 22.9 **
G, 145.8 568.8 290.0 ** 393.8 170.0 ** 127.7 395.8 210.0 ** 173.6 36.0 ** 471.4  1028.6 118.2 ** 557.1 18.2 **
M 379.2  452.1 19.2 ™ 247.9 34.6 ** 76.6 255.3 233.4 ** 140.4 83.3 ** 257.1 300.0 16.7 ** 385.7 50.0 **
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