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Effects of HMBA on cAMP-PKA and DAG
PKC Signal Pathways in the Cell Cycle of
MGc80-3 Cells. GU Shanging”, LIANG Yun-
yan, WANG Yuemin”, LI Baoyuan, WANG
Jun, MA Yan, WANG Daishu ( Department of
Cell Biology,
Beijing 100034, China; " Labora-
tory of Oncology, Qingdao No. 6 People s
Hospital, Qingdao 266033, China).

Abstract Modulation of HMBA on ¢cAMP-PKA
and DAG-PKC signal pathways in the cell cycle
of MGc80-3 cells showed that:

positive and negative regulation between them;

Beijing Institute for Cancer

Research.,

1. there were

2.signal reculation was different in the cell
Gl phase was the most sensitive one

cAMP level and PKA

activity were increased by 102% and 348%,

cycle.
among the four phases,
respectively, as compared with the control;
while DAG content and PKC activity were
decreased by 51. 45 and 32. 3%, respectively, as
against the control. G2 phase was the second
sensitive phase. Effects of HMBA on the signal
regulation in M phase were not found. Changes
of signal transduction in S phase were different
to others.
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