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Fig 1. Inhibitory effects of gossypol acetic acid

at different concentrations on myocardial mito-
chondria ATPase, Gossypol was dissolved in 10 ul
of dimethylsulfoxide,
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Fig 2. Time courses of ATPase activity in the

presence of gossypol acetic acid, Gossypol 0(©0),
40 (@) and 80 (x) umol/L,
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Fig 3. Effects of enzyme protein on ATPase
activity in the presence of gossypol 0 (0), 40
(®) and 80 (%) umol/L,
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Fig 4. Effects of pH on ATPase activity in the

presence of gossypol acetic acid,
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Fig 5. Effects of ATP (Tris salt) and MgCl, on
ATPase activity in the presence of 'gossypol, The
double reciprocal plots all showed noncompetitive
inhibition of gossypol with ATP and Mg2?* with
2.0 and (.37 mmol/L of K; values, respectively,
Gossypol acetic acid 0 (o), 40 (®) and 80 (x)
umol/L,
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Effects of gossypol acetic acid on heart mitochondrial membranes

ATPase

DOU Shu-Jun, FU Yun-Feng (Department

of Biochemistry,

Institute of Experimental Medicine,

Hebei Academy of Medical Sciences, Shijiazhuang 050021)

ABSTRACT Gossypol exerted an inhibitory
action on the mitochondrial ATPase of pig
heart. The inhibition was increased either
with increasing the concentration of gossypol
or prolonging the incubation time. However,
the ATPase activity was not longer changed
after 15 min incubation at 37°C. It showed
that gossypol 2.5-100 umol/L inhibited the
ATPase activity by 13-93% with 25 pmol/
L of K, wvalue. Meanwhile, the ATPase
activity was increased following increasing
the concentration of enzyme protein in the
absence or presence of gossypol 40 or 80

pmol/L in the reaction system. The optimal
pH value for the ATPase was shifted slightly
to alkali by gossypol. The kinetic analysis
showed that the inhibition type of the myo-
cardial mitochondria ATPase by gossypol
was noncompetitive with ATP and Mg?*,
the K; value was 2.0 and 0.37 mmol/L,
respectively. These results imply that gossy-
pol may form an inactive complex with the
enzyme-ATP.

KEY WORDS gossypol acetic acid; heart
mitochondria: adenosine triphosphatase



