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Abstract: Monopterus albus were exposed to sublethal Cu”* concentrations (0.7 to 4.5 mg * L™") for 120 h. The (Na* +K*) —

ATPase activities in the liver or gonad tissue and their mitochondria were evaluated every 24 h after Cu”* exposure. The results in-
dicated that (Na* + K*) — ATPase activity decreased as Cu”* concentration increased. At the concentration of 0. 7 mg + L.™', (Na*
+K*) — ATPase activity was affected lightly, while Cu’* concentration exceeded 3.0 mg * L™', (Na* + K*) — ATPase activities
were inhibited greatly. And in Cu’* polluted environment, the same tendency could be found that (Na* + K*) — ATPase activities
undergo inhibited - recovered — inhibited course with time.
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Figure 3 Effects of Cu®* pollution on the (Na* + K*) — ATPase

relative activity in mitochondria of liver tissue of Monopterus albus
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