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Studies on the Activity of Nuclease
during the Apoptosis of Tobacco Cell

KANG Jies LI Fang-yuan
(Biology Department of Shangqiu Teachers College, Shangqiu 476000 China)

Abstract: The studies with tobacco as tested material and 2—dimethyl naphthaquinone as inducer
showed that the tobacco protoplasm induced by 2— dimethyl naphthaquinone made the erythro-
cyte of chicken occure typic apoptosis. No “DNA ladder” appearsed if Zn® » EDTA, EGTA, AC—
DEVD—CHO were added in samples. “DNA ladder” reformsed if ca’’, Mg2Jr were added. The
cytoplasm extract and karyon induced by 2— dimethyl naphthaquinone and cytoplasm extract in-
duced by cytochrome C, showed the similar protein bands on the electrophoresis picture, with
molecular weight of about 36KD. It is concluded that during the decline of tobacco cell, the nucle-
ase is actived, and its activity depends on Ca s MgH and is restrained by Znﬁ, AC—DEVD—
CHO. The enzyme exists in cytoplasm and karyon at the same time.
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