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Preliminary Studies on Vigour, ATPase and H*
Extrusion of Peanut Seeds

Huang Liping* Fu Jiarui

Abstract

Accompanying the imbibition, the activity of mitochondrial ATPase and plasma,
—tonoplast membrane-ATPase increased, Seed vigour was positively correlated
to the activity of membrane bound ATPase, The results we gained indicated that
the optimum pH of mitochondrial ATPase, plasma membrane ATPase and tono-
plast membrane ATPase from embryonic axes were all pH9, Activities f mitochon-
drial,plasma-and tonoplast membrane ATPase were inhibited conspicuously by
dicyclohexylcarbodiimide (DCCI), while they were accelerated by KCI, NaN; is a
special inhibitor of mitochondrial ATPase activity and NaVO; is also a particular
inhibitor of plasmamembrane ATPase activity, but both of them have almost no
inhibitory effect on tonoplast-membrane ATPase activity, H* extrusion increased
with the rise of pH in pH6-9; Mg?*and K* stimulated the H* net efflux; it was
hardly to see the effect of the special inhibitor of plasma membrane ATPase--
NaVQ; on H* efflux,while the mitochondrial ATPase inhibitor--NaN; and the
uncoupling factor DNP inhibited the H* extrusion strongly; Col activated the H*
extrusion and Coll had repressed effect on the H'efflux, These results seemed to
suggest that the ATP production of mitochondria may play an important role in
the H* extrusion,

Keywords vigour of seed, ATPase, H* extrusion
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