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Effects of isoproterenol (IPR) treatment on the distribution of
Rab27B, Rab27A, and Rab-specific GDP dissociation
inhibitor (GDI) in the homogenate (Homog), in the apical

plasma membrane (APM) fraction, and in the cytosol

(Cytosol).

£l sl qon

landn o |
Slac2e Slac2-c pew e

Siacz-c I —— I

Slpd-a e | Slp4-a | Slp4-a E

APM Cyto Homagenate

Effects of IPR treatment on distribution of Slac2-c and Slp4-a
in the APM fraction, cytosol fraction and total
homogenate.
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Proteolysis of Slac2-c, but not Slp4-a, by endogenous
Caz+-dependent proteases. After parotid homogenate was
incubated with or without 1 mM CaClz2 and 2mM EGTA,
plasma membrane (PM), secretory granule membrane (SGM),
cytosol (Cyto) fractions and total homogenate were prepared
and determined by Western blot analysis.
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