KIMEBRALE(1999) M39%E WM5M
Korean ] Vet Res(1999) 39(5) : 930~-937

A} olpd efe] BulzAo4 Ca’o| protein kinase C
A3l w|X= %

4 - P24 - ol3Y

AEdie AP T4
(1998 94 209 %)

Effects of Ca* on protein kinase C activation in atrial natriuretic
peptide regulation

Chang-won Kang, Jin-shang Kim, Ho-l Lee

Bio-Safety Research Institute, Chonbuk Nationa! University, Chonju 521-756, Republic of Korea
(Received Sep 20, 1998)

Abstract : Atrial natriuretic peptide(ANP) is a hormone with potent natriuretic, diuretic and
relaxing properties on vascular smooth muscle. Specific chemical modulator in response for the
ANP secretion has not been found yet. Therefore, we have investigated the role of Ca* respon-
sible for the regulation of ANP induced by protein kinase C(PKC) on mechanically stretch-
induced ANP secretion in the rat atria. The results obtained were as follows ;

1. ANP secretion and ANP concentration were increased to more in Ca”-free buffer than in
the Kreb-Henseleit buffer on mechanically stretch-induced ANP secretion(p ¢ 0.05), but extracellular
fluid translocation(ECF) was not significant. Phorbol 12-myristate 13-acetate(PMA, 10"M) induced
ANP secretion and ANP concentration in Ca”-free buffer shown to more accentuate on mechani-
cally stretch-induced ANP secretion than in the Ca™-free buffer(p ¢ 0.05), but ECF translocation
was not significant.

2. In the presence of ryanodine(3 X 10°M), PMA(10'M) induced ANP secretion and ANP
concentration in the Kreb-Henseleit buffer were shown to more increase on mechanically stretch-
induced ANP secretion than in the ryanodine(3 X 10°M) with the Kreb-Henseleit buffer(p ¢ 0.05),
but ECF translocation was not significant.

3. In the presence of ryanodine(3 X 10°M), PMA(10’M) induced ANP secretion and ANP
concentration in the Ca*-frec buffer was shown to more increase on mechanically stretch-induced
ANP secretion than in the ryanodine(3 X 10°M) with the Ca™-free buffer on mechanically induced
ANP secretion(p € 0.05), but ECF translocation was not significant.
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The results suggest that PKC-induced ANP secretion may not be related to the change of Ca*
on mechanically induced ANP secretion in the rat atria.
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Fig 1. Effects of PMA(10"M) on ANP secretion(A), ECF
translocation (B) and ANP concentration (C) in the Ca™-free
buffer. ANP was induced by changing the elevation of the out-
flow catheter tip by 1, 2, 4 and 6cmH,0 above the atria. ANP,
natriuretic peptide : ECF, extracellar fluid: AP, atrial pressure.
*p ( 0.05.
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Fig 2. Effects of PMA(10™M) in the presence of ryanodine(3 x
10*M) on ANP secretion (A), ECF translocation (B) and ANP
concentration. *p ¢ 0.05.
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Fig 3. Effects of PMA(10”M) in the presence of ryanodine(3 X
10°M) on ANP secretion (A), ECF translocation (B) and ANP
concentration in the Ca*-free buffer. *p { 0.05.
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