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PLC: phospholipase C, PIP2: phophatidylinositol 4, 5-bisphosphate, IPs: inositol 1, 4, 5-trisphosphate

DG: diacyl glycerol, MLCK: myosin light chain kinase
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E2 PKC & Rho-kinase |2 & % phosphatase (&
MBS: myosin binding subunit, M20: 20kDa subunit,
PP1c: catalytic subunit of myosin phosphatase,

PKC: protein kinase C,

CPI-17: C-kinase-potentiated inhibitory protein of my-
osin phosphatase

%75, DG % PKC ZyEMAL L, #EMEILEhiz PKC
1% CPI-17 (C-kinase-potentiated inhibitory protein of
myosin phosphatase) & MEENL D EHE %2 Y V1L
L, ZDOEHEIZ X5 phosphatase fIHI1ERH 23 L
<R U TSR A 0 Ca B2 i S 8, R
CaRE CRERMGER T LS ICEMEIED
(K2)Y. &5 —20 CalTHAF L7232 I e i &4
&S+ GEHE Rho) THD, 7TId=A MR
ZRBIZVERT % &, Rho iz GTP 344 L T Rho
AiEHIbE D, EMAY Rho X Rho-kinase % M
1t L, Rho-kinase /& phosphatase ® I F ¥ v fE&
7 2= b (myosin-binding subunit: MBS) % 1) >
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NO: nitric oxide, NOS: nitric oxide synthase, COX: cyclooxygenase, EDHEF: endothelium-derived hyperpolarizing
factor, PGI2 : prostaglandin Iz, cAMP: cyclic adenosine monophosphate, ¢GMP: cyclic guanosine monophosphate
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