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W OE MEZHKEIT (Angiotensin I ,Angll ) &'F £ - T Kk & R4 (the renin — angiotensin system, RAS) A 3= 3 1% 4
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filg R VE T, AR = AR i WK, 2 B R - I Bk R
Z 45 (the renin — angiotensin system , RAS) At 3= B 15 4
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(angiotensin Il type 1 receptor, AT, R) M Ifil /& ¥ ik &
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TP D8 M N cAMP i Az 7 [A] I 2 38 5 RhoA/Rho
DR A A A o) LR 2 11 9 B Y T A 496 o 4% e 3 1Y
BURE . 53— E Ang 1 5 AT, R 4565 505 B IR
fiti A2 {2 3 46 A VO FR 1T A= ) S NADPH 4 Ak g 5 P
ROS 1™ A=, fdi S A0 07 084 fn o 3800 B IR i D (PLD)
A2 125 B A T FIELBGE 190 7K St , SR 98 400 i 18 7 R4 o Ca®* g
i, IV A R B E 1 B B RE AL R RO = L
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7 AR R I A K 9K 3 % Ak 4 4 ) (angiotensin
converting enzyme inhibitors , ACEL) % Ifil % ‘& 7K & 24
BH B 577 ( angiotensin receptor blockers, ARBs) i F T 9%
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