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VSMC 3458 . A &1 5] — ¥4 FE A VT 25 245 ) 5 4 i 300 1) 4 A A ]
WEM A9 & i, K201 24 T 50% ] veMC 6 5 .
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R PEARATT < W& RARTT =~ FARABTT = BT A% Ath VT ( atorvas-
tatin) =~ FARABIT < WARAB T . MVA K i MVA J7 & 8
AR =T I I AR A VEMC £ K 1 TR . T
TG B AR I R BR, 107 * mol/ L FA) AR At 3T 30 s N 1%
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ST 2 K R M B R e, R R R A R ) O 0 B AR A T %o
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p21 B 2 41 B B B A A 31 308 ( cyclir dependent
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VSMC 3BT, p21 R ARIEEZH LD JORMhIT K9
#1 VOMC 35 5 5 p21 FiE 4] CdKI A K. Laufs 206
T 5t At 77 255 25 4738 5k BT rho GTP B B 5 S 10 p27 T i,
0] VOMC 385 . A AT R B 5 I /N AROE A 4K R ( PDGF)
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L7 B 240 i 4 5 T 2 TR S A R B B AR E MR KNI B
WK K. ERFRIM ARSI VSMC i N\ SE AR AR T (0. 05~
20 mmol/ L) ¥ A% At 7T (50 mmol/ L) FIEAR AT (1~ 100 mmol/
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VT 24 h J5, ¥ RS AR I H A0 ) VSMC 38 G, A 40 A g
T B TE G1 A1 G2/M ; K537 48 h B LR ARYT 2% VSMC
HETE B A FH R R T 2 8 7R SE AR & 72 h, U S 3 4 P O
T, TS N SRR P ) MVA T e 58 4 PR T UL/ . 2485 5%
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ment) fE7ER, 1~ 10 mmol/ L ¥& A% At VT 5 #) VSMC 34 58, [F]
AT 5 S A M % VSMC R T2, T S #F AL 5 2 3 vaMc
RAEETIT, B, TR X R VSMC I T 1E A
XF T I R By v FEp A8 B AR X
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MMy 225 % HMG- CoA i JB I 0 40 1) /T 8 7= 4 % B 4
YIS, BB VSMC BB TR R 40 W B T 2
b yT K2 AR AR ST As fEFI 2 — . BT 50 AR YT
KAWL As 15 I 5 30 HMG- CoA i JE A 52,
A ) 5 7 e R 4 R AR A L R R
SALEATEEMET, P R ASMS T 40 o T B2 40 ks
B R /N I A T B . B, A YT R 25 B BT As 1 T B
ARGV B ML o BT UL, DB A T 25 25 3 4 i g B sb
TEFI B SC, G B Tt — 25 M ) As R 2E R AR VT R 2t
As MEFIHLED, 364 TR A ML As TIEBREG BHEE.
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