1999 17 5 267

(ralox
ifene) ,
) , Bt Lk
FDA 1
,1994, 14( 1) : 11
’ 2 , .
1999, 14( 1) : 62
, il ; o
) . ,1997,32(2) : 65
, 4
, 1994, 15(2) :81
5 . . ,1994,5
’ (5):42
6
; ,1997,7(5): 232
, , ( :1999- 05- 21)
B TR UP-T 7 3| 200003)

32 EA] (moexipril) A& —FF 4 I AGAT AR ZS M, po 4 25 G KR LA & P 69K 14 moex
—P o g TR F A BRI H] . po £ AR B 22%, B 25 E2h R B MR, HIR RN
A10h ¥ EFAEEB £X po 7. 5mg 3K 15mg At A B &K R KM & o R 5R AW )k ( .3EH Adfe
%% 5dak) L5 FeEA A RER FTRER EFIER Aiatd KGR fld R T 50914 &
ORI, b BACEE TR 0F AN R F T 58 BR 0K R K B AILA R 4R 6HE I,
WF IR AR B MK Fedn B ) F SRR R #vh AR LER T 4% ek

R EA); F f R 46 % B J

iprilat

po ACE th
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