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B, RxHE, BE4, TEREEE
(THEFRSLEFRATH, WMEF _ERSAF, &3 330006

[ P&#BEHE;, —&ARK, AKX £, ©PF LRI LBENHH

[ E] ANEBSREAHS AN ARZ AR EINRAETRAPAFZT ARG 0. MALLEE 20 BN
Wistar K 54 EF B4, I-NAME &34, [-NAME & 4 mg/ (kg. d) 2 0. 4 mg/ (kg. d) # # #| & 35 % & A6 77
W, BAFFME2HARS ARM; 3HAL-NAME RE XA FTAEE 1 B A3 0 FRM. M o)E. 2 3HKA
EEdEmirtbfe sk N E P FZAMmibi. 2R KA, SRAXKIHRABRALPAFZ A mE.
[-NAME &4 | XA Z#RAETLP & FMtmia, [-NAME &2 3 RAPHBEZMEmEKARNE. @
[-NAME #4322 B & I-NAME &2 8 Bl ENE L T E@iR ki P B E M maist—F8im, 4%
ERRE2 A BRI HRAEE T EGRLA I DT L&A L-NAME &3t 88, Fot P 5% i minf
LR RV . FFRAEAEREATIAHA BR Y L-NAME Fr& 69 P 2 8 £ 693 & & & BOR 4230 Bk 7] B 38 2 6942

Ko
[FESES] R9I72

SCHR 1] FRIE, — E AL & (nitric oxide, NO) &
) 7] L5 Bk = B2 W BR (N o nitro- L-arginine
methyl, T-NAME) v {35 5% P 5z 40 ff ik B2 3 i P ik
xR KHMEA L-NAME 7] LS8R 309 7= A 9
76 R Bl Bk K FE A AL ( atherosclerosis, As) 2%, 1M
FHIME 55k 2 % AL EEHIH) 57 ( angiotensin- converting
enzyme inhibitor, ACEI) J577 7] LLZE NO & B
FIIE As FEFT . AT, 7E L-NAME 8 As 103
FErh P IR, UL ACET 9T As MLl IMER 7
LD BAIFIAH L-NAME As K RAEE], 828 M
A ( perindopril, PD ) FIVEHI R P i FE R KM

1 MR E
1.1 754

I-NAME J§ & Sigma /A &, 3% & F( B % £
k) HEE AR R, PRBFEERAK
(ARP 2-4) A HAE R £,
1.2 zh¥sréR

20 B M Wistar AR 44 KA 10/, &1
A KB4, KR B Rk 8 2 A4 A I-NAME &
B, R &L-NAME B & A&(0.5g/L), # HE K

[BSMB] LFEHE A RFEE4(9940016) 5
[TEZET] IR, 53, 1946 4E AR, TITG A, BR2E i+, 8%, WhAt

MWL . ARTRAE, 5, 1966 FEH A, L7 A, B2l 4, iR B,
BERELL, 2, 1968 £ E, YLvE A, BE 2201, YR .

[ CHEkFRIRAL] A

&N 15~ 20 mg. % 3 KA NEREFEITH, £
JFl L-NAME 4 3 [ &, PA 4 mg/ (kg. d) 2 0. 4 mg/
(kg. ) FIBEMRESLA. ULEHAARTHSE
2R A8 B4 RIBAM. £ 4 AHHA -NAME & &
A, TAEE—HRZHEMWE P #BEZ KL,
1.3 mENE

mEMNERXRARER TERABRTHEE A
M E — Ko
1.4 FRIBAM

FEREE A AR B 5, BUM E 3 Bk, 6% 8 /R B Ak E
AR EES R A R AE., EETER 10 A
FHRAETE > E THH A, 2 54T HE 2 Masson’ s
R, FIATENNE S RAER T EBR, KA
EEFEZEBMR(IM) .
1.5 HRGBUFLE

ARG LR, AP AT R ETEAAK
KEHN40mg/L. 4CHHTHE 24 h A PBS K
ek, B ZRHE, TR 1 h, LA EARID S
. PHFEZEHARER/E. BN 5 E 20k
VI, i E ok B PR e R 2k, SR HME
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2.1 PIRFEZRFAMLHA

B FEOR BR T2 BN K IR R DL P38 4% 2% PH % 4
M. I I-NAME 4b3E 1 H K589 3E 30 bk P R AT 1
PIEBEZRHME4IME, 2 3 HI KRR, P R M
I B 2 (R 1) . KUY NO & B 75 7T LA
PO Hh T B R AT i PR R .
# 1. L-NAME REBEAEREEZEEK P EFZIEEEM
HERNE- HEBERLL(n= 8

P R

il WE- R

1R th(%)
Xof 8 2H 0.0%0.0 3.810.2
I-NAME 43 1 H 2.0%1.2 4.0%0.2
I-NAME 43 3 H 6.8 %2 8" 4.47%0.2
[-NAME Ab#f 2 & 12.5%3. 8" 5.4%0.4
I-NAME 43 8 4 30.2 8. 9* 9.0%0.9*

a: SGxTHEAE P< 0.05.

2.2 IEREFMBTRER
FEREWERIVETT 2 AT 8 Ji KB, 3k A
AFRRE K P kPR R PE R A0 L 3 B B/ T AR L
NAME AbFEZH . 3% BIEE W8RG 97 AT DUBH 2 98/ -
NAME B8 P £ 2= il B Rk, HiR 7 Rk 9%
ARG G o317 R 1) P AR FH (36 2 AR 3) o
R2. HEWREFIX -NAME 32 2 B RBKEEE.HE-+
EEFALLF P &R R A AR AT 1= 8)

o PEFEEM AE- TR

AR mAt(%) (mmHg)
X 2H 0.0%0.0 3.8%0.2 106 122
L-NAME %3 2 4 12.5%3.8* 5.47%0.4° 145 £13¢
L2+ @ik PD A 7.2%1.8  4.7%0.5 114 £18°
L2+ MK PD 44 7.7%2.0  5.4%0.4 136 £14

a: 5XEALL P< 0.05, ¢: 5 L 4F 2 B4 P< 0.05

#=3. BREFN I-NAME 438 8 BARMWKEE . NE- F
EERELH P ixF R A AR AIFIE( n= 8)

5w PEFEEM ARE- TR W
AR mAL(%) (mmHg)
pagicE:| 0.0%0.0 3.8%0.2 108 *25
L-NAME 43 8 J§4  30.2%8.9* 9.10.9° 149 £11°
L8+ #IRE PD H 9.0%2.2° 6.7%0.3° 11219
L8+ fILi £ PD A 9.7%2.3°  6.610.4° 142 F13°

a: SXTHRZAE P< 0.05, P< 0.05; c: 5 L 4b3% 8 4L P< 0.05
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ST ME . NO & B diHl 8 &, J&Ek
P 1645 F PH AV 40 i B 2% 4, ANUAL T IR T, IR AL
F BT . X220 AT e LHE P Rz 40 B AN 2 20 e
IR BUIERE, P ERE R IR 2 WATE NO & Al i
FrEE As IR AR —EEH.

B o R I R TR R R BRI 5 (ACED) .
ACEI FHIG Ang iV 44 A Ang @ [R] B 145 22 UK B
fif Uk o BRI AT B B R AR 8 B L-NAME Ft
B TR As AR, A I 3 BALH R b R R
ACE JEHE . A 78 45 SRR W, B W R A 95 B8
12 8 JA I-NAME 4bBE B8 K B 35 30 Rk B8 4
T L, LR AR T 1l B AR, IX — 45 S 15 AR 8%
W RSN ACE S5 PE RO 25 3R A2 R FE BTN T
AR EENLH . P ARUESEARA I-NAME 8 1)
KEOWLF ACE WS BT &, A BN A=
KRB K E AL T (5] B0 A 5 AR SCAH [ 37 &2 1 5%
W R O L ACE 35 P B AR 32 30T 1F 5 6 BERR (1 K
S, A7 5 T TR B ik R A ARk 4

AW TR A RE W FIBR 4 ACE B 246, B B
Tk ) R A P OE R R WX — IR R R IEAE
F o RN, TG e BRI 7R 2 R 355 o 3 R 24 45 3= Bl ik o
JE 1 P ERE R PH A0 RO Ssb o B R R a2
P IR R WAL AN T, AT R S A 2R
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