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ZHETIROEEAES, ERWEIRIGERAIE + 50 mmHg 12T 5 400F, RIGEFRMEBOMFER % #E Lz, &
BEL S, = a7 YY) > (NTG)25 mg B &2 fv, BE—fliz T NTG &5, NTG 128 HRE(T5F (]
RIE5EE) B X U NTG 24586 (i 56 2hFhic B\ ORI ERE 2 KT L7, il
WES, FERERF7.240.9 ml/min/100 m] tissue, MR 5HF9.8+1.7 ml/min/100 ml tissue XL THSIRS.
F5.0+£0.5 ml/min/100 ml tissue & FHFHHR SR TERCEERZ T L (FhZh, p<0.05 p<0.01). RIEHETRE
TR MR R A I, FER5E24.442.6 ml/min/100 ml tissue, [EIR#E5EF38.1+8.9 ml/min/100 ml tissue
IHART, R 5RE21.0+12.3 ml/min/100 ml tissue & R SBFCETHEATH 57z, NTGRSHE5IC L 3
THEAIBMORRET I, HERMERIEC L 5l mg s his,

Key words : THEHE, Fiifks, Mx#kS, BmMEORRE, mibimyte, m

o

HEE IR M EROBEICL AnshTn
298, WBEOFERSE L DHENEL S Z 08
HonTwa2, FRERCHERCEL T, HER
FEOUIFHBR G X VIEDSHI T 5 & L gk &
NTW» 33, MERILEERANOEEER L LR
BRIES B, BIMHOMME b 72 & 3°, BIEO
FERICB T 2 HBEOmMME T 2mET0% < I3E
BNAREOWERIGEL LT3, KL TR, &
MmO EBRBREOR—HIC B\ TR R S &
Bty 5.4z X 2 LB X ORISHF I O Fikemn
MEODER PRI T 2.

;] pry
SPER, IR B BELET, FiL, 66.6+
2.3 (mean*SE) RTH-7z. WRIEMIM, &
2 Flc, BRI OEFEZEL, FIEMDLLE 24
THolz, =burZ7 Ve (NTG) OE=BHE
T 57 DWHRMFEIIEE L Lo 7o, HEEE,

il

NTG B&fF (110 cm?, 25 mg) (1461), —hHlEE A
Y VIV E ¥ (isosorbide dinitrate : ISDN, 14 7%
NM20mg 2O (141 2EEALZ,

RIx#E5-21%, HRSERICBLEREOD %
BICIXREARZEIIRA S RIS L, W8 RFICHIBES 5
el (BHEEXRES). RERFEHICRESE
U 2B CiBEARIIRDOARRICAAAL, FH 8
WHIBEL - (RERIXRES). Ffesid, BEArE
(NTG) DBE I X24RRR (T, & O3 (ISDN) o
BE1H2ME, BYCHRL:., BREMXES T
8 B, RERI RIS 7H(16) 220 mg Y BEBICH
R) Thot, FXREE LFEBRSOEE L, &E
BE I L DT U, RIS RS~
R 5 9 4, RIS RGBS
6BITH o7, FIBMMERAEOHRIX, 1HHE
2@EHA54.910.57H, 2EEE 3EE4.2+0.4
TATH- T, HEBEELESIXEECTICHEIR
1et, HRSMOFAEBENXEB I Tfrbiviz, Kk
X, IBARZEFTHERAFREEEZESIC L D AR
anTws (BEWE095),

KRB ARBRBRILITIAREFSR377-2 (7589-8511)
2 EER0ETH2H, ZE FR205 9 A22H



266 oM —

FiEMFEREE  fIMMEEREIX, Aoy
— v FXE7 57 EC6 (D. E. Hokanson, Bel-
levue, Wash) %z fiv>, ZEBIBEC CHIE U7z, RHHE
O Hi e M0 5% & 8 E £, - B B IR DS HA I E 450
mmHg 12T 5 SMINE, KT o i ite %
HIE L, A—flic CTHBREFERS, BREEE &
VEEREFNThICB W THIRMFER 28E L
7o, HIREMUSRERIE X, 4% 28> 5 3EFOMICHE
T 7, THEFRRMREREX 5 BHEIE L 72 ¥
ExHW, ZREFNREORERNER, RIGERM
BoHIBMRERAEEBE L7,

MM 2 TOHEM/ITEHIEERE
(mean+SE) T 3R U 7. #t 5+ & ¥ one-way
ANOVA 2w, p<0.05CTEEEHD LHEL T

B &
ERAREIE R
SR, BRIBMEOEFEZELSH, SrEMEMLE 2 61

&1 BAERQ

Thol (K1, £2).
FEEIRME (n=15) :

T EEARIGRERA A 13, FEE S5 EF128 £5 mmHg,
B R #% 5 B129+5 mmHg, ¥ & 5 K129+4
mmHg ORI EBERZR R -7z (1), HEshik
PRHAME (n=15) i, FERrG5HF70+3 mmHg, [
Rix5HE72+3 mmHg, 5 5rF73+3 mmHg @
RlicEBERZER o7 (K1),

DI (n=15) :
DIEBUIFER 5564 + 3/ 5%, ARG 58563 +2/47,

200

“ab
I 150+ 1285 12945 12944
E T : AL E
¥ -
g 100} -
'
% = PLIRHA M E
E 50 7043 7243 733
(n=15)
0 1 | 1
THEE3E(—) Mx#5 BSns

Fis (BR) 66.61+2.3 1 FEeERIDE

% (B %) 13/2 REFARINFEEAINE £ £ CREIARILRE M %
BMI 23.6+0.8 3ODEEHETHE L2, iy EERE.
FRZEERNT (FiRE/ T BE/non-Q) 9/1/3

PCI 7/15 (47%) 100

CABG 3/15 (20%)

RS (0/1/2/3) (2HICAG KT  0/7/3/3

=i g HLiE 6/15 (40%) - i 643 6342 6143

B IE 7/15 (47%) ¥

e 8/15 (53%) & %o

VERIR 9/15 (60%) =

TR PRI T 3/15 (20%) L

LR EEE 10/15 (67%)

Fié I R BT 0/15 (0 %) L (n=15)
K 9/15 (60%) MERE(-)  MRES HRRS

BMI, body mass index ; PCI, percutaneous coronary 2 D

intervention ; CABG, coronary artery bypass graft; LD 3 0S5 ETHE LT, EY+E

CAG, coronary angiography ; ¥y +{E#E2= HEfRZE,

=2 EKERQ)
BUN (mg/dl) 19.1+1.1 idaiE
ZVvF7F=r (mg/dl) 0.8+0.1 FIpRE 2/15 (13%)
RE: (mg/dD) 6.60.4 BN KAFEIEE 9/15 (60%)
ZERERFIMAEE (mg/dl) 141£12 NN &S 13/15 (87%)
HbAc (%) 6.3+0.4 ACE [HESE 6/15 (40%)
Bavxsa—i (mg/d) 183+6 T UIOF T v R 2/15 (13%)
HRERRRS (mg/dl) 140+31 HW7NVERT o 0/15 (0 %)
HDL 2v x5 v — (mg/dl) 44+3 B ERTEE 10/15 (67%)

NIy 2/15 (13%)
HMG-CoA ZEuBHRHES 6/15 (40%)

BUN, blood urea nitrogen ; HDL, high density lipoprotein ; “F¥y+1ZE#EaEz.
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