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PR SN B A 3 v D) 3 1R YN O AT e GMP AL 1 F R4+

— AL B (NO) J& N 41 Wb I LA VE M L, &) 22 5 UAZ R A ST Re, B s i Fl R
SR R, NOZ 5 O LB I (1 A AL (1] o NOREME nI s 1k & F R I, T 41 i Y 2R S R (cGMP)
K, ENOZ P AR () F 25 S FHLRI (2] o HE9mAYRSh 4 (enhanced external
counterpulsation, EECP) & M gifd, JoBITEREIIEIALEE, IWPRUE B 5 o B AR A1 S AH0] et 0o AT LU
M2 [3] . FATCOHILIEE T RS St oL i B NORINOS (54 M (4], ASHF ST B se s gk — b 5Y
ARSI AT BV DL IR SR TS T UIN I ER,  JF SRS A RINOFI AT 5 3 (1) N liFcGMP IR 52, LA
PRI RSN S AR YT O LR I R AL

U BPRR

1.1 WS4l

@RS AR R 19, MERESe ], M (156+3) kg, HIARKSYSE POt KahPbarLsr 434,
B IE 56 R O ) 5 5 oL a4 (it 21) 7 50 o LR i+ o b s B A s 48idl) 703 st
N RAFH A VAR SRS KLU BT, S afRi 20 R 20 %6 LR

1.2 W

1.2.1 FARGE LR EGZE (30 mg/ke) MREE, EIE, EEHEI)N TIFRAL(SC-2
A, RIS RS ) o BSOS, E SO . Bk Ak, R ESE I R E ARk,
M5 S TEh b i 22 MBIV ~ VI IT 0, FE0NE, BT O IFESIOEMIK, 2005 HE
B, FEAMER R, AR IIREAR A . A e KT B S A 1 ~ 20 S B bR Bk DA% 5L, i
G LR AR o X AT Fodk v 2% (R 3ty b AR & L0 732 GREK 7y B o e AN S5 4L) 5 il 4 2 S 4 41 ) 53
B KIS L X AL RIS AL S AN BE, e+ A ALLE K S5 4L 560 mindEAT RO R, 1542120
mine iEFA LLZr BT ACES ) 0L R s TR AR A b S i B (EECP-MC2) , % 78 /100, 035~0. 04 MPa.
FAHBTFEEHLRT, 454L)560. 120 BN A 560 min) « 180 min (Sl k455120 min) 43 F4c
SR T AR fh 2k, R A I M NO 5 f R LR cGMP /K, AR PRId s b 288047, X = 3 kST JUINO
FcGMPFr &, A FH /LA O H J S O Ll 1 A7 250

1.2.2 DIN b8 A FRE a2 A Bl s O0e s i As 4k i 2 A v EAL, @
ok B A A L B o B SO, TS 2% SR (5] FR A 3 5 05 oE S AR BT U 8 g e FL 0GRS 1 (i 2%
FRIES 5

1.2.3  FEMACEE  CREUGEKI, 7630 min4 CARHR S0 o B s AUy, 3855 -70 CUKFH
17, SR MINO I cGMP 1 I LB Ak41 228, RFHREZI100 mg, B IAAEBLEKAEYE, & LRONBEA S,
SRR E-T0 CUKFTRAT, S HURTIINORT cGMP ¥ 2t o LY A1 3= 20 KNO 15 - PR 000 e SR FH i TR s D 0 ] 2
BE-6- MR LS (4], SENOFIACHE = HINO, —/NO,—RERNORI KT o LKA T3 bk GMP (I 52 7 ik



cGMP A TG G - Do 2R R iy, Z G581 E, e NEVEIE, KBS pg/ml, fLNAZTA
7. 5%, HEIAIALR A 8%.

1.3 SEilsabe

SRHISPSS1L. Ok uab s, THETORHBZE et z2oR, AR 77 2508, PP LA FHSNK I

2 #EiR

2.1 RO RSK T TRV 3 45

ARG T IREKT TUIN I (IE T EAE . SRV E RS B8, R OHEE RS 4L)5 1 h, sl
AN SAE R R AR A RIREEE (R B (P<0. 05) ;. 32 hFIRYTY, AR TV ) (1 1E ] b
{H SRV RSP R ERAT T, JFCRIES, Mgk 4R MIgREE R & (P<O0. 05) , WL,

ZIIARAWTRMBIDENBZEL
Tab.1 Changes of the shear stress in the truncus brachiocephalicus
of the dogs in the 3 groups (dyne/cm?®, Mean+50)

Group Before hgation 1 h after hgation 1 hafler ECP 2 h after ECP
Positive peak value
Control (n=5) 733283 T24:32 T22:23 6%.1=1.9
Ischerma (n=5}) 69.0£1.9 43.7+89% 38.644.2% 32323
ECP (n=6) T0023.5 46 7£10.1% 52.8294° 55.5284"
Megative peak valoe
Control (n=5) 203269 18757 22.4:07 22024
lschemia (n=5) 22024 209+30 16,4206 14,8217
ECP (r=6) 244240 14.5£19 2884437 10.023.8"
Mean valoe
Control (n=5) 10,3232 2.6+14 E9:]E 92+1.1
Ischemia (r=&) 92+1.1 8.2+12 4.3+1.1 38:1.1%
ECP (n=5) g£.1412 53217 Q4130 08s337

*P<(.05 v control, "P<0.05 vs 1schemia

2.2 PRI RAMIENO ) 5% 1

MRS LG T h, ARG L2 R MLENOZK B2 N F% (P<0. 05) s &0d2 hir#iveyr e, AR M
NOM S W] L3, FFUk 53 48 i { 7K1 (P<O. 05) 5 i it I 4 R ML SNOAR S AR, 1F 35 4R I 4 40 RIS NO )
& T4 (P<O. 05), &2,

E23QXMMNO/NO; BEL
Tab.2 Changes of serum NG levels in the 3 groups
(pmol/g, Mean+SD)

Group Before ligation 1 h afler ligation 1 h after ECP 2 h after ECP
Control (n=5) 7322152 67.3x112 T0.2£12.1  71.7£138
Ischemia (p=6) 75.4x11.2 §3.2+4.0¢ 54.4:76 5071094
ECP (n=6} Toa6x14.5 54.4+318% 30,3195 85221657

*Pal.05 vs control, "P<0.05 vs ischemda, *P<0.05 vs before ligation

2.3 ARAN IR c GMP 1) 5211
B O JUL AR TIL IS 7] PR A, Sl L 2H R A c GMP 7K T8 W BRI T8k 2 hI S Bva Y, S 84 R 1L A c GMP



AT R, AR, ILAR3 .

F33ARME cGMP 7k FEHTE
Tab.3 Changes of plasma ¢GMFP levels in the 3 groups
{pmol'E, Mean+SE)

Group Before ligation 1 hafler ligation 1h afler ECP 2 h afier ECP
Control (n=5} 6.3+1.5 T.524.3 G.4+3.6 6.1x1.6
Ischemiz (n=6) 4.3:1.8 25432 5% 1.0+0.5% 13=0 8%
ECP (n=56) 4.5+1.2 2322 .3% 42422 10.143.3™

*P<0.05 v control, "P<0.05 vs ischemda, *P<0.05 vs before ligation

2.4 RIFNKNOFIcGMPZr 2 A5 {L,
1E AN S A AR B IKNO AT c GMP5 5 vy T fi. 4H (P<O. 05) ,  Xof MR ZH AN S 4 41 2 [a) )G 4 8 1k 22 5
(P>0.05), W4,

* 4 3ARTIEE NO,/NO; # cGMP £B AT
Tabd Changes of NO,/NO, and ¢GMP in the
aorta of the dogs in the 3 groups (Mean+51))

Group NO,/MNO, (pumolfg) cGMP (pmol/g )
Control (n=5}) 55.0+11.6* 6.5£1.2*
Ischemia (r=6) 19.6+7.4 3.1:0.6

ECP (n=6) 4].8+12.6* 5.5:0.7*

*P<0,05 vs 1schemia

3 e

NOZE SR MU A KA B, B AL R A B A ) dee s PR 7 I A5 0 I, AENOFRI R AR T8 0 A AE RIS I~
NOM 5 652 A K2 A0 H S A 21 i (NOS) PR IR ARSI 1Y o B L E S5 DENORE B RIBOE 305 24T
e — Rl AL S RSN SRR ZBUHEES Sy MO BRI, Wi & sk . VIR B AN AR T R it i
Bkt ah S (2] o ARSI () I, A R ZhRES L, 7 AENOI/D, Sl — R FIAm B A B A . S0 A B A I
PENORT LRy Lo LTS I P RE VB3 0, 10 45T NO R rU M o] 7 Lo JUUREZE AR (6] o A S A BLAE et ik 45 4L )
1 b, S A S 2RSS T-UIN S I IE R EAE L A e AR AP 2 (E A A FIREEE [ R B (P<O. 05) 5 22342 h
AT, RERT T OIN ) I IR AR, IR IES, Mgk R M4REE R [ (P<O. 05) 45 RR
PRAI B A Ay Al PR oL 36 B PRI DD Y ) B AR SR TR o RIS AR SEBG A B, S P AR L NO 5 W Yl v T eI,
41 (P<0. 05) , 1WA AR R L BIIKNO S v Tk 20 (P<O. 05) , X REAR i RSN S fig iy TN g,
RN N B2 AENOSE s bbb, Sl $ vy LS BIIR PR AT K I, Iy i R L7), I o5 I8 9 B 2D
€. AL MWTFE A B PEEECP REAE ARG 5 ve fH [ W AT 5 DES (R 4% SRR Y B2 40 453405 (8] 5 Il R A& th A BIL A S
S A AT G0 TE O R MENOZK P [9], ASge 45 R 5 el — 2.

HATAA, NORESOE vl v S AL, T m 4 B A cGMP K-, JENO 2R AR R0 QA st I A5~
LS MR RSN S 5 M 2 A (¥ 2 A5 S 3 S AL (2] o A A BL USRI I, - 1 55 H ) ¢ GMP /K -F- ]
BN, A ARG a . RAFAIR M cOMPHTHiT i, a4 B B . AEIRIR R A EE
i B L P cOMPAZ 3B 1Y), AR AP SIS cOMP AP BT (101, ASERG S5 R L5 OARBL.  [R]INh i A L e A
REFMKFcOMPEE WM E T8, HY5IEWAXEHFIEER, SRR et cOMP i ™.



AW AR AT AR Rede R DNV MRS H T VINTT, ARZENOAcGMP =4, X Al Hese Hpt Ol
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