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[ ABSTRACT] Aim To investigate the effects of nitric oxide (NO) in different concentration, nitric oxide synthase ( NOS)
activity and total antioxidative capability (T-AOC) in cardiac tissue, and the influence of isosorbide dinitrate ( ISDN) in different
dose after myocardial infarction (MI) . Methods 32 New Zealand rabbits were randomly divided into four groups: shamrop-
erated group, MI group, low dose of ISDN group (LISDN, 1.5 mg/'kg*d), high dose of ISDN group (HISDN, 4.0 mg/kg*d),
with the drugs gastric gavage three times everyday for six weeks.  The NO concentration, all isoforms of NOS activity and T-AOC
of cardiac tissue homogenate, adjacent to the infarcted area, were detected. The pathological changes were observed by micro-
scope and electron microscope. Results The NO concentrations of MI group and HISDN group were higher than those of
sham- operated group and LISDN group ( 0. 980 0. 180 Umol/g, 1. 112 F0. 210 Umol/g, 0.497 0. 129 Umol/g, 0. 637 0. 126
Pmol/g, P< 0.05 or 0.01). The inducible NOS (iNOS ) activity in myocardial tissue of MI group and HISDN group was higher
than that of shanr operated group and LISDN group (1 519 175 u/g, 1 659 £175 v/g, 565 £112 u/g, 852 £106 /g, P< 0.
01), while T-AOC was lower (856 £183 w/g, 901 £174 v/g, 1 654 £207 w/g, 1467 £302 u/g, P< 0.05). And constitutive
NOS (¢NOS) activity in myocardial tissue of MI group and HISDN group was lower than that of shanroperated group and LISDN
group (1 034 301 u/g, 903 2274 v/g, 1615+227 u/g, 14361210 w/g, P< 0.05). The injured pathological changes were
light in shanr operated group and LISDN group. Conclusion High concentration of NO decreased the antioxidative capability

of cardiomyocyte and led to injury after MI while low concentration of NO showed beneficial effects.
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— S AR nitric oxide, NO) 7EAFLH: B Fa St #2
ORI AR, R AR SRR R L —
ARFFER", AAREEOZ NO T Al i N T
T SECO IR A RS R FEIRR, 25
7L UL BE ( myocardial infarction, MI) J& O /7 3 ¥ [
AR AR . A Fu I 45 K R IR Bh K
L MI SR, FESR (L AMEE NO AL T,
HOR - L SE I B P 0 LA 2R NO R L % B — 5
R A I (nitric oxide synthase, NOS) 7% M S HL AL
A& /1 (total antioxidative capability, T-AOC) FJZ8 1L, M
AN 1) & 00 i (isosorbide dinitrate, ISDN) HJ 5
Wi, R AR LR R 3R .

1 MR5REE

1.1 SEIESERENERE] &

BEFTL% 32 7,4~ 6 A8, HikTH. &
¥ 2.25~3.00kg. BENLA A WH, HEHS R, BRF
AR EAEXRBEIEEE L. CPERYL:
3L TR A E X T, WA X B0 HLH R
BH, TR, CEEME xS ST BB EFLE 20
min WL b KA EHQHA: Bl AAESLA, RAAH
0B 6 B(1.5my kged) o BAIE W QB4 B O
R, BT LB 6 E (4.0 mg kgod) o 2 & AR AR
Ja¥ 5 ml/kg oAk, S HER 3K, F£6H.

1.2 FRZAEIM R EUHE

TARE6ABRTMBE QEE Tk b, &
BHEAFE GRECERZERG, JhRaLFE
T, ARSI A G 3 mm S E AL 0.1 g &
mRONHR. BFALT ZESMBERORLY
BAT A, MALABRARAFERRARTHREEEANRK
ARFAEE, HEEABLMOBAEL KABFY
FBETERAEK 10 K (L EBEHE KR FHAT),
1 000~ 1 500 r/min % /0 10 min, B EE&N. G4
W BUF B0 ALY & 1 mm x 1 mm x 2 mm AL 3RS 302
AN3% KRB E R REATEE LN, 7 FBAFARK
N 10% FEER USRI ERET Ao

%=1 BEADIBLASERE RIBFFRNE RIS (v L)

1.3 A {LIBFRAVA

JFRH B 3T R B8 3% A8 8 ALAT 2K B9 NO,™ /NOs™
A8 E KBS R NO AKF. &kl T-A0C
RAZNOS, RAIEHWEF A RREM I EHAR
Br, %A BT RMEH T H .
1.4 ELIEFRALLTE

BHEGHALAEN3D XK_BAFEZ, 0.1
mmol/T. 8% B 3h 2% 8 i v ok, 10 o/ WAk 5 B =,
W AR G, B R T B B A, FRAM AR 618 H3E, ¥
B, REWE Efr, BB, BB AT R B AT
W, H-600 B 7 5t 48 W&
1.5 Ziitoth

KB SPSSIL. 5 8t 44T % %, 5B ML« £5 &
o, LA H 3R B & 7 Z 4 #T(ANOVA), A8 %
XEXRAAEAH R

2 £ R

2.1 RIERELER

HE Je 0t 8 ™R F AR LR AR KA B0 AT 17 v %
HONL R ARHEZE T, BEUEMT, & W7 5w B L
A5 AR O AL O WL 2R WA 2D 8 5 M40 iR
T, 8 5 IA O WLET 4R Ak o0 URE FE 240 L TA] J53 7K
P 7R L, 3R 2 A6 MR A IR 3 0 WLEF 44k, B 5T
YEREES, B R O AL D ULEE T B2 5 O ULEEAE
HARPAE 1) . RS RIBEFRACIILELS
R TR 5 O VR B ZH 0o JUUIL S5 21 24 (] B B S 38 58,
FIZRAL, 502545, v W R VL L2 A, LS I B
B T O A AT L5 O U BE 4 A B
1, BRI B AR AR BT O IR 2O L Tl 25 A 2
OB R (1 2)
2.2 HEfLiErRENIZE

ONUESEA | &= O A O AE R S K
NO ¥ /% .5 T %8 NOS( inducible NOS, iINOS) & & 5
FARAMGNEH IHFHEZEF = (P< 0.05 5 0.
01); 1M1 T-AOC 7K~ 257 & NOS ( constitutive NOS,
NOS) F R T LRHA(P< 0.05, % 1),

o A NO (Hmol/g) T- AOC (u/g) eNOS (u/g) iNOS (u/g)
BFEARA 0. 497 0. 129 1 654 207 1 6151227 565 £112
L AESEA 0. 980 0. 180™ 856 183 1 034 £301* 1519 £175™
IR e Lo 9 21 0.637 0. 126 1 467 £302 1 436 210 852 106
) Y A 2 1. 112 £0. 210% 901 174 903 274 1 659 175"

aN P<0.05 b NP<0.0l, SEFARMALE; ¢ N P<0.05, d N P<0.01, S{EFEN R,
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2. BEHBBERELER A NETFRA (x6000 1), BAL
WUEZEA (% 10000 fi5), CREAEE QR4 (% 12000 £%), D M
FE Y R4 (% 10000 %) .

2.3 HWXXRSM
R HT R T-AOC 7K-F 5 LA NO K JE
ERFZEFAR(r= - 0.780, P< 0.01, n= 32) .
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