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[ ABSTRACT ] Aim  Exploration of the protective effects of Guanxinshutong ( GXST) against Oxidative Stress( OS)
injury following ischemia/reperfusion. Methods Thirty male Sprague Dawley rats were randomized into three groups:
non-MI/R group (Sham, n=10), MI/R group treated with vehicle (Model, n =10) and MI/R group treated with GXST
(Drug, n=10). MI/R was induced by ligation of the left anterior descending coronary artery (LAD) for 30 min, fol-
lowed by 3 h reperfusion in the model and Drug groups. In the Sham group, the LAD was exposed without occlusion.
GXST powder (in the Drug group) or saline (in the Model and Sham groups) were administered via direct gastric gavage
from 5 days prior to surgery.  Blood samples were collected from the carotid artery after 3 h of reperfusion, to determine
the levels of CK-MB, LDH, Tn-T, MDA, SOD, TNOS, iNOS and NO. Results GXST significantly decreased levels
of CK-MB, LDH, Tn-T, MDA and iNOS; increased levels of SOD, TNOS and NO compared with the model group (all P

<0.05). Conclusions GXST is effective in protecting the myocardium against MI/R injury in rats.  lts possible

cardioprotective mechanism involves inhibition of the OS injury following MI/R.
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Figure 1. ECG before and after ligation of left anterior de-

scending artery
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Table 1. Comparison of serum myocardial enzyme activity and

concentration (ischemia 30 min and reperfusion 180 min)

| CK-MB(U/L) LDH(U/L) Tn-T(ng/L)

MFEARMA(n=10) 5.52+3.89 18.96+3.96 135.72 +12.09
PRI (n =8) 42.55 £2.69* 47.04 £3.18a 333.24 +17.75*
B (n=7) 33.20 +2.87% 39.59 £2.10* 230.52 +27. 60

a i P<0.05, 5FARHAMLL; b N P<0.05, SHEAHMEL,
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Table 2. Comparison of serum SOD activity and MDA con-

centration (ischemia 30 min and reperfusion 180 min)

| MDA ( pmol/L) SOD(U/L)
BHFARH(n=10) 2.24 +£0.56 249 +24
BRI (n =8) 7.57 2. 85* 183 +15°
W (n=7) 3.51 £0. 58" 209 15

a N P<0.05, 5BFARHMLL; b A P<0.05, 5HERIHMIL,
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Table 3. Comparison of serum TNOS , iNOS activity and

NO concentration ( ischemia 30 min and reperfusion 180

min)

| TNOS(U/L)  iNOS(U/L)  NO(jpmol/L)
BFRA (n=10) 15.92+1.90 5.04£0.72 54.37 £11.58
I (n=8) 5.48 £1.04* 11.20 +£1.93* 16.92 +3.96°

i (n=7) 8.04 £2.22®  7.07 £1.65" 31.26 +6.53*

a N P<0.05, 5FARHMEI; b A P<0.05, 5HERIHMIL,

3 17 g

ARSI T URER VT T 5o 7 308 e B T A B JIL
MLFHE B A PR AP VR T, A O LR 54 2
RIC WLEG S )V, vT R85 BT I N S AR A
Ko SEIGUESZICAT LUAT R B ARl i PV T i ) K
BLIMLYA 7 MDA ¥ & Fl iNOS T 14, 32 & SOD  TNOS
TEPERT NO He iz |

e BT 308 g 20 1) 35 I AR 3l 280 4% ATk
VEF A5 50 A R AL, Wit PR L e Co 0
I BEL TR M 55t 5 | R A e B el i | R S, T
(ERIEE LT G eI L7 O AR e o i 11 97 e
7 FH 56 O 8 B 7 K AT AR R R &k LA SE
J5i 90 A3 g I Py AL LI T SR, D/ KRR
SO NUEESE 6 h 5 AR B 1 AR, R AR i 3 L
P Mt 2 it UL TR T R 1) 4% S PR 2 25 T B il 1 1
PR EBATI AR 6 R UE T e 0 T A 4 T B
FIATT 76O 5 0 B0 Y W BT ) el T 38 iR
R A O LS I P 4 405 AT DR AP A T g
VEFAMLIRIR B A HEATAH DC sh ) S S0 A9

i P Y L R v R T A O R R
H 3R] DAS A4S 28 1 BT . DNA 5 BT 55 22 J7 T 1
405 , DT 5 | 200 A A i M A AR, S U i 54
REZEFLEZ M T-PY . SoD 8 T MY A AL i
RGN Z— BB TEBR A A BB 7 B i3, (R4 40
Tz 4105, FEAUARSE AL S H S s 5 3R % &
BERVE AT, P B AL A T e 48 Ak 7 S8 40 1 g
77, MDA WA= WA oy 40 b A FH 8 i & 2B
AALR N L=, 2B R E A B IR Koy
TICERER A, HEA M aE vk R B s e 1 4L
A 32 30 S AL R BT RO REE ) ARG b & BLUE
ST A8 i A T LA R AR R K BRI 3 R SOD T D
/> MDA F) I 785 & B2, T 2% R S L 58 T S0 56 3
W A AR BRI RE 1, T e T SR Ak R B S B
PR EE

NO J&7E NOS fEH T & B W IEPEY) 5T, 760
LR L P e e A e HA AR, NO RE#E AN TA
SRy e N O IR PR 4 4 I, SR 3 g oA S fk
SERAR T AN R BN AN A INOS & NOS
R —Fh, AT NOS, I 75 3 B A i, REAE
SN B SE SRR Rk £ H = A 19 NO B
B EA MR AT S B, o0 LB i T
FEFE ), I TNOS {64 B NO ¥ BT R, 1
iNOS 3G PE b, 8 R et 00 7 38 i 2 I, nT DA IR
iINOS T 158 TNOS 16 = NO Wk, TR
TR s HAM 2RI Y NOS & PR T & #1077 4R 1 NO
B EF , B iNOS B35 2 i 4 ) 7= A /9 NO
M ER

ZR B TIR gt O B 38 5 2 X6 JUL S il P 3
Yids — 2 AR B L, nl 665 H 1k g 3, 41 il
iNOS i1 fEHF ORI PE NO A i 6,

(F4% 260 W)





