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Study on the Protective Mechanisms of Rosiglitazone on Myocardial Ischemia
Reperfusion Injury in Rabbits

Pefaistla): 2013-08-06  f)af&s il 2013-11-29
DOI:

Elji?‘%%lﬁj DHHIM]  PPAR-v O LBRI TS SRR AU CUBESEHEAR

B RSN N
9% I gé%lﬂ . rosiglitazone PPAR- ¥ ischemia-reperfusion injury inflammation oxidative stress myocardial infarction size

HETH L TARHETIH (2011225015)

= B E-mail
mET LT BE AR, 3T HRM 121000 gaoxiaqing@ymail. com
B I e B E 2 — e, I BRI 121000 xueling27@sohu. com

P 51
AR EIREL: 70
H SR

H ) T80T 7T B A B AR B T 0 324K v (PPAR= v ) Bt 76 Ca LA 11— P JBE v 634 S A 7Y
FEZC TR S H 20 B2 AR [ 52 ), R PPAR— v SOV E RS E I REALSE . J77E Bt 2= 40
BEHL > A54, BFE: PR BRI DREHINHEF R D0 = 77 4 5 20 5 i v 771 =+ GW
96224 . RFARH LI FLALESONE, HERA R IR KA TTRFZ 254130 min, FHHEA 120 min.
SO LR L P REE AR AL S 1 had A I s — 48 AL L (NO) « R4 AL AL B (T—-SOD) M & ;. ELTISAVEAS:
WY ZRE R AN 2-6 (IL-6) W, ARJGHCROIE, AYFEPY M (NBT) Gt )ia PR OO LR ZE T AR ;
HE G (0] Fr K 5% ISR 2 2 MBI S R B A o 45 R A5 21 RN A% A I = 771 e+ GWO6 22 L AH B, B
AR . DR B = 7 A ENO & & PRI, TL-69R & W 35 FRAIG, Iy T-SODIR B &8 2% Ty (P<
0.01); COUEEZEIIAN BT N F%, UL B S5 i MO e 2, O LN OB T &5 A SR A R P B 2 ok
o 4510 DRSS R = S T-SOD K Vit A N i, FIAR 28R IR 1 TL—6 A B 4 [ Y, i
B G, B O UREZE T AR AR 54

CEE-

OBJECTIVE To explore the mechanisms and protective effect of peroxisome
proliferators—activated receptor—y (PPAR-Y) agonist on myocardial ischemia
reperfusion(I/R) injury rabbits by observation the size of myocardial infarction and
the histopathological changes. METHODS Forty New Zealand white rabbits were randomly
divided into five groups(n=8): sham group, model group, low dose of rosiglitazone
group, high dose of rosiglitazone group and high dose of rosiglitazonetGW9622 group.
Thoracotomy and threading of the coronary artery without ligation was performed in
sham group, whereas the coronary artery was ligated for 30 min, under 120 min



reperfusion in othe groups. Plasma concentration of NO, T-SOD and serum inflammatory
cytokines IL-6 were tested after 1 h of I/R. The heart were harvested after I/R for
pathological and ultrastructure analysis, and the areas of myocardial infarction were
assessed. RESULTS Compared with model group and high dose of rosiglitazone+GW9622
group, 1in low dose of rosiglitazone group and high dose of rosiglitazon group, the
plasma concentration of NO and IL-6 decreased, T-SOD significantly increased; the size
of myocardial infarct decreased, and myocardial pathological and ultrastructure
changes significantly improved. CONCLUSION The results indicate that PPAR-Yy agonist
of rosiglitazone can attenuate myocardial ischemia reperfusion injury, improve
myocardial pathological and ultrastructure, reduce infarct size by mitigating
oxidative stress and reducing the inflammatory response.
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