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GRE] Bm WK R LS /7% i (/R 4% 8 % (Leptin) . L £ (ET).C- R M E H (CRP)
FHEMER,FY Leptin EONL /R RGFRIEM. Bk K50 ASD KREMABFRESIBFARL.
fRmAKXI/R1.2.3h 4,84 10 H, UEHETRS K CERO B X 45 min . Fi# 1.2.3 h BT KROH
/RAGHER;BFARANFR  AEHE . & A T 5 8] & B B3 Bk il , 4 3 ift # Leptin ET.CRP #
WERONALGHAR-FLHEREANEEAL RELCNALKELER Leptin EHREKE LR
f6b 11 48 11 7% Leptin B & (ug/L) B E R TBFEARM 4. 6941, 67 [ 6. 484 2. 02, P<<0. 05) , b 7 H 1k i 6] O &
K, Leptin K¥FZEH AR ZI/RIhBHEKE B RBATKFEC(6.59+2.58) pg/L), B4 MK ET KF
(ng/L) BEEFEFEARL (110.58+£37. 86 H; 80. 74+34.43,P<C0.05),1/R 1.2,.3 h A fi & ET KFHB %
{5 F- 5k o £8 (35. 87+13. 56, 31. 98+10. 88, 34. 56+14. 37 B 110. 584 37. 86, P<<0. 05) , ik Ift £ i #§ CRP
AKF(mg/L)EERTHERERA 3. 1244.82 B 3.2441.72,P<<0.01), B M i: 0 B E 4 ,CRP K ¥ & ¥
F%,1/R1.2.3h HAM X Fokin A (18. 3716. 48, 24.30+£9.51, 27.08+8.32 K 13. 12+ 4. 82,3 P<
0.05), HE 65 8 7%, Bkl O L4 R A SR 5 B 9% » UL IED B 42 BE 7o i /K B s /R 38465 5 0 AL 440 B 2 ok 4 5 B
BRI NEFREFERM. REALIER, LU Leptin EHZRAERGEEYPRB. EHARNEERES.
g ZELH /R B4 MEROULAR S Leptin KL EBBEH A K EHES A H . B EATREERHL
B —MEMARPE T, S50 /R SEG.CIERG, TS ET WEFRGH.CRPHARE —EHNRE.
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[Abstract] Objective To explore the effect of rat myocardial ischemia/reperfusion (I/R) injury on
serum Leptin, endothelin (ET), C-reactive protein (CRP) and myocardial Leptin expression, and discuss the
role of Leptin in myocardial I/R injury. Methods Fifty Sprague-Dawley (SD) rats were randomly divided
into sham-operation, ischemia and I/R 1, 2, 3 hours groups, with 10 rats in each group. Anterior descending
artery of the left coronary artery was ligated for 45 minutes and released for 1, 2 and 3 hours to establish
myocardial I/R model, and the said artery of the rats in sham-operation group was not ligated. Blood from
left femoral artery was collected at different time points, and serum Leptin, ET and CRP contents were
detected. Myocardial tissue was harvested, and stained with hematoxylin-eosin (HE ) and
immunohistochemistry for its observation of the myocardial pathological changes and Leptin protein
expression. Results Serum Leptin content (ug/L) of ischemia group was significantly lower than that of
sham-operation group (4.69+1.67 vs. 6.48+2.02, P<C0.05); as the reperfusion time was prolonged,
serum Leptin level increased gradually, and the level of I/R 3-hour group recovered to that before injury
((6.59 + 2.58) pg/L). ET content (ng/L) of ischemia group was significantly higher than that of
sham-operation group (110.58 1 37.86 vs. 80.74 % 34.43, P<C0.05), the levels of ET in I/R 1, 2 and
3 hours groups were significantly lower than those of ischemia group (35.87 &+ 13.56, 31.98 + 10. 88,
34.56+14. 37 vs. 110.58+37. 86, all P<{0.05). CRP content (mg/L) of ischemia group was significantly
higher than that of sham-operation group (13.12+44. 82 vs. 3.2441.72, P<<0.01); as the reperfusion time
was prolonged, serum CRP level increased gradually, and the levels of I/R 1, 2 and 3 hours groups were
significantly higher than those of ischemia group (18.3746.48, 24.30%9.51, 27.08+8.32 vs. 13.12%&
4. 82, all P<<0.05). Pathological examination showed that there was necrosis of ischemic myocardial cells in
ischemia group, with mild congestion and edema in interstitial spaces. After I/R injury, the myocardial cells
showed coagulative necrosis, and there was severe congestion of myocardial interstitia. Immunohisto-
chemistry results showed that there was a tendency of decrease in Leptin protein expression in the early phase
but increase in the late phase after the injury. Conclusion Leptin content in the serum and myocardial tissue
decreases significantly in the early phase after myocardial I/R but increases gradually in the rehabili-
tative phase, suggesting that Leptin maybe a stress protective factor against I/R-induced myocardial injury.
There is a possible association between Leptin and the early increase followed by a delayed decrease of ET as
well as the increase of CRP.
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%t I/R #1656 FF B hee A —FHRPERAN,
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1 HEEHE

1.1 LRFHYHPHARERH & .84 SD KR &
H260~300 g, HEFREMNEKLRIYF LR
Bt & #IE S SCXK (FE)2002-001), % 50 AKX
REMEVBAFRESNBFARAA . AOAR I/R 1,
2.3h4E,. B4 101, AREBHLZEBEESKBX
BE.25RKAEHBEEE4,BUML 0. 8 mi,
HEEHELK LOnLSENAES . BEYRR
Pl g 1: 2, IS8 10 ml, 5% 40 K /min; 3T
Fr oA, &1 22 TR 30k GE Bk ) i Fe 32 1 R0 Bl
B At R, 45 min EHENSEEE, THE
HE 1.2.3 h Bl BFRANFR AL AN,
FXB)E 3hBmFERAR. FHEPHYLE
HTEREHYREFERE.

1.2 BRERRFE . &4 YEM RN E K2R
B Bk 48 B B, BS 0 4 B ML 3%, B W Leptin ET,
CRP & & ;R BLIEAR, —80 CHAEER.
1.2.1 Moot et B i & M 7% Leptin: B 201
KB Leptin iR EBREFHELARERRM L
1 % , "1 #73C Leptin HLJR, M HH &M BIFER N
1.1, 3.3, 11.0, 33.0, 100. 0, 300. 0 pg/L, W &I}
# 100 pl B G RARHE R 5 RH M K. “I-Leptin &
100 plFEAHES),4 CHE 24 h, MARESEH
500 LliR 5], E WK AL 15 min, 4 CHLFLHFER,
BBV RBEHEHEFLRIRERZ, PLMER
B 1:3000,BREEEEN6%~40%, T REBR
HHREHRS R EGERERESRAKES.

DOI:10. 3760/cma. j. issn. 1003-0603. 2010. 11. 010

XS0 H . BXERNFERRBAHE (30670821)

fE% 84100853 L5, T T B R B 2 Bl R 4 BF 92 B A AL BT
RE

EAF1EH . Bt Email . yan301@263. net

1.2.2 SESHERE ET M CRP:ET M A%
ArAREW AL EAL T EY B AR E R ,CRP B
B Rt (ELISAOWE AN AW AL E 241
EAEYHEARAR, PREREBRE,

1.2.3 LUEASRENEMAEALERE.0H
Leptin EARE:-RONAR, KA G ECE
FoAARR-BFAMHE)RERHTRENE, RA%
FAAERW O Leptin BB RE, SRS E4D
B (HRP)-¥ 41 % 1gG. R IR Leptin Z &
HEZHH . HBRESN AL 508 1« 200; HHEX
BMRARRLEHB(PBS), FRBREREHE
BhR. 4Rttt AEREEREFSHLARBERZ
H, AR Leptin RiEKF.

1.3 it % M Stata 7.0 it R4 # AT
A BEMUHR T REE @I ERR TR
AESHRBEFEFNEEH#T  RB.FHEL
HEMHT,P<0.05 HERBELKIH¥E L.

2 & B

2.1 Z#M Leptin, ET.CRP WL E(E 1. 5
BFAR A B, b M 3l 7 Leptin 8§ 8 TR (P<
0.05); BREEZBKE, TI/RIh4MHERT
R Il 4 (P<0.05) . WLBRIMHBAAH /G Mm% ET B&E
AR.BAOENETEZH;BEEE ET REBF
ARAFGhm 4 8% T B P<0.05 2% P<0.01), #t
m# S CRP REFAR, BALIRESHEHR G
PEEE TR ZEE.CRP ZHFH.I/R 5488
EH Tl A (3 P<0.05).

%1 FHALM /R RH5KRIMHE Leptin ET.
CRP B L8 (z£5)

HE  FYH Leptin(ug/L)  ET(ng/L)
BFEA4 10 6.481+2.02 80.74+34.43  3.24+1.72
Bk i 41 10 4.6941.67°110.58437.86* 13.12:4.82°
I/R1h# 10 5.08+1.26 35.87+13.56> 18.3746.48>
I/R2h4 10 5.6442.32 31.98+10.88% 24.304+9. 51%4
I/R3h# 10  6.5942.58° 34.56:£14.37% 27.08+8.32>

E:I/R: R/ M, Leptin. X, ET: A X X, CRP:C-R
Be5BFERAKEK, P<0.05°P<0.01; 5§ m4H
#,°P<0.05;5 I/R 1 h # L $,9P<0. 05

CRP(mg/L)

2.2 HWXHgAR - EXERAHERER,I/RK
481 J5 Leptin 5 CRP 2 i #1% (48 r=—0. 817,
P<0.05;1/R J§ 3 h r=—0.883, P<<0.05), &7~
Leptin Fj B R LALZHRHMAMEXLEF. WM I/R
BAGRTM 7 Leptin 5 ET B2EH X (r=0.796,P<
0.05) ; # /5 I LB B A K
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2.4 LUAR Leptin EHRAX(HEERE 2.5
BFERALE,I/R BGESHLM Leptin EHE
KKV B, A m AR B E; /R 45
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3 i@

EERBFFR KR, Leptin ZEQM5 . RIE . MEH
A GORASTEHRETEERR £BUE
ERRENEBREEREGLEREARD, AR
# Leptin X0 AL I/R REGH HBRRPIERS . &
LK AR, MTE Leptin KFZELII/R BB ER
16, A 7Y BEAE WL 1R 45 ) — %0 B 8K BB F , 76 42 5 47
G ERARARBRE A ERRARSEH,
FENGERREAT, SEIHZ-AHRELRTHA
MY Leptin K% %), Leptin BEF#E TR E B
187 %, H I/R #1455 Leptin 5§ CRP 2%, #
A Leptin 25 THHhBELR, FRERFEH,
XHRPTREEESHERER/EWAR. BB H
Bt R A1 A, BELBST | AL R 45 K E A SR R R B R K
By,

CRP R—FEAMENMEMEANAREE
WARERERANSENERNES., EREAH
G nt, % CRP KV 2B F &, %748 17 5% B R
EFEZER LR OR.OIERELMERRE
AEBRAMTENEERRZ-, B KEH
R, ARERE LR OEMEENmT CRP 2 &
AELAENFEHESE BITRAGHSEE
oSBT EEERX, ALRBFM.I/R
J& CRP K ¥4 AR,HI/R2h.3h HCRPHE
BT I/R1h4,5KFH CRP BT HLA& & AE
RE. ARFKPATT Leptin 5 CRP MHEXH,
R Leptin Al — AL PLa RGP AEXE
F, et L& Leptin W gt R—F LR ER,
BEAREL EREEBERRFONAR, XFHE
AR REA BB RNERY,

ET % 58 249 i & itk 45 A4 2F 1 5 38 L 3M 78
fERLI/R Bt E R A RAMRERFHERT,
PEmEANRZBERG, MEFRIARME
WHRAT, SRAEPRNEERL, —FESFHML

FET K¥HE,H—FE5 ZI8ERE R M/MMR
REBULBRE R, ALRP.OYEME ET KF
BEAR ERX CUARKERE; BEEN ET K
A6 T L 4, - B 7O VK T R P, A
TR T M8 48, KK T o R 40 1 A 305 £
RO KRR AR SR IES , FEIE R B O
TFsLeptin 5 ET BIEMX,WZE I/R REGHRET =
Z XX, % Leptin 5 ET % I/R SR A A
REASHRELEBEMAN.

ABR+ HE Jea 20,2 /R RE.L R G
BE,GHERKE R ALMER LB, O
MR INE, Leptin ERAREHB TR, EHKEH
FREmM, WEL S X Leptin MIALRGBRES
BE—-BH . BrEHEERGATESES Leptin R
EHFE Leptin B5 T LARBG. BEHLRE.
B —4 R8BS LK HWIEL, Leptin 4 XL
AR ERGH HEHEPER,

BZ, LU /R B4 IERL AR Leptin
WEZSLONRGBEREENINENL BRA
Leptin 2 5 TLAM I/R MGEMEAREBE.
I/RiAf5)5,Leptin 5 CRP 2 M XRS5 ET LM
X, YB Leptin R MHEH AR HRMERH A
MW F ET mMRERXEF BN
$%E Lk
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