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The relationship of the level of HO-1 expression and the level of myocardial oxidative stress of type 2 diabetic rats

An Min ,Bao Baili , Zhao Meng , Han Lei
(Department of Cardiology . The Center Hospital of Jinzhou,Jinzhou.Liaoning 121000,China)

Abstract : Objective
type 2 diabetic rats. Methods

To explore the relationship of the different level of HO-1 expression and the myocardial oxidative stress of
64 healthy SD rats were divided into eight groups randomly:six weeks blank group(NC1) ,six weeks
diabetic group(DM1) , six weeks diabetic + heme group (HE1) . six weeks diabetic + ZnPP group (ZN1) ; nine weeks blank group
(NC2) ,nine weeks diabetic group(DM2) ,nine weeks diabetic+heme group(HE2) , nine weeks diabetic+ ZnPP group(ZN2) ; each
group contains eight rats and these rats would be killed in the sixth and ninth week to measure myocardial HO-1 express by IHCA;
detect myocardial oxidative stress level by colorimetric method;display the change of myocardium ultra microstructure by electron
microscope. Results (1) the expression level of HO-1 in group HE1.HE2 were higher than group DM1,DM2 respectively (P<C0.
05, P<C0. 05) sand markedly higher than group NC1,NC2(P<C0.01,P<C0.01) and group ZN1,ZN2 respectively( P<Z0. 01, P<C0.
01). (2)the expression level of HO-1 in group ZN1,ZN2 are lower than group NC1,NC2 respectively(P<C0. 05, P<C0. 05). (3) the
degree of myocardium fibrosis and the ultrastructural damage of myocardium mitochondria in group HE1, HE2 were lighter than
group DM1,DM2 and group ZN1,ZN2 respective ly. (4)the level of SOD,and SH-PX in group HE1,HE2 were higher than group
DM1,DM2 and group ZN1,ZN2(P<C0. 05,P<C0.0 5; P<C0. 05,P<C0. 01)and(P<C0. 05,P<C0. 05;P<C0.0 1,P<C0.01) ,the level of
MDA were lower than group DM1,DM2 and group ZN1,ZN2(P<C0. 01) respectively but it was no statistical difference with group
NC1,NC2. Conclusion

Type 2 diabetic rats myocardium against oxidative stress. Thus it can alleviate pathological lesion.

(1)Heme can induce HO-1 express in myocardium. (2) Enhance the level of HO-1 can strengthen Protect
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*x 1 BHXRERERMERITR(T)

M () 1L #% (mmol /L)

21 51

0 J& 6 J& 9 J& 0 6 J& 9 JH
NC1 263.33+5.56 319.50+23. 08 — 4.414+0.43 4,88+0. 62 —
DM1 248.71+26.16 268.57+29.65" - 5.20+50. 69 31.91£5.95% -
HE1 241.14%13.00 279.85+8.19* - 5.20%30. 65 27.18+6.067 -
ZN1 253.99+27.49 247.50+6. 837 - 5.0740.51 35.6742.584% —
NC2 251.50419. 64 360. 67419, 69 452.304-23. 63 4. 80430. 55 5.08-0.45 5.12+0.58
DM2 254.43423. 42 260.43+16.34% 278.40+£29.667 5.0340. 86 31.73£3.85% 33.10F2.67%
HE2 244,00419.73 269.67+17.99% 292.88+9.067 5.07+0.96 27.94+5.77% 28.6145.96%
ZN2 243.67410. 54 252.17+15.52% 268.83+14. 04 5.55+0. 87 32.09+2.997 33.2146.047

* . P<C0.05,% ;P<<0.01,%5 NC 2 H#; — o THIE.

ZN1.DM2 . HE2.ZN2 %4 F/NAl 5 18 B3 5 STZ 30 mg/kg (%
F 0.1 mmol/L A7 B ER 92 Wl . pHA4. 4),72 h J5 , 3 W I I 5
PHERF 4 F 16. 7 mmol/L FH AL 4 ; NC1,NC2 4] Y
5 S AT R R O MO .
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(STZ) (Sigma-aldrich, s0130) , 4 Pt K B HO-1 — i (Stress-
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st RE TR 4k CTRT g P T 0 7l A Bk A 4 il AT FR S 1) . DAB i 8
A & R L8 TRAERAFD .
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2.2 OWUVAARL AR AR AT ZESE 6.9 S, .0 WUAE AL N B4
FRAE 45 . DM . Zn 410 L SOD.GSH-PX 5 NC H##5 8 §

KAk, MDA B 8 JF & (P<<0. 05 3;<C0. 01); i HE 44 .0 il
SOD,GSH-PX #J{E ik T NC 41; MDA & F NC 4], {H % % I
Giil 27 L (P>>0.05) ; HE 41.0 )l SOD.GSH-PX /K-35 F
DM, Zn 41 ; MDA fik F DM, Zn 4 (P<<0. 05 a§<C0. 01) ; ffii 9 J4
56 S AP BA L A AR BUKFHE TRE . HERLS
P2 % L (P>0.05), L3 2.3,

*x2 £ 6 ARRACH SN EEMIEIREE (1)

2451 SOD(U/mL) GSH-PX(U/L) MDA (nmol/L)
NC1 1381.8342390.95  1241.672362. 64 8.73x1.19
DM1 422.14+£79.02**  451.294+66.12*¢ 30.40+7,99%b
HE1 1113.144261.89  1087.71%62. 32 12.0942.78
Znl 263.50E£51. 14+ 272.17441.32*¢ 47.114+6. 247"

* . P<C0.05,% ; P<C0. 01,5 NC1 4 %%+ P<<0.05,"; P<C0. 01,
5 HEI 4l %,

*®3 89 BARR A E R AN IEFR & (T L)

21 51 SOD(U/mL) GSH-PX(U/L) MDA (nmol/L)
NC2 1296. 66=22. 16 1501. 83294. 74 8.4614.71
DM2 398.00+£82.67* 387.86+78.507" 47.4948.78%P
HE2 924.83%+195.79 1020.00£77. 28 13.00£3. 23
Zn2 208.33+£42.40%>  193.83+£37.16%" 56.01+6.95%

* . P<<0.05,% ;. P<<0.01,5 NC2 4l b4 ;. P<<0.05,". P<C0.01,
5 HE2 A Ih# .
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W ANFEANS 9 FAEHAZm, WA 1,
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A~ H. 4 8t % NC1.DMI1, HEL, ZN1,NC2,DM2, HE2, ZN2

& 1 BHOCHEFRERBRBMEAEHELE(X15 000)
x4 REAUBRZTESER(TLS)

i i)
i
6 J& 9 J&
NC 4 0.059 540.009 1© 0.063 340. 006 54
DM £ 0.126 140,033 1+ 0.113 940. 020 0%
HE # 0.278 740.060 57 0.241 540. 056 0°
ZN 4 0.033 54+0.006 30O 0.034 5+0.008 9bd

* . P<C0.05,% ,P<C0.01,6 JA4l5 NC 4k %;2: P<<0.05,9,
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A ZN.DM 4 & B s ¥ E AL T HE 41, & T HE 41, 53¢
Bk 2t 2 A A LT BE T R R 4 i 4T R IR YT I STZ T
DM K B 5T 4 A 3 Pk 25 e o (B ANAE G0 i 21 R AR 1Y
KEH BT DM O A AF . BEBH HO-1 76 B8 5 28 B iR B 4K
T AR AR .

MOk B 2 WIER R AN S 5 T DM 3 1 4 F
MRS, FF HO-1 5235 = bR 0 — Fh 3% 5 br 35

TREF 20124510 A% 41 K% 304

SN B AR N B 0 — A 2 03 O BT, e R A e i 4 i
3k HO-1 0] B 11 8 B 5 9 8-epi-PGF2a /KTt » R
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