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Effect of HO-1 on expression of plasma HMGB-1 in septic rats and its myocardial protection mechanism”
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[Abstract] Objective To explore the effect of heme oxygenase-1(HO-1) on the expression of plasma
high mobility group protein BICHMGB-1) in septic rats and its myocardial protection mechanism. Methods
The sepsis rat model was established by the cecal ligation and perforation (CLP). One hundred and twenty-
eight male SD rats of SPF grade were divided into the four groups: the sham operation group, sepsis group,
CopplIX group and Znpp[X group,32 cases in each group. The expression levels of CK-MB, c¢Tn [ , H-FABP
and HMGB-1 in plasma were measured by collecting the whole blood at postoperative 0,6,12 and 24 h. Besides
collecting the whole blood for detecting the above indicators at postoperative 24 h,the cardiac tissue was taken
to conduct the HE staining for observing the myocardial injury situation and extracting the total protein of
cardiac myocytes. Then the expressions of myocardial cell HMGB-1 and HO-1 protein were detected by West-
ern blot. Results Except for the sham operation group, the level of HMGB-1 in all other groups was in-
creased,among which the Znpp[X group increase was most significant, compared with the sepsis group, the
difference was statistically significant (P <C0. 05), compared with the Copp[X group, the difference also was
statistically significant (P<C0. 01). Under the light microscope,the cells structure of the sham operation group
was basically normal, the cells in the Copp[X group were swollen and the nucleus was intact, the cells in the
sepsis group and the Znpp[X group were swollen obviously,and the nucleus dissolved and necrosed. The West-
ern blot detection results showed that the expression of HMGDB-1 protein was the highest in the Znpp [X
group,and the expression of HO-1 protein was the lowest, while the expression of HO-1 protein in the CoppIX
group was the highest,and the expression of HMGB-1 protein was the lowest. Conclusion HO-1 inhibits the
expression of plasma HMGB-1 in septic rats, moreover may play the myocardial protection role by inhibiting
the expression of HMGB-1.
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%1 SmESnE HFABP.HMGB 1 & HO-1 & F

151 n CK-MB(IU/L) ¢Tn 1 (ng/L) H-FABP(ng/mL) HMGB-1(g/L)
BF A4l 32
0 h 7.12+1.23 0.46+0.12 6.124+0.73 4,73+0.57
6 h 8.34+1.52 0.39+0.18 7.774+0.69 5.24740.49
12 h 6.56+1. 36 0.41+0.17 6.45+0. 68 4.89+0.55
24 h 7.69+1.78 0.47-+0. 10 6.99+0. 87 5.634+0.51
¥ 75 4 21 32
0 h 7.68%+1.44 0.5440. 21 6.58+0.71 5.33%£0.62
6 h 14.36+3.25 1 126.204326. 30 27.4743.48 8.58+0. 66
12 h 19.07+4.72 3 784.504569. 70 20.8742.93 11.95+0. 43
24 h 38.49+7. 86 8 963.20+768. 00 15.13+2. 36 19.44+0.71
CopplX @ 32
0 h 7.25+1.33 0.51+0.13 6.744+0.63 5.9540. 43
6 h 8.76+3.59 963.1+138.9 21.3543.12 6.3440.47
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24 h 49.78+11. 29 9 917. 14682, 2 17.2242.71¢ 25. 2140, 874
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B¢ Znpp IX 21 R0 e 75 9 2H 08048 o DGO JIE 4 295 B8 2 £
JEE IR S AE e 3 E O LB A i AR R HO-1 & #8545 0 ik
PRy ER .

FAh. il Western Blot Jy 32 & W 45 45 .0 L
HMGB-1 & HO-1 £ ik, 40 M % /A B 8 1
HMGB-1 ¢ HO-1 78 e 8 i O WL 5 3o 78 vp 2 #5219
ER R ENZE AT REAEM R, B 2 250K,
BF R4 HMGB-1 1 HO-1 & [ 1) 238 555 . K4
SHEAREYAAFRREMR M., H Znpp X 41
HMGB-1 EHWEXRE D 2.0 Copp N HiZEHE
K. AR EEZERS BRI %8 X (P<0.01);
CoppIX 4 HO-1 AWM K E B E .M Znpp X 4%
FEHRBEF AR EEERAERIT%E X (P<
0.0D),

LT S5 5T & B0 AR /)N BRUBE Y rp &0 mT 3 i
A HO-1 B4 s dm il HMGB-1 (13235 305 il 41 21
(M RAE RN, HECE B R Zh Y I FET- R, YU S0 g
7 M REAE K BRI T RE A AR L 45 T A REAT T
WF 5 & B0, Hy % B A= A9 ™ 5 e o E K B T 68 Bt 15
HA Ry ER  HALH 55 HO-1 2 HMGB-1
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