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Abstract

Objective: To find out whether intermittent hypobaric hypoxia can increase the expression of delta-opioid recep-
tor (DOR) and protect myocardium after myocardial infarction in rats.

Method: Twenty-four rats were randomly divided into four groups: Sham-Nor group, Sham-IHH group, MI-
Nor group and MI-IHH group. One week after left anterior descending coronary artery ligation, rats were ex-
posed to different treatments. After 4 weeks’ treatment, the heart weight ratio, myocardial fibrosis area, cardi-
ac function detected by echocardiography and delta-opioid receptor (DOR) expression were measured.

Result: Four weeks later, there was no difference in heart weight ratio between MI-Nor group and MI-IHH
group (P>0.05). Compared with MI-Nor group, myocardial fibrosis area decreased(P<0.05),left ventricular end
systolic diameter (LVESd) decreased(P<0.01), left ventricular ejection fraction (LVEF) increased(P<0.001) and
DOR expression elevated(P<0.05) in MI-IHH group. DOR expressions were positive relate to LVEF in MI-
Nor group and MI-IHH group(P<0.05).

Conclusion: THH can protect myocardium after myocardial infarction by increasing DOR expression in rats.
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end-systolic diameter, LVESd) . &7 5K K /& & J5 BE J&
& (left ventricular posterior wall depth, LVPWd),
&F 5Kk A Y] 5 ] g JE J (interventricular septal depth,
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Sham-Nor Sham-IHH MI-Nor MI-IHH
TTiinT 45 T TiinT e R 45 Ty 485

LVEDd(mm)  6.28+0.31 6.48+0.56 6.35+0.34 6.50+0.63 7.58+0.59°  9.30+0.35°° 7.93+1.09 8.78+0.47"
LVESd(mm)  3.25+0.71 3.48+0.54 3.38+0.32 3.62+0.47 6.20£0.45°  7.33+0.34°° 6.53+0.80° 6.47+0.34%°
LVPWd(mm)  1.45+0.31 1.95+0.31% 1.57+0.35 1.95+0.19" 1.50+0.18 2.03+0.31% 1.52+0.15 1.90+0.18%

IVSd(mm) 1.78+0.31  2.13+0.21" 1.63+0.38 1.93+0.22 1.52+0.44 1.88+0.15" 1.48+0.37 2.05+0.19?

LVEF(%) 83.58+2.74  85.77+3.11 82.60+2.67  83.23+1.60  42.80+3.43° 47.97+3.15%°  41.30+2.58°  56.63+3.18°°°

AR T WA . DP<0.05,@P<0.01,3)P<0.001; 5415 Nor ZHAH H : @P<0.01,®P<0.001 ; 5 4H B Sham ZHAH e : ©)P<0.001
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0.001); MI- Nor #1 LVEDd(P<0.001), LVESd(P<
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S = T NS e el R VR TR O i v
D WIS — I RRIDOIR S, HARR BN DOR MU (>
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