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1.3.2 ELLSA Ang TI ¢Tn 1
Ang [l ELISA (P<0.01)
i c¢Tn | 3h
1.3.3 (TUNEL ) ° 3
TUNEL . cTn |
( ROCHE) (P<0.05). 1.
4
o IL4 . TNF
x+s 3h ot
¢ IL4 . TNF-
. 3 o (P<0.01). 2.
Ang I
. Ang [l
1 c¢In I (n=30 pg/ml x=5s)
(h) F P q P*
1 50.23 +£2.35 565.05 +£25.04 443.76 £19.52 1286.0 <0.01 16.16 <0.05
3 50.23 £2.35 651.91 £22.57 520.69 +£25.04 1578.0 <0.01 16.47 <0.05
6 50.23 £2.35 570.42 +£23.50 447.48 +18.57 1474.0 <0.01 17.36 <0.05
12 50.23 £2.35 507.43 +28.55 380.15 +15.32 949.7 <0.01 16.62 <0.05
24 50.23 £2.35 400.31 +20.70 335.44 £21.42 699.3 <0.01 9.21 <0.05
F 88.62 73.46
P <0.01 <0.01
P* q
2 IL4.TNF-« (n=30 pg/ml x=5s)
(h) ¢ P
1L4
1 462.72 +17.47 352.62 +£12.82 12.44 <0.01
501.70 £10.01 382.65 +£15.60 15.73 <0.01
6 454.58 +18.22 325.56 £13.63 13.89 <0.01
12 426.76 +23.00 297.88 +£21.39 10. 05 <0.01
24 354.78 +21.65 232.15 +19.08 10.41 <0.01
F 51.76 70.02
P <0.01 <0.01
TNF-«
1 392.38 +16.55 319.15 +17.32 7.49 <0.01
422.95 £10.90 356.32 +£18.01 7.75 <0.01
6 368.71 £12.40 300.73 £16.77 7.98 <0.01
12 309.99 +17.08 244.50 £9.91 8.12 <0.01
24 223.81 £19.26 170.64 +14.34 5.42 <0.01
F 153.74 130.18

P <0.01 <0.01
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(P <0.01) Ang TI 0.05) : 1.12 h
Ang Il
(P=0.32); Ang Il o 3.
(P<0.01) . 2.4
3 h
o 24 h
1h (P <0.05) . 1.
Ang T (P < 4,
Ang II (n=30 pg/ml x+s)
(h) ¢ P
Angll
1 324.92 +40.28 297.27 +27.69 1.38 0.196 0
3 461.69 £46.19 375.55 £16.60 4.30 0.001 6
6 414.32 £30.43 342.80 £17.32 5.00 0.000 5
12 361.28 £23.70 311.51 £23.21 3.67 0.004 3
24 337.17 £30.45 280.82 +24.99 3.50 0.005 7
F
P <0.01 <0.01
Ang Il
1 1.83+0.23 1.52+0.11 2.98 0.013 8
3 2.74£1.15 2.16 £0.31 1.19 0.260 5
6 2.37+1.16 2.05+0.19 0.67 0.5200
12 2.24 +0.15 1.93 +£0.12 3.95 0.002 7
24 2.08 £0.20 1.87 £0.12 2.20 0.052 0
F 1.24 10.23
P 0.32 <0.01

1 TUNEL
A: ;B~D:

x 400
1.6.24 h; E ~ G: 1.6.24 h

(C)1994-2023 China Academic Journal Electronic Publishing House. All rights reserved.

http://www.cnki.net



Bax

* 1266 * Acta Universitatis Medicinalis Anhui 2016 Sep; 51(9)
4 (n=30 x%s)
h
(h) F P
1 3 6 12 24
0.90 £0.27 1.60 +0.34 3.80 +0.78 6.70 +1.79 8.80+2.24 37.50 <0.01
0.50 £0.13 1.10 £0.19 2.30 +£0.42 4.10 +£0.91 5.70 £1.23 54.01 <0.01
t 3.27 3.14 4.45 3.17 2.97
P 0.008 0.010 0.002 0.010 0.014
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Protective effects and mechanism of enalaprilat

on myocardial injury of severely burned rats
Tai Yuncheng Yu Youxin Li Denghui et al
( Dept of Burns The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To observe the early situation of myocardial damage in rats and explore the protective effect
of enalaprilat’s early intervention in myocardial damage in severely burned rats and to preliminarily study its mecha—
nism of action by the direct method of burns caused by hot water to build the rat model. Methods 66 female SD
rats were randomly divided into the control group (n =6) burn group ( n =30) and the treatment group (n =
30) . Burn and treatment groups were divided into 1 3 6 12 24 h time points after injury each time point had six
rats. The burn and the treatment group rats were taken use of the direct method of burns caused by hot water to
build the severely burned model. The rats were given fluid infusion( ip.) to antishock after injury. The treatment
group was intervened with enalaprilat. The abdominal aortic blood and heart tissue were taken at each time point.
The concentrations of serum ¢In ] ILd TNF-a Angll and myocardial Ang Il were detected by ELISA. The
myocardial apoptosis was detected by TUNEL. Results The concentrations of serum ¢Tn [ of burn and treatment
groups were significantly increased compared with the control group at each time point( P <0. 05) . The increased
rates of serum ¢Tn [ concentrations of the treatment group were lower than the burn group( P <0.05) . The con—
centrations of serum IL.4 and TNF-o of burn and treatment groups were significantly increased compared with the
control group at each time point( P <0.05) . The increased rates of serum ILH and TNF-a concentrations of treat—
ment group were lower than the burn group( P <0.05) . The concentrations of myocardial homogenates and serum
Ang Il were significantly increased( P <0. 05) . The increased rates of myocardial homogenates and serum Ang I of
treatment group were lower than the burn group at each time point( P <0. 05) . The number of myocardial apoptosis
increased significantly after injury and the number of the treatment group was significantly less than burn group at
each time point( P <0.05) . Conclusion Early myocardial damage occurs in severely burned rats. Enalaprilat
takes protective effect in myocardial damage of severely burned rats. Enalaprilat can reduce the release of 1L
TNF-e¢ Angll and reduce myocardia apoptosis then protect the heart.
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