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2.1 HEKMDAATHER

MmFELR,. & H24 h #1 RIZA16 h 4h, HEHHEH A
A MDA SRUVEHT CH(P <0.05). %4 MDA &8«
BEl1h BN EHA%,8 h ik B4 ,BI .RI A RBI A4 5 &
C {EHIM166.4%.174. 1% F1202.1% . 5f& L H ,MDA & & A
BREMNK/IES RBI A>B] A >RI A.HHA B ILK %
ER(P >0.05),

Tab 1 The changes of content of MDA (nmol-mg™' prot) after injury

Time (h) 1 3 8 16 24
Bl 2.24:£0.52" 2.30+0.18" 2.3840.20° 2.11k0.22° 1.4540. 24
RI 1. 98+ 0.50" 2.2040.40" 2.494:0.94° 1.79+0.77 1.45+0. 24
RBI 2.351+0.16" 2.53%x0.42° 2.89+0.42° 1.93+0.17" 1.4340.59

(gntrol=1.43%0.28, *» P <{0.05 vs C
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2.2 BuEKSODENHHRX
Bk BI ZH24 h 5b, R & A & B 4H 5 SOD & 1 B E /T2t

BAKFE(P <0.05).H45/51h SODEHNBERMK.24h A
—BESBERKEL RHBRE.

#£2 BB ONLKE SOD iEH (UN-mg™' pret) 1351t
‘Tab 2 The changes of SOD acivity (UN-mg™' prot) after injury

Time (h) 1 3 8 16 24
Bl 17.58+5.49" 17.60+£1.77° 18.42+3.08° 18.47£2.77" 22.17%0.27
RI 13.34+1.62° 17.18+1.63° 16.25+3.01° 18.14+%2.99° 15.75+1.28"
RBI 18.23+2.19° 17.0617.18° 17.94+2.99° 15.24+1.70" 21.26+8.19°

Control=28.42+8.09, » P <<0.05 vs C

2.3 #Z itk GSH-Px £ hésT 4t
BIZA fAIRBIA ZE 165124 hE I £ GSH-PxiE 714 1 B REAK

®3 BHEEONENE GSH-Px iEH (unit-mg ™ 'prot)§ 3 L
Tab 3 The changes of GSH-Px activity (unitemg™' prot) after injury

(P<0.05),H16 hARBIZHH B EEKE B ERXTFBIA(PL
0.05),{X HCHHM3I2.5% . RIAESCAXBEER (P>0.05),

Time (h) 1 3 8 18 24
BI 18.47+7.78 17.86+5. 64 23.9343. 74 12.7943.19° 13.32+4. 30"
RI 16.231+3.51 17.9215. 69 18. 32+ 4. 89 16.43+ 3. 89 17. 471+ 3. 67
RBI 21.80+%2.22 21.1443.22 21.58+4.63 6.39+3.75" 15.07+3.16

Control=19.66+5.15, « P <{0.05 vs C; + P <{0.05 wvs BI

2.4 ZEEWRCAT F N E

MFEA R EHEHIEE CAT EHXTHBELCP >0.05),

x4 BHBONELRE CAT iEH Qunit-mg™ ' prot) g3 4L

Tab 4 The changes of CAT activity (unit-mg™' prot) after injury

Time (h) 1 3 8 18 24
BI 1.4740.51 2.2540. 42 1.881%0.36 2.06%+0. 43 2.11%0.55
RI 1.7140. 20 1.5640. 61 1.38%0. 29 1.5140.43 1. 0610. 31
RBI 1. 70+0. 20 1. 60+0. 29 1.81+0.29 1.93%0.12 2.0410. 66

Control=1. 58%0. 52
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Studies of intensification of lipid peroxidation of myocardial mitochon-

dria after combined radiation —burn injury in rats
Zou Zhongmin, Chen Zongrong (Department of Radiation Medicine, Third Military Medical College. Chongging, 630038)

Abstract The content of malondialdehyde (MDA) and the activity of anti —oxidization enzymes of the

myocardial mitochondria were observed in rats, which were randomized into the control (C), burn injury

(BD), radiation injury (RI) and combined radiation —burn injury (CRBI) groups,in the Ist, 3rd, 8th, 16th

and 24th hour after injury. The findings were as follows:

1. The MDA content was increased significantly in the 1st hour and returned gradually to the control lev-

el in the 24th hour. The activity of superoxide dismutase (SOD) was kept in an obviously lower level than

that of the control throughout the observation period in BI, RI and CRBI groups.
2. The activity of GSH—Px was decreased in Bl and CRB groups.
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The fidings indicate that the capacity to scavenge free radicals is weakened and lipid peroxidation intensi-

fied in the myocardial mitochondria of the injured rats. Consequently,it is deduced that the harmful effects of

free radicals might be one of the factors to induce cardiac dysfunction, injury under the same injurious in our

previous report.

Key words burns) radiation injuries, experimental; combined radiation —burn injury * ; lipid peroxides;

mitochondria, heart; rat
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A new sigle —copy DNA segment of human X chromosome cccalized to

Xql2—ql3
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