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Relation of cjun antisense gene transfection and cardiomyocyte apoptosis following hy-

poxia and burn serum treatment
HU An-gen, HUANG Yue-sheng (Institute of Bum Research, Southwest Hospital, Third Military Medical University, Chongging 400088, China)

Abstract: Objective To explore the relation of cjun antisense gene transfection and cardiomyocyte apoptosis
following hypoxia and bumn serum treatment. Methods Bum serum was collected from Wistar rats with 30% total
body surface area(TBSA) IIldegree bum. Rats ivhaling mixed gas containing 1% O, was used as hypoxia model.
The cjun antisense gene recombinant was cnstructed by genetic recombination technique. Cardiomyocytes from neo-
natal Wistar rats were cultured in vitro with hypoxia and burn serum treatment. cjun antisense gene recombinant was
transfected into the cultured cardiomyocytes. Cardiomyocytes wer stained with TUNEL for the examination of cardio-
myocyte apoptosis at 12, 24 and 48 h after hypoxia and burn serum treatment. In addition, the number of apoplotic
cardiomyocytes was counted. The resulis were processed statistically. Results In the group with only the addition of
burn serum and hypoxia (non-transfected group ), the numbers of apoptotic cardiomyocytes (mean per high-power visu-
al field) were 7. 11-0. 842, 28.4+1.635 and 13. 2F1. 525, respectively. But after transfection of cjun antisense
gene recombinant, numbers of apoplotic cardiomyocytes were 4. 1 £0. 716, 12. 3+1. 455 and 8.5 =1. 341, respec-
tively. There was a significant difference between the transfected group and the non-transfected group (P<Z 0. 01).
Conclusion The cjun antisense gene recombinant transfection may attenuate apoptotic injury of cardiomyocytes ex-
posed to burn serum and hypoxia.

Key words: cardiomyocyte; PcDNA3. 1(+); hypoxia; cJjun; antisese gene transfection; apoptosis

(1 (2
b b
cjun s cjun
(30125040);
973 )(G1999054202);
(011.066); (2000); ’
(2002) cjun s s

1977 ), s ,

7 : (023)68754149-8082; E- .

mail: hmfpfmhbt0301090 @sina can cn
: (023)68754173; Ermail: yshuang @cta. cq cn ’

+2003:0811; : 2003-08-28



1726

25

1

1.1 ZZXHEMNES

cjun-PGEM3 (Dr JB

); EcoR 1 , Hind 1lI(TaKaRa);
); CO, ( Sheldon e SHEL2300

(Promega) .

1.2 SREARA Ao

L21

3. , 0 125%
7 min, s 1

, 200

); PcDNA3 1(+)

Wistar
5 mlb
37 C
7 .
10 min. DMEMf12
, , 37 G, 5%C0,
, Brdu  DMEMf12 ,
.37 °C, 5% (0,
L22
260 g
20 s

Wistar 20
(30 mg/kg)
(TBSA) 111 ,
, 1 000 r/min

12h s
30%
,6h

:10%%
10%

123 ;
+ (1%02); H B
(1%0,).
cojun BSL R B 40k 8 My 3t
cjun-PGEM3 PcDNA3. 1(+)

[3-
L3 2 cjun

1.3
L31

PcDNA3. 1(+)
Blunting kit
132 cjun  PcDNA3 1(+)
Ligase .
.33 cjun -PcDNA3 1(+)
NA3 1(+) PGEM3 EcwR]1 , Hind 111

, cjun-PcDNA3. 1(+)

1.4 B -PADNA3. 1(+)Emikdt i
Lipofectamine kit
1.5 TUNEL %&
(4 ;
10 s
( ).
1.6 %itEpa
SPSS

(BIORAD 26 ki
); T4 DNA Ligase 0 ks

, 1000 r/nin

.98 C
Parkland

2 56 kb;
7. 4 kb,

cjun-PcDNA3. 1(+) 2,

(

, PBS
1  cjun-PGEM3 EcoRI , Hind II1

Fig1 Results of cjun-PGEM3 digested with EcoRl and Hind 111

’

’

’

200 ~

2 c¢ju-PcDNA3. 1(+)
Fig2 The cjun- PcDNA3 1(+) recombinant

2.2 TUNEL &, #m)
TUNEL 5
12 h ,
(7140 842) (
(28 4+1.635);

);24 h s
48 h s
(13 2£1. 525);

48 h,
1. 455)

12 h s
12 h 24h
(41£0716), (123 +
24 h s
(P 00D,

T4 DNA (8 541 34D,

’ ’

PcD-

s cjun

[5¢6]

(7 .
cjun

400

cjun
TUNEL
, , cjun
s cjun

PcDNA3. 1(+) PG EM3 EwR 1, Hind

2.1 cjun-PcDNA3. 1 ()T ik ey M fo k2

ciun PGEM3 1, 2.0 kb 11



25 19
2003 10

ACTA ACADEMIAE MEDICINAE MILITARIS TERTIAE

Vol. 25 No. 19
Oct. 2003 1727

cjun-PADNA3. 1(+) ,
7. 4 kb,
TUNEL 3
12 h

»24 h »48 h

o

12 h9 24 h 48 ha b
(P<<0. 01), cjun

cjun s

, cjun

[8.9]

[3]

[8]

, 2000, 16(5): 25.

Wang L X, Ideishi M, Yahiro . et al Mechanism of the cardioprotective
effect of inhibition of the renin-angiotensin sysem on ischemia/mperfusiorr
induced myocardial injuy[ J] . Hypertens Res, 2001, 24(2). 179— 187
J . EF , T . s

[M . 2 , 1992 35—48
Ville K; Antti S, Jan F, ef al. Cardiomyocyte apoptosis after antiviral WIN
54954 treatment in murine coxsackievirus B3 myocarditis J] . Scand Cardio-
vase J, 2002, 36(3). 187— 192
Cotbucei G G Adaptive changes in response to acute hypoxia ischemia and
reperfusion in human cardiac cell| J] . Minerva Anesesiol, 2000, 66(7-8):
523—530.
Takuma A, Genzu T, Rumi M, et al. Molecular mechanisms of non-apop-
tosis by Fas stimulation alone versus apoptosis with an additional actinomy cin
D in cultured cardiomyocyteq| J]. Cardiovasc Res, 2002, 55(4). 787—7%R.
Maass D I, Hybki D P, White J, ef al. The time course of cardiac NF-
kappa B activation and TNF-alpha secretion by cardiac myocytes after burn
injury contribution to bum-relted cardiac contractile dysunction[ J] .
Shock, 2002, 17(4): 293— 2%.
Carson D L, White D J, Maass D L. et al. I kappa B overexpression in
cardiomyocytes prevents NF-kappa B tramslocation and provides cardiopro-
tection in trauma[ J|. Am J Physiol Heart Circ Physiol, 2003, 284(3).
H804—814.
Maass D I, White J, Horton J W, efal. IL-lbeta and IL-6 act synergi sti-
cally with TNF-alpha to alter cardiac contractile function after bum trauma
[J]. Shocks 2002, 18(4): 360—366.

(4#e TREEE)

G5 1000-5404(2003) 19-1727-01

Application of two-step soaking method in mixure of stearic acid and high melting point

ceresin in paraffin section

R, ot ( ,
[lJ’ [2] R
1
1.1 ##
62 O,
1975—). B .
: (023)68 774697

+ 2003-02-26; : 2003-06-30

(60 ~

400037)
1.2 7k
©) . @
147 , 67 C L.L5h. ®
1.5hs 67 C. @
’ 1 1 .
2

CF #1730 )



