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Mimic hypoxia preconditioning on myocardiocytes by TNFo and IL-13

RAN Bo-li, SI Liang-yi, HE Guo-xiang (Department of Cardiology, Southwest Hospital. Third Military Medical University, Chongging 400038, China)

Abstract: Objective To investigate whether mimic preconditioning (PC) by 1118 and TNFx treatment at low concentration can induce the
delayed protection of myocardium and explore the mechanism. Methods Afier the myocardiocytes were cultured under normal  anoxia/ reoxygena-
tion (A/ R) conditions or with TNFa or I~ 13 pretreatment the expression of heat shock protein 72 (HSP72), the contents of superoxide disnutase
(SOD), glutathion (GSH), malonadehyde (MDA) and the concentration of intracellular dissociative calcium ([ CaZ']1) in the cells were measured
with immunohistochemical and enzyme methods just after the pretreaiment or 24 h later. The survival rate of the cultured cardiac myocytes was deter-
mined. Results In the cells with TNFx or [I-1f pretreament for 24 b at the end of A/ R culture the expression of HSP72 and the content of SOD
were increased significantly in comparison with those in control and A/ R groups and the GSH content and cell suvival rate were reduced but the
MDA content and [ Ca® ‘] 1 concentration were elevated to some extents with the increased and decreased amplitudes lower than those of A/ R group
(P<0.05). No significant difference was found among the groups immediate after culture. Conclusion Low 1[-1B and/ or TNRx pretreatment can
induce the late cardioprotection and its mechanism is associated with the increase of protectiiv proteins and the balance of oxidants and antioxi dants.
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Tab 1 Changes of SOD contents, expressions of HSP72 and [ Ca2"] i concentrations (x +-s)
SOD (nmol/ mD HSP72( D g [ Ca2™] i (amol/ L)
Group
Oh 24h Oh 24 h 0h 24 h
Cantrol 2.25+0.42 2. 26+0. 40 0.28 +0.05 0.26+0.05 63.2+5.7 65.2+5.9
A/ R 2.20+0.36 1.24+0. 15" 0.29 0.4 0.26+0.05 59. 725. 44 263.7+19. 5
LPC 2.3540.60 6. 400, 45 ¥ 0.30+0.05 0.70+0.06 ¥ 63.27+5.77 175.8+18. 2 ¥
TNFPC 2.15+0.50 6. 20F0. 40 ¥ 0.28 0. 06 0.687F0.05 ¥ 60. 55+4.86 170.6+£22. 5 ¥4

Note: All the values were the average of 5 deteminations; *: P<0.05 * *; P<<0. 01 vs control; &; P<_0.05, AA, P<<0.0l vs A/R

2 .GSH MDA (x+s
Tab2 Changes of cell viability, GSH and MDA contents (x =)
] Cell viability( ) MDA (nno V ml) G (o V/ nD)
Group
0h 24h 0h 24 h 0h 2% h

Cantrol 9.0+5. 4 9.216.0 0. 1740.008 0.2040. 008 14.25+2.18 15. 30+2. 20
AR 95.546. 3 326425 0. 16+0.02 0.7340. 05" * 13.50+1.56 4. 37+0. 85

ILPC 94.7£5.5 63.4+55" 0. 16+0.02 0.40+0. 03 14.80+2. 16 8. 2241.35 %
TNFPC 95.0+5.2 65.5+2.8* 0. 15+0.03 0.44+0. 4 2 13.65+2.50 8. 03+1. 25

Note: All the valies were the average of 5 deteminations; *: P<<0.05 * *, P<0. 01l vs conirol; A, P<0.05 AA, P<<0.01 vs A/R
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Severe Guillain-Barre syndrome treated by intravenous immunoglobulin in 38 children

MR, EXH ( . 400014)
- (Guillain-Bare syndrome, GBS)
GBS , ,
GBS . 1996 — 1999
(VIG) GBS 38 . .
1
1.1
6 ., 31 , 38 ; 2~13 GBS
i, 33, 21 .
7
1.2 S BER T &
: IVIG 38 20 ., 18
6.47 <. IV 10.18.10
2014 . 31 ., 11
.20 5.71 <. IV
6.15.10 13.7 .
B . , . . N
VIG
VIG 1 &/ kg 1 , 5~10 ml '*
kg 'ed !, 54d.
(1960— ), , B . (023)
63632756-3412
52001-:02-13; : 2001-04-05

1.3 Fiirctng?

, 4
:2 I ]
10d . 22
. :2
2
: .IVIG 19 1
viG 14, 3 IVIG 4, 10 ;
VIG 1, 7 . L IVIG 16.36 d
21.71 d; LIVIG 1, 30
.IVIG 8 2 .
3
GBS
, IVIG GBS (3
.’ 2 T
B ’
H Fe
GBS, .
69 GBS . IVIG

(T 4% 782 )



