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Role of STATS3 in the pathogenesis of acute viral myocarditis in mice
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[ Abstract JObjective: To investigate the role of STAT3 in the pathogenesis of acute viral myocarditis (VCM) in mice and its possible
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mechanism. Methods: Acute VCM mice models were established
forty—five mice were randomly divided into blind control group
(n=10), virus—infection control group (n=15),RPM intervention

group(n=20).In RPM intervention group, RPM was given to mice

h,p75NTR mRNA K-8 B3 ; A EBRFNSUS 18 h,p7SNTR
FEHFKTE S FIE. NMDAR A4ESHEH5HI3 MK-801 BT BH
A EE SRR p75NTR B35k, MK-801 & —#h
Z:#11%) NMDAR #5507, BEAR T #h 5 NMDAR & TFiEiE A
I PDZ D j5 256, 3 28BS Tl 8, AT 4 B A M R 45 88 T
B, B SRR P B IR AR A T E
HIBRIWER , LA e mis IR, B AU R Fiksbsx
W@ me, DL ESSR%EU, p75NTR 7E CNS S P aiE LS
MM AEBG R E M, R AT RS8R NM-
DAR 5 RS TS 7,25 T XG0
{RPHT IR I, 5 p75NTR #HATIRE Al By s B 2
5 0T R AR R SRR FUTF B

2 F X W

(1] Blschl A,Blschl R. A cell-biological model of p75NTR signaling [J].
J Neurochem, 2007, 102 (2):289-305.

[2] Greenwood S M, Connolly C N.Dendritic and mitochondrial changes
during glutamate excitotoxicity[J].Neuropharmacology, 2007,53 (8):891—

898.

[3} Yamada K A, Rothman S M.Diazoxide blocks glutamate desensitiza—

tion and prolongs excitatory postsynaptic currunts in rat hippocampal neu—

rons [J]. J Physiol, 1992,458 (1): 409-423.

[4] Michaels R L, Rothman S M.Glutamate neurotoxicity in vitro: antago—

nist pharmacology and intracellular calcium concentrations[J].J Neurosci,

1990, 10 (1):283-292.

[5] Albensi B C. The NMDA receptor/ion channel complex: a drug target

for modulating synaptic plasticity and excitotoxicity{J].Curr Pharm Des,

2007,13 (31): 3185-3194.

[6] Longo F M,Massa S M.Small molecule modulation of p75 neu—

rotrophin receptor functions[J].CNS Neurol Disord Drug Targets,2008,7

(1):63-70.

[71 Underwood C K, Coulson E J. The p75 neurotrophin receptor[J]. Int

J Biochem Cell Biol,2008,40 (9):1664-1668.

[8] Hota S K,Barhwal K,Singh S B, et al. Chronic hypobaric hypoxia

induced apoptosis in CA1 region of hippocampus: a possible role of NM—

DAR mediated p75NTR upregulation [J].Exp Neurol,2008,212(1):5-13.

[9] Sripada S, Gaytan O,Swann A, et al. The role of MK~801 in sensiti—

zation to stimulants [J].Brain Res Brain Res Rev,2001,35 (2): 97-114.
(% HN L)



— 996 —

BREMAFFIE 2010 £5F 35 8% 78 (Joumnal of Chongging Medical University 2010. Vol.35 No.7 }

intraperitoneally once a day with general dosage of 0.4 mg/(kg-d) at 24 hours before infected with coxsackie virus B3, mice of virus—

infection control group were given the same volume of Dulbcco’s Modifed Eagle Medium and virus. Blind control group was only given the

same volume of Dulbeco’s Modifed Eagle Medium,but not infected coxsackie virus B3. Twelve days later,the general condition and

survival rate of mice were observed and then all experimental mice were sacrificed patholog and detecting CVB3 virus titer in myocardium.

And double-sandwich ELISA was used to detect the levels of IFN- vy ,and TNF-«a in the serum. Results: The pathological changes of

myocardium of the mice in RPM intervention displayed more seriously than the mice with acute VMC and both the cytokines expressions in

the serum of RPM intervention group were higher than those of the acute VMC group, but there was no significant difference in the virus

titer between the two groups. Conclusions: The activation of STAT3 can somehow protect myocardial tissues during the incidence of viral

myocarditis in mice to inhibit its activation and improve the sensibility of mice to CVB3,although the activation of STAT3 cannot affect

CVB3 virus replication, it can inhibit the over—expression of [FN- vy and TNF- « to weaken myocardial damage.
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