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Tranderred splenic lymphocytes suppressed cytokine expression in mice with

exper imental autoimmune car diomyopathy induced by ANT peptides
WANG Zhaohui® LIAO Yuhua' YUAN Jing® WANG Min'
ZHANGJinghui® TIAN Yuan® DONGJihua® WANG Jinping®
(‘Department of Cardiology ; L aboratory of General Surgery ; °Laboratory of Virology, Union
Hospital , Tongji Medical College, Huazhong Technology and Science University, Wuhan,
430022, China)

Abdgract Objective: To explore the T hdper-1 (Thl)/ T helper-2 (Th2) subset balance of splenic T cdls, serumcy-
tokine levd's, and myocardia cytokine mRNA leves in mice with experimental autoimmune cardiomyopathy induced by
adenine nudeotide trandocator (ANT) peptides ater trangerring toleranced lymphocytes. Method :Mice immunized sev-
erd times with the syntheszed AN T peptides were used as the cardomyopathy (DCM) group. Mice in the anti-L3T4
McADb treated group were immunized with same peptides, followed by tal-ven injection of 400U g of anti-L3T4 on days
0, 1 and 2 post-immunization. On the 180th day , the splenic lymphocytesfrom the anti-L 3T4 group were trangerred into
syngeneic recipients (transer-group) . These mice were a0 immunized with same peptides as the DCM group. Control
mice were immunized with the same sl ution as that injected into the DCM group , without the peptides. We examined the
percentages of interferon (IFNY ) and interleukinr4 (IL-4) producing cdlsin splenic CD4-positive lymphocytes using flow
cytometry andyss. Serum IFNY | IL-2, IL-4, IL-6 and TNFa leves were measured by enzyme linked i mmunosorbent
assay (EL1SA) and the leves of myocardid cytokine were detected by red-time PCR. Result :IFNY and IL-4 levdlsin Th
cdlsin the tranfer-group were anost the same asin the control and anti-L3T4 groups, which were sgnificantly lower
than the DCM group. In the tranger-group , serum IFNY and IL-2 levels were higher than the DCM group and lower
than the anti-L3T4 group , while IL-4 and IL-6 levels were lower than the DCM group. TNFa levd dgnificantly in-
creased in tranger group as compared with the former three groups. Cytokine production in the myocardium was dramat-
icdly inhibited in the trander and the anti-L3T4 groups, both of which were smilar to the control group. Condusion :
These results suggest that cytokines production in mice immunized with ANT peptides may be suppressed by trangerred
lenic lymphocytes. Trangerred plenic lymphocytes and anti-L 3 T4 anti body immunization produce a smilar result.
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	结论: 淋巴细胞转输能够阻断心肌病诱导过程中绝大部分细胞因子的生成,与单抗早期干预的结果类似。
	细胞因子在心肌病的发生发展中有着复杂的作用,淋巴细胞的转输能够阻断自身免疫性心肌病诱导过程中绝大部分细胞因子的生成,与单抗早期干预的结果类似。

