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Expression analysis of antigen-specific self-reactive T cells in heart failure rats infected with viral
myocarditis with cvb3

DU Haiyan1 ,LI1 Changqing2 ,BAO Qiuhongs (1. General Medicine Department of Inner Mongolia Medical
University Affiliated Hospital , Hohhot 010030; China; 2. Cardiology Department of Inner Mongolia Medical
University Affiliated Hospital ;3. Geriatrics Center of Inner Mongolia Medical University Affiliated Hospital) ™™

Objective To investigate the expression characteristics of antigen-specific self-reactive T cells in rats with
heart failure combined with cvb3 infection with viral myocarditis. Methods A total of 30 male A/J rats were selected to
establish a chronic heart failure model and randomly divided into control group and infection group. The infection group
was infected with CVB3 strain.and the pathological changes of the heart and pancreas of the two groups were compared.
Rat lymphocytes were obtained, stained with IA k/IE k right-handed polymers and detected by flow cytometry. The
expression of Myhc 334-352, ANT 21-40,BCKDk 111-130,SERCA2a 971-990 and 1 AR 181-200/211-230 specific antigen
T cells were observed.  Results In the infected group. the pancreas and heart tissues showed atrial inflammatory
infiltration, myocardial infiltration with necrosis and mineralization,and pancreatic inflammatory infiltration, atrophy and
necrosis/mineralization with inflammatory injury. The expression of antigen-specific T cells Myhc 334-352 and SERCA2a
971-990 in lymph node lymphocytes of infection group was higher than that of control group (P<C0.05). There was no
significant difference in the expression of antigen-specific ANT 21-40, BCKDk 111-130,B1AR 181-200/211-230 T cells
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between the two groups (P >>0. 05). The expression of antigen-specific T cells Myhc 334-352, SERCA2a 971-990 and

ANT 21-40 in liver lymphocytes of infection group was higher than that of control group (P <C0. 05). There was no
significant difference in the expression of antig-specific self-reactive T cells of BCKDk 111-130 and B1AR 181-200/211-230
between the two groups (P>>0.05). The expression of antigen-specific T cells Myhc 334-352 and SERCA2a 971-990 in

cardiac lymphocytes in the infected group was higher than that in the control group (P<C0. 05). There was no significant
difference in the expression of antigen-specific ANT 21-40, BCKDk 111-130,81AR 181-200/211-230 T cells between the

two groups (P >0, 05).

Conclusion Rats with heart failure combined with cvb3 infection with viral myocarditis show

inflammatory damage to the heart and pancreas,and CVB3 infection may lead to the production of a variety of antigen-

specific pathogenic autoreactive T cells, mainly Myhc 334-352 and SERCA2a 971-990. T cells may be the main mediator

of cardiac autoimmunity in CVB3 infection.

[Keywords]) heart failure;cvb3 infection;viral myocarditis;antigen specificity; T cell
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Table 1 Flow cytometry results of rat lymph nodes
a3 Myhe SERCAZa ANT BCKDk 81 AR
: 334-352(%)  971-990(%)  21-40(%)  111-130(%)  181-200/211-230(%)
M4 0274003 0.4540,04 0192005 0182004 0.51£0. 09
BREE 0.6240.07 104011 0.21£0.07  0.21£0.06 0.55£0.13
! 17,799 19.523 0,901 1.161 0.980
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Fig. 3 Flow cytometry results of rat lymph nodes
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Table 2 Flow cytometry results of rat liver lymphocytes

s Myhe SERCA2a ANT BCKDk 81 AR
334-352(%)  97T1-990(%)  21-40k)  111-130(%)  181-200/211-230( %)
WAL 0494005 0.2840.03 0522005 0.5540.07 0.51£0. 05
WA 0932010 0.65£0.07  103£0,10  0.5140.06 05320, 06
' 15,242 18.816 17.667 1.680 0.992
P <0.05 <0.05 <0.05 0.104 0. 330
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Table 3 Flow cytometry results of rat heart lymphocytes

Myhe SERCAZa ANT BCKDk Bl AR

45
A4 334-352(%)  971-990( %) 21-40(%) 111-130(%)  181-200/211-230(%)

MRA 0.37£0.00  0.55+0.06  0.4840.05  0.3940,04 0.3140.03
BE 0.74£0.07  103E£0.11  0.5240.6  0.41£0.05 0.35£0.05

! 17.774 14.837 1.984 1.210 0. 664
P <0.05 <0.05 0.058 0.237 0.514
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