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4, CVB4 affects promoter activity only in the =167 to -113 region

In type 1 diabetes (T1D), B cells are destroyed by self-reactive T-cells resulting in progressive insulin
deficiency. More and more studies show that T1D could be initiated/favored by viral infections and

especially Coxsackievirus B4 (enterovirus family, CVB4) but the mechanism is still not clear (1). T-cells Relative 1972 P3 promoter activity
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1. CVB4 decreases Igf2 including variant 3 mRNA 6. CVB4 decreases STAT3 phosphorylation
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