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Background Proinflammatory cytokines
play an important role in the development
and progression of heart failure. Interleukin
(IL)-10 has immunomodulatory effects on
cardiovascular tissues including the inhibi-
tion of pro-inflammatory cytokine produc-
tion. In this study, we determined whether IL
-10 gene transfer could prevent the develop-
ment and progression of heart failure.

Methods and Results Human IL-10 or
LacZ expressing adeno-associated virus
(AAV) vectors (2 X10'genome copies/body)
were injected into the anterior tibial muscle
of 6 week-old Dahl salt sensitive rats. They
were fed with a diet containing 8% NaCl for
12 weeks to induce hypertension and heart
failure. The serum IL-10 concentration
became significantly increased (86~398pg/
ml) during a 12 week-period in IL-10-trans-
duced rats. The blood pressure was not signif-
icantly different between IL-10-transduced
rats and LacZ-transduced rats. The ejection
fraction (EF) assessed by echocardiography
was preserved in IL-10-transduced rats
compared with LacZ-transduced rats (78.0
vs. 66.0%,
plasma BNP level and survival rate were

respectively). Moreover, the
improved in IL-10-transduced rats compared
with LacZ-transduced rats.

Conclusion AAV-mediated IL-10 gene
transfer improves the left ventricular func-
tion and survival rate in a hypertensive heart

failure model.
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