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thrombospondin—1 J&& ~® thrombospondin—-1A1a523Thr %! (G/A) DEEIIFEO 2 h>> T,
thrombospondin-1JREDT N LFV o B FEKEE & 5711 & BRAAH 12 » At DM OZEKIX,
BNP D[R 224k & ARBE L | 1@ AT B B 22 B (b~ thrombospondin-1 DRI G- HELRR S
72
WFZERC SR OMEEE (J30) : We evaluated Alab23Thr polymorphism (G/A) and thrombospondin—1
plasma levels in nonischemic congestive heart failure patients before, 6, and 12 months
after administration of beta blocker therapy and in normal healthy volunteers. There were
no significant differences of thrombospondin—-1 plasma levels between GG group and non
GG group in normal healthy volunteers. No significant differences of thrombospondin—1
plasma levels were found between GG group and non GG group in nonischemic congestive heart
failure patients. There were significant correlations between changes in BNP levels from
before to 12 months after administration of beta blocker therapy and those in plasma
thrombospondin—1 levels. Thrombospondin—1 may play a role in hemodynamic optimization
at the chronic stage of nonischemic congestive heart failure.
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