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Abstract : In order to assess the &fects of moderate acute normovolemic hemodilution (ANHD) on

cerebra blood flow and infarction Szein arat mode of focal cerebral ischemia, Sxteen Wistar rats were
randomly assgned into two groups: control group (n=8) and ANHD group (n=8). The Hct of the
animasin ANHD group was reduced to 30.7 %. Cortical loca cerebra blood flow (L CBF) was moni-
tored in both groups before and during the 120 min occluson of the left middle cerebral artery with laser
Doppler flowmetry. The infarction dze of each brain was determined at 24 h &fter ischemia. LCBF dg-
nificantly decreased in both groups ( P<0.01) . The decreasing degree of the ANHD group was sgnifi-

cantly lower than that of the contral group ( P<0.01) , and its cerebra infarction sze was sgnificantly
smaller than that of the control group( P<0.050r P<0.01). The resultsindicate that moderate ANHD

increases cortica L CBF and decreases cerebra infarction Sze in a rat modd of foca ischemia.

protective efect on cerebral ischemia.

It has a
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