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B JEPHD vasa vasorum D% CD31 OYetaz FHWTEMIIL . i EAE 2155 7 7 F o (SMA) 4efh,
IZFBW TR E 9%, AL T A2 M B 1 48 JE P& SMA IZED B DAL TS M, W AR AR
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HLF 2 D WST 7w A = Brdu BFUDIAAEED JCAD FLEIZLD
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