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A JE 100 d PIFI 100 dJ5 B A6 R 4050 15 27 % .61% ", X
Al AES HLA SEP 9 5 8 MU A G o HLA 43 TR 2848 T i
o R A A 25 S AR SR Hh 458k DL , MeGranahan 25 5l
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HTF P JE T & B “HLA-KMR 2 Wi T B4R T —Fh e i
BB RN HLA &8 2 8 S0 RO AR TG Rk
PR ARt iZ T HAEE L BER HLA-A HLA-C I
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