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syndrome, ADRS), Wl & & X B 2 iG, 5C 1= F )
T RS A £ NPE HH 56 3l ) 52 56 A it B B
5.8 NPE # U1 & AEHLH AT R 58 4 B, H Ao 2
TA I A2 5 P 28 2ok B 2 Ay BHLIE L T A1 R 4 o ik & XK
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