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T, (HRTEL T KRR A KBrO3 MEFR 5 5 R i 41
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Z0RATIESNR (PCAD (PD) il e 25 i AT
SRR AR SO i A P BE A BR L A Ak S — &
FNHC LA DU A B VIR sl Kok REAE AL, |
I e % Ohtsubo %51 STEGHE HY 78 5 1L &
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P X ILAE A S o /D> BRI S T 5 235 SR D 44
MTH1 J R T i i 11T A 2 i 200 16 32 2 1) g i i
HoEMARITHEEREEN - EEEN, 7
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