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Fox ¥ 055 R T, 7558 LLH) VOMC R BHKEBRME, 4
VSMC BBIE F TS o-Jun 1 o-Fox B K, W LG TE A
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BTE As MIRAEMERTHESER, XETENEEHS
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PR BERTXEA, EREpAM3EAE TT+ S0 E
HEMMENT CCEREMA OREE 1.81(95% [ {FX 6] 4
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