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Pathophysiological Analysis of the Hereditary Dyslipidemia and Its Medical Therapy
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13.914+3.37 mg/kg/day) L WIFRHEFEZ L LB LT
LTw7:, ARHOH E ¥ IIPCSKOBEZTFREE LH
BRI, E—FEMICTABEE ) REQORELEETH S
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ARHIZ ZLDLEZBARLAZIDLECH T 2 Bl o BB F
ETAHIEPRREEINT,

PCSKOEZFEBENHA LEML T, VLDLB I
VIDLV & 7~ O EFELE/R (”K54K0,7), k(0,8) &
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E 2
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BIURENAESEORZER—RICERSE L LT T4. B, SEO
BEDOBEESATTEVI LAGRAETE2EXSHEEZRR #HH
W%, ZOUICRBRA 4B BILEL RITET.
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