JElA AT =4 b T o AR — X —0ATP1B1 5 L N OATP1B3 # 41 L 7=
M- R TS EYE AR EAE R B B AFE

[55 - BiY]

B E D B D BF I BYRMRSEY & B 5 DR, —RICIE 2 LT F =R EE VTR E
N D HEE SR ER(ASTE 3 (glomerular filtration rate, GFR) & BEEBRE DIEIE & L C. HYOK G R HMNTT
bivd, LnLaens, BRERHIE, BHMAI D570 b Hkx Y O RNTREN LB T4 Z &
WHHRATEY Y, ZO—RKE LT, RNICERE LRBIEWEIC X2 BRI E O b2 8
SN TND D, REFIEWEIL. OIS DY OIFIR Y AT & 37 g L #fnbk
EHTOHAREMENEZONDIN, ZNETOLE A, ZNEOHBITS, EYOIFELY IABL~DE
BICBET AT E DD TORN, 25 LicHand, BALBEE BT 2 MR GRHEZ LV A
FEEENZ T 272012, Y DOITH Y AT BB R R 20 5 AT =4 T AR — % —0ATP1B1
B LU OATPIB3 4T L 7= - IR B e B AR HAE B 20198 217 > 7= (Figure 1),

Liver

>

L2 - Drug 4 : Metabolite w: Uremic Toxin
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