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Angiotensin receptor blocker T& %losartan #& & L TREEIE LR v O O EAFNIAR R D3
BAER XN IR TR 2 F2 b O0d 2 Z LML T b, AV A8EHI#E (Calcium
channel blocker : CCB) & —#RBRETIEMZ AL T2 L ME SN TV LA, £ DORBRETE
AOGTFEF IS IR0 Tl v, MARFREIIFBTO XY > F 4+ F 24—+ (Xanthine
oxidase : XO) |2 & %A & HIH TORBEFEEIC L 2RO NT L AIZI D REoTnD, &
DO CIRERRE TR 2 F oA ORI & 70 2 B ORI AE O 5 FERIRES AP T F T
& o 7278 20024 12 T O RREFWINOEZ 257 T L KR b 7~ AR —% —URATI (Urate
Transporter 1) DFEEDN R SN2 & T, FOHBEISREEICHEA TS,

(B ]

ARFFETIZIURATLE CCBOMENEH ., B L UXOLCCBOMEEH ZMET 52T, TNET

A TH - 72CCBIC & 2 IRERME TEH O F#HF O 2 B E § %,
(MFFR&EFH5E]

URATLO JR B i 2% 4% 14 0 P 58 12 WX URATIZ E B b b s JE R B M IR HEK 29341 i (HEK-
URATLM#AE) % H v 72 HEK-URATIM BZ 1£37°CD 5 % CO, E 5 T T, 10% FBS, 500ug/ml
geneticin % & & DMEM 5% TR 4T - 720 MlifZ130.05% trypsin-EDTA i THEL Z 1T\,
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MATR152> H25(0 & [ L7z MR 2 HH. WERIIR102H71237C OfXCl -Hank's Balanced Salt
Solution (Cl -free HBSS) (2% L. RIEE kIR FR O B 2405 1% 0 Wl 78 % 17 - 720 RUERE R (10
uM) % &tCl free HBSS# 1 IZCCB (nifedipine, nilvadipine, nitrendipine, benidipine, nisoldipine,
nicardipine, efonidipine, amlodipine, azelnidipine (dihydropyridine subgroup), and verapamil,
diltiazem (non-dihydropyridine subgroup)) %L 72#%. HEK-URATIMIIEOE FiFIZ@smL
274 ¥ Fax— TV, TOMBHNIOAARZHAEY > FL—ay vy —IZTHEL
720 WEREARAFIE PR ESEBRICIXEEA] £ 0.1, 1, 10, 100, 1000uM#Z 5§ 2 FCHEEAT o720 FH v F 4
* 2 ¥ —PiEH Ol E 121 Xanthine Oxidase Fluorometric Assay Kit (Cayman Chemical Co.) % H
Wz, MO L 72 B O#E Idsingle-factor ANOVA % Fvy, post hoc testiZiZDunnetti®: % FvC,
fElE 5 P2 HEED Y & LTz,
(F Rl

CCB® H Tnifedipine, nilvadipine, nitrendipinetd 587112 (Z L2 147%, 32%, 43%) . benidipine,
nisoldipine, nicardipine, efonidipineld &£ 12 (Z N Z1160%, 59%, 58%, 64%) HEK-URATIHiAE T
ORUEFIRERPUAA 2 FHE L 720 & 5125\ % % 7R L 7znifedipine, nilvadipine, nitrendipineld i
KAEEOBEER 2R L7z (ICs © 121158, 0018, 040uM) . XOIZkF 9 % BHE#) £ idnifedipine,
nisoldipine CHEE S 7228, ZOREEIIRETH - 72,

(Z £]

S DOMRF T, CCBIZMIEDEZ T, %  PEFIRRAEBIND EELEHTHLIRR N T~ A
K= —URATUZAMEH L. XOWZE5h EMER AR bk r > 72 2 L ik, CCBIZ R & M 2 JRIRFE
TYEH DB BT 5 IRBHEM A~ ORI R TH 5 HATRE S N7z, FE 25\ EE % 7R L 72nifedipine,
nilvadipine, nitrendipine?®ICs,lZ1121115.8, 0.018, 040uMTdH - 72A%, fEFER N IZH G S N2E0
Cmax & [L# L 72354, ME—nilvadipine (Cmax : 0.009 g M) 23[E%ZE L X )ViZd A 728, nilvadipine®
PREREE FYEHIZURATIIC X 2 5 D TH 5 2 L A3l S 7z

TS A B 0 5 ClE, RV BHEE % 7R L 7znifedipine, nilvadipine, nitrendipine®{b& %55 /BC.
Ve FaYY Y YBROCMIHFET 5= 07 2 = VENSURATIE ORI GICEETHLEEZD
. EER A OBERANOERE 52 5 L3012, SHOURATIZ R & L 728 BLbe B3 5
B OL DL HF IS NS,

(% ]

PRIEERE TR 277§ 2 & AR ST 72CCBIZX0 & 1 b & L AURATUI/EM & 773 2 & 45%)
O THER I NTzo BV HER 2R L72CCBA b 1% b 7t i A B . 4 OURATIEER
SFRBRICEE R 52 2R WIF SN,

WX B HE OERODEE
(RN HEE]
BEIE3E 722 & 0D OFFNIAK O SHEIERH L IZNICRERIETER 2 RH2 b DD H 5 2 EDHI S
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NTWb, A7 A5HI3E (calcium channel blocker : CCB) @2 —HREERE TEH % H L
TWREMESINTVLED, CORBRETEHOGFRET IS 2% o T v, M RERAE I
g CoO X4 > F 4+ F 2 4 —+¥ (xanthine oxidase : XO) 12 & 2 pEAE & Bk T O FR R 25 B 12
EBHEMDINT VAN E D RFE o TV D, O TIREREE TIEH % R0 A OER & 72 2 Bl O IR
PRI AR O T EERIIES CAHDO E £ TH o 7245 200248 (2B i T O IRER PRI O H 2 2% 55 F
THDIRMR b7~ AF—% —URATI1 (Urate Transporter 1) D[EEH % Sh7zZ & T, £ DOHLR
WIRBEAIZAEA 7o ABFJETIZURATLE CCBOM AN, B & UXO L CCBOMENEM 215§ 5
LT, INETAYITH - 72CCBIC & 2 IREEME T EH O 717 0= Hiy & § 5. URATI
O bR B A R O WISE IS IFURATIZ E S B v b iR JE ok BB IR HEK 293/ ie. (HEK-URAT 1l
la) % M7z HEK-URATIMINZIZ37°CH 5 % CO,EREE T T, 10% FBS, 500ug/ml geneticin % &
$DMEM B & TR A 17 o 720 MlifR120.05% trypsin EDTA i TR 2 17w #k(R 721522 &
B EMH L7z MR 2 HH. WER1E107 71 1237C DCl free-Hank's Balanced Salt Solution
(Cl -free HBSS) V&#iI2H% L. RIEERRIRIRO 8% G 1 DM E 217 o 720 RIFEHKRR (10uM) &
Cl free HBSS##1ZCCB (nifedipine, nilvadipine, nitrendipine, benidipine, nisoldipine, nicardipine,
efonidipine, amlodipine, azelnidipine (Y& Fa ¥ ¥ %), B X verapamil, diltiazem (JE¥ & K
¥ Y YR)) ZRMNL7Z2M%. HEK-URATIHIE OB 2 EFISAM L. 20 WA ¥ F 2 X— k%17
v, ZOMIBRBGAA R Z R Y Y FL—varhy y = ICTE Lze IR LE F 5 I
FZFEHIZ01, 1, 10, 100, 1000uM#FZ 5§ 2 HTHEEZ T o720 FH 2 F 4 F 2 ¥ — BiHEOREIZ
l¥Xanthine Oxidase Fluorometric Assay Kit (Cayman Chemical Co.) % H\ 720 M7 L 722 B
D H5%E IEsingle-factor ANOVA % vy, post hoc testiZ iZDunnettiE % FHl T, fGFR=5% LT %
BEaEH D L L7 CCBD H Tnifedipine, nilvadipine, nitrendipineld 57712, benidipine, nisoldipine,
nicardipine, efonidipine !t H %% ICHEK-URAT AL CORMERRIRERHUA A Z BHE L 720 & 0 i@l
% % 7% L 7znifedipine, nilvadipine, nitrendipineld i EKFEDOHEEH 2R L7z, X033 5 [HE
% (Xnifedipine, nisoldipine TEREZE X728, ZTOREIIRETH - 72,

S OKE TCCBO % DB RN D £ &AM CTH 5 KR + 7 >~ AR — % —URATUZAEH
L. XOWZi3F8 EERARRO SNt o722 £id, CCBIZH & M 2 JRERRE T 1EHATEIRIC 51 5 IR
RPN DR R T H 2 FHIRIE S N7z FFIZHEV 2 % 7R L 72nifedipine, nilvadipine, nitrendipine®
IC5i&Z N 21158, 0018, 040uMTdH > 7275, EFEBAIZEG S NIZBDCmax & LB L 7256, HE
—nilvadipine (Cmax : 0.009 u M) 23 [EEZEL )23 5728, nilvadipine D JREERE T/EFIZURATILIZ
LB5DTHLZ EMHER SN,

FEETETEAI B 0 5 Cld, BRWHE %2 7R L 7Zznifedipine, nilvadipine, nitrendipine®{b&¥7 5 BT,
Ve RO Y YROCMIHFET 5= 07 2 = VESURATIE OREGICEETHLLEEZD
. FER GO ERANOERE 5 2 5 LI, SHOURATIZER & L 728 B0 a5 5
FEEIO b D LIRS NG,
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(FRRFHEDZEZH M)

URAT1® FR R i 24 05 14 O Ml 72 12 IZURATIZ ESE Bl b T IR V2 ok B s A IR HEK 29340 fig. (HEK-
URATIfME) % v, RIEHIKEL, CCBZ 82 BiF 12 L. € OMBARIGAAE 2k y > F L —
YarvA S —ICCHELTBY., $AFF 0 F o+ %28 —BiEMORIEIC IR S 2z
Fv beHOTWE, TNOHIFEENLZFERTETH Y . @Y 2 BB ORE & 2B kst T 2
1o THBY, AMEFTEIIZLLRLDTH L,

(FRFEHERDOFEE - J0EH)

CCBO—#IRIMEIETIER 2 A LT\ ad EME SN TV DEH, TORBRETVEHO S 77 138
SRR o T hro7z, S HOWZETIZCCBIZX0L ) b & LAURATHIMEHI L TWAZ L2
DTORL, ZORIZBWTRIIGRIIH A - MEIEICEN - LFFIT & %,

[(FERDZEL M)

HEEm L TlE. ZHOCCBE Fl\V i) 2 M IREE O E DT FES. S 72 FEBRTFE & M at T & H
W, CCBOURATURBEFIINHEDOBREZRIE L TWb, IO OMHIE. WEMICTET 5 b
DTIE R, EHEWNLZMALZE IR THIRYE L2 LD TH %,

(BEZPBFICHITDAERT]

SRV HERR 2R L 72 3 DDOCCBA b 15 6 N7 E G B I Hd . SR OURATIER 0 A3
\CHZELRE Y5256 2 SN 5S,

[EREBEHEDMTEEN]

HEEH L, Sy, A2 R ICCCBOEHRET R RIBAH oM 2 F OEE L7z 1T, 1K
AL, FEERETIH A 7R Lotk EUNICAKNIZE 2 BT L. BELMAZETWE, TORZERRIE

SHBOURATI S FRIBICEE ZRIBE 52 TB ), HiFEOMIEREIIIE W EFHHTE 5,
E20ESETNEIES)
AN TEOEWIIZEAE A L TBY) . 445 BIFAEBMEDLEV, Lo T, 1L

(E52) DA IS L & HE L 7zo

(FERILAFKEE)
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