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Abstract: Novel organic cation transporter-2 (OCTN2), a member of the organic cation transporter family,

may transport carnitine and multiple organic cationic drugs.

Thus OCTN2 possesses substantial roles in

physiology and pharmacology. A number of researches have proven that many factors can regulate the expression

and/or function of OCTN2 via different pathways, and then may affect the homeostasis and disposition of drugs.

This paper reviews recent progresses in this field.
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Y7 OCTN2 A HL2 A 2 B2 WE S AE,
OCTN2 Kik KDy Re it T A3 0 B2, AR
R HBEAT 598
1 & PDZ&MEER

PDZ (postsynaptic density 95/disk-large/ZO-1) &%
MR YCR A BRI, AT 2MER, H
80~90 NMEILRALEL, &H 6 1 B (BA-PF) 2D a
BRJE (oA T aB), #i & REH KRR (K 2). PDZ 4
Ry ] g et RN C R K2y 5 A2 SRR KR IR
P AR KR 9T 5 2 45 61, RO & A-E
AHH AR B AT EAAER, & v 455 A QI 32 44
BTl (1) T fE

5% PDZ Sk ¥ B 1 H i 2 B4 Fb: PDZK1
i1 55t & 4 PDZ fE 1 (intestinal and kidney-
enriched PDZ protein, IKEPP, 3 FX PDZK2). Na"/H"
T 1R F (Na'/H™ exchanger regulatory factor,
NHERF) 1. NHERF2. PDZK1 5 PDZK2 4 ¥ H % &
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E 2 PDZ &g, KLty PDZ 45HIBkI 45k
[(6 1 B (BA-BF) F12 /> o MJiE (aA Fl oB)], ML 52 854
{]i/N

H 4> PDZ 4i¥93, NHERF1 1 NHERF2 %% 2 /.
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EAZ A E L) C R & 1 28 PDZ 4513
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AT T K A BT T . B T 2004 4R %
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by LA ) A 3 ol 2 P R

X OCTN2 Ji 8 T X 3 S AR 9L /D, Peltekova
SN I OCTN2 i 8 F X A7 455 Crohn’s 9% i fa [
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% Xl ¥ PPARa (peroxisomal proliferator activated
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H1 OCTN2 mRNA iAW 2 R B, 4 Mo b i 266k 75
AL b, RS 2R BRI A 2 OCTN2 A
RIE R B, HIhRE R RS O 0=
OCTN2 mRNA %Kik 2w O H; 7Eok B0 H IR
ARl i O S R e S e O UL
OCTN2 mRNA FIAEMGF 40 M "), Filippo
SEIBIN 324 4200 UL AR B ORI H (1 S AR Rl 28 AN
B 5 IE H O IR R 220, LR X RS Th g (1)
SRR g A A [
6 LHiE

H RTBIF9T 5 AL e X OCTN2 K3k 3418 A 75
B A7) )51, T OCTN2 St BH 8 1 2R Ak & ) 18 (1 AfF
U WIRTTIA, HLAR OCTN2 BE vl A5 P 2 1)
g, WA SAEVH S 7R RS, (1R #
G5B A S A HLBH B 2R T 4 A A AN e A —
B, B, & AR S LA — 6 BH
KR FIE P2 A 500 o A I F AT A e 5T, LATE
LF e OCTN2 JRMZE W i) & 3N, BARAR G
29 2 1R IE AR N

Thh, REZHEGE N Z 5 7 PE (multispecific),
FAN IR A O] RE T 5 2 AN as AR IL R AE A R i
PR . DRI, %38 RS2 A R 22 A T il R Ak
SN RE R AR, RS R AT R R A — e AR, fH
TE ok 156 DR B sh M e ik g 45 RSB OR, R
IS ] B AL AEAREE ML B ol S ad 4%, A T A8 43
RGN T REFF RIS . M, 6 OCTN2 [HHF5E e
TR R, 255 % OCTN2 KAEARALI BT
i SR I 2 AL B DL AR 5y
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