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W OE AW T ARG RMAF AR, SRS AN G AR SRR E L k. B AR E AR £
Sk, RIS AR N R e Bt R AT A e B 4. R BN AMANGMARATAREZE T THHRMF4E
AKX IR AR R S B e AR 0 s A A R 2 AU B SRR (T2DM) 2 &R B 4 7 @, - KCNQL \NeuroD1/BETA2 \PAX4 .NOS1AP .
SLC3048 IGF2BP2 . UCP2 NAMPT % X & 45 T2DM % B B 3F 35449 22 25 50 S 09 %o 2 B AT AF R 69 £ .45, T2DM £ B B T 48
B R oa e B B 4 I8 3 7 MR AF = AR R AR 4T 18 38 (KATP) A=, JE 1145 Ca® i@ 18 649 ik Fo i A B B F 00 ik, i 38 e
T2DM #9 5 Bl 5t% v 25 438 97 B b, CYP2CS.CYP344 .SLCO1B1 A= MDR1 % 15 2 ) Rt fedbia Ay 2 09 L B % S M TR Hvh
AT A ug ot W K T AR MR E R R AR R E R ra T A AR e . BT RGN A M F B R AT, T S AR

RE Rt A A IR R B R S AR S AMER T XGRS AL, it A H % AR TG A5 TF B /ANMK
E Ry R A, A B b A B F @ e MRS TR F T R Y R BB R,

KRR kA KR S Sk AR A AMRMLE T

2 UM JRJ% (Type 2 diabetes mellitus, T2DM ) & ALIA
TEFREE R Mt VR AE T, R AR TR 5 32 0 b2 45 A/
o BT, T BRI 0 I v ) — I IR 2
HAEY, T2DM B3 1 AH I 5 28 43 WA B4 , T A 1) 2%
PRI R R 3 WAV E FH AT ASEAEL T AR R &5 2R 43 i ik
&, BeA A IR 5 B, Bnds 948 BT R 4% 4
A R, R R )z, & HETR YT T2DM ) —
LW WmIRIFTE R B I5 IR 7K S5 1 SF- 2 I p i
WAL L2126 FH (Hemoglobin A c, HbA c) /K-, Fii#% 51l &5
BAFH V06 A 25 25 2R DA 50 4 R BRI E R HD A o
IRV (BEAK 0.8% ~1% ) B 2 NEYT B W Y RAETE 0 25 1)
A2 S WFFE I A, 1 R A AR 22 S i 2R A
AL BT Sl BPS EE/BF D RE AR LA IR 2 AR (2
YA IEIE MG LR | i 25 ) A FHHE 55 R0 A2 AR i 2
JT2DM 5 B R 46 ) o S 3 3 2 Wi I i g M1

S EEEAY, R 00IR T T R S 5t 51
TRIT R 22 57 22 1) 4 27 D 2 I DR R A e 2 g ] R 22
— o SEERIRE, 2P SE IR A 2 I DR 25 HLA s 4
SRR S, {H I 1) 2 1) 245 ) i DR 2 e R 2 T O3, 18
A3 ol AR I FH 52 3 BIR ] o 26 8 1 BRMLTAR SR [ N A 56
SCHR , Sk Bk 51 2R 2R 4 2 A I FE A 7 U 0
45, SR Sk 5 48 G R A0 P2 2%

I\ {ERMLH K 2T

Fin ks 511 2% & TR R IR I 2 2R AR WA AR, LI 5 2R Ak
WAVE FA O F R 5 B A A b i — ol i e 1 G
(ATP-sensitive potassium channel, KATP) /. /R B
2 1% KATP 38 38 2 2 A [) 288 1) 2 11 o 7 R4
A2 A AR« P ) 388 3 K38 38 I 35 6.2 (Inwardly rectifying
potassium channel6.2, Kir6.2) Flfi# ft K 52 {4 V. 2L 1 (Sul-
phonylurea receptor, SURL)". Fi#% %1 7% i £ 5 SURI
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454, 1 KATP 38 18 OC T, BELE K AP, 20 B s L ik Ak
e A5 P AU L 05 3 S TR, B 40 Ca™ NI, 15
[ 5 2 I FESE R b, Bk A A% IR T AR R R AT A
Yy, JCREBEIRZEAE . HAT, 2 BAIN A BL T 2 Fhn
KGN A G0 o, e —Fh 5 S5O0 B 51 48 HA
FIST T X5 % A0 A iR P4 256 R0 1850555 10 2 — ST o 5 T
KNI E A AR AR S AN . SRR 25T,
Firg 4 1) 210 T 5% 240 R e ek BB B 2R (9 R i T
AR AAAED, RS R B 81 28 AN 5 e A AR W Js
N o FUIREA 25 ), Skt 5 2% a0 s g WA, 96 2053 B0 9
i 2 IR Iy 21 43 W, LR A PR LA PRl e R R A
AR FAS S 2% VR FIPLITR SR RS 25 25 o) (R AR 4
SELERE 2PE RS 5 FVE PR A () 55 T AT S8 2%
SN T 41 23 38 1 B 20 £6, 2% Pase (Cytochrome Pigo,
CYP)fLilf, CYP2C8 Fl CYP3A4 & H: F= AL 15
2 HYPERFAFER
H i, X FFikes 51 4% 10 25 ) 3 TR A1 2= o 3 )

HRA . 2RI 9E & B, 0035 25 AR % is
FE A ZRLL IS T2DM K RAILTIAT & 5 5 L R 7E N
(35 A% 728 S A RT RESE A B 4 91 2% 1 2 sl 2 B 2 305
AT BUR X 25 00IR Y7 RO MR 2E 5
2.1 PRGN sHEXER

2.1.1 ZpYiis iR gmin It AP E itz 2Rk 1B1
(Organic anion-transporting polypeptide 1B1, OATP1B1)
A a8 1 1B1(SLCO1BL) JEH 4t , J& T 245 4%
Bk FEI S B Th RIS IR R IHTHR |
5 [ B30 2% LA K 25 0 45 o TR B A VR ) R 1R Th BE
OATP1B1 ¥%432 254 24 T2 25  HH s S
oy I Kok R Z RSP 2 I ts 51 =, OIRG 25,
Tk 51 2w G SO B , AT BRI AR OATP1B1 X
NS AR PR 20 I 2 D i) 55T . SLCO1B1
JE DR 4 Z2 25 M AT RE S M OATP1BI X IS W1 (1055 15 S BE
AT 552 W) JEG 470 245 900 %) P08 BRI I 2 v B8 o ff 98 6 B
SLCO1B1 521T>C R4 % SE R W WA AR A HL
Bk SN AR 2 B2 MR 2E A R R i 2, B —
FRFAES, Niemi MAFIFFJREAY—IF LA 56 44 it i s IR
NNFSE X G I PRI G UESE , SLCO1B1 521T>C %78
RE S A HAK 51 25 25 B4 U8 L 45T 0.25 meg s S 42 )
CC FE R 7Y 3735 3 1) 24 - ) il 2671 11 BH (Area under the
concentration-time curve, AUC)%{ TC . TT 4t [R5 &
SR 107% (188% o FEJG 2L AT REEIT 7 23,
Z5F 0.5 mg B #% 51 23 5 , CC 3k K AU 24 & 1) AUC %5
TC.TT K B 32 38K 43 5 51 59% . 72% ", KA,
Kalliokoski A S5 AF 5% A& B, 43 1) 11 A 50751 o 11 it 445 41
%0.25.0.5.1.2 mgJ5 , SLCO1B1 521CC KL PR #3718k %
1 AUC %8 TT KR53 5 85 82 % 72% 56 % 108 %
I HAS 7] 5 R 70 52 32835 110 245 8y 2 5 250 At B0 AR

T EHE 2017 EFE23FE I8

Mo T FIRMIE ] R B, #57 SLCO1B1 521CC KL Y
FEE R P i 512 ) 0L 25 R 5 B, BB G B A1 AR
SRR [RIRE 8 b RO R B A ATt R I
SLCO1B1 3 FAR S5 Wi Hiihts 51 2% B 2300k 5, 1T BE ST
& HNZRTFRORIAS KSR A 25 S R e B R

Z 25 i 25 3 A 1 (Multidrug resistance gene 1,
MDR1) 4wt P Wi (12 5 25 RN iz o fE 9F 5
Fiti ks 5 2% B AR Y S A A 60, —T0U7E Hh [ B T R
FAF5E 58 7% , MDR1 1s2032582 GT il TT & [H #3748 3%
A PR ik 41 2% 14D I 24 Wk B AKCP- e , U MDR1 BE 1R 22
APEFIRERT DL SZ Bt 81 2% AR N FE A2 10 B2, DT -2
AR MRS R,
2.1.2 CYPgZmts 3L 25414 25 55 1
AR PR [R50 45 1 259 )5 AR 9 8l ) 2E ad FEAS R 7Y
FEFEHE . CYPZAYMN LR, CYPRIKED
A 1TATWZRE, Hdh CYPL . CYP2 I CYP3 W58 J% 1 %
29 96 % [ AN AL A 5 A AR

PR, CYP2CS F1 CYP3A4 2 Tk 41| 25 1
RIS , CYP2C8 I CYP3A4 3 [H £ 25 M ] 52 1 B 4% 51)
L2250 . Niemi M 250 B BF58 01, B dk
S 2= 1) AUC Rl 1 B (Maximum plasma concentrations,
Cow) TE CYP2C8*1/%3 3 [F 7 37 3 35 v 45 W A= 4l & F
(CYP2C8*1/*1) BUZ 1R 43 K 45 % F1 39 % ;s E H 5 2%
WFoE FP LS 3) T2RAAYEE T . CYP2C8* 1/+3 FLIN R Z iR
XA S A A E AR, 4R, Bidstrup TB %
FIBFFEHASE] TASE ISR 45T B 2 mg Bk s 255
AR MELF CYP2C8 F K L2 25 ME X i 4 471 25 (A A I %)
SO, IR A5 B 25 5 0T BB B T ERAK A1 2 AR
T R A AE TR AR, AE I 5] i (0.25 mg) B S B il
CYP2C8 fRilf, 7E K5 it (2 mg) B T2 il CYP344 1R
. 5 CYP2C8 BLHIAH L, 5 ¢ CYP344 KL Z 5 M Xt
Btk S ARG TT SN 5 0 A 98 B 54 . Ruzilawati
AB ZE T JR Y — 00 LA R 7 A AR SRS S 1Y
R, B IEUESE CYP344 3k N Z 235 VE 52 B 4% 51 4% 25 3
AR WRE L T2 E W% H 74 4 mg, CYP3A4*1/
*18 FE R R 73 8 4 2 W AR Y CYP3AA*1/*1 2l i
AR R 44.0% , F FEHISEK 33.8%
22 HYMERMAMZENEREER

bR KATP 3 18 2 Fi i 51 43 9 4 RS,
ABCCS FE K 2 i A 8 7 7 L fisf IR 2 259 3% /K 1 (SUR1)
A KCNJ11 & R g 5 149 A% o0 ST 5 PN ) 2% 9 491 3 18
(Kir6.2) 4. 7EZ2 g R 54, KCNJ11 L[
F1 ABCCS FE [ ¥ IE S22 T2DM 4 5 BN, HRip,
X KCNJ11 Lys23Glu %8748 5 B bt 41 45 AR 22 S5 Qe
IR 2 , FLAESE UE S22 528 A% 41 4% S N PE A4
ZRAFERT . He YY S HIMFFE & B KCNJ11 E23K
(rs5219) JE[F 22 A M5 M B A% 51 239697 A R0 K 55
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PSR4 #5458 BE 2l FR o W Btk 91 2 B AgURR
2.3 T2DM B REEH

Yu M SETF S T — P UESE T KCNJ11 E23K
(rs5219) FE [H Z2 A M 52 i B 4% 51 4% (RVR YT SO NPk , 343
Hr T T2DM 5y IR IE K TCFTL2 1290487 2 251 5545 41)
WITRCR A M . S5 R BB, TCFIL2 55 3 N & T
15290487 TT JL K R 5 C L FE N AT Z A EL , Hinhs
SNZIRIT I 25 MR 25— Tk H v AD AR 2% B8 g 2 1 L]
PR RATG B B, 7 VA

H T, 42 R 4H B 58 (Genome-wide association
studies, GWAS) £ £ i vk H K3 (1) T2DM &) S, iX
S PR 1) 4 B 7 ) A AR 7 T2DM 1Y & i B vh B —
SEVER, FE AT e 2536 7 i R

KCNQ1 7T 11p15.5, 29400 kb, 7E.L> AR
N SE A LA Fe 3k, A s Tl 18 , DT & FE 45 Fh
AFRIIRE . 2008 4F, 7F H A TF 1) GWAS HFR IR &
P KCNQ1 5L [H 5 T2DM & s i AH G, Bifif5 , Hu
CAEPE v [E B P B ST S T KCNQO1 152237892
1$2237895 .rs2237897 5 T2DM FUAH M , I H. Al fiE 54
TR BN REA OC . BAk S 2 VE R TR B 40,
SRR I 28 4 W R ¥ R L 52 el JBE I B 240 i ) e
() SE R Z2 250 1T B 5 B AS 91 IR0 MAZE . Yu W
ZECINT T2DM BI2 BB T J B — S 58 T, 22 Bitits
GIZSVRTT G KCNO 152237892 TT 44 FH# 5 C 441
S H A, B AR T IR L R AR B K
K. LT SCHRHGE KCNQL 25 P15 M HLIA 1 i 2 254
&, KCNO1 1s2237892 TT 4li& ik 35 15 5 4K 7] Rk
SRS HN IR IR e UM 2035 1 50 AR 22 52 193 4y
JRIHE, 2012 4F, Dai XP 4578 v B 1 A A 58 FRIKGIE
SCT RIREER KCNO1 SEN W RE S5 ik 5 R APL AR 5 B
YT REA 5%, %I P 2SR A8 S 21697 SO A
TR 22 S o SR A

i 285346 [H ¥~ 1 (Neurogenic differentiation 1, Neu-
roD1) X.44 B 4l E & 553405 K 7 2(B cell E box acti-
vator of transcription 2, BEAT2) FI it X} £ 4 (Paired box
4, PAX4), J&FEN i 5 W 5E A 5 K4 asd AR ) T L
s T, W K WF 3% & I NeuroD1/BEAT2 A45T
(rs1801262) Fll PAX4 R121W (rs114202595) HE[H 2 44
5 T2DM Z JBEA 0, FRE~=E R &, NeuroD1/
BEAT2 A45T (1s1801262) 1 PAX4 R121W (rs114202595)
FE R Z2 A5 MR i B A 1) 2% (A RV L, Btk 57 2 AR 1K 5
i NeuroD1/BETA2 T 453 KL R 14 £ 35 25 I8 IV A& I
A AT VR R 22 |, i BRI H 4 PAX4 R121W Y RR
FHE DRI R I P R A ™

NOS1AP B M 5E A1 T 1923.3, 29 299 kb, 3= B 76 i
LGP Rk, 2B 50 Z Al KR 5
SE5E S T2DM Zy JEAEAG S, Qin W AR5 LAY)
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120 T2DM [ E NIFIEX S T T —5 R 1A 24 J6 1
Il R REE , 25 S %% I NOS1AP 1s10494366 TT 3[R I 2 %
FEARIRYT BT ELAT BH S 04 R 5 240K s Bkt 91 45 BR AR YT
24 J8J5 , TT JE M Y R0 35 JB B R AKPi ek e P i . G4
7 NOS1AP rs10494366 Jk [ 2 45 1 5 B 4% 91 43 7 504
PR 22 524 0%, 1 S R ARPUHIL R AT R 2™ AR X D I 1Y) 2
EIS7

SLC30A8 F [F g it 5 -3 3 B 5 12 35 (1 3% 5 8 (Ton
channel zinc transporter protein member 8, ZnT-8) , i ¢
H4 Zn® A2 B SBT3 306 25 40 A 4D s 20 AR 3 (an i 5 K oy
AR ) | FF ELTE RS B AL B N T4 I 5 ik
T E AR Y, SLC3048 1513266634 C>T KN £
APEFI SLC3048 rs16889462 G> A JLH £ 444 5 T2DM
Sy IEMEAR S Huang Q 25T J& il — T i IR BIF 2 &
PR, L 8 JA 45T T2DM 3 ik 51l 45 3 mg/d B 23677
Jii , #EH7 1513266634 CT A TT &K Y i R & 5 CC KL [N
YRR A L, 2 I I 37 JR A 2% RS s LR B 5% 2= /K- T
e S B R A AR T RO PE AT A, HE A
rs16889462 GA BEK R 84 5 GG BRI A A AH L, B
& 51 2% ARG 25 I W 88 I A Hb AL e 7K A4 FH
5% o SR, Jiang F 48 PV IF JR 1 J5 SL A 9T 45 SR WoR
1513266634 Xif ity A% 51 2% R 1) 52 i I R AT BHIESL
I, SLC30A48 JE [K] 22 45 X i 51 2 937 R g 1k P9 2 i
WAFAE L, A R — T

i & R AR AR K T 2 454 2 11 2 (Insulin-like gr-
owth factor 2 binding protein 2, IGF2BP2)J&—7Fl mRNA
AEN, TGS ZRAERKET 2(0GF-2) -1y
IGF-2 I FEDLIARAE KRS R 5 S S rhiR E 2
YERIE, WY E Z00F W IGF2BP2 3L 228 vEs2m 1 4H
fifi B K 4w, 5 T2DM 55 A 56, Huang Q &£
T Kk B, IGF2BP2 rs1470579 A/C 1154402960 G/T 3
IRl 22 5 PE 200 1 v [ T2DM S5 3 B A 2 48 A T R0 «
IGF2BP2 151470579 C S5y 3k [R5 47 3 B b 51 22 19 7 3L
R hy, 8 R NE G M KE T FEE R
rs4402960 T S H 57 5 GG BER A B AH L, Hip
HRERIGHESZAKFETmE R . B ATk S Hr
IGF2BP2 3K 22 75 3 2 52 i) g 5% 28 0 Wb A FH 5 2B
KNI TR AR 22 H1,

fifB k2 [ 2 (Uncoupling protein 2, UCP2) &2k ki
R 2B, S SRR E W T JaiE
FEEZMHEA A B R . BFSEIESE, UCP2 Sk ]
SRR I, ST R 2 A R R B 2R A A2
1, UCP2 L [H i T2DM By JBRIE R0, Wang S & 24
YKL N 4 24058 R, UCP2 1659366 G/A KK 22 254
J& UCP2 Ji3 8 F X 38U DL AE S i L I 225 P v
[ T2DM £ Bk 1 45 17 8028 524 6, 3R R ks 41
ZRIT I, 57 A SEOL LR ) T2DM B 3 (25 I b A
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HbA ¢ 7KV FEARFR BRI Jih# 91 4897 R 2%

SR Pk iz e 182 % W% B2 il (Nicotinamide phosphoribo-
syltransferase, NAMPT ) 2 X8 It i % Ak by S ot e 542 1
P2 1) PR AL, S MR g 5 8 0 B 8 AR, AT Y
Jige & B 253 MA BRI 2R U T RE . Sheng FF 45 RYHIFSE
PEAL T NAMPT rs11977021 C/T 3 [H 22 25 M Xt B A% 41) 4%
LRI TRCRBURENR , 45 SRR X MR DR 22 25 52 W) B
& 51 4% %05 23 I I 485 8% A HbA e KPR 52,
Bk CT XL IR H 5 CC TT AL H AR H WeE L /N 7
3 45iE

B 2B S B YR A R R R
D3R, 25 AN S RN 7 A0 AR 22 5710 30 % ~90 % 32 4
Ig,u VERZI o 25 BRI, Bk 9 2 AR 25 ) Bk D 20

A A P T2 A AN IS AR DGR 2R ]
O RN 32 R A 3 [N T2DM By L IR 45 )5 1T, Jvh
KCNQ1 ., NeuroD1/BEAT2. PAX4., NOS1AP. SLC3048,
IGF2BP2 UCP2 NAMPT {3 1) T2DM 5 JEHE K X T
B 2% 25280 AR IR H BT SEAY S . T2DM 5 &
LD AT REE A 5 WA JBR K B 240 (9 19 5 L KATP A T
P55 Ca™ 3 1 1 2 308 A M DL R i 5 2% 43 W, DA T 185 o
T2DM 1 53 [N I 52 25 W6 97 SOwi vk . 55— Jr i,
CYP2C8 . CYP344,SLCO1B1 Fll MDR1 % 5 251§ #1
1B A OGN HE DR Z2 25 1 AT RS MR B 4% 1 4% 1 AUC | Coas
W bR , [ HSZ W 25 ) P8O e etk . T
WFFEXS AR 22 5, B DR 2 25X 25 W ) Sl 7
AR RE P WAFE 22 5, I TE T e 25 W B R 21 2 0 50
N, AR AR AN [ IR £ 55 A5 B PRI A R B R BE ] 22 36 1
AL, DUBIHAS BRI R I . I JLAE, SR 2
SHYERTFETT VLA A Ji& , AR 24 1 25 IR 4~ 1 1 PR

1RYT S B AT 5 2 ) R A TR . AT R BIESEAR A
f?EﬁAﬁH*ﬁJkuTﬁi%ﬁﬁﬁfﬁﬁ IR 22 35 O K
AP, T e R S B v R 5 FH 24 )32, ARORAZ sl )
FENLG IR TEH B R A . B 25 W) SL I 427 1
Ji& , A58 R B AR )12 B e PRS2 B, ARG 7 b
BRI WO H Al 5 22 0 FE 2 4k
S 3k
[1] Stumvoll M, Goldstein BJ, Haeften TW. Type 2 diabetes:
principles of pathogenesis and therapy[J]. Lancet, 2005,
365(9467) :1333-1346.

Nesher R, Cerasi E. Modeling phasic insulin release: im-
mediate and time-dependent effects of glucose[J]. Diabe-
tes, 2002, 51(Suppl 1):S53-S59.

Guardado-Mendoza R, Prioletta A, Jimenez-Ceja LM, et
al. The role of nateglinide and repaglinide, derivatives of

meglitinide, in the treatment of type 2 diabetes mellitus
[J]. Arch Med Sci, 2013,9(5) :936-943.

T EHE 2017 EFE23FE I8

[10]

[11]

[13]

[14]

[15]

[17]

[18]

Ky, e, TV, 5. DRBEHEZ 25 S 412
W HEIR[)). SR B4 516k, 2015, 18(7):851-856.
Dorschner H, Brekardin E, Uhde I, ef al. Stoichiometry of
sulfonylurea-induced ATP-sensitive potassium channel
closure[J]. Mol Pharmacol, 1999, 55(6):1060—1066.
Dornhorst A. Insulinotropic meglitinide analogues[J]. Lan-
cet, 2001, 358(9294):1709-1716.

Bachmakov I, Glaeser H, Fromm MF, ef al. Interaction
of oral antidiabetic drugs with hepatic uptake transport-
ers: focus on organic anion transporting polypeptides and
organic cation transporter 1[J]. Diabetes, 2008, 57 (6) :
1463-1469.

Nishizato Y, Ieiri I, Suzuki H, et al. Polymorphisms of
OATP-C (SLC21A6) and OAT3 (SLC22A8) genes: con-
sequences for pravastatin pharmacokinetics[J]. Clin Phar-
macol Ther, 2003, 73(6):554-565.

Niemi M, Backman JT, Kajosaari LI, et al. Polymorphic
organic anion transporting polypeptide 1B1 is a major de-
terminant of repaglinide pharmacokinetics[J]. Clin Phar-
macol Ther, 2005, 77(6):468—478.

Kalliokoski A, Neuvonen M, Neuvonen PJ, ef al. Differ-
ent effects of SLCO1B1 polymorphism on the pharmaco-
kinetics and pharmacodynamics of repaglinide and nateg-
linide[J]. J Clin Pharmacol, 2008, 48(3):311-321.
Kalliokoski A, Neuvonen M, Neuvonen PJ, et al. The ef-
fect of SLCO1B1 polymorphism on repaglinide pharmaco-
kinetics persists over a wide dose range[J]. Br J Clin Phar-
macol, 2008, 66(6):818-825.

Xiang Q, Cui YM, Zhao X, et al. The influence of MDR1
G2677T/a genetic polymorphisms on the pharmacokinet-
ics of repaglinide in healthy Chinese volunteers[J]. Phar-
macology, 2012, 89(1/2):105-110.

Guengerich FP. Cytochrome Pis3A4: regulation and role
in drug metabolism[J]. Annu Rev Pharmacol Toxicol, 1999,
39:1-17.

Niemi M, Leathart JB,
phism in CYP2CS is associated with reduced plasma con-
Clin  Pharmacol Ther,

Neuvonen M, et al. Polymor-

centrations of repaglinide[J].
2003, 74(4):380—387.
Bidstrup TB, Damkier P, Olsen AK, et al. The impact of
CYP2C8 polymorphism and grapefruit juice on the phar-
macokinetics of repaglinide[J]. Br J Clin Pharmacol,
2006,61(1):49-57.

Ruzilawati AB, Gan SH. CYP3A4 genetic polymorphism
influences repaglinide”’ s pharmacokinetics[J]. Pharmacol-
ogy, 2010, 85(6):357-364.

Qiu L, Na R, Xu R, ef al. Quantitative assessment of the
effect of KCNJ11 gene polymorphism on the risk of type
2 diabetes[J]. Plos One, 2014, 9(4):e93961.

He YY, Zhang R, Shao XY, et al. Association of KC-

China Pharmacv 2017 Vol. 28 No. 32 + 5031 -



[19]

[20]

[21]

[23]

[25]

[26]

[27]

[29]

- 5032 -

NJ11 and ABCCS genetic polymorphisms with response
to repaglinide in Chinese diabetic patients[J]. Acta Phar-
maco Sin, 2008, 29(8):983—-989.

Yu M, Xu XJ, Yin JY, ef al. KCNJ11 Lys23Glu and
TCF7L2 1rs290487 (C/T) polymorphisms affect therapeu-
tic effcacy of repaglinide in Chinese patients with type 2
diabetes[J]. Clin Pharmacol Ther,2010,87(3):330-335.

Unoki H, Takahashi A, Kawaguchi T, et al. SNPs in KC-
NQLI are associated with susceptibility to type 2 diabetes
in East Asian and European populations[J]. Nat Genet,
2008, 40 (9):1098-1102.

Zhou X, ZhuJ, Bao Z, et al. A variation in KCNQ1 gene
is associated with repaglinide efficacy on insulin resis-
tance in Chinese type 2 diabetes mellitus patients[J]. Sci
Rep, 2016, doi: 10.1038/srep37293.

Yu W, Hu C, Zhang R, et al. Effects of KCNQI1 poly-
morphisms on the therapeutic efficacy of oral antidiabetic
drugs in Chinese patients with type 2 diabetes[J]. Clin
Pharmacol Ther, 2011, 89(3): 437—442.

Hu C, Wang C, Zhang R, et al. Variations in KCNQ1 are
associated with type 2 diabetes and beta cell function in a
Chinese population[J]. Diabetologia, 2009,52(7) : 1322~
1325.

Dai XP, Huang Q, YinJY, et al. KCNQI gene polymor-
phisms are associated with the therapeutic effcacy of repa-
glinide in Chinese type 2 diabetic patients[J]. Clin Exp
Pharmacol Physiol, 2012, 39(5) :462—468.

Shimajiri Y, Sanke T, Furuta H, ef al. A missense muta-
tion of Pax4 gene (R121W) is associated with type 2 dia-
betes in Japanese[J]. Diabetes,2001,50(12) : 2864-2869.

Gong ZC, Huang Q, Dai XP, ef al. NeuroD1 A45T and
PAX4 R121W polymorphisms are associated with plasma
glucose level of repaglinide monotherapy in Chinese pa-
tients with type 2 diabetes[J]. Br J Clin Pharmacol,
2012, 74(3): 501-509.

Chu AY, Coresh J, Arking DE, et al. NOS1AP variant as-
sociated with incidence of type 2 diabetes in calcium chan-
nel blocker users in the Atherosclerosis Risk in Communi-
ties (ARIC) study[J]. Diabetologia,2010,53(3):510-516.
Hu C, Wang C, Zhang R, et al. Association of genetic
variants of NOSIAP with type 2 diabetes in a Chinese
population[J]. Diabetologia, 2010, 53(2):290—-298.

Qin W, Zhang R, Hu C, et al. A variation in NOS1AP
gene is associated with repaglinide efficacy on insulin re-
sistance in type 2 diabetes of Chinese[J]. Acta Pharmacol
Sin, 2010, 31(4):450-454.

China Pharmacy 2017 Vol. 28 No. 35

[30]

[31]

[32]

[33]

[34]

[35]

[36]

[37]

[38]

[39]

[40]

Pearson E. Zinc transport and diabetes risk[J]. Nat Genet,
2014, 46(4):323-324.
Maruthur NM, Mitchell BD. Zinc-rs13266634 and the ar-
rival of diabetes pharmacogenetics: the “zinc mystique”
[J]. Diabetes, 2014, 63(5):1463-1464.
Wu Y, Li H, Loos RJ, ef al. Common variants in CD-
KAL1, CDKN2A/B, IGF2BP2, SLC30A8, and HHEX/
IDE genes are associated with type 2 diabetes and im-
paired fasting glucose in a Chinese Han population[J]. Di-
abetes, 2008, 57(10):2834-2842.
Huang Q, Yin JY, Dai XP, ef al. Association analysis of
SLC30A8 1513266634 and rs16889462 polymorphisms
with type 2 diabetes mellitus and repaglinide response in
Chinese patients[J]. Eur J Clin Pharmacol,2010,66(12):
1207-1215.
Jiang F, Li Q, Hu C, et al. Association of a SLC30AS8 ge-
netic variant with monotherapy of repaglinide and rosigli-
tazone effect in newly diagnosed type 2 diabetes patients
in China[J]. Biomed Environ Sci, 2012, 25(1):23-29.
Christiansen J, Kolte AM, Hansen T, et al. IGF2 mRNA-
binding protein 2: biological function and putative role in
type 2 diabetes[J]. J Mol Endocrinol, 2009, 43 (5) :
187-195.
Huang Q, YinJY, Dai XP, et al. IGF2BP2 variations in-
fluence repaglinide response and risk of type 2 diabetes in
Chinese population[J]. Acta Pharmacol Sin,2010,31(6) :
709-717.
Xu K, Zhang M, Cui D, et al. UCP2-866G/A and Ala55Val,
and UCP3-55C/T polymorphisms in association with type
2 diabetes susceptibility: a meta-analysis study[J]. Diabe-
tologia,2011,54(9):2315-2324.
Wang S,Se YM, Liu ZQ, et al. Effect of genetic polymor-
phism of UCP2-866 G/A on repaglinide response in Chi-
nese patients with type 2 diabetes[J]. Pharmazie,2012,67
(1):74-79.
Revollo JR, Korner A, Mills KF, et al. Nampt/PBEF/Vis-
fatin regulates insulin secretion in beta cells as a systemic
NAD biosynthetic enzyme[J]. Cell Metabol, 2007, 6(5) :
363-375.
Sheng FF, Dai XP, QuJ, et al. NAMPT-3186C/T poly-
morphism affects repaglinide response in Chinese patients
with type 2 diabetes mellitus[J].
Physiol, 2011, 38(8):550—554.
(s H #1:2017-06-19 &[0T H#1:2017-08-14)
(Gt - W It )

Clin Exp Pharmacol

TEZD; 2017 45 28 45 35





