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F@ AR LF B A ISR E I, J3AWntlE FER AL AR S 5 EPTDMA X &, A AWnti@ %
A8 % A R ¥e &) 49 PTDM 7 A 06 J7 4R AL 3 2
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Research progress of Wnt signaling pathway effector genes related to

diabetes after kidney transplantation

WANG Yina, SHEN Zhouji*, ZHU Yimeng, HU Yuyun, WANG Jiangdong
(The Affiliated Lihuili Hospital, Ningbo University, Ningbo 315040, China)

Abstract: Post-transplantation diabetes mellitus (PTDM) is one of the major metabolic complications after
renal transplantation. It has been considered that carrying the genetic factors such as the predisposing genes is
one of the important factors in the pathogenesis of PTDM. Wnt signaling pathway can increase the risk of
PTDM by controlling the expression of genes involved in pancreatic development, regulation of pancreatic
islet function and insulin production and secretion. At present, Wnt signaling pathway effector genes related to
the pathogenesis of diabetes after kidney transplantation include transcription factor 7 like 2, peroxisome
proliferator activated receptor gamma, peroxisome proliferator activated receptor alpha, adiponectin and leptin,
etc. This paper summarizes the relationship between gene polymorphism of Wnt signaling pathway and PTDM
by sorting out domestic and foreign literatures in recent years, and provides new ideas for the diagnosis and
treatment of PTDM targeted by genes related to Wnt signaling pathway.

Key Words: diabetes after kidney transplantation; Wnt signaling pathway; gene; targeted diagnosis and

treatment
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KEM. PTDMAYERRHLHIE A4, B T IS KPR
JER TR B i Th e PR fi 2 Ak, AL R, AR R LA
18P 5 R e e R E BRI, T H A R
P, PTDMII AL ESTIAR TE 2. ke
AT T B R e 2 B TR il A o R A L v
JE s ZHE . LR EE R S P A
e BRI R B BEA G 5 K EPTDMI G
HERD ., Britbz Ah, HEH 5 IEMEPTDM A R 4R
R e EEAEH . TarnowskiZs i@k
MetaZy #r i 45 1 # TR SPTDMIFAH G, A%
FEHE SR 172402 (transcription factor 7 like 2,
TCF7L)R:MR . I AR K R30 R 71 8L Kl V4L T
A f 4% X F-4(nuclear factor of activated T cells 4,
NFATC4)FE[H . FF4H fuA% IRl -F-4 A(hepatocyte nuclear
factor 4 alpha, HNF4A)REDK. JE 52 2R K1
(insulin receptor substrate 1, IRSI)JEK. HI %6
B FACE R TR MR R BE ] T ok
Bl @R RS . TRy R R
AN Bl 3 R Lk S Ak W Il A T O 2 AR
(peroxisome proliferator activated receptor alpha,
PPARA)E A | ik 5844 W0 1 A 338 58 00 00 52 ARy
(peroxisome proliferator activated receptor gamma,
PPARG)® . KCNOMBIEIK . BB E
(adiponectin, ADIPOQ)ZE:H . WM —A WA &
fg 5 Kl . % & (leptin, LEP)FR %, H
TCF7L2. IRSI. PPARG. PPARA. ADIPOQFILEP
Sk Rl IS 2 5 Wntf5 5 18 5 0 JBR it B A i ) 4
Be v B & D BE BT AR SR B 3R 0 e, 5 iR REAR
WAL, 25 EPTDMMEZENGIZ —. Wit 5
BRIV K VF 2 A B B AR BRYE B, B HE AR AR
SRS, £ NERKMS RS, BT TWnt
5SS AH ORI S PTDMIM R R A VI T
fife, AR BT LB X Wintf5 518 2 A H AR SSHE R T
JEFHZW 51697 %, W55 BB R R £
A SPTDMAH AL AT T HEJE T LLERIR o

1 Wnt{5S@EEN

Wntf5 58 B & — N E 410 & A FAE N,
T R AT . A S 5 AR
LA T IR B . Wt R AR B [P I 2R 1 57
et & R EIE W5 516 Fi181%, ftiiir, nlif

TR R B R R IR I A 5 40, XTPTDM]
RAE. RIBEEZEMEH. HfCHB Wt 5id
BAH=Fh, RS HWnt/B-cateninil . JEZS
Wt/ [ 40 4k (planar  cell polarity, PCP)ifH %
FHAEL fWnt/Ca® B . Wntfs 5B H 190K
FrWntidEHZ 5, KA wntl, Wnt2, Wnat3,
Wnt3a. Wnt7a. Wnt8bHIWnt10b¥ii% & 45 5 i@
., Wnt4. WntSafIWntl 13IFEL (55
e,

T AR HE 518, Wnt/B-cateninZt HL(F
SRS T EZRESH . 2MWntfE 58
12 JE B ) BEAE T B-catenin ¥ 4 - HE N 40 I % 5 5
R R % . BARCR G, Wnt/B-catenini® B H
TEACFIAETE AL ANIRES o 1A Wt A4 8 1 I i 2%
AT AETE GRS, MEBT N RS AR e . iR
RS B REE . PR A R EE-3(glycogen
synthase kinase-3, GSK-3)JERif4f = &4, Hp-
cateninZs & Iz RAL T WL FEAR, B-catenin o iz
HENGHREAZ JE B Pl R R 5k . HWntlo R B A7
FERT B AL FIEAOIRAS , Wit 7R 8 1 -5 40 f i
1135 i 5 (1 %2 A (frizzled, FZD)45 & H OGS ML 1
HELE A, BHIERERE &) 5B-cateninf 45 &, f#
HAY B, B-catenin/AS Wit hn I /) 40 fu 4% N %
¥, BEJE 5TAMRE 7/ s A AR, B
TN ERE AL R ) He s, BEE DRG0
b TSR A AR,

R4 S Wntil % - Z AL E Wnt/PCPIE B AWt/
Ca’ il . Wnt/PCPIE S nl @ /NG HE A B % i
SRR Fe-Jun O BEINK A= 4l i & 48 HE. Bk
eVt , MERE I Wnt5amk Wntl 1 5 832 K & (5
FZD45 & I Wnt/PCPid# % 4 T 05 IRZS, Wnt/PCP
PR HE TR INK,,  #80E I INK ATl o f0H]IR S 1
(IR L 5] R & B, (R PTDMIM A A .
Wnt/Ca®" J 4 11 Th B A2 I8 35 B8 /45 18 22 10 6t 1) 2
PG A S A TN A% R 7 SR . 7EWnt/Ca® J&
B, Withd AR B 52 A& B FZD4AS &, Wit
GHE AWIEWEREREC, 5% 5 B C /K A ISRk s J5 26 Bk
TVLEE =W AH v B, WUEE = B R —
B T I A6 Y P Ca VR B BT, HE T i % AR B
C. #5/8% T 2 WO st 1 % 1t 242 i PR I



FARER, &, B RS PRI AR 5 Wt {5 5 Je 1% A0 5 PR et e 777 -

SLVREEIEEh . — 7T, AR e T S AL T
MR 7 iSRS R P e g8
T, & ASEFCTE LI GSK-321% , a4 52 Wnt/
B-cateninid@ ¥, [ iR & &Y 0% 4 AR B-catenin,
Ji1 2% N B-catenind¥ £ 33 N AIMOAZ . X 5 TH K &
U J) R T SR DR P A s, A o 4 B 2R ORI
S P A 1 AN 4T i s R A AT o () .

Al 0L, TTiRse & L Wnt/B-catenin{s Tl B, B
FEAEZ $iWnt/Ca® L K Wnt/PCPAE 5 38 4 4 ] LA
R OCEER, S 5BERKE . R IR R
T g By R 0 Ay WA SR I R, 3 TR S e N AR LB Y R
7, X 5PTDMMAEHEMELR, HILEW, Wnt
5 LI 2 S A TR R BN . 2 &

1ETTPTDMI BB /52—, IR T L AE LI
HEERZ .

2 Wnt/p-cateninZ {5 S BN ERS
PTDM

Bt 25 DRI P B AR I E, STPTDM B gk 3t
DRI AH VR B R R N, H T2 R A
EPTDMAHR M Gy IR, A SO IEBUE S 1k
FANKT AL Z W FE K TCF7L2. ADIPOQ. PPARA.
LEPHEAT VEAN )34
2.1 TCF7L25H

TCF7L21/E N 5PTDMAM &M 5 U JE [ 2
—P R TYMIR Tk B 5 K P R i,
RERERETRGTIEHEOMNERHE T
TCF7L2 5 )72 75 i S B Fe AN i i & Wt 9 gl
DU, 5k R B S Wit 5k A i 2580 A0l
K, TCF7L2E:PR H RN 22800 IR (type 2
diabetes mellitus, T2DM)#x -t /2 f iR (AL (5
2z ", TCF7L2{E yWnt/B-cateninfs 5 i % {1 2L
NiF-, JEH 5 B-cateninf BUE A4 LAY R ip LSS
DRI, S & 3R 1A i, FEJFEIE i 5 A0 i s 28
GUEVF 2 45 B AL & P AR ) 5 R A D e
EERREREMEA" . TCF7L25p-cateninfE Wnt{5
SHSATRIRR R RBAA, TS 2 MR
ik, wEEIERMYC. 0 EAD2.
PPARA. PPARG®:, Z 51 Z MG BRI 43k,
DL SRR pam fR e 3G 5 i 2, 0P E AR S A
Y R 1MW 7 i A0 7 0k R R A B T A AR

FIU', FigeacZ:"I7E 74 ) LBE R K B W 82 3],
GSK-3 {38 indi ] 7 Wnt/B-cateninfs 5@, [F
B, Al 3 i A B R I TCF7L2 3 FH 7K~
235 PR, 1 GSK-3B I 2 i v] DAY 5238 A 08 JR i
KESEARBA I A KA, XFKE 5TCF7L2
S B2 P 1 AR D2 A A IR KR &

TCF7L238 % 2 51 4N i T e 52 1 AR i &
SR, SIS R AR BE PR R . — MR T
BE PRI BB E KN I TCF7L2 mRNAFITCF7L2E
KIEZ AR, (HEREHEMRFTCF7L2 mRNAK
LT, MTCF7L28E FH/KFEIFEAG, HstnT I,
TCF7L27EKE bRyps 8 3 i v i B 2R i A2 52 BH, AT
REAE 1T TCF7L2E0 PEAH 9% 1) K 73 1 BB gt g 4 6L
TR R,

2k BT, TCF7L2#Wntfs 5 3 il ik i 5
TR DR 2 5 N AR Tl A B B I G EE L R
Al RETE B R M A S5 8 K A PTDMu 4 ke 5 244
M. 28T, TCF7L24an4n] B Ak 5 e i 55 J f i
B, BRrMAMS, FEE 2R LR, 5
RN 1 ALK B R T @ £ X Wnt/B-catenin
ST L H AN FE K TCF7L 24 < PTDM A 2 Wi
FEIT HE i .
2.2 ADIPOOELH

ADIPOQRERI T NG uAk3q27 1, HHi%
TR 2 &SRR RAEH G, F B DUEN#E
ADIPOQ r1s1501299f7 ri HiA% H R 2 A 1% 5 T2DM
HAMHE" . HarE W42 5 &6,
ADIPOQIEN % 1 SPTDMI K AE RG>, —
TXT398 44 B A4 1 i (L4597 & I PTDMAI301 471
JEPTDM) I T KB, ADIPOQIEA [ SNP-45 Al
SNP-2765 5 £ f AR JG PTDM X 6 14 i 2 3% 2%
B, BAEHR RV, ADIPOQ rs1501299)is 1%
A5 HPTDM IR % A,

IR 2 2 — AN A 73 ot B2 930 000K 28 A
B, HEMEEM/TRECR LR gt , AT etk
3927 ERI3ANNE FRA A AR, R —Fh g
Jo A AT A B R R . AR T 2% I ik 1 A g
T S A AR UL 260 W B, il P U 5 B 1
A, BRI R BURE, AT LABE IEPTDMI K
Ao REMENERE KT H5ADIPOQRR Z M 235
PG, (HARBCER X St 62 S SR AR R
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LRP6: (R ENEEAZRMAKEAG6; Axin: MEHRMEA; APC: EMLHENEA; TCF/LEF: THIMRNK T/ EBESEAT; NFAT: 3
WTAIREAZ R T; CAMKIL : 5458 3 8 AR IS 1T s PKC: S EPFEEC; Calcineurin: #5144 BEIR S

E1 HoEFRBEIWtESEESSPTDMIHREIHLE]

7K FAR I A AE 2 Ta) AH 96 1 16 1 DAL 1 1 AN
3, .
ADIPOQRIPPARGRE W Wil AMPHCH ¥ 2 A
WA R NIRE S 01, AT ik 5 2= 1)
U, (ETE S R CE 5 S 0 JIE R W R 95 /S BR S
bk, faEkE AT LLEE i Wnt/B-catenin
& T I Wnt3ath ) R IA SR 4DIPOOM
PPARGIH) =, $G MR T o far , 451 35 A0 i Jie
RIBUEE, 22 AT, Wnt/B-catenin{s 5 i 14
LB HIADIPOOIIFRIE , PRGN & 3 Ui,
HINPTDM s AU, X A 3RAT T B R A
PTDM K AR & IHLIEA T IR N T f#
2.3 PPARARLH
PPARAZWZL R Z AR R 01, & T ik
FHFURZM, FEAETER. OE. A,
FFRE 2R S M m I, N g, B
i, I I4ERSE AR A2 Rk . PPARA
TR NPT 2 CEE, TS 50ERHR

W R M PERRAS AT, AT s R 2 i Th
BE'S DN, PPARAFTVENFEIRIG . AQHLE &1L
B ik o AR R AL SR B VR T AR R R 2 — . [F
I}, PPARAMTIREAZHPTDMI K AE R E, B
AR S5 BRI A At e B ] A5 4 R 695 IR il A o)
7, T PPARAFI4AH i 2 25 P4S 0% Ab ik J5 Bl ik K] 2
A5 1 R BE 2 1Y N2 Ath v R IR T ) B A R
K AEPTDMI ARG

PPARAT LU 2 5 Wnt/B-Catenin 2 {5 5
T B S S R WA RN BT, X AT A Lk
PTDM R FIMLH] 2 — o SCHEFIWnt3affE AWnt
EEEER G, 1 LIHIE Wnt/B-CateninZs HiL {5
S . SHREVEYME, Wnt3aCHHESZEEMN £
ANk AR T RE PRI I AR AR, 17 Wnt3a/B-catenin
15 5 FE W% PR 535 A0 B ) B B I v o B O
W INPPARA N F ik s ma AR H Al
Xof P PAR AR i ] 45 AR T 1 485 1R WL it 0 R 1F 9
W1, A5 Redk SRR NAR I B ARPE LS, BREK
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F PPARAYE NHE 1A 2 R FIPTDMYRIT 1 R £
K,

3  FEBWnt/B-cateninZZ BL{Z S1H 1§ & Wat/
Ca”JFZ {5 SR MK EE SPTDM
3.1 LEPEL[F|
LEPET | Migexlk, S54EKBE. A
. HARNERM WA R, GBI IRE A K
(e P LA AR B . LEPZRIS— 2 11674 & 3
TRZ R 2 IKEE, X 2% 2 IRBEE — B i1 146
MEIEERR, THANSCPATIE R R, 1 e
S~6ME K, FEHE— DR T AR IE R PR AR
M358 WK SPTDMI R AEH BV K &
Dedinska %%} 704 B % fH 8 2 EAT I 3K (R
W, 255, B R AT & L5 R 5 PTDM
)R e A S e HE I RE ) R AR B IEA R BT . )
4b, LEP rs2167270%: K 2 25 1% 5 PTDM XU £ fin
BEMKP, i bprik, LEPENZ &M 5PTDM
)R AR R e B AR %
JERIEMAE R LA HEEER, ERAR
BRZE S 4R EF R RERESEX
HE, R R AR, H G O
AT R ThAeE R . R MRS R Z M HME
A% 33 1] B8 2 i 1 Wnt/B-catenin £t #iL{5 5 1 B K
Wnt/Ca® dE & {5 5 & 44 3L L8 1 . Wnt/p-
cateninifl % i) 5 B 2 GSK-3, ##HIGSK-37] 23
Ji S 2B A AR, B AT 2 2 GSK-3 2 iR
BRESMEAERESNAEEETY. T e
W I RASCE A MR Y AR B R R R T
YR U, R S A YA T s R
ARG B FEAEAZ ST AR R PN 4 A I B R AL,k
17383 Janus P HGE Wntil % . — 7T, Wnt7alit
1A 25 11833 Wnt/B-cateninZ $iL {5 5 1l B FZD A
I 2 B2 G 5 A 32 M DR B 16 BUGSK-3 B b JF5
Heamdl; H—J5m, WntdlidAE A S B2 AEA
FZD45 & AE s B Wnt/Ca™ B %, 2l it i1y
TR R, WERBRESES. B
il B SR, T TR 3 A R P
DuanZ: 8 58 R IN, LEPHEE 2 &£ 5
JEE oW, BRA, XA R A E AN [R) A )
AN, LEPHEE RN I8 2270 WA I 52 A F2 T 2 AN [T

Hor, JERELAYEILEP rs77990391rs216727045
15 05 L7 988 22 TR 8 I 2 A O

25 LATR, LEPEEPR AT LU ik 52 25 11 43
[F] B /5 Wnt/B-Catenin £t #4555 38 i [ Wnt/Ca®
2L S IE R, T PREPTDM R AE X . 2
A LUE 2 5 Wntfs 5@ B GRS Rk, Bl
XK — AL ) AR 2 A E A B A, T LEPE A
22 25 T VR L 7 o R R 1) LAk T K AR e 4 1)
B, RN T RIS, KA RT3 — PR
PTDM [P AE ML o

Wt{5 5 18 B f SLSEIE R /EPTDM )3 8 b Ok
HETEEEM, HitEWMEXHREAZ, H
X HTEAEIRN, AR RIER R Wntid B L] -
Wi KR T ETTE.

4 FiERRE

PTDM 1] LUK B RS 52 2 10 A0 HA AN BT 7
A E R, AR HE YA R TS AR AR, AR
M, PTDMAEEAGER K2 ANATT . Bt £
TIVER, BATSE A JGPTDM 5 L 22 1A 7
A TR KL, Wyl ¥R | —L%PTDM 5 &
R, AFEEARRFTCF7L2. SLC3048.
NFATC4. HNF4A. IRSI. IL6. ADIPOQ. LEP
S, X FER HORRE A A 2 DR 2H QR 7T 41 5
(1. PTDM gk K m] A g T30 8 26 B FH Tl R
JE I A AR A 1) B R IR, AR B R REOR
JEPTDM = fa NBEEAT T, B> B AE Z2PTDM
MKA . fEPTDM &y BB R B s it #2 v, R
TCF7L2. ADIPOQ. LEP. PPARA%%3EIR Y5 A] GEiE
I T Wntf5 5 38 % R R AT IR AR i T A
o WntfE 58 i 1 2K 2 B ET2DM A AH G FE K
JiEAE A I — RN 0 1 B SR B A, e
BT Wnt 72 AR oy FLAZ AR Wt iU . BE
B E S RIE . P-catenin A B FH 4 7% 2 41 o #%
S 1ok B e 2 WU T e R IR O A T A % 4 i 1A
T, IS5 S RA M B3G5 5 704 . TR & 2= 1
A FERY, DAWntE B N VA T HE S O R
Jeg A 5 T A — 5 R, Wi PRI-7240 i 45 4 B-
catenin K LI (K 148 B Wnt (5 5 i@ 2 e 4B KA AE 77
FEFMFRIE . SM047557] DARFEAR Wntid 2% 1975 14 A
T 1 81 412 9% i DR R e A ) Rk B |
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