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The role of Pdx1 in pancreas development and diabetes

YAN Cheng-Zhi
(Key Laboratory of Southwest China Wildlife Resource Conservation of the Ministry of Education,
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Abstract: Pdx1 (pancreatic and duodenal homeobox 1) is one of the homeodomain transcription factors, and it is
essential in pancreas development and islet B-cell function. It has been reported that homozygous deficiency of Pdx/
in mice leads to pancreatic agenesis. Pdx1 can also regulate B-cell maturation and differentiation by cooperating
with other factors or cis-acting. In addition, Pdx1 increases insulin secretion through directly binding to and
activating insulin promoter. In recent studies, Pdx1 is proved to play an important role in generation of B-like cells,
gene editing and drug development. Therefore, this article mainly reviews the role and molecular mechanisms of

Pdx1 in pancreas development and diabetes.

Key words: Pdx1; pancreas development; diabetes

R PRI AL — i P B A T N S AR B 1R 18 M 0
AP R Z R E - B IIReREE . ShIkRFEAELL
JE I 205 A B R . A S O ik
A VLS ER A N D )RR B, i [ PR 0 PR s S
FoEinmE, Hat Afioa@d 1112, HES
B S EREPRIE N R 2 M E 2K, ok 1 E )
2 R B W PR B B 2R R - 1 Y (diabetes
mellitus type 1, TID) f1 2 & (T2D), F BRI N7
W A, B RPN R R . 1
PRI EFHERZ/ANT 208, BT HS LR, &
WIS B A2 B E i, FEURERS WA
S, BT B 2 BURE R 5 R 90%, &
HEEZNTEFEN, BEZ WM, BB MR E %

ARk, AR ) 25 WARH AN 2 B X R I 2
IR, AT PR, S fpE . R,
JR &5 B S B e R A R PR T AR I
AU AR 58 30, % s IRl Pdx 1 75 i 5 B 40 g
1R B A R B R 4 R R 1 R E
Pdx1 B H LS EORE R A A D FEE B Ak
HiES, ANEMIE I E8.5, Pdx1 JFUAAEAL T
J¥r A IR 2 ) SRR AR 4B i R0k, A8 R BE IR AR N 43
W5 AN AT S RE R, Pdx1 AR A7AE T-RE
AR S R AR R R,
WFsEHA: 2019-07-19; 1EEIHHA: 2019-09-04
ESWE: ORI RS 2550 H (412686)
B1E1E®: E-mail: ychzhi@cwnu.edu.cn




1174

G gEEd

314

Pdx1 AJ DLAS & B By 3L RN R 31 b, B e
7] JH A X1 - 94 19 S SR A i e A SOk P
FE TR R B e Th BE 4 55 P 1R SR LR 24T 4 S
&, it — BRI Pdx1 FERE IR AT IE 5097
IVAEERSTiE g8

1 PAx1ZEHIE N

RN Pdx1 BDES RESHE T 1, BT
TR RV PR HE (K7, Fe] 2 78 9 TOES o g 2 3 ™
N5/NEH) Pdx1 BRI 3 A2 55 5 FIER 13 55
e, B2 AR AR, 8BTS L 4
AMESE X, Area I, I, I, IV (B 1A), EA1HA]
PLS Z R SRR 7454, W HNF-6. Foxal & MafA
2, JEmR R AR S EENER P Pdx1
BN KRG ARG, FRAA 1A
home [FJJF£5 K4, 11 97 455 DNA 8 B i BAF,
home &5 #4377 7€ — A~ PTD 45 #94%, 1 5t Pdx1
rgn itz e (1B,

2 PAx17ERRAR & B M BAREThREL R P AIIER

2.1 PAx17ERRER R B PHIRIA S INRE
NEIERA R B AN, e I8 Pdx 1 B

R B RIEE BT AN, B Pdx1 1R RIR AR B 4l
Mo db R R E B EL TN e . EAR K B ES.S, Pdx1 7E
T P32 35 0 F SR R T PR e e v 0k 5 JEIR R B
E9.5, Pdx1 FFUATERFMIBEZE I, FEiZHY & 2 iE
M ; MRS EE, Pdx] 7E P A0 AR M,
oA rh IR s NS, Pdxl EEAF
FET B 4 AN & Zui (18 10)7,

BRI, AN R ) Fh K Pdx 1 25 [H i B
AR LR B A SIS . B/, Pdx1 L[ 6
RAFERR E AR B2 R H R E S, FEK
BHiEIE, REEE SRR AR " B4 R AR
HITELRE R, B 7038 I H CRISPR-Cas9 HA R
YRR H Px1 FERG, AR ISR LR W AUR BLEE 4
JEERRIR A G5, HPUER B ROUES M A
R, T Pdx1 JER LA RAE, Hid)LEER
DU AE KR 8. EIREE M AN SE 28 R IR AE DL B
g R M BRI RIS, Pdx]
SRR R B IR RE BN o
2.2 PAxIZERRBRRHAL B IEPHIESHIE

TE/N BRI R B BRI B, B Sk IR 7 Pdx1
FRME S BB RIEH CEIEH, S5 REBHRE.
T Je S8 10 45 . Fujitani 25 U RE 5T R B, H
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R FESER T PAx | ZE IR R B Bl R (BT i 1175

Pdx1 3 %8 F X 3% (Area I-II-IID) g 5, b3 A
Tk A s 1 X IR A 3 Pdx1 R 1) Rk,
/NIRRT 2%, BRERE A%, A
WA B 53 A B R B TV R AR . Lammert 51256 =5 1
WF TR I, W e JEE DAL/ ) BRI 00 ) i 5 3 A% 28 IR
NEHT A a0 05, 51 e & S5 388 A R B R 1 S
Fik, UM N R DARSE S, SR
Pdx1 Al Ptfla [fIRIE, M B[R (2 308 Jof 25 f) 26 il U
E10.5 &2 E11.5, JEZFIGEEY 5K NNAMN)Z, Hh
WZ 4 o, JREd A R S . Marty-
Santos I Cleaver """ &3, /NER Pdx 1 JE K ¥ k%
R T Ak s I g 8 5 A I R B B BT, B R IR T
Pdx1 ) — ™ L $% # 3£ A E-cad (E-cadherin), Pdx1
W ERS SR E N ET R HESETE, 4
I 5 B-cad & FAFRIL. WIERE AR A HAE M &40
MR, S E5MIEER. 50 HERSERE
PIWEFE R I, E12.5 IBRAR bR A, BR T R 2B
PG Ah, Pdx1 ETE S KB F I b R gi i =5k
15, HFERIIRIAH K, XL b g n USRI
TERUERR S, £ Pdx1 25 54 K & s 1.,
Roy 25 VR B, Pdx 1 AT DAZERR IR RV A0 15 3 ThAe,
B 1 Rl b R PRI A, — HUR AR R A, Pdxl k0
MR B R . ok | ARSI = M figs R 2
ZEAUEHH, Pdx 1 6 R RIA S 15 2 R s AR o U2,
R, WF s s E 1 Pdx1 #E BRI R & v 1015 5 1
28 BRCRIAR T I 0 ) R
2.3 PAxIZERRBPAMES USRI EFRES EHIE
NERIRHGERR R B R, Sk B AR b R (AT ik
YIMLZET b, TR o ZHMLRT B 40P, FES B 41
TEA G AR B AL, TR B 3 WA RE JT G 0, T U
AHIThEEANM B MZ R T25 TS B 4iM 4y
b5 s et #2, o Pdx ] 4y 5 E A €4, Spaeth
2 PR R B, Pdx1 3@ id 5 Swi/Snf 4 tf i 5 ¥
HERE A, YRR R AT AR i 8 5, 4
Pdx1 KL B R R IA b5, B 4 i 1k
MPBIR . HOL g — TR 70, Wang 25 &3l 1 %
B 2 BURE R T 5 0 SR AT IRk, 15 20 M
Pdx1 & 1 945K P33T F1 CI8R, W3 ) 5 A fif.
BT Pdx1 F s BOE IR s A PP AR N5
S 2 T4 (iPSC), i FHEE B ARG K
I, P33T Al C18R 2hiA FRASIMIRN T B 4HHu it 71k
FH R R, 5o WHEXE T, a0 lsl
Al NeuroD1 Hi LB & R B& ;b 4h, P33T 4l 5 R4
i R MNX1 FI CEST [(I38ik, B 1 9 i

R 41 B ) 43 4. {E 55 — A 50 R, Bastidas-Ponce
24 PY % Foxa2 (forkhead box protein A2) il Pdx1 FE [ 73
MG bRIC IS, 4% ORI RN/ B FVEPBE™™,
T FEX P Fp % s R SR B R B TR I DhRg . Sk
e BRI, HrEai G /N RIS B A H
by FRE SR, /NGRS R A . 1E
B, %3¢ RF Foxa2 5 Pdx1 ] LA A 1 5 i 5
th %2 BB KL [H B R k. 78 FVFPBF™™ /N &,
Foxa2 5 Pdx1 (LRI RIEHIL TR, 5 B 40
A SC R, f MafA. ins] F1 Slc2a2 %5 H B
THETE, 5o CmEERE, 41 MafB
LT B, H R N AT e A T O S )
Foxa2 5 Pdx1 & HW A BRI EE, 2 EE5H L
A, HILABHIL S, w7 H R RIE. Guo
2 S AN R IR 5 rp Pdx L I DR R R
I AR AR ORI B A e A AR e, Pdxd
TR deAh, B Pdx] 3 R A i O 1 [ A
25 B4R th, 5 Pdxl 2+ & F/NBRAHEL, R
Fr Pdx1 3 58 + Area II ;v BCJT, /N BRUTR G JBR R R
Ngn3 FBH M) P9 75w BT AR 20 B 2 2 020, o GO AR
T B AU LE BN, Pdx1 X o 405 Ak A S FE A
Arx IR R R Y 22 A BiRBE TR B, Pdx1 8
HZMiEn s 5RE B 40 i) 15 R .
2.4 PAx17ERRBPAMRINGELEIFHINE S HIE

JoR & B 4w DA AR R i R, R A4 A B af b
VAT, 24 B AR DY RERCRIA 5, 5] SR R R R AE
Pdx1 F: K& A2 5 T2D AH I 1 22k ER] A B4 R B
(1), T Pdx1 FEERD0T B4 AR T e 1) 52 e J it 7
Xt oM B P AR ML A e S B R TR,
/DA B RN ES I BB K9P (maturity onset diabetes
of the young 4, MODY4) J& T — Fh B3 K 0, £
T Pdx1 244 FIE R RAE 51 P 5 e AR AR A
BEPRPIA TID &R, BB 7 EHx Pdx1 K1 H
REEPUA, B S AN IER Pdx] 8 H AR
NEGPUR P #E T2D B AN, Pdx1 (R IA H
PLE 5 PR P, 28 FULHE, Pdx1 7ERRE S B 4HARM
Difededr bt & EZAER

Gao 25 P 5t R B, Pdx1 38 3 400 o 40 R A
SHACHERE B AL B S TR, R RN B A
W) Pdx 1 RRE S VERRRR a0 SRR I L B PR v
SRR, vy U AT 32 5240 5 [RIINF,  IX Se 4 g
I o A0 PUREA PRI EB T A M RN AR BRAAE, R DR R IA
IF] o AHRREEAR, G0 o 40 50 40 DG B BE K] MafB i) 4111
il B A B . Yamamoto %5 ™3 b 3% i SR 95 N B
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Ins2™ Jif 15 v Pdx1 3L R IA TG &8, /MRS
RO A5 TN 52 e ) 3G 0, ) BB B8 4k GLUT2
SEALTGF BN, 4EFF B YU IE R ThRE ALK,
MafA F1 Gek 55 RIAS Bk E . £ X Pdx1 1) 575 —
WiF g, % Pdx1 &K JE 811 Area IV 1 B[
o, HAE/NREI R R R, HE BT 4~5
J G, HEPE/NR Pdx1 FEF 5 & A RIA R, B
FARCFIRD, RILH & UREAE, R R IR AE )
FE[A, 4 MafA . Glut2 F11 Nkx6.1 2535 H 080 5 T F%,
FH 5587 Area 1. 11 A1 1T 76 BRI R & A OAE A
FHEE, Area IV EE S 5YEFFIR I B 40 M1 1E 5 Th
fE DB bAh, Pax1 PR RIR AT L@ H A G
TERE AR AR, Bhmors e g, wm
B 4 A 0 IE % ThaE B Rk, 7T Pdx1 7 4E 5 B
Y11 T e HH B RE AL A1 T 43 BT R PR B0 WL
FHEER L.

3 PAx17EHEFRRIGTT PRI A

BT Pdx1 fEJRIR A B M B AN D REZE FF P i
HEM, W2 MG AR R Pdx1 LR IRIR
BTN . QI EYE. JERGIT LR R R 2
WIFF R EFIRTT F B HUR T AR .

[ B R IR TT R R A T Bl —, 4l
I AR B AR B = SR A T T Re . F
F Pdx1 XF4EJR & B 40 M EAT 08&, W H AR R
B MR L A R B IR 4E L, @i, 1A H
BIT PRI AR B AN NS, R
Ferber SLI0 = $2 t, F 2% A Pdx1 IR 55 2k 44
YRR AR fE, Pdx] KRR IAEHE T RS R
PR ()R, kT o5 1 R PR S 28 /I R FY o T A
Ko RIWHFFLR, 78 Pdx1 /EF T, JEEIRG0 A
A DL AN B A T it b S AT M )
YRR, B 2 IR P A A A N F T SE R B
Lima 25 PV 90 R B, 8L K F Pdx1. MafA &
NEURODI (M3) &, S8J5 W —Fh K7 PAX4,
R NARIEIRAN b A ), AR RETE BURR &% 141
KRG, (AR DU D) R 5 TR 2SRRI 5 B 48
FRICIHTAAR . kA, B8 2 1 4 i 25 T B I BH AT LA
FEIAR B YN, W+ I8 Mmani. = i & iH
% b apess, i HEEARS . SRS
MARLL, NAARRRIE TR, 1 H A 2R
T4, MHEE i mAsE T R E iR s
i B AR )

B R G BORTERE R T TT P[RR B A 6B A

Sto FEMEIRIEBF R, o QM IR, W
o Z0 M0 E H gk b XA 2 51RO AL, B, o
4 ff AT A A R VAR T B SR 4E L. Matsuok SEIG =
I TN R R I A i i BRI BR, o] DA SRR A
£:[A Mafa 5 Pdx1, P38 ACAT LA [A] 4 2 156 it Y
SRART R4 B AR, ] LSRR Y o 4
MEAIE RIZRIA, K H - h B 4ii ™). Xiao &5 M
I e Ge g 75 1 7 AT BB PR IR T, AR T S
Matsuok SZ46 2 AHALR S5 5, AT & Se leTh i gt 1
£ 7 Mafa 5 Pdx1 BRI IR AR I B EE, AR5
JU s 5 1 G N W PRI RS /N BRI JER A v, S5 SR,
JoR i B AL B B WS 2K S s dE— PRI,
BB AN ) BRI E o 40 s R H, FREBERE
IEKE AR AE IR KPP RIE 4 M H o bk, Al
X ZITIEAE NBE PRI IR YT BN 34T TR &R,
AR B IR N T B A £ B, RA,
I AL U s B IR e R 5, B S5 RS R N SR /)
R, RER, DRIMBEREIESR. £45 )51
Fd, R EAA AT G, BRI H R KK
VE RSB BN WA A2 3 a) I ARG T R O

B Pdx 1 7EJBR & 2R 2 0 (A 505 Sl B T
KA, WOk AERE R Va7 T RSB A
Sacco S F £ % T2D /) B ATy R AR 1 i 1 4y
MrRBL, HEEPERIEEAT T, GSK3 (glycogen synthase
kinase 3) J I o 42 3 Pdx1 f AR, H009 B R
(R 3, 1) W B /)N BRUJBR & Hh % e GSK3 #1771 =
Pdx1 FiE I i KA ThREfS 21K E W, 53—
B A I, ¥ MST1 (macrophage stimulating 1)
AAT AR BE B g T, a8 AT LB R L Pdx1
[ Thr-11 37 55, B&AR Pdx1, HET0 BN R 5 2 500,
EEXE MST1 B B4 HIR E 22 A B 4 M08 T F i
MR TE 5 AR ) T ARG AR B

B 7 oRAIR R FER dmis K AW EERITF
BOBIT MR PRE LA, B IE et B S B T [ AR
A DASCGEBE PRRER o B IO K 2% 1) Valter S =
FENE R IR TT W e S 7 gk . BTN B A
MRS 1 AR 2 BB PR /N RO X 5, SR AHZE s
VKB (fasting-mimicking diet, FMD) [ /7437 1A
§7, BIEER 4 REGT/MRAGHRERE, HAPZE 1 RIK
BRHE N EFEER 50%, 5 2~4 KA 10%,
Jask 3 RIEWIRE, SR KM, BRI/ R IGHIE
1k Sox17 5 Pdx1 F K, HEIMAE T B Ngn3
EEN M B MRS, B RPIWEEIKE,
JBE B RACPTIL Gk 55, I KPR B R s B
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Ak, Pdx1 &4 R T gl 2 & s (PDAC) 1Y
9T . Roy 25 WU SU R B, Pdx1 AT LLAE it g fig
FilgR 0 2 A Yu S B S 3 R AR PdxI (R YT
JiiE, R RNA T80 5 BRI FIRE S 1 40
#1259 0 ) Pdx1 78 PDAC 48 g ) % 15, PDAC
BRI it AR R A . BRI, 5% Pdx 1
FHRAT S BRI FHT 254, ] LU AH SG 9500 11
PRIGIT SR E KT B

4 HFiLGRE

B PRI R 2L T R B AN 2 45 Bk T
REMBIAA S, ek H 7 Pdx1 B2 5 IRAH -
B AL FR) 7 A R S Ji B 2R 0 2 WS R 4R RF AR A
0 RSP T Pdx 1 R A F IO AE G ML T J&
B PRIRIGTT BT T O RHIE N R R — N7 ). A
LRI T Pdx 1 LRI LB BRI IR ST R BB T
BERE. HSE, Pdxl FEBRER K E L B 4R LT
ANHTEGER ;- HLUR, Pdx ] PRRGA S S R A A
HAK 5 BbAh, Pdx1 ARG 5@ il AR B v 6
J7 T AE#E R, i it B R RT3 [N 2 5 . R T
H i Pdx1 A5G HVRIT INEN A EEVF 2 BRI, g
FEHET RPN ARG fe— R RN G 45
PR, T Pdx 1 AR FRIp VA 7m0 N 475 7 2
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