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Abstract: Pancreatic cancer is one of the most lethal malignancies worldwide,its incidence is still
nearly equal to its mortality. The vast majorities of patients with pancreatic cancer are diagnosed in
the late stage and lose the chance of surgical therapy. However,there is no known effective radio-
therapy and chemotherapy to treat pancreatic cancer,and now ,molecular targeted therapy has be-
come an important treatment for patients with malignancy. Therefore ,new therapeutic targets are
urgently needed. Vitamin D can exert antitumor actions through binding to vitamin D receptor
(VDR) in vitro and in vivo models. Vitamin D pathway,as a new target for the treatment of pancre-
atic cancer,has been under active study in recent years. The structure , functions and mechanism of
anti-tumor action of vitamin D and VDR ,and the recent progress of vitamin D and VDR in pan-
creatic cancer were discussed in this paper.
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NN R YEEZR D RERSr i A B8 ik (29 4
90% ) , TE AN BIAE TR | AR BN Al A7 1 7-d
JIEL [ ) e AR 4 AR R D, #E MR B 4E4E R D,
FESHEZR D 4G HE (vitamin D binding pro-
tein, DBP) 45 &, 76 JFF (UKL AR 25- 72 (LB A fie A6 T, 4
AR Ds BRI A L 25-F 484 R D3(25-0H-D;) . 25-
OH-D, J& 44 R D, 7E 1 3¢ b i) F 2 A 7EJE X, 25-
OH-D, 76 B /& T R A L2 AR 1o- 3210 B 19 4F
T, A la,25- 2 44 &R Ds[ la,25-(OH),D; ],
lo,25-(OH),D; 2 4E2E & D, G B B, HAE 1
55 DBP 45 4 10z i 21 R 20 i, 0 20 Y 1o,
25-(0H),D; 5 442 5 D 32 K (VDR) 45 & 1 1 e 44
ZRE AW kA FER .
1.2 VDR W% 5Ihge

VDR & T~ [ 5 8 3%/ H IR R 0 3% 52 1 5 e
JI 511 g — T AR HORS 114 4% 5 S PR . VDR BRI
LT 12q12~147 K FE 2 75kb™, 2= D 5 48
X, ED 11 MR F A

WFFE W] VDR A 24 ik sy 31 8 Ak g — i vl 3
A.B.C.D.E F 6 MIifg X, HATfg X 4 TR FE{A
MAHHEPMES S A/B DX e s A 305 DI RE X
(activation function-1, AF-1), /AN 75 {4 B A4 i 2 A7 41
SURNAN M e S, (HH A B D REESS . C X R
DNA %54 X (DNA binding domain,DBD), H VDR
HEANEF I M Zab5, 22 5505 E 1) DNA
JPa), AT R 4E A R D OB A (vita-
min D responsive element, VDRE)" D X A EHE X,
SMOPRPU IR PEE X, HA AR 5 ) B2 S 1 (H R 1) 45
P M RE 1 A P B, T BE S5 R AT 6, E X MO T
A& 2% 4 X (ligand binding domain,LBD), i VDR #
AN T V~IX 4t , 2 la,25-(0H),D; 45 4 32
AL, MUY 1o, 25-(OH),D; HEA 4l L 5 4 5 7%
2N, 5 VDR 455 IFf VDR & B AL, M5
VDR WG ek 8 | 1155 2L 8 i X 3Z 4K (retinoid
X receptor, RXR) &5 & T8 Wi 57 i — 4K 1% 7 i — 3R
AT {2 i VDR 5583k K )5 8 5 X ) VDRE 454,
I R0 A Y e SR PR F XA A A A ok
PG D1 6E X (activation function-2,AF-2), 5 AF-1 H
AUFEAER, FI{EdE VDR 5 Up a1 /65 [R] 40
il D7 AHZE A AT VDR 44 ] 4 30 I [R5 S
PER™,
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KEWFR AR, 44EZF D f#d 5 VDR 456
R VR, e e g LA LA
2.1 MHEABEAEKSIEE

VDR A 55 20 i Ji 300 2 (O8RS (CDK) 411
HIH T p21 FWW B sh 7454, IERT T HEA
i, AR UE p21 Ak, [R) At mT 00 o 40 e &) 40 2
(2 3k , JF AT 40 240 5 3 85 1 -CDK =26 W i % 2
WEIR Ak, E T K 40 R 91 BEL A 7E Go/Gy 8175 1,
25-(OH),D; F1 VDR & nJ i 7F 40 ) 5 B 28 At 94 (Rb)
FE AR 5%, M9 Rb SR AR IE, W st T
E2F (R0, DI 240 it J5 9 BELA 7E Go/G, #; VDR
WA SRS R A RKE 455 E -3 (IGFBP-3) 4
H S s 7454, L IGFBP-3 93k, 4kimi il
p21, I i JBE 5 2 A AR K 7 (IGF) 5 32 1k 2%
& BEAR IGE B9 75 % , BT 7 IGF-1 F1 IGF-2 {2 A
22 53 40, DT 400 1) 40 JE i 15 58 S5 TR B, Smad3
VB R — i 6 1 AT A2 oF VDR 5554k A4 K H -
B(TGF-B) I W JE sh T 454, F i TCGF-B My #£ ik,
la,25-(OH),D; F1 VDR i& 0] # i TGF-B 45 & 8 [ 1
ik /D T TGF-B M REfR 1 TGF-B /& —Fh bt 4
i 38 5 4709 1o, 25-(OH),D; F1 VDR AT 3 i
% TGF-B {5 5 18 5, W& AR 410 g X 2 jz A= K X7 i
SR DT 400 o) 400 A R RTS8 B A VR T,
A KL T 15(GDF15) J& TGF-B # % % 19 5
— W 51, 1, 25-(OH),D; A1 VDR 1 B #% | GDF15
(e 3k | 1T 22 F 400 20 B A K AR
22 BEEERESL

la,25-(OH),D; F1 VDR 7] 315 22 Fh 5 41§ 431k
AH G R 23k | K 05 3 Al B o A i R IS, )
W ,1a,25-(OH),D; 7J i%5 3 VDR 38 4+ 1% 45 & B-
catenin, il T 5% 5% A1 TCF4 5 B-catenin %55,
T TCF4-B-catenin M2 AN, gk
il T B-catenin X # 3 PR 5 5% (1) B 2 4E T 1 E-cad-
herin J&—FAE 5 B-catenin 45 & FF ) HAZ TR A
FE 1, 1o, 25-(OH),D; #1 VDR 7 38 i3 F i E-cad-
herin [ 3 ik [0] $2 5 W B-catenin 1 T 58 25 1o,
25-(OH),D; 1 VDR i 0] 520 Wnt {5538 B A K+
26k AFEXT Wit 3076 P FDKK-4 (930 6 A4 Wit
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v 7 DKK-1 /9 5% b 1o, 25-(0H),D; Al
VDR i 7] 3N 2 G C 335 . T DNA 454
PR R N A v G 1 2R 38 2 105 S 4 i o Ak
23 {REtEAAT

la,25-(OH),D; A1 VDR 0 3 28 #1 il 5t 8 7~ 5
Bel-2 Fl Bel-X; 9 2 3k 35 & 42 4 12 5 [ BAX,
BAK 1 BAD 13RIk, % #5 0& F 240 M 98 7~ 1 1 11 =225
la,25-(OH),D; Fl VDR 8 0] 3 1 3 7% caspase 58 S
53 (1 caspase-3.4.6 Fl 8)if F 40 i Jd T, H rh
caspase-3 J& ZH ML A T2 1) FEE Y P PTEN & —
o i L IR RRAM R Akt 15 538 B& 00 P IR T AR i
VDR A 38 i I3 PTEN 19 3 ik & # 42 i 240 i 4 7
B2, 14, 1, 25-(OH),D; #1 VDR i A i 5 HiAth
R T i R A R RS T E R, W Gy
Gy JFORHE P 2(G0S2) A i 7245 -3 (DAP-3)  F& 7
PEAI AL T 4 (PDCD4) \Fas AH 3¢ [ 58 1~ 45 14 35k
(FADD) R T I 45 . 2, 1, 25-(0OH),D; 1
VDR 175 5 40 Mo 8 7 A AL ) PR 40 B 288 TR AN T) 1 4% 57
24 MMEER G MENEEMER

la,25-(OH),D; A1 VDR A 3 1 4101 il = 450355 5 [
F-1(HIF-1) XL EL K (40 VEGF \ET-1 #1 Glut-1)
B SRENE PR R R LA P R 4l A K T (VEGE) #H
P e S N =S 7R o 1 710 11 = 4 £ v R il 1| A Y, e I
-1 1 mRNA AKCE 2L R A 1 A4 AR e+ 1L
8 MR 3d I, T 490 1 L A5 PN 00 L ) 3 R Ak
M TE AL 2 Wnt/B-catenin {755 18 [ AT 38 13 30 1
Ji 45 il R -3 8 (GSK-3B) % EMT 5 5 4 Snaill 1Y
BB ALVE ], 58N T Snail 1 A9FEE M, M VDR Al 4
il Wnt/B-catenin {5538 % , {2 #F T GSK-38 %I Snail
1 BBERRIEVE AT, IR T Snail 1 Y H A% 5 B A | ok
/LT Snail 1 % E-cadherin £ [R5 30 1 14 B 34k 27
BT E-cadherin A9 FR 3k, TR T EMT 1 J&
N E S 5 e Ah , 1o, 25-(OH),D; A1 VDR 38 A 3 1 41
il ZEB1 A1 Vimentin %5 EMT #H &5 5 R 7 1 76 1
T EMT 1 % A DT 2 F5400 1 Bk Jed 200 ko 2 28 Fn
IR R,
2.5 HDHIRIE

lou, 25-(OH),D; 8 3 410 ] i 988 AH 5C B ik 41 i ™
A REAN ML T TL-18, 10 il i 788 A B v %) e
0 L XT Wnt {5 538 8% B B0 BV, R i EJHNADS
M ME 1532 H 1 91 Bt R B A B (15-PGDH) 1Y & 35
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of rapamycin, mTOR) B9 1% ¥ | [6] i) B 94 42 B Wi & B
beclin-1, 5% beclin-1 5 575 —Fh 4 F Wi A 7 % A5 ik
JUUREE-3- 84 it (PI3K ) =2 [ 19 AH B AR T, DTG & 4% Bt b
AR Y,
27 WMEABEIERS DNA RGHIEEER

AL 05 51 DNA #1455 L & DNA & 52 AL il
{18 5 240 L R B0 A TR (X — 2o AR AT 4
SAALBE A HL TR L, 1o, 25-(OH),Ds AT S 9t A AL
B 4 7 0 22 R 4 2 3K, AR ALK A R 1 38 i -
1(TXNRD1) Bt S Ak 2 118 01k P 5 Ak il (SOD ) il
] 75 A -6- T R M U (GOPD) 25 | & 15 Bt 48 Ak By 4
VEFIBS Ak, 1o, 25-(OH),D; i@ 1 |34 DNA 1552 3%
Xl RAD50 F1 ATM ) 335 2 if DNA $i 73 i 16 &2 ik
&, DT BEL Lk 8 1 & 26 0 e 7

3 BERDREZHRERBRERDN
MRER

31 #AEERD SEREEFRXKNEXHE
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IRV R BEAR VT 22 g 1) 2 HE % 46 45 B s FL IR
NGRS AN TR (1) 7 3 s e s p A
542 D KT Z [ EAH M H AT AR 7R 41

Stolzenberg-Solomon 5 3831 4% i3} Z T #ff 7% A& BA
IMLE 25-OH-Ds 7K V-5 [ i g 1 58 s KU 52 TEAH G
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14 6L AU BB 2 A5 58 AT TR 25 22 E AT i) — T ¢ T
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BOEH AR, 12100 178 7 i iR vh & E
Rk T4% ., ZJ5 Klapdor 55 “ R iEFK , 76 103 1 5 i
TR ,92.4% 1 8 25-0H-D; KPR T 30 ng/
ml, 3 FE 3t 909% (W FE FRp A 9 i i 8 3 i = 4k A=
%D,

R ZE D S M h AR D KT S
ok M 9 o AR 22 TR A SE Pk i R 4 %, HLEs SR IF
AN—F, NS KGR — TR £, 2 544 % D
T I 1 5 DR 5 M AR R AR XU LA A G T, (B
Liu & g i XF 9 WA 8617 Meta 43 #7 , 45 5 s
R b e 2 D & R T 4 R DS e S
i35 FE I AU 22 () 52 AT AH DG . Genkinger 45 477%)
14 T A ST 25 Rt A7 B IF bt R B, i A=%D
P 55 N B B s 5 s IXURS: 2 ] 9 AH G M e S 1
SR, PR E K S Op i 2 RO HLE = HoAth )y 1
MU A DG HE A D 5 9 AR g A XU 22 (8] 1 A
S H AT JCE IS
32 #EZD ESHEBREEETENEXE

Tretli % “HF5E R W], 4 4E R D KV i 4
5 FLARAER 25 R 9 i 98 AR I 98 A D 1) 22 bR 1Y)
GRS, SRR R R AT AR D o] 3
WO R SRR R AR, (R BT AR D
55 1 R FB 3 TS 2 RDAH DGR i B SR AT 8 20 . Cho
I YA 2D JKOF 5 IR g AR TS 2 [ A A
KAESAT T WG, AAAIFRA RBMGEAR D
= 5 i R 9 R TR 2 AR A DG SR AT, Al AT
B, 1S TT 40 e g s 2 A IR AN IV 91 8 3 A
BARIKE 042 D, iR 280 1 91 11 30 e pig 98
BEMEAR D KPIETAREA S — kg, b
TFARGMIN W IIREZEAL, W] SEAGBH
Her: 2 D KRR, X — N 5 T AR 0 R g 1
HHEER D b= 1 5 R Y RIE — 3, Cho 45
A E AR MU ATV 9 e A i i 5 i 484 R D K

AT 20ng/ml B, H R A A7 R B B T, 28wy
Mréh e s 7 4k 42 2 DAY K P2 52 Wi B AR e Y
P o A A0 RN IV 30 e s 8 e T 3990 11 30 A
HHA B YEER D K HIX 5 5 22 1) Bl 5 1%
A B E WA T ATV 1A B p s 2B 1 4 A R
D AKF X H S i ST E S R o — 2 0
Ik,
33 #EZ D RUYERBERNHARER
ST R 1o, 25-(0H),D5 Al 7 S 734k -4
] 22 o e g A L ) A A, B HS T  BE AT IALRE S R
JNE WA Sy 48 245 W g T DR 32 31— 2 Y B
il o AT R — kS, AT Y 1o, 25-(0H),D;
2RI, EAUEA 5 1a,25-(OH),D; [R5 1 £ =
5 (0 B ek g 9 LT L A R A AR5
Kawa 2" T 1a,25-(OH),D; 5484 % D; 2510
Yy 22-oxa-1,25- " 44 2 Dy(S VB LEE) T4k
PO FPAF B AR AN R, RSS2 R R Hy
T E AL BER 1o, 25-(OH),D, #2210 i e i g 4n
Jiti & Hs 700T .BxPC-3 fil SUP-1 Ay A= &, 30 i &5 R
525 & S EA G, JF HoK 40 M R R TR G,
W, shi iRy S 45 R R I v A T AT 0
BxPC-3 411 fifd fz T F AR IR 1) A 4K, 78 S 56 45 R st 41 i
3K 38%, JF H A WIS A5 e RIAEH ;i e,
25-(OH),D, 10 il b A8 A K VR 855, JF B 3
T LAY R A AE . Schwartz 25O HEFT T 5 — IR
5%, HAT la,25-(OH),D, 5464 % D 24 19-
nor-lae,25 A4 D, (WA B AL ) TR YT IR
[ N e TN SRV S f A A R ) e
A IF SR AR M 25 T 1o, 25-(0H),Ds, 111
ST B AR EE T L R A0 R A p21 A p27, 1K
DAL S 5 445 S S s 0 ST Ak B T B AsPC-1 40 2
AR A, S B B i AR
Chiang 45 “VHE5E T8 — 18 1o, 25(0H),D; 2K B 7E
A N A0 X N 25 T AR 98 400 L 3R BxPC-3 1 e Ji 8 1
A 4k, B 19-nor-2a-(3-F819 #8)- 1o, 25- 8 4
# D;(MART-10), 25 5 .78k MART-10 7] i 25 417 i
BxPC-3 4 Jifd 1% 3% 7, - 522 B[] - 550 A0t 1, FL e 34
FETEPE L 1a,25(0H),D; 2= /D38 100 £, 3f %A
PR 75 5 1t i B4 L RIS MART-10 A] Kl B 1 4 40
e ] 480 8 1 AR SR o PR p21 R p27, IR
W T 90T 200 SR 309 4 1 D3 R4 i 40 A A
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W 4.5, AT Go/G, 1% 20 i L 451 DK et 2 38 i
FHE AT I 4 2R 28 D 2RI AE TR YT AR O 1 LA
LSRN 15 S RN o S SRV = R f A
MART-10 45, {H 75 #F — 25 i I PR 56 i DA SSHIE
34 VDRERMWMSEUERBETHNHRERE
WAL AR ST R B, AN TR 4L 228 AL PR 5 VDR
JE DR 1 A% T IR 22 25 M AT BB A7 AE AH G M
VDR 3R 285l 50 VDR 3L 7E mRNA Al
FZKF B 3eak , NITTs2 i VDR 36 [RU& #5 50 AE B AE
. HATE &8 K244 200 FioARF ) VDR 3K 12
A, o 5 g i kA DDA G FE A Fok T
Bsm I \Taq I .Apa I .Cdx2 F1 Poly(A)“*, H i X} Fok
I A1 Bsm T A BR )0 B U0 R B BB 22 25 R A 58
%, Fok I 1T VDR ZH 4t X, GEfH VDR &
HZ I ROE R 1 2 3 D3R R X A VDR 5
Bl A 2 6] (4 2 R g sE AN K, (238 VDR 5
DNA 456 18 1 K e 2300 16 TR v T K 19 VDR,
Bsm | & T VDR JE B 3" K, BARAE VDR
EOAWEEREGE . ZATige, HERS VDR
mRNA 2 E A B V)44, N2 VDR mRNA
Mfa e, L, VDR SR 24 % D fF
SiE g B A REEEM IS 2R E N kA C,
KA 5T 2 B, VDR & K 22 285 P 76 AN (7] Jib
TR A R R T EEAEN, B2 HETA G
VDR J R 22 25 P 7 15 i 98 vh i 1 T B A 52475 30
Li 2859 e b AR AL X A REH 9 VDR A
L 25 5 T AR i RO KU 22 ] A AR DG M AT T 0 45
5T, 45 Bon Fok 1 3 7% & F (Ff) v R fI% JB i
Jegs ) KB XURS: | T Bsm T & R AG 7 FH T AS (25 TR R
P R AT 55 0T HEZH N 0 S5 0 B R R 1 22 S LA 458
Pl (S5 F 5 £, P=0.003,0R=1.952,95%
C1=1.261~3.021; %5V 3K B 5 b,P=0.045,0R=
0.645,95% C1=0.421~0.990), {5738 Fok 1 5
Bsm [ 99 Fifr 35 P] 280 5% Je g 98 1) 255 45 5% W o) ) 2 B
ffbb 15 Ffbb K& K Y 35 FE A2 JBE R g 1 XU 5 e, 3 AT
Al R T P 22 2 7 a1 N A A T Y A TR
LM EE S MO 458, VDR 3 Fok 1 5
Bsm 1 2225 mT 4 Sy e [ A b b DR 000 9 A 9
FE I AU 1 R 3R fH H R S A G VDR S R LAt A7
S Z A (U0 Taq T A1 Apa T 45 ) 15 IR i 22 18] A
KVERHRIE A A T T3 — PR & .
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