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Role of lipid metabolism disorders in the occurrence and
development of pancreatic cancer: a review of research progress

WANG Yunfeng, XIA Junwei, XU Baiying
(Department of General Surgery, Pudong New Area People's Hospital, Shanghai 201299, China)

Abstract Most pancreatic cancer patients are diagnosed with metastasis already present, leaving few opportunities
for surgical treatment, and chemotherapy and radiotherapy showing poor treatment outcomes. There is an
urgent need for new treatment modalities. There is a close relationship between disorders of lipid
metabolism and the occurrence and development of pancreatic cancer. Lipid metabolism disorders are
not only risk factors for the development of pancreatic cancer but also accelerate the progression of
pancreatic cancer by inhibiting apoptosis of pancreatic cancer cells and enhancing their metabolism,
proliferation, and metastasis. Here, the authors summarize and discuss the progress and focal points of
lipid metabolism disorders in pancreatic cancer, aiming to offer insights for relevant research.
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R TAL, MRS 1AL, R i 9 A OC ik St
R 6 AL, H Al BRI R A RO R YT O R T
A, R#pBREHEHCERAEE, FARIGBIT
AIBLZ D, AT RO BG 7 ROCR B2, s B
PR YT B MR AT 2% I 2 98 4 v a2 Hh A AR
WAz —o P, 1N SR R 4 e R
BEPWE B Y EE EH R BLS K
I A £ S R R g R R R RN OC T A HE AT R4S A
wik.

TE 88 I & JE i AN TR B B, i Jo ARG i 6 32 i 194
SR, AN R A0 M B T AR R Y BE ORI
AL il e R E B AE S R R W st A S, DA SR R
TR my B or F A e Ah, R A SR Cumor
microenvironment, TME ) 1 & 3 435 flvJsg 55 1) [ 40
i el 5118 S AWt £ B S <SS e 21 AT
W AT R S 4 MRS TR R BT, 3 S i ok s e &2
o O % 40 i B9 D RE o W iR AN IR LA B AE ] R A
PR ry E A o B TR AL R G BT U M A 2R R
FI2E [ BE VR WY, AR S Wl Tl 0 B i Y T AL
5y, BEWFER (fatty acid, FA) 1J L5 H 3 251k
TERCH Wl =8, Hh =R TR = AR R A R
(B8] A I A7 A BE T (lipid droplet, LD) HAgAEK
PEAR BT, JF7ERE & NOAR 1 T 3 i FA A K i
HE =R IR IR (adenosine triphosphate, ATP) . BR T
AE AL RN B B2 A, MR B LA A5 0, #
JiE WG T LA ARV 2 A s RS AR A, e
W BEARER . W LB N R AN AL AR DU R . X ey
I il & B R - Il 5K ) R R SE (renin-angiotensin
system, RAS). B2 ALEE 3-3% W% (phosphoinositide-3
kinases, PI3K) . #EHEE C. & 46 B (protein
kinase B, PKB; Rac) . Rho # # (Rho kinase,
RHOK ) U Ay JLAD AT LA #F b & 26 (9 0% 5 il
WO, A, AR T T IR A A P Y [ R R Y T
4546 H 1 (sterol regulatory element binding protein,
SREBP) & S I i 5 PR 2 0k i OB 9 590, Pt
BT 7KV 235 R i R R4 7 A s

1 IEREERREEERRMEN L EFTRE

11 BREAS R AT BRI & AN R

T 0 T 2 5 0 R o 24 4
BT AR TR A, R T 5 R R KT
SO B, MM ILPRHUR 199 (CA19-9) |

C3. C4 LEBIRHEHE (Apok) /KBl I, 1M
% RE IR B H B BE (HDL-C) . #AR&E B A
(ApoA) VAKMRE H allp (a) K-FW] W EEAR, HE
£ KL LT CA19-9 . C3 Fl HDL-C 15 [ i o 591 12
Wi 0 T 2% 8 AR BRI AL . R R T ORGE , ST
Ji i 9 A D 2% A % 5 kAT ) B P D U AR a5
M, WU ARG . N8 WA 0 s A S s o)
iU LR o e e ST 4 T VA I 45 B - TR R
BEZBMER, ZBEMER (TC) /HDL-C AE
% BE NS 4R (IR [# B (LDL-C) /HDL-C 3 bt 5 o6 i g
f) 1 JR 10 AS W7 TF 85, LDL-C/HDL-C 8645 Lp (a) W]
DAL FH T e i 6 1) % 50092 e, 34 4% B A 48 Bn B
AAE N2 W R WU bR SR8 1, B s A I e
(936 97 2ok T v W 2% B 22 b OG T i AR A8 AR LB, I
B A - R R 2 I B OB A ME R 2 (lipid
metabolism factor-hydroxysteroid dehydrogenase like 2,
HSDL2) 323K T Jge i e JE 5 B9 A RS, HLOH:
e o R 4 IR R e 0 L A 1 R R S o A AR 2 IR R
I 1 E ™ . Han %P Sl HSDL2 1Y 8 3% 35 38 i 74
20 i 1 GE FAR OB B A AR 2 e R e B o
Al RS TS A B AR A AR S o
1.2 LDFIRRARFERIA S FNHE R

J B g v LD 2RI RS T, LD B8R g A K R
R SC . WEFENIRBT, B IE T 40 b LD Y
Homm m T AR BRI T A, JF H7E R AR R T 40
rh UL 2% B 3ok S 1k i G ) O 2K o (PPAR @)
W, XWOA N 2 LD AT AR S S T il 7,
I 75 LD-PPAR o il 7] E 2 5 Jige Ji Js -1 48 JHE 20 4 119 4
FFo BLOh, LD EGTHFEIN I T KRAS 58 22 4 Jje i fi
R
1.3 BRERETUEHEXHAERAEHERE

Ye S5 3 A [ i g E 504 4R 1 9o AE ik A 20 4]
i (The Cancer Genome Atlas, TCGA), I8 &R/ T
A AR e b 5 0 B A O A TS R . R B
CA8. CEP55. GNB3 #l SGSM2 % U fift fig fii 5t A % fife
Mg A AR (overall survival, 0S) A I FH 50 .
Xu Z29F % T —4SH GALNT16. FADS3 ., CERS4 Fll
ABO DU A fig J5 436 AH G ik DA 20 B A 8 1 i A Y
22 M uESE 5 OS AH G, Al sy T 8 R g A A A
JE B ST fE B 3 . Li AEUGHE BRI T IR
(pancreatic ductal adenocarcinoma, PDAC) &% itk 5
BN AR AR i R aA B, RIS R, B E
T 5 MR B AH OC Y B A USRS, 2 28T AR
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Bl i 5 A PR AU IR T T 5
1.4 HB=ERHRESRERE

IME Tl =R 5 2 Mo e KUK 22 (8] 77 78 W 2%
AHOCHE . BRI R B, AERIR/N R, T TS
OB R s A e T, ol =R IR,
TRLAN . PR AR K 22 AN AR A H il = lE R,
TR TR AP R MR, RIS R
TURPE BB 5 1 (hormone-sensitive triglyceride lipase ,
HSL) #1 H il = B& g W7 B (adipose triglyceride
lipase , ATGL) 0] DL B3 I i AH 26 3% Jo % 4 26 4
fE L DT AT BT W7 8 ot . 98 2k DX KRAS n] LLsd
o V1 HSL O 5 6 LD % £t 47 F0R S o 7 T R s
i, HSL %3k F i, KRAS-HSL %l ) i 35 3 2 A it
A7, T S P bR A A A, O R R 1 =
ZPEILH . Rozeveld F7HIER] , HSL 6k = 5 i i 4
ZURIRIR RAEA O, IS 15 BRI i) 2R e .

2 fEREmEXEERERMRRENLE
WM& R

EBRRRE T, 2 kS5 FA FIIH [ BEG RL
ROBERH W I, WA ER AR (cirate synthase ,
CS) . ATP #7 & R % f# B (ATP-citrate lyase,
ACLY) . IR & ( fatty acid synthase, FASN) .
A IR WE A B A 21 A 1 (stearoyl-CoA desaturase ,
SCD1) il 3— 52 5 —3— HV k& — 1t 4l il A i 5t il
( 3-hydroxy-3-methylglutaryl
HMGCR) o 1 T FA F1RH [#] B3 4 2y £ Bt il i A i
o — RGN A B, I R A KCOF 2 R
B AW R R OB AT S, B L
i3t ACLY MAFBRIR £h h AT 2R i ok, W] Plidiid &
Tkl A 5 ( acetyl-CoA synthase, ACSS) M Z
R b AT AR ok o ACLY S B i Mg & A= I i
fifggg i JEB . EL 48 & B ACLY J2 A 24 1K #h KRAS 9K
B 1 MR - 5 45 4k 2E (acinar-to-ductal metaplasia ,
ADM ) U B b 968 & A= Pt e o 1S
2.1 Z Wi A ¥ 1L B8 (acetyl-CoA carboxylase,

ACC)

ACC /2 FA & P AL O Bk STl A SR AL T —
IO i A P PR R G 7R R AR L RO Y I3 T
Tl =T 7K F-F1 ACCT 14 Bib 88 P9 2 3k 5 R 4 35 /1R 7
BRI AR O, ACSS2 A Bl T8 5T 6 B RN 28 W st
&0 g 2 . ACSS2 A 5 1 AR T 4 2 OIS Z1P4 53

coenzyme A reductase,
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i#% i & SDC1/DNM2 i it K M & /E A, Jf o
GSK3B/TRAIL fi& i LA 2= 4 S, mT A Dy JB& i g 1)
R LR A P 5 AL 8 A1 1 5 35 0 T
2.2 FASN

FASN J2& FA M Sk A= 9 & 1 b 9 O S s 7 A= Bl
i, ©H 1A B a T T AN B a
AR AR 6 kbR RR B, T A RCE Z 4+
FA. AR IR, B8 RS89 FL S IR B iR
£ M
IPMN ) B3 1Y I %5 FASN /K75 T FE X AR . A2
HWR R AGE , FERSMIESE  FASN 2o 2% 35 38 i
K7 B (NF-«kB) FFEmPEE A1 (SP1) 7EE MR
I 20 Jf vh 38 i ADP- A% B 2R 45 B PARP-1 19 3 35 Al
DNA & &Pk, MU 5 206 28 [ B2 M08 7 b .
i 988 AH OC 1Y) FASN 3 38 3K 41 55 52 SREBP1 7 %% 5% /K
S IE AT, SREBP1 A F PI3K/Akt Al 22 24 7L 3% 1k 25
FI#EF (MEK) /ERK 45 Z Fi 5 5 W B A A 71 F
o S B0 KRAS 175 5 09 58 I Il Jég & A= Pl 0 55 1Y
KLt , SREBPI1 3 2 5 1) i M 96 58 34 19 AR A7 19 L
SREBP1 ik KA M & 48 , 1 SREBP1 B fi 1 2= 91 4l
JBR e 40 M AR K BE ™. Zhou AP it 3E
SREBP1 [ Wit il 75 98 Ji 98 v W 0 34 55 155 ¢ 1) i g i
JE S . SREBP1 AT fii S fi g 9 JiE 1 iy A
IRYT B A A . Mouhid 2E™RE , Yarrow SFE T
SREBF1 1 T Ui %% s [F F 19 #0855, FASN F1 SCD.
SCD J& —Ffr N 5T X 5 BA i e & B 11, e Ak b s 7R
(C18:0) FIkEMITRE (C16:0) v 9 {7 AUEE 1Y IE B,
Iy PE A ORI FA (MUFA) 3R (C18:1) A0
FEMEIM AR (C16:1) . SREBP #5# SCD 1y %35 . 7F
JoR B A0 i R P, B2 MK 2 SCD1 Y Rk
i, I H) Tz i 5E 3 B SCD1 i i B 4k vk Ak 1 H
REL 1E 98 6 40 B i st T2, 5 SCD1 AR L, SCD5 7
o Ji g8 2R ) DI R AT SR AN FE
2.3 HMGCR

1 B0 KRAS /) BUBE IR g 155 R vp . HMGCR 19
Tk WoRTHE, I BRIt MVA & 42 5 3R
K EIEP ERkBE, AT HMGCR A] DA AR
T L g ) IXUBS: AT SR A AE 3L, {HEIE W] HMGCR A
BT Mg & A, 4 HMGCR af L3R 5 198 0 A
IR .
2.4 HEE-O-BtE 8 (sterol-O-Acyl transfer -

ase,SOAT)

SOAT (0 ik Mk 366 4l 16 A AL [0 52 I 32 7% R% 1)

(intraductal papillary mucinous neoplasm ,
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I IR 25 A O- Tk & ¥ B i X 7% (. membrane-hound
O-acyliransferases superfamily , MBOAT) 11 61 & W
U, A Al TR S DA T L G A R RE BN EE L, 7
W (ER) B L p=A [ EEfE (CE) . KT
p53 MR A Y SOATL 3R 3k 75 19 AR 95 1 Je 07 m) 198 o
SOATI it % 454 35 98 Bt g 308 o8, TPS3 % 2% & P i 2k
7 i 988 40 i XF SOAT1 it B SRR o A7 DF 529 Oy
SOAT1 (13 B 3R 3K 5 JB i g J8 3 P A AN R AT G

CPI-613 (devimisat ) & — Ff 57 78 (1% 317 i 26 v {4
R AR R Eh 2RI, ACC T R B AR i i ¢
SR, WA & CPI-613 AY I Z L 5, "B L AMP 3
W E A
AMPK) M4 7 0%, I 52 CPL-613 1Y 4 T
o Gao 251 %% B CPI-613  (devmistat) , 38 4 fiih
& ROS FHOCH PR T2, 76 J58 M 6 F 48 e v £ Bl 5 B
I 48 00 4 B 1 0 e T R S o TS AMPK A 5 41 i
JIg S AR5

SREBP %% 5 5 il [T A 98 5 g B AC 0 A9 i, A
T AEFEIR R 2 o & 3228 ol B — A — IBUE &5 4 4
W, BT m RPN R M. BRI
125 kDa WY HTIRSE 1, IO B 75 5 SCAP (SREBP %
RGBT ) S ER B . s, 17
f£ = Fh SREBP W. %! . SREBPla, SREBPlc i
SREBP2, H: v SREBPla 7£ 5 57 1) 40 i & & & #x
oo [ LI 20 M PN VR B R YT SREBP B0 M. 4 S
BEW EEARE, B S KB RFRHENEA
(INSIG, HARFEHEEEER BET) 254 1) SREBP-SCAP
BAY), P SREBP-SCAP-INSIG & &), K5,
SCAP M INSIG fiff 55 IF 22 Jit G2 A5 4k (38 2 2% 55 11
T 5 sec2324 AL A ), 77 A COPIAH ¢ 1 4
W, XA BhT SREBP-SCAP & & W55 # 1) 5 /R 4K
W, RIS ELE BT E], N R i SR R A B e A4
LA o I P R S S PR sl T DX [ O Y
JCHRES A, TS R A TR A . R
[ B K - 591 K, SREBP-SCAP & & W1 3k 5
INSIG %54, 4] SREBP-SCAP & 4 ¥ 5 COPIL A %
AL A, DI IR L ) IR B AR B is ., i
&b, SREBP 5 PI3K/Akt/ 5 1A% R & A4 1 A 7L o)
Pr# kR (mTORC1) Fl AMPK 25 34 42 2 [8] it #H H. %)
W TIREAR WML . F58 L, SREBP £
PI3K/Akt/mTORC1 () F i & #EAF AT, JF 14 58 9 o
P4 G A, AR AR .

( AMP-activated protein kinase ,

3 MEEREEREIMRIREN L £t R

JOEL 0 i 1 A5 0 e 8 RSE T T R i A i v 3
SER P 40 6L AP B B . 5 I A B AR A R i AH
L, o B2 3 BR A9 IR %% B A 45 1 324K (LDL receptor,
LDLR) A3 1% & & 0 [ B A B 2 1 48 A /) BB
PR A P o S Y A Sk I E A R,
B 7 b g MR AR Ah 2R O Y I B L i i
1B10 (aldo-keto reductase family 1B10, AKRIBIO)
M AT LA R R g b ) vk S A A kL, S IR
Pt B AR AL PP AR DY AR R FA R, fRn . B
AN FA RN R AT DA 2E R B 2B ML 1 A2 . w3 FA
3 o /D Ak 9l R A R A1 I R A M HE AE . H 6 FA
SN Ak BERR AL o SR, B SR 2 2 LA 4 2
FEPFE B, PR AN FA B RE R B AR g R £
tE B 91 ) e A R A0 M IS A A RE Sy . Utk FATE
JoE R T AR R R 0, BT RN 2 5E A
HE
3.1 BEEEREKIESHEIRET

A Z WY K WY [ 40 SR O S BB R
i AR o — T[] B T R B, B R e 12 W T
6~18 A~ H , & JIH [ i Al LDL-C 7K F F B Y 53 5 B
Ko WA, Meta 23 HrP9E R, 638 BRUFN H A<
FR AR B e A T o i e XU =2 ) AE T W
KB, BEZEPIE M, LDL-C il i #0015 5 5% 5
SEURTE R (STAT) -3 w8 R Ak f £ 2 s i 9 41 g
WA, TR, B R S R B 00 g
i 75 R A2 1 Mo g B4 A7 0% AR o LDLR 9 8% 38 1T 8
2 00 TR M A AN I AR A B B R /DN OB Y ) B0 BE
J1, I 20 R A E S I T R ERK AR Y A AE
MR N R AN S . G IR b, LDLR %35 5 B
Jies BB B AR A7 R R ARORN & % AU, B2 1 AR ST

VT 28 245 4 2 A DA Sk A B R R, A
— S PRAF 58 b B AT B AR R AR Y R
fed, BHBEINRMDBESF LD . HFXZIK
(LXR), 3% LXRa FIl LXRB, & 7€ g I A0 i i %
S AR AR OC AR B A 2 K . — IS 4 B
TR BRI G R AR AS I B SR B, REL S IER A
ZU0 BTG, LXRs 7EMRE bt 3R GA . MHILZ T,
g — AR IR, 540R M IERE AL, A
JER i g FB 2 1) i g 4 40 LXR M SREBF1 1) 3% 35 5
FREA%, SREBF1 4% i JC 8 DNA & &2 3L N 2 1 11 R
WM/ TR

(polynucleotide kinase-phosphatase ,
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33 &

PNKP) (%% 5%, 38 2o B & 8% LXR-SREBF1-PNKP
5 1E 5 BUEE 1) DNA B B G .
3.2 MRIFETEERERRERY

JIEL [T P g 7 R R 0% A R Ok R
— I IR R B, R R 4 28 0 Lo P B Il HDL-C
KPR AR . TRIRE, — TR [l Ja P B g
R, 5 AR R R R AR B, R AR A A B
I 1L ¥ HDL-C K 3K . [, —TiF e s
AR VA EE, JE B9 P ABCAT Fi ABCGI 1Y
BE S OKOE B3R, {HXF ABCAL FI ABCGI A I 0 =2
b BT, R R v IR [ e S A O B
W, VS TEM A FHLEN A YR KR . Yang
SEUIHRTE RN R REALTT S YOS T AR K
K b {5 5 1% 5 1 I 8] 5t 4% 1k AT e 23 412 4 JE il 7Y
PDAC, SHEUBRH WG AE, Cao SFWIERI], FH
f b R B BT A R i R AH OC B ZH B (tumor-
associated macrophages, TAMs) X i i 58 (19 & J&& i
bl G R /1 A 1 e £ T R
AR IE 15 TAMs By il v] g J2 A7 2% IR B8 VR 97 oK
W o Yu SRR U] AN M A B R 45 S B I (cellular
retinoic acid-binding protein II, CRABP II) J&— Ff 87
49 ME [ A0 E 1 77, CRABP T2 52 i PDAC Tiif 24
PER BEBEMESE . A A E ISR IE T Yarrow SFE
TE 19 R 5 S D /s BUBE AR g o o AR, R
Yarrow SFE AJ E 2y b 70 4% 770 5535 75 #b 78 7010 FH T 5 iR

4 BERNEHREXHimBEAEMEEESN

A1

5 2 T 7ol 2 T LA 55 T R N O A W R 1 2
BELER LAY o AE R BRSO AC I rh I A Y A R R R A
HABALABE TR (saturated fatty acid, SFA) 1 ff i
iR £ v Lg% SCD A1 FADS A M0 AT, 77 Az BN A AR
Jiii 2 ( monounsaturated faity acid, MUFA) ., SFA
MUFA #B 0] DL o g 5 iR 4k < (elongase of
verylong chain fatty acids, ELOVL) #E . 2575 K FA
(LA F1 ALA) #{ ELOVLs $i7 &, Jf # FADSs 25 11 Al
PLP= A SRl 2 AN AT FA (PUFA) o 4R )5 ¥4 g
Tk LA i o 5 H Rl S, SE R AR D R R
SR I o 1)
(diacyl glycerol, DAG) ¥ INEE — Fh FA Sk % 4k .
DAG FH F 4B 7 B wl Bg s T A A7 o Tk T il /i 5k

(monoacylglycerol, MAG) ,

http://www.zpwz.net

M (DGAT) & 7 53 % & J5 — Fl FA %5 i )
DAG T IFF= A =k H i (TAG) AYREE, SR8 4%
FEAELD "o JIR B AN LD o R il 2 3 3t i 7 6 52 A
(), AE A K % TAG . DAG FIMAG HHBILFA .

B0 N AR i HG R er g3 SRy b R R IR PR B BE R
CELHEM 2 1 N, 3 7300 T 92 1) 0 W I8 2 0 2
FI, B R Ak SR W IR B R B R ) . MR TR
S L T MRS AR L )2 A7 A T EL 3 i A
JErh . SR e A 2R AL, L o R p
25 17 I8 GD2 Fil GD3 L} O- Z BEAR AT A= W 8 Al
S MR A 22 A IR 2R VR B BR W o Sasaki SF M5
229515 iR GM2 7 PDAC B9 Rk FE A, & BLLE
W BE ZF TR, GM24H i i A K B R s T GM2 4
L. 24 GM2-H GM2 41 fifl — 4E 3% 5% mf, BRAKpOLF
JT A 40 AR 1k GM2, BLEE R AE T4l (CSC) A
A AR A A )R IR T IX L8 CSC R 2 i
GM2 1y ik R TGF-B 1 M5 F 15 5, W] REJ2& il of 1)
il GM2 1 TGFBRIL 2 [a] 4 A1 F. 4 i A 9 il 1= 28 .
I Ak, MAPK #1007 GM2 3 35 (4 30 1 o B K T
TGF-B 115 S I IH T1RZE. EHEP, cM2
2 B b GM2 4t Jf T 18 B R 1 B T b JRe 1 kAR R
o TEPDACYHR B, GM2 ik 5414/ . i
2NN 3y NI 1 S AR o 7 R = T o S
X R A, GM2 AT LIAE A PDAC (158 1112 Wi F1
BT
5 BERREREXRIEEXT R

i JU 96 A0 L v 2o 2R 35 B FASN 1 8 PKM2 R 35,
AR S M T SR R VG AL VST 24 . PKM2 3 3 2o 0 i)
VYt 95 75 5 1Y TPS3 A% 5 1% 5 R BE 5 1) 40 M 0 12 7
fb s pu e b & AR E . BR PKM2 4L, &
FASN 7K - AT 2% figk A Jo D90 17 38, 44 <5 98 1 400 g 5 784
I 30 35 PG A 5 S 00 40 M UE T 3 P A R A
Y7 R A b R D R R R I M2 A 3 ok R T AT R o
PRI7 0 B Rl, FASN K- 2 119 g i g 28 38 1) B A A7
WYLt FASN IR IR AT 8 e, Hoad ik 535 Pa fth
VIR YT B 25 A7 MY BRI ] Al 2 — Fl FASN 1l il
F A DA TR R g /DN BRURSE AR i S N 5T I BT
TGO P At Y BURAE o w3FA Il NF- kB A
STAT3 i Ak, 24035 5 VA At I (9 P 46 FHES i
L /N HE A1 (caveolin 1, cav-1) M IIEE,
A BT nab— 58 A2 B 1 5 O Ak 2% UBHE T . SR,
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Ty —AF SO B, IR [ BE RN cav-1 #B AT LA 4E 4 40
JL BB CRE B R R ABC B2 R, 58 CD133
& TR 1 1B R b e A s 240 AR v 25 0 T R X) nab— %€
BRI APt . 40 HMGCR nl i g A J8a 40 Ji X
VG i 2 R ﬁﬂﬁﬁﬁf@fﬁ%%%%ﬁ
o Y EAR AR, fE R MR TME
Déﬁﬁﬁﬁxmw%@g,ﬁﬁTmVMm%
T MR ZE, V-ATPase &—Fh SCHEAY IR 7 (H)
o, SRR 2 W25 M OCPT, B R U,
A7 i 245 55 1 e 968 A B 0 R AR A B E 24 C R
T Lk — 25 (4 B 5 ok S B T 4 1 AR T RN

JE 7 Bl Uk W] 55 T 24 1 RN e AT B RS R Q.
Chen 28 & B, 3 7O fh V5 TS 245 199 e AR 5 45 MR
(pancreatic ductal adenocarcinoma, PDAC) i fig &
CRABP 7K 7t &, i CRABP T bk i PDAC 41
JHL X PG At v E R Rk, I 9IE 5 CRABP 1138 2o 9%
5 A e RR [ Y AR SR 5 | X) PDAC bt . AR
£ AT LA 2ok 9 75 98 40 fL b VEGF F1 VEGFR2 {5 5 %%
T o3 W R T O AR R, B Ak A R B A2
A CD44 {2 7 Ji iE 7 #5104

6 /N £

Mz, BREACH R T R A R R OE R
WYL, N AR o G e A AR S fa R R
i, B 38 Aok A ) I A R O T, 1 5 TR AR U 2
EORAWY ISR BTN i A I B 7Y T S O I [
SyFE E 12, SREBP 7E PI3K/Akt/mTOR 45 3% #2 F i
A 1 B T 26 0 B R 4 R i AR A b A S
WE, XU (E 5 E P i BUE R A S T 8O AR
R G KRR AR . M B, SRR Y R oA R
A MIEFE ST (W DAG. LPA . PIP2 fi11P3)
RO BUE R, 52 GPCR/RTK/PTEN % 12 1 JE 1%
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