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Research progress of CDH13 in malignant tumors

ZHOU Wu, WANG Jun-Jie*

(Department of Gynecology, Affiliated Ren He Hospital of China Three Gorges University-The
Institute of Gynecologic Oncology, China Three Gorges University, Yichang 443001, China)

Abstract: CDH13 (T-Cadherin/H-Cadherin, CDH13) is an atypical member of the cadherin family. It was found
that CDH13 is widely distributed on the surface of normal cells. It is often down-regulated in cancerous cells.
CDHI13 down-regulation has been associated with poorer prognosis in various carcinomas, such as lung cancer,
breast cancer and cervical cancer. CDH13 reexpression in most cancer cell lines inhibits cell proliferation and
invasiveness, and increases susceptibility to apoptosis. These properties suggest that CDH13 may represent a

possible target for cancer risk and prognosis. This review summarizes the research progress of CDH13 in tumor

therapy.
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Ranscht 1 Dours-Zimmermann ' - 1991 4 &
URAE XS I o 2H 2R AR R I — Feh e e 1 45 36 R
LA 9 15 40 i 5T X, O AN 808 B PR AR
Truncated cadherin, Bl T- 45 % & [ ( T-Cadherin/
H-Cadherin, CDH13). CDH13 j2 H 8./N 3 [K 4 5 (1)
— MR EO T, T ABR A 16924
A M, CDHI3 5 4% 48 145 35 & (A G T AS [,
CDHI3 ik = F At 45 26 2% 0 A I RF AR, JF Had

PEIL B R EE VLK I T R i, EMERAN
PR R 441 RO I 2R 0 PO UL PR PR A A
[ 22ik B,
2 CDHI3EFEREMZINEE
2.1 CDHI3EERESAEHKZ=

WRRE, SREBEEKFHINRZTREZ S
PE (rs4783244) fii T- CDHI13 {14 &+ 1 X, CDHI3
A& R AT 4 TR AR B R 224k, CDHI3 @i i 4y
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MR AN 2H 23 R 2R /K1, AT DA 1 i % =5 9
AW 5 AR IS OB PA K Bl ik s 1
T AL 1) 2 % - CDHI3 AMY 5 IREX R 2 A R1 (AdipoR 1)
FTR2 (AdipoR2) #HE 354, T T XHFZAY
UL AR R A . BT A X LSRR AR R B,
CDHI13 7£0 L8 9 1) K e Th g 5 AR HT, Al
SR TR AN EE E BRIV R bR
2.2 CDHI3EESEHMMEEKMAMESESN
VEE

CDHI13 LB % 1 T BE A2 1E IR i i 1] 2 5 4
2t KT, Takeuchi 25 ' CDHI13 ¢DNA
1) 2 1A 25 44 Bl 3 % %« N CDH13 3k B ¥ 1) TGW
HNH-12 # 2 BRI AR I AT, Rk 25 T
X A T AR A 22 oy R IGTE OB, HE
CDH13 "] BEfE M & o I AE KR A A AR A 1 B 1
(¥ ff1 €4, Zhou %5 ' R I, CDHI3 76 J Jik S ik /A 1k
20 1) AR A R b R] ek o PRI S AE ] . Joshi
U WEIOR B, AE N R K A R 40 i &R (human
umbilical vein endothelial cells, HUVECs) #', CDHI3
et 2k AT A A R T R 1 T T UL 3 e
(phosphoinositide 3 kinase, PI3K). 75 % R & ¥4 B
(protein kinase B, PKB/AKt) Z: {155, Fifl p38 MAPK
22 Z4F VEAL B H IS (mitogen-activated protein kinase,
MAPK) (36 P, {3 40 10 % 32 H % b 20 e B 5 B 5
SR T, X3~ CDHI3 W ge K ¥ — MEAE
W5 S ThRe. #E—DRTFRERN, EAiE S S0
AR, CDHI3 Refs 45 &K% B2 R & A IR &=
HBE AT -«B, @ik NF-kB (nuclear factor-k-gene
binding) {7 5l % K AF % OMER .

3 CDHI3EFEEEMMERIRIA

WEFE I, CDHI3 |3z o0 Af 1 15 40 f 2% i
[[IREEEZ LRGNt b e s v T g 7 P 1
28 vk I AR BB SR R R AN i e
(oropharyngeal squamous cell carcinoma, OPSCC),
wER. B R, SEE. elkE. S
JREE 4 0 15 975 (acute lymphoblastic leukemia, ALL).
Pk B 40 i 1 9 L% (chronic myelognous leukemia,
CML). i1 i BEGH 87 1™ 45, fR 1 — 48 1 2,
T2 JH i o CDHI3 H: PR (1) 321 5 Jib J8g 1) 1 g 22 1]
KEFICAEES ™, A fe &Ky CDHI3 1E IE % Jif
JIFE S ot 240 LR o A D PP R O e A, S A
fti CDHI13 7£ i v 21 i iy 2 15 08 AR R IL I A7
FEZE S VE « [RIIF, S o 4 MR I P 12 4 A2

P R R 23 JFRIE AT, 1 W] et 2 S i A
GEIR DI

Wei 26 "SR5t B, 76 B % CDHI3 ik [#
NRESTRE. AR, WAL, T
YR SRR RN WA TIEAT B (Helicobacter
pylori, HP) J8&Fx. srAbREFE. BRI W R A K
[l ¥ (vascular endothelial growth factor, VEGF) f] 3%
RTCI R THARE, KR B R A
JKF- ¥ CDHI3, A W sk 1) 585 35 0 TG T M ok A
A JG A TR,

7E CML ##h, CDHI13 ik 510, FE#S.
R JEE ek AR DA R A R L A e ARG B I
2L B (/KPR & W B Ok Bk, CDHI3 JE[R R 1A
Bk H R AEAE Sokal R A . 2T TR
By, CDHI3 [¥) 1A n] DL i i A K 5 12
78 B Lin % PV ST R B, 7E N Bk 5637 i
bk % g X\ CDH13 siRNA J5, CDHI13 #iki] &
N BE, IR AN IR R ZE M AR . Lee 55 Y
WAL R, K CDHI3 RIAH AT 2 Y\ CDH13
IR 1 N S FL I 48 itk MDAMBA435 o1, 41 i
(15 28 VER TS+ 4% CDHI13 B3 %6 e 1 40 By 5 A\
PR FLR B T R I T 2 S, e i) A K T R gk
%%, HMRgnime &K 4E 748k, Wang & ) 1f
FRIL, ¥ CDHI3 FRIA AT E 7 Y« N AT 51 iR
S 40 fL Ak DU145 o, 4 38 3 9855 . Yurlova
2 BV I, 84 CDHI3 cDNA )ik peDNA3. 1
FasE Fe e N/ R B R 4N ik B16F10 1, iR
Y1 B f 386 K S B B8 2% . CDHI3 w] fg A A4 gE
BRI TE Fibeg 1 1t e vh R AR T

4 CDHI3EE 7 MM E R E R HLHI

4.1 CDHI13E[RE5 DNAREK

DNA H 34k, (DNA methylation) #& — i 2 X gt
FASAALE , & e pg b B LI R A stz — B9,
K2 HOE H 20500 B R ) v B R Ak, (ELAE iR
S CpG By (CpG island) 4% i B B LK, S8
R R, ERH BN RELRIL

HAEl, fEFZREMERA R T 7HEM
DNA FIEAL - g B, FR iR, 2594
JfL 5 9 2E K, f1 CDHI13. E-Cadherin (CDHI) Al
Cyclin D2 £, #f 50 &K 8, 7F 1E % 4141+ CDH13
mRNA FIRE R &, HEZ MR AR
I %) CDH13 CPG & () H 24k BL & CDH13 % [X 1]
FIkPLEL, H CDHI13 %K H A6 5 iR i) 1= 2

b
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BRUSARTG REMI, QEmm, FH s
R . BB i U2 . ALL. B
MRFE . T oW, S8R, AE. BERE
%% # 8 (melanoma brain metastases, MBMs). & £
Ji . SUVEBEAN MM (A MR (acute myeloid leukemia,
AML) [8,10-11,15-17,25-31] %0 jz*tlj*aa‘%‘riﬁé%ﬁﬂ%% [3]\
WER PR RIS . EHE SN N, CDHI3 B
B W EAL — RO A AR RE R AR B A, T HLE R
5RETMERAR, MR KA R R R T
—HAFE. Rk, #EN CDHI13 235 1T 68 5 28U
KAFZZE, CDHI3 A fg e A
4.2 CDHI3ERFEEMEBLE A RFHI7FHLE
4.2.1 CDHI3J [ 55 Sk 250 e

Zhou % " A 5L R B, 3k 2 K A R iR R
CDHI13 J KA W] R T FEEITER, DNA HEAL 2
A fRSR  CDHI3 JE PR K% ) £ 25 Ao 1ff CDHI3
A e ) I P R A T A% B2 PISK. Akt il
Wi FL 30 W) E A & 2% 4E ) 5L Al (mammalian target of
rapamycin, mTOR) Rl PI3K/Akt/mTOR i #% >k 1 il
M AE A, DRI 4HE 0 CDH13 35 [K] %18 PR A% 2 TR 4K
IR R AR B — AN BB . WA R, RO T
Ik 2 A iR R A AR S B R IR AR A 2K - RB B
1 p53 M. RIE I RB I B AT BT UK M 2 1R iR
JEMR RS “E3N7 BER, s ps3 iRk
T T Re ke ) “{2it” YEFH. CDHI13 J& T RB
T LR, T RB B AR Ao A 20 B T A g
AR EE R AR R E h R EE HE/ER . RB 2K
i 5 et {7k B ¥H K -F- (chromosome remodeling factors,
CRFs) FIiZHE % A7 E2Fs 45 &40 7E G, 31,
NN T A1) 5 248 P Sk e Pl 75 () JE R () Rk . 7850
FIVEFEIE R, FOUEAE AR 7 5 B0 RB 2% 1) 20
FEFER R e R E IR

i fiiE, CDHI13 % K AN AE S M s /& Hh
AL FKAEH &, B 1L EB i 5 (Epstein-Barr virus,
EBV) #ir # R m, X RR T T CDHI3 ££ &
Mg R K2 Wi M. 7E OPSCC ', CDHI3 gk
RS 5 N FL 2L J8 9% B (human papillomavirus, HPV)
A—EMBR, HPV ) OPSCC i+ CDHI3 H 3
W E T HPV ) OPSCC i 'Y,

Yan &5 5 B 5% % 31, H19/miR-675/CDHI3 3
D] 3 B 7 v+ 28 1 I 8 1 e b ke A B AR
H19 8 E A T HAT4E Y miR-675 k1§ #] CDHI13
B2IE, IR a2k i A 0 i ot g AR 2. Ik Ak,
Huang 25 P Wf 5% & 90, CDH13 £ Jixi #4 £ i 5t 98 oh

(Ko ik mr b p21, Bk B G/M ) 2
[R] e 53 SR 100 ) 9 240 L ) 385 5 o
4.2.2 CDHI3ZE[K 58 L R G MIE

Jin % PURFGUR B, AE fE 1, CDHI3 H
R A H R R, CDHI3 75 8 1E I
Ji& (esophageal adenocarcinoma, EAC) H1 [ H S 4k %
B T A IR 41 e (esophageal squamous-cell
carcinoma, ESCC), fffLL CDH13 AL a] LLE N —
ANRE S EAC MRidr &Y. 72 B, CDHI3
H 346 7KF- 55 B-Cadherin. 25 [ 3E R 724 9.5 (protein
gene product 9.5, PGP 9.5) [1) HH Z: AL 7K £ 1EAH G,
HRKEAEEE 7 1 (long interspersed nuclear elements,
LINE-1) ) B AL KPS 500 6 B TR 28 145
Jei 10 3F g o B2 F, DNA H 3L 8 8 iy 1 R 18
CDHI13 [ AL R E S 40 * - Park 45 B 5¢
KB, CDHI3 {3 234 W] g 1 4 5 I R i 1k
5 H 4 (adenosine monophosphate activated protein
kinase, AMPK) )y 4, 3 i 4101 1] &5 B ¥ 92 40 e 11
W56, CDHI3 FE:AL 55 45 B s 0 R A2 kR DA &%
SAGFERE B DA E B,

Chan 25 " B 50 R B, BF 9 CDHI3 (3R ik
5 KA B R RE . BRI, R
W% BB R, {H /& CDHI13 B AL 5 e 41 i
S5 RN e 1 2 R A AR OG5 k4, CDHI3 it
2R c-Jun ZFE A Ui B (c-Jun N-terminal kinase,
INK) 15 538 6 5 % I 2 40 c-Jun 2 14 JE 17 41701
c-Jun JEPE, AT 6T iR () 3 R B A0l AE . 4
B, e A R S0 W TR R AT 4 Al i AR K TR T 2
(fibroblast growth factor, FGF-2) 7] fit 2% 5 CDH13
TE TR LG PN 7 4 i g 2k B4

Ginesta 2 "V W50 R B, 7E iR B CDHI3
FA AL 5 IHoRg i AR KT A DG, A K-Ras FERI R
A Al fEfE CDHI3 fy Ak iile % — € fE M. #£H
FJwrh, CDHI3 [id ik v] Rl id N Akt [1)3R1A
DA K% SET7/9-p53 {5 538 i kel e Rg 1) ik J ™
Adachi %5 "B 7RI, E &4 AEHIRE A 1 (zine-
finger E-box binding homeobox 1, Zebl) i it 11 il
CDHI13 [f# skt ~ i CDHI3 B3Rk, MM s
#1278 66 /1, B4k CDHI3 Al g3 5% B
[] Jii # 1k, (epithelial-mesenchymal transition, EMT).
4.2.3 CDHI3ZER 5 A R GEME

P28 A R T, CDHI3 4 % W 5 i 3 R
Hefb, HEELHER ., MRS, MREIRIERE
S PR MY o A B o CDH3 SE A H 561E,
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55 p53 JER AL & YU O M. H4% K W], CDHI3
H AL 5 S U B AR WA O, 7R S S R
PN IR AR BIMR 2 1 B S 1) K L FE ., CDHI3 JH
BT R R EEN N, 2 MR 06| 2EE 1 (multiple
tumor suppressor 1, MTS1) {]ZRiA 5 CDH13 H 34k,
EHEYR ™,

D13 7 51 5557 W) 40 JEL R v 1 A
v T AR W 4 g 2 on B M. Widschwendter
5 DU T ORI, AE 9N SR AT 1qh X 38R R 4B
22 i X 38 T 5 DNA FIIE H 2R 40 5 5P 898 1) ik
Je I, T A DNA H AL 5 38 G2 d T8 o8,
B 55 M 73 IR 3 R DA O, B2, EE
AR50, 1B 1 534K SAT2 DNA |72
IR AL R~ A R T B S8 A SR AE V4R bR EDRE
Jerf, CDHI3 f H AL 5 = Fh 2K 1Y satellite DNA,
FEREE T A 2 (satellite 2, SAT2) DNA {I§ F K fk, 55
PIAHC s CDHI3 5 SAT2 7ER WIS A& A& 1 o (1A B
YERTEFL I b A 4, R B CDHI3 F2EAL ]
£ P DNA K 34 i) — /M bR . 72 90 B0
B REZR R AL R R I TR DNA K H 2
655 4 JE TR 21 DNA G H 640 % DA OG. 1gh [X 2k
HUAH AR A 22 0L X AN Y- 147 1) 26 HE 7T e -5 BRI 0 2K
i, MM FEMIR I KA. TR DNA K 340X
I 9o A O R DR 2 A A S TR B (R B i), T A2 il
SN DNA 458 8 A RSOk KAEEH .
4.2.4 CDHI3JEP 5 (i R 4R

W R, 7 B-ALLs B, MEFEEHLIL
HBRFE G RIM CpG & AR A . BPfE
FE[F] — 2R R, A FEANE CpG i i 2EAL #
AR IR 2 5 1Y, {H & CDHI3 FUIEALTE [
A AR F B MRS B A . Mu 25 BY R 7R B,
CML B3 W AEAERFIEYE B2 S 4R X (breakpoint
cluster region, BCR) A1 Abelson §& [ IfIL37 7 3 Ja FiL [X]
[F]754) (abelson murine leukemia viral oncogene homolog,
ABL) Rl BCR/ABL fii & Z£ K. BCR/ABL 2 [K] fi¢ [%
ik DNA {25 6877, BH TN T, 400 - 58 A 44
I oA, HgmD i RE R E B A 5w IR
Wl e, I EOE 2 MG 5 R SR AR T Y 40 Y
WFEAAE S . WEIE R, CDHI3 ()40 f A K 0 il
Diae 5 G, HIRIRH A LA LK p21 HI3RIEH Kk . CDHI3
FLAE CML ¥R A2 A48 8 3% rh #R IR0k, 11 HAE
CML 278 3 1, CDHI3 JE KR IE KPR &
R DR T HEERIEKT 5 BCR/ABL il
R R AU O, $R75 CDHI3 B K [ 3Rk 7]

fiE % #| BCR/ABL fili & % K ) i 4% A BT FC40E,
LKL IR - 4E B R 52 /8 (PML/RARGa) filt &5 5 A
5545 DNA W R e ] T4 HRIL Lt 1, &
Y v T U = W SR o = o E s T ]
BCR/ABL 2 i 13X —#l i §7 CDH13 A (3%
KBS Rk — B0 . CML Hi 44 40 B 1) 8 7 184 0
&5 BCR/ABL #5310 B1 B4 34 (1 4H i 6 b A
B9 R EA X, 1 CDHI3 {3k A8 R 17 40 iR
Bl BEE IR, G wRgH 5 E ) &k, CDHI3
(R £ ik 7] B 2 BCR/ABL il & 3L K S B &K%
M B R 2

FER R, CDHI3 FI CDHI 2% k& 4 4k,
H CDHI13 (%A 5 CDH1 FHE i B Usk 3= 18 Y 5k
7 1) i 58 24 4 J@ 25 (11 (a disintegrin and metallo-
proteinase with thrombospondin motifs 18, ADAMTSI1S)
({15 1k 2 IEAE B2, Ogama %5 Y W50 & B, CDHI3
- P AN 3 B0 2 DR B R 58 7 5 ] ) 21 4 {2 S5k
25 9R 8 PR K B 40 i itk B 8 (diffuse large B-cell
lymphoma, B-DLCLs) ) & 2E % P)AH 5% o [Fl B,
LR B, £ B-DLCLs o' CDHI3 JEH [ JEL R 5
pl5 I MTS1 % [A #H fel, CDH13 H % ft 5 pl5 5§
MTS1 ) A DI G . EARE A & B,
WL 41 A 38 5 [X] -F 2B (myocyte enhancer factor 2B,
MEF2B) () % [ 5 45 i i [4 ik MEF2B #0% [4] (2
5 CDH13) B 14 ok 1 15 40 B X 3 B A b i ) Joit 4
1k, #EMEE DLBCL (gt g =,
4.2.5 CDHI3JE [ 5 H Al WA iR

7E il o, CDHI13 H 4k 5 1)) J 4 2322 2%
RSV 9%, CDHI3 7E 20 8 3 v (1) H Ak 2R B
ST AN R, R R R ]
e T R A e, HFLH R AL S ME R AR 1
(estrogen receptor 1, ER1) JE K] ()8 FH LAk AH 56 B,
Millares % ™ BF 52 & 9L, CDHI3 ) AL % i il
J5 R R B3GR A R4 e e, HLS e R
HHM L R R E R R WA TR,
FE 5 97 B 43 R 2%, CDHI13 FH R AL 5 i e
B 8 2 R E 1 3R (recurrencefree survival, RFS)
Pl ESRTE Y IS

fEFLIRIE H, CDHI3 H AL 5 s I A2Y ., i
RN RE . MBI, . MEREGR
ZAK (BR). 223 (progesterone receptor, PR) 32 {4
DL N3 2 A=K R 75244 2 (human epidermal growth
factor receptor 2, HER2) [ &1k 2 [0 —E Bk & P+,
WAL, CDHI3 H Ak B 5 7L XS 2%
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DIFHR, {H& CDHI3 J&5 37 &AL 5 AL e &
f) Ak A 77 . (overall survival, OS) Al TG ¥ 4= 15 %
(disease free survival, DFS) Jo i 2 H <, X 1] ge
BRI 7 CDHI13 767U 3 BUS (2 Wi e =,

Lin 55 ™ §F 50 R BL, 72 BS e . CDHI3 &
AR B eTRe E T b 2 R 4R B A 2 (matrix
metalloproteinase 2, MMP2) ik, 3k i {2 1E i Jfd
HI1R M, bsh, CDHI3 1EAENLZ R i T 5
J}tJeE (non-muscle invasive bladder cancer, NMIBC) +
IR RIR S, FFHEMES . 295 L&
MR/ TR BRI, (HE5EE, T
Al K iR B 2 A B Sk, A EE G CDHI3
FREAL ) 3, A CDHI3 FEEAL ) i 5 3 10
T Jg A A7 AT B R R i B

TE 2 Jb % R 441 M 9 . CDH13 3@ i 4101 i1 1
L g E W N L ) ol R R N
Kyriakakis 2 "V BfF 70 R B, 75 B ok SR 40 g g o
CDHI3 jd #ik 53R 2 4 K H F 5244 (epidermal growth
factor receptor, EGFR) £ Ras [F]Jfi £ [X] (Ras homologus
oncogenes, Rho) H)yEMEH <, CDHI13 nJ et “4f
Bh” Ao B AR S 4 EGFR A5 5188 145 11 4001 Jeg 41
M A A= W 54T M. M4k, CDHI3 [ 3R 1A 1] fg ik
5 VEGF £ 2%, CDHI3 ik OBk e 3 iR 2 K
g

Bosserhoff 25 )V BJF 5 0L, 76381 BB 40 2R
CDHI13 [(3zik 5 p21 Al p27 FRIEZIHE, CDHI3
g — b A 9 T ) Jie g A o B R, A BT Akt
CAMP Jz B JG At 45 A 25 H (cAMP-response element
binding protein, CREB). }#i% £& A 1 (activator protein 1,
AP-1) F1 FOXO3a (forkhead box O3, FOXO3a) 1 it
& Akt/CREB/AP-1/FOXO3a {5 5 i@ #, MM 0%
MRORENERE. RES5HZ. 5, Ellmann
s Wt R I, ERARM T, CDHI3 ERAS
POU #5433 2114 5K 2 (POU domain, class 3,
transcription factor 2, POU3F2) f{j 314 2 5%, POU3F2
A B H i) CDHI3 (1) %% 55 R A2 E i e 48 A 1 35
M52

{ERTF g o, CDHI3 ()3 1% 5 EGFR 1
B R KA F -1 24K (insulin-like growth factor 1
receptor, IGF-1R) 3 44 ¢, CDHI3 [)id FKik 40
il 7 EGFR/IGF-IR [ ER AL (HFARAS ), M4
T MR 4 B B O, Ah, CDHI3 & K
540 i/ 2R 8 (cytokeratin 8, CK8) Al p63 f) 5
ik 5. CDHI3 Fl Cyclin D2 H 54k i1 — St 28 7

B R ot A ek o B

Bromhead 25 ' % ¥l 7B U o, CDHI3 K
RIESMEMTEA R, M. Z2BERULRELEK
¥ (epidermal growth factor, EGF) nJ fi il i il 7
CDHI13 1) 4% s 11 52 W i Jeg 1) 05 - fE PR BEAH
ffsgirh, EGF t12 53| CDHI3 Fik izt B,
4.3 CDHI3@i#t R #n 4 M E R K

CDHI13 7EM8 1 e 5 WEAEH . 75K
Z R, CDHI13 S il 6 20 i 1) 389 58 FH 12 28
EHAREER . [FIR, CDHI13 % Mg i 39 A i
WA HEREER P, nirgnpoe U, AR U 2
B2, WEUAERY, BERFEH CDHI3 5K
AP R A KA (2R K, BT CDHI3 3R
K5 M AR R 18] 196 R T B — 2B e i 1,

I 4h, CDHI3 5 1% 2 2 I g 52 44 1 A ELAE H
Al BETE iR R e b e HE/E A . CDHI3 X & A
oSS IR VR P AR PR kRl - AR, B
Je H AL A it — B 7T s

IR Z TR ST B T CDHI13 78 8 fiosg & 4
RIEAZZE R Z R AL, BUAIAE 1.

5 IR SHETR

FENZE rp, 3 DR 98 A ok i K 5 35 A 366 TR i
4355 D, T PR 0 1) 2R R s 8 DX 3 R R AL
SEO R YOER T RE L S e . iR A DG SR R
(3 S M ] 5 3 37 R Ak AR T B 2 R kR 4 i
WIAEMZEAT RN, BEENZ, WTRESHEMAIRITE
(Y b e 1) 52 R N 3 R85 1 L A2 7 % . CDHI3 [
RIBGZRMR N RAEZDIME, e, 4
B Y pURE BT A Bk, mT AN AR
T DNA HEE A6 73 A7 B AR SR 8 ol e 57 1 1 e
SR HEAT RN, T LU R0 W e 1) K S U
Ji g8 R K 9 9 R R 1 AR AF 3 (disease-specific
survival, DSS) -5 i I8 $1 fil]  [R] (1) FR SRR ST %
FHELTC CDHI3 FEAL I 3, K4 CDHI13 HIEA,
1 i B TS AEAE R B S R % Wi . CDHI3
F A T i 4 A T A R UL ML AMLP
R 0L ARWLZ R R e O il e 7 4%
WM e W, 2R S BUS I — AN T e
b, Xf CDHI13 F Ak (1) 5 3 B0 5k B 15 S A3 3K 11
RIGTH, ZNAMRLIEIT S T AT 5. B
FEHE R W], CDHI13 J R ) 3 ik w] 1 4 Tl £ &
X 4R T B A R B — AN ST [ 4R A
CDHI13 Ik IE# & 0 TRV IT 7 % 1 UM DA
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1 CDHI37EBMMERRIE. IGARBHELR 5 FHLH
Jihggg 2 CDHI133RiE  IRPREFIE AT ML
Uz s bl i i 32 EGF
BRI 40 A st R JifriRa ik 2 BCR. ABL. p2l
SN A g R PI3K. Akt, mTOR
RN A S | ifee ik 2 HPV
B T iR NN N > N T = HP. LINE-1. CDHI. PGP9.5
JE& e g 20! T Mg kA RS . a9 BiE. 8K MMP2
i o 22 J2 i g i iRt R . ANIEAE . AN S S I H19. miR-675, p21
4k H it T Jilggd R AR R R A AR AMPK
B T A IGEE . iR kR c-Jun. JNK
i g2 A Jif 8 A K R A7 K-Ras
JIE B g ) T R . (22, bR E AL Akt, Zebl. p53. SET7. SET9
TE P e T BEER . MR, PRIRIEREE . WREEgHRE . P53
JieEg e
B i EWE . It R MTS1
Hp Syt T R . HE SAT2
I EL g2 T Jifr 8 3 Jre pl5. MTS1. MEF2B,
CDHI. ADAMTSI8
it =) i PR R 2R ESR1
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