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Regulatory mechanisms and clinical application values of Kallikrein 10 gene in cancer
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[ ZE] AHLUURRIEE 10( Kallikrein10,KLK10 ), & Kallikrein Z%( KLK 1-15 )EI RO 2 —o KLK10 Zfith 354 ok T8 il i
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[ kA ]
[ HES%ES ] R730.2; R730.4; R730.5

NZHZ B RS A 10 Kallikrein10, KLK10 ) X
FRIE® bR A RR R FE A 1( normal epithelial cell-
specific 1 gene, NES1 ), & KLK ZJ%H & B8 fif g
AHOCHE PR, H St 0k 5 M g A 2k C R B,
LT FRE ", T AEFFFEUE S, KLK10 78 52 3L
S RIS BRIEE - IE /DN 200 i i v Rk B A,
TEOP SR H A5 B R Rk e . BRI TS
FE B e AR 5] KLKIO 2635 5% 1Y 4R
KLK10 {381k 5 B BeAb & i %5 ) AH ¢, (0 & H 34k
AREFE ST B KLK10 R iA M4 . KLK10 £k if
TR E RS R P, 250 miRNAs 55 KLK10 %%
SEIRREE S AR BRI, KLK10 S %k
55 KLK JER M55 5 1 03 Z MR A A2 AT K R
AR SO KLK10 78 3% 1 b 98 1) 2 38 K R g FH i 47

1 KLK10 WEEEMSEBINEE

KLK10 £ T A YL i 4k 19q13. 4, K25 5.5 kb,
6 MMET 55 ANNE TR, KLK10 £77E 3 Ff
A3 variant 1.2.3 )1 39 A% R 2 & 0E
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o

( single nucleotide polymorphism SNP ) {if 4,
KLK10 & % 35 IR 100 hK10 ), hK10 J2&— Bl
276 AHILRALIL 5 T 5N 30 kD A5 16 22 5
MR AR I . hK10 Z 5 R J¥ 9 AL 22 Z R R 1 1
K2 ][R IR AR 5k, 7 H B A 22 2002 4 1 i Y
FLGEFY A R & BN KLK10 ELAT 22 28 R 25 A Y 2
fiE. hK10 V2 40 i & 1, 76 2 R 4L 410 ZLIR L B0
OIS AR S B I R IHE I IR
FRAE AR FLIE VRS W LY Rk AR ) h A &
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2 KLK10 RiZBIFEHF

2.1 KLK10 ¥ &4t

TR TP R L HEABHS S KLK
FERFER R . H AL KLKs Wl /E R —
PP AE 1) b 35 W0 1 200 i 1912 W 5 900 )
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MO LIS . Li &5 LB, SUBYE  KLK10 HEH
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[ 2 BF 37 % 35, Kioulafa 25107 3k — A5 iF 52,
KLK10 F AL AT LR Sy B30 2L s 1005 1) 2B fk 4
Bro Huang W 25 R Z e F R % B0, 7648 1
B R E o ARV o1k R 2 b, NEST
FIRWER B RGBS S s> B . fERIR
RS BRI 11 5 0 B b, 10 401 A BER = b
TR R, 5-Aza-De WS NESI B Rk,
Zhang 252 % ), KLK10 23 /14 i fii 988 11 — b4
TEHEIA, B AL 2 5 80 KLK10 %% 55 2% 376 1) 8 55
R, 2B FRAR AL B S , 1R 4108 41 B 2 446 B e B8 fiE
FIREAW R, 1A PN S5O e 98055 o 8 T 200 PR A R
MZH 20k 30 36 {5 A 19 KLK10 3 (X Fn
OXGRI JEH H AR, 71 17 400 & b % Ye Ak 43
%14 pcDNA-DEST40 H1 pEGFP-N1 1 Fft 35 [X] (1) 5 20
JFURE, Western blotting %5 2 it /78 KLK10 1 OXGR1
TR R Y 8w, I At R A0 A Y R A A K RE T
5500 FE 2P EL 40 A I ( ALL ) KLK10/
NESI Bl N R—FhimE 5L N Hge ALL PR
JEH LA OER . SR AB i 5 R 32 PR T BR AL
TE BT A48 R A R HAR T B, B
KLK10 564k AT DL A B3 A A B 350 43 2 1 i g
KLKI0 %3k (9 F . {HJ27E 45 H i . oi &
ST, 25 L AR TR g A B A R B KLKI0
FIRm) LIRS .
2.2 #EA4E KLKI10 &k

KLK10 /3% 15 32 M i 3 4 25 T B 28 38 i Al
o Lot 7RI ME 22 AR ER ) B A4 L AR I
YAtk BT-474,T47D, MCF-7 ', KLK10 7] # 17
W S SRR | F LB TR AN [R R R, 1
PRIRRBE MR > MERER > IR . HBZEK A (R
i, AT A B KLK10 A58 5 oA [ i R 2 Rk sk
PR Z AR B M B S8 HTB-75, OVCAR-3 ) FI i 471
JiR9EEC LNCaP )4 5, KLK10 235 R 22 25 [
PR AR S T B 2 3R 3l o S T B R 2 R
BN PR T B R AR KLK10 1Y 3%
K KLK10 303 I8 45 T A AN FE e 8h X, o] R4
FAEgm b X FAM 8+ KulasingamL s, NFL
JI% 985 40 itd 22 MCF-10A, MDA-MB-468 £ T-47D
KLK10 ) V4% 32 B8 fz i & 2 AKR( glucocorticoid re-
ceptor, GR )V, EMUHE Ez BTl &2 B9 B2, MDA-
MB-468 F1 T-47D 1 KLK10 )73k i, {H7E MCF-
10A HRIK TR BHOE R 3R 52 ARk = Rl 4 i
F P GR B AR A AR R . FL A
KLK10 £/ 5 FObE B2 B R 2 R i L] . Zeng
SELOTL B KLKI0 J3 3 T 47 78 RAREL , RARE2

RARE3 = /N2E4E4E 2 A (9 JT/F( Retinoic Acid
Response Element ) . H.H1,RAREl AR & FEX
Ja B B D) RE RN e O . SRR b
B R vl S A RS B R M R 2 R B A
Y, 5 E T KLK10 F A =) F el &= v ot
P, o R 2 1 PR 4% KLK10 B3Rk, AW
&, KLK10 J& 8l IR I A 17 25 [ B 3 25 7 H o
P MAEE = 2R AR A R ooff. B, i FZ
B KLK J K 505 B 51 40 F 3 1] & 22 60 7 1) i 47
5, KLK10 5 G 15 At i 53 75 38 53 I 9 vh i A7 A
FATRIR O RS R AT KLK JE P 5
TE AR5 6 a5
2.3 miRNA 5 KLK10 &k

White 25 ') % B, 51 198 1, let-7f . miR-224 #l
mR-516a =Ff miRNA 7] 5 KLK10mRNA 3’9 % fig
X(3'UTR)EE G, BATTAMY 5 g i & A= B YRR G
T AR N 398 vh A A W) F% B 1 S i R ik . NMA
White [i] OVCAR-3( JC let-7f F35 )40 it v 43 1) Y
let-7f, pMIR- KLK10 F11 let-7f + pMIR- KLK10, %¢ 5
RN 25 R & B, [R5 e Tet-7f A1 pMIR- KLK10
ZH 5 X BE 20 ( pMIR + let-7f, pMIR- KLKI0 , pMIR-
KLK10 + BEHL miR ,pMIR- KLK10 + let-7f + $T let7f )
PR 5 ek 557 , M L AR A . 75 OVCAR-S il
o, let-7f 8 M) KLK10 A9 ik( 25 19 5 Al mR-
NA ), Ml /E H 5 5 & 1E A 6. miR-224 3¢ miR-
516a X KLK10 ik WA —@& WMEIEH . 2K let-
76 X HABMEEE PR 40 KLK1 \KLK6 %5 &R st A
IR A A VR . (R AT DL A2 B9 02, KLK10 2
miRNA P45 51 596 20 A 1 58 09 5 e 2 R 22—
TERG 1 I8 Th A £ Fh miRNAs 25 KLK10 2354
2, b miR-21 XFETA0 AR KLK10 B 38 1] 4 4F
FHfE . 1A AR B H 40, miR-21 F kW1
o AR KLK10 fIRRIA AT BB 5 miR-21 By4p
HFERA X, AIFIRE S+ miRNA 5 KLK REZ
[ ZE7E S 2 1 5 2 W . KLK10 A1 HA KLK 52 % 1k
BT REAEAE SL [ AY miRNA T8 3500 . 3% — 3 B
FRA miRNA-Kallikrein fl. miRNA 3 i 9 4% KLK
L PR R R 4D i 200 PR 14 B VL A A R AR —F
BT T Bow H T Im K o

3 KLKI10 7B Mg R i
3.1 P

KLK10 7 5P 88 o 5 6 15, 13 hK10 Jg& Bp £
FER ST A BB TS FE kR 22, KLK10 5 CA125
564 AT DAEE T o £ 9 B 100 12 W ) R A S
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FERIC T, 104 ) 5P 896 v, 3 hK10 35 1
CAI125 2 W7 i 45 53 7% ( 90% ) Fl U 1 ( 20% ).
Rosen 252 BL. 296 {51l B S0 F % v, CA125 G
(B ) Fik Y 65 4 8 5 44 KLK10 , KLK6 . OPN
H1 Claudin 3 5235, KLKI0 ¥4/ T CA125 2 Wi
TR . CA125 TEAAE N S+ NI S 6 9E A8
i A7 S ] PR R A R BIFAE P IE 2, KLK6
KLK10 #1 CA125 =3, CA125 FI1 KLK10 4351 )&
P SIS W AU AR S B R AR iE ) . ZEORR
I R Al & B, KLK10-MMP7 &4 1K 7T 3 in
CA125 12 Wi 4% 5 1 ( 96. 0% -98. 7% ), Ik,
CA125- KLK10 7E 5P 5 9 55 1] 2 10 ) 59 1 12 W
A RS X AR BT TR AT M hKS-8
hK10 \hK11 .hK13 .uPA E P50 PAL-1 ¥ FEXTAR iR
PEFAR G B ICH A A I( progression free surviv-
al, PFS) s 7% ( overall survival, OS )52, &
AT IMIE hK10 XF & AR5 PES F1 0S [ PEAL 1
LR T Z R I e gt Lo fEXT
41 {5 5P SN 83 5B HLIE B A AE TR &
PSR RT R H AL SR A Y AR e W) KLKIO
KLK6 .CA125 . D-dimer .vWF 25 54E#( > 60 % )3k
R FURAAFATE 13 4R B UG AN R (H S B
A 5 4ERT KLK10 547 oA et
3.2 FUMRE

KLK10 f5 778 FL MR 9 h g & 30, KLK10 78 FL AR
R FEA T KLK10 Y Ak 2 L 40 7 i
SR VA B0 T A AR 2 18 A5 . KLK10 38 AT A
T4 5 = A tamoxifen, TAM )X LRI (1A
iRy IR A S KLK10 7E3LARE
FIRREAR A BLE 2 — o FIH MSP 32 78 7L % 98 40 it
F kB KLK10 1% 35 1% 40 ffg 22 ( MCF-7, MDA-
MB-231, MDA-MB-453, MDA-MB-435, Siha ) 5 = 4}
BRI . 5-Aza-De 25 I 3A0AL
S KLK10 ¥4 88 4515 325, Hh MDA-MB-231,
MDA-MB-435, Siha 5 5| 5 1F AH 5¢, KLK10 Y 3K ik
RS b 22 B) A AR5 B A DG M. {H KLK10
ANREAE g LI 0032 W RIS TP At 7 48 hR 0
Kioulafa 25 " 4R 9Y T KLK10 3 75 3L 98 £ 3%
WG PHAL R 93 iR, KLK10 5Lk
2% 19 $1(19/53,35. 8% ); KLK10 & H 3 L iy &2
KALS B 5/40, 12.5% ). FET-H A&+, KLK10 H
FEACRI R 9 B1( 9/19,47.3% ). FLIRIE B A0
=S8R REYY, FE NI KRR 2 ~3
W FLIRIE AR IR T T, hK10 W] LAE R LR
HBEXT TAM JRY7 IR 25 BB ST B8 AR

3.3 THREATE ARE

TEF 2 N T KLK10 2357F mRNA 7K -1
T B R KT A 1 T RE . TR HUR
o TEE B0 R U2 44 ) B CINTI-IIL 2040 12
) IEH B A4 10 1] R S e 2k 2y vA
I hK10 B3Rk, & B & 3 b J P9 A8 ( CIN I -
I ) B e S8 2 ey i 2 2 KLK10 88 3R A
BT IR S SHL, B KLK10 fE&BA1E N —FEm
A WrEEbR e T SR S N R 2 W RN
Jer VAR 5 K LI R ST UESE .
3.4 HTF) RS AE

KLK10 7ER75 iR 9 20 i 22 ( LNCaP \PC-3 )&
NI R ESE, MSP 3£l 5-Aza-De 55 KLK10
TR FEIRUESE, AL 2 KLKI10 3Rk AR A #LH =2
— 20 White 25 % B S AL T KLK10 49323432
miRNA AP . 7EJE 7 KLK10 35/ 6 A miRNA
o, miR-21 XAl 21 B8 o KLK10 A4 #08 fa) M 4 H B
o FERTS IR B S0, miR-21 Rk il g,
HIZ IR KLK10 MR IA 7 AE 5 miR-21 A H0 I 1E
FHA . Luo 253 & 3 KLK10 7E IF # S8 L4 41
IR TE SR AU TP R T A, LR B o AL AR
TR, Rk KB F R E AR, Luo LY
IR, KLK10 S 52 AU 6 ) — B i 78 3098 2% A
KLK10 £ Fi5 51 B J F1 52 AU A9 I R 2 v i G A
FARIA
3.5 BRALZAME

KLK Z W2 Fh I H ¥ 2 5 8 18 0% v o 1)
PR I A Huang[ AR R A R OHGC27
MKN-45 . SGC-7901, AGS, MKN-28 1 %& ¥, NESI
( KLK10 )mRNA fyRiRI /D EE R Tk o Ty 45 45
FAR ,NEST-mRNA Y338 7K - Fifi X 1 5 1 15y 34
IES R E G . KLK10 B 3k & 338 N I ALl =2
—, B FengL PULETE 36 1) B e R SRR A R S
i} PCR Al Western Blotting 45 5% .7~ , KLK10 &1k B
L TR S IE R 4141, KLK10 Ay 3% 38 1 98 12 1
TREE R A Lauren 43 F B V1A G, 16 B 8
HNEST AT KLK10 A3 &

Alexopoulou %5 V75 190 15 2% T W Je 41 21 FhiiE
52, KLK10 245 B Mg i — A8 1 30 57 19 A ) 11 75
JEtEbR. KLK10 7545 B 7 9 1 e 2235 i AL oA
AT, Talieri 2 R B, 7645 B 8 40 22 HT29
LS180 .HCT116 .DLD1 ' KLK10 ik, 14404
(10/63,15.9% ) JiJi( 7/12,58.3% ) &5 H i
#(50/119,42% )KLK10 #5235, KLK10 £k 5k
EUH A% | g 43 9% . DUKE 43 391 F0 19 )5 25 U0 A O .
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Feng > '7E 63 1] 45 1 17 9 26 40 vb 1) 5 51 43 Fr HiE
S, AR KB KLK10 77 7E R 40 i 28748 5 55 =40 i 7 19
5550 B TA GCC ( Ala)-TCC( Ser ) FRAZ T R
ZASPEC SNP )R 26 4 AN T4 4 4~ SNP 5, {5
1V 149 1 %8S T4 IR AE( Pro-Leu ); 26 6 4 i
FJC SNP v 45 (HAE L B3R P9 & (4779 137 ),
ﬂw%ﬁwcﬁ%ﬁomx%ﬁ%ﬁ*aﬁmgws

CEPIE S5 A R v I RO IR R S
%W]mm?ﬁﬁwﬁ*“ﬁxﬁﬁiiﬁ
SNPs 5545 H i 2 [RIAF7EAH G 1

4 KLK10 7R MRS E RN A HE

KLK10 5 %Ak ik i 0F 58 32 22 4 12 Wi I il s
PEAb . 7R OR ELE P, 107 hK10 280 57 A R 1Y
WG F6HR, KLK10 5 CA125 BE4 ] LARS I op S 5
115 W 0 SR D R S L R SR
KLK10 H 56k 2 7 108 L R o 355 9140 19 38 14 2 40
SR bR, KLK10 38 AT VRS = 28 S e e B0 FH 25 1 4
PRAEFUBRIEE B AR 36T KA. KLK10 76
e 5 R G MR B IR TP A EEE L 2
H KLK10mRNA 54 Al 68 TR 2 5 35/
AR 1% H KLK10 HY 3R Akt — M s e 4 2F
fedEbR . KLK10 35 #ILH &2 2%, H 512 50 2o A al
B2 )] BEAEAE 2L [R] A 3 25 RN miRNA 98] 5 38 5%
miRNA- KLK10 J2& 5 0] LU A 8% I 697 1 — A4~
B S AR AR BHIE ST . 2 AP E X KLK 5 R 5% 2
PR B 1) 2454 € 2 i F L i oA A5 380 R 2 1) I R
REAESE P

5 & &

JifvJeg B B 12 W R ] P 3 R i v g B
AR EAA B X, KLKI10 A by —Fh g it B g
e EE AR I AE T g v a] LU S A2
i, AL M F bR e B 512 T T 4R S W G

@ﬂ@urmommoﬁmx%ﬁ%%ﬁﬁﬁ
PR 550 AT B8 AR SR A 0 B8 ] 3R 9T 250 T I
WM%L AR KLK10 55 238 14 43 F LG
B KLK10 72T g 2 W s w4k L AR TY
T PR T AW 2R AR B
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