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Abstract: Lysine demethylase SC(KDMS5C) is a member of the evolutionarily conserved KDMS5 family and act as a histone
demethylase to regulate H3K4me2/me3 levels on chromosomes. Recent researches have shown that KDMS5C is misregulated
in colorectal cancer, liver cancer, gastric cancer, breast cancer, renal cell cancer, prostate cancer and others. KDMS5C is
involved in the regulation of the expression of tumor-related genes, related to the proliferation, migration, invasion and
prognosis of tumor cells. A better understanding of the pathogenetic mechanisms and biologic functions of KDMS5C in tumor
is expected to provide novel opportunities for the diagnosis and treatment of tumors. This paper reviews the research progress
of KDMS5C in various tumors.
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EHIX YLK TR, 2] BEEFIR NI, A AR
KDMSCTE & 8 JUFL K i o () R IA K ey, fEAESR A
EPE XA K T (NS-XLMR)HI & e b, MR E210
A XLMR 5 1912 [X 35 149 o 2% a2 1 22 TR o i 0k 5 e 1
JARIDICHITNANF [ RAE, R IARIDIC ) R4S 2 7
HXLMRE —ANH WA, HAF K, JARIDICH
PEME R S B FERESTA S HIM & G EE R, WS
FIARIDICHH KM xIE B 7184, $2/RJARIDICAE IE
K Th e R R E AN T B [3,18], RS S
2 TUAT T R SR AE K 4]

KDMS5CA2EHEAL - 5F IKDMS K E I R R 22—, %5
T A4 Ho A = F 2 5L (KDM5A/B/D)[5]. KDMBZ: H
FACH3KAM R, . ZH AR, MKDMSA/C/DA
EHEML T ZHEMAER[4, 6]. KDMSCEEZ /MG
FEARSF B S5 CE 1), A AL TmjC 45 ) 5
Arid/Bright45 #35 . CSCH2E: 8 45 M3 TmjNEE A fa €
G5 KL AN P A AL [R) U5 45 44 38 (PHD)[ 4, 5, 7] Seward[8]
WAL R I Jmj CHf 2R 4 A g i AL H3K 4me3/me2 [ 25 FH
FAb, T ImjCE: Fy I £ KDMS 5% & 4555 7 v 25 W 3
B A B B IX 3 . Huang[ 71258 58 A A TmjN &5 143,
1% 15 Jmj C 25 14 A T F L (R 44 Ji 25 9 25k 1 I 11 fE £k
TEMEX, FEKDMSCH B2k TmiN &6 A6 308 £ 5 3 2 F
A3 14 32 2R . KDMS 5 i £ 1 5 45 74 T 1 ARTD 45 14 33
TN LA ok e - B JE A Ak Sy 5k it g s ) B 1 O R 2
ghiy, BARR I 45 A % 2 DNAF 4 /I T RE[9-10] .
Iwase[4]% K MLKDMSCH 2 NPHDA AR &S A7 7R B, BP AT
P H3K4me/me2, X A[iR I H3K9me3, {HHRAZHH
— ANPHDAAR IR S IR I H3K9me3, (Al L PHDA
Xt FKDMSC R 15 2 L EE G i+ 2, 1E
Lee[ 11120 5t v & BLKDM S5 C I PHD AR A St 2% 35 A 521
o2 WAL B E ME . TmjN 5 #4 3 F1 CSHC2 £ 48 4
JARIDICHIE AL I PE AL 36 B Z MR B/ FH[12]. KDMS5
P8 4=L5iR 53 s NITE ALY & S AN el 1
B AEBEAN R E 41 M BE A 4k S B AR [13-15].
JARID1BE(KDMS5CH K Al F R IEAET:, MIARIDIA
R /N BN R I E #[16-17]. KDMSCAEBE D IR I o
(140 Jii 4 S 1 3 T B L T 5% S5 1 b 48 SR B B 3O T 2R AL
I1EH

KDMSCA&— £ D g iR W s AL 1 77, Reis i@
i 78 24 20 2K A 2% F AL i (histone demethylase), 45 5 PEAE
& 20 B H3 5 4 £ 86 % B2 5k 5E (histone H3 lysine 4
mono-/di-/trimethylation, H3K4me/me2/me3)] 2 F F4k,,
T 4% G 44 FH3K4me2/me3 /K F-[18], HAEA
PR A B IE AL H3K A BE /1[15]. KDMSCIE 4% & 3wl LA
WHHEAHI LS —MAE A B, =FIEBER9
(3meH3K9). & A B A # N N2 FKDMSC £
FH LA H3K4 1) BE J1[4]. 53 4, KDMSCik Af BLf 5
H3K4mel I H3K4me3 7F 1 5% A1 3 58 - /% LU AR,
TR 5 S AT I P KT [20-217. 5% R4 AR SR
I SHERREH R, FERERE. RPEXIL, £E
HR22].
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3. KDMSCEMBE RERKEBFHI/ER
3.1. ZHEBE

45 H W (Colorectal cancer, CRC)A2&4-EREE = K W
JEE, RS EUEIEM AT RER . Hik, A
F T IRAEYFR EWFE TR 5514 B, PucciniZF[23] R
F— AR5 (NGS) 4% 204Uk 24 0 A 24 28 B AG
T 11266 CRCIIEFE A, H A NGSAL I f T2 A F2 e 1
(MSI) AR RAZ 41475 (TMB) o 45 R AR 3 522 4F
BEMEL, S5EAE D B GIEARMR R RE R &, &
H5HEABHHERERE T ERERHRE, HhaiE
KDMS5C (1.9% vs. 0%, p =0.036). #4b, LinZ[24]%
KDMSC ] it '~ 1 ABCC1 401 il 25 iz e 41 o % 11) %2 24 i
2. AEF 5 BIAE WA 45 T 0 40 P ik b 4k il Rk
KDMS5C, FEIANFSLE B, Byb RIS T 25 4T T
i, MTTSEE & Bt %A KDMSCHI4H R o B vbFl4R &
B SRR A - 4 )R B2 (IC50) BH 5 B I, qPCR Mz weestern
blot 2 K & Bl it 2 IAKDMSC 1) 41 i # H ABCC1 ) mRNA
JEARIENK TR, METHKDMSC 40 A% ) H
LA & B 45 3 . Encode 0 ¥5 FE $2 78 H3K4me3 1§ 1
ABCCIZ K ITSSIX o KA K F CHIP-qPCR G IE & B
H3K4me3 MIKDMSCHJ{EH T ABCC1EE R [ TSSIX 5k, 1
FAAL S AR . Rk, KDMSCH]REiEd % ABCC1 TSSIX 1)
H3K4me3 2 FRAL T FIHABCCL 221k, M I 400 i) Jof e
JHHRI 2 25T 25, BnKDMSCLE 45 79 1 2 29T 265 R R
EEER

3.2. B

FF4RAER(HCC) & e IR R, BB E IR IR
FKRBET R HEAFRME AN EHRNEELE, &
S5ZMAMRLRE, JFOMRISEE, SFEEE K[20].
JIZE[25] & BLKDMSCTE T 98 41 23 I mRNA R IE K 7 5 1E
WAL 0, S AR, i i R
1F B A R I T 414U KDMS C I B A /K T LR &
RS AT U . 325 I PR 8 2 A R
KDMSCHIZRIE K- SHCCHRIFRE AN S & =238 K s
SR BRI . AP IR R IAKDMSCHY &
H A AT TR] P AR A 1 £ 3 B A (p <0.001) 0 IxX e BLAL ]
FIKDMSCTERHE MR 24T AP ThEelE R . At
WtER, SXHRAMLL, ERIAEKDMSCRIZHHXT B
VAR R P, R 28RE 138 N; 1 TERKDMSC ] {5 AT
FEAR AT IRRE N Pk, XLL4E R, KDMSCHEK
AME I B RS RS IR 28 AT . i — 25 B T R B
KDMS5Ci@iIBMP7 )5 2 FH3K4me3IHIBMPT 5455, M
MAE BB 4IEMT, ¥R R ER AR &R 1. &
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ZRKDMSCH] fgiE i A THCCH B BMP7/K -, i1 A%
EMTA FAUHIR R IE 0 IVEH o« BATREA T EHepG2
AR R B, KDMSCTEFHE4H i )Rk & B T
IEH TN, A% K ERNA (shRNA) FEAREINM R T4
SEMETTER AKDMSCEEK fShRNATS R 8 8044, K H L gt
FEAMHepG2 )5 & B, THKDMSCH] 1 &4 Hep G241 it
FIEFEATERS, B HKDMSCHI BEME RN S 5 T T
B K R, UESE T T HEKDMSC I8 w] 3 in B Je 41 o
IncRNA GAS5MI3RI%, FRIFHE I FAEAFEKDMSCH &
%5 7 GASSKIE NI HTE[26].

33. B

B P R R B R, St R N S B
SEFETIEE — KRB . XuZ5[27] KIKDMSCAREHE Bt
KRS PR FEIE R Ath AT TR qPCR M western blothill]
B A PR . 39X 5 g e X R 1) 9 55 40 21 i KDMSC 1)
mRNA K & ARIEKT, KIKDMSCTE B 4n bk & B
AL ImRNA K & (/KT i, BBHKDMSC A2 B &
I IR B HE . A T PR EKDMSCTE B s 1)
1ER, 1EHTEBRAMk it RIAKDMSC, K E K40
HIGTEAIR 2208 /1 B3 BFE, T HKDMSCIS B i 4m A )
WEEAMZZRRE 1 B E R, R Rie T, ERIAKDMSC
AR IR AR R AR AR S R, X R S TKDMSC
T2 B R IR E R . pS3ERIEIE B IIGTE. 123)
Az Ze it EE(EFH[28]. 1B DERFIHHH], K
I FIAKDMSC 2 T pS3 L H ML Rp27. p21 RIS,
JUERKDMSCIE 238 ipS3 . p27. p2l HIZRIE, M T4kps3
IZRIE A I L DU ERK DMSC X A AMZ 22 IR o X S5
#BZR BAKDMSCAJ fglik pS 340 B w4 i (385 1B F2 Az
B TE. R, KDMSCHREAZIRTT B8 10— s 4 20

\\\\\

34. ABE

FLIREE A 2t b B DL IRREAE , RVLISL L R R F e L
JigeE () A O i R A R & G EE A [29] . Patani%s
(30738 qPCRAS I 274N FLIR e (1) 2H 2R ZAS MR S AL (1) e s K
F, RIKDMSCEARRKITNM . 36 T G165 4
BT R TOR AR IR E B EER . KR E IR
R ILKDMS CAE RN -5 B 3 S ORI PR 45 RATAE i
EAME, TP R SR E KDMSCRIA R 5
A DLARHAR R ARG R X . Wang %5 [31] K I 5B
X IEH AR LU L, LA -FKDMSCFRIA I 2 _Fil,
HFROKT 5HR 2 IEME . EFUIRE 40 T T ERKDMS5C
AT A E R AR 8. S T [ BIKDMSC i 2 FL AR 41
MIEF FIMLE, /E& W78 7 BRMS1 5KDMSC % & o
BRMS 12 (0.4 FL AR TE A 19N SIEAE Hh 5 i DL AR 1 i
AT2Z—[32,33]. 1E& KIKDM5CiELHT"BRMS1 B3 T
| HH3K4me3 M HIHIBRMS 155, JTERKDMSC & 21
J1 Y BRMS1{EMRNAFI A /K LRI, MBRMS1 R
AL IS GIERKDMSCis 3 A . X 48R IR /RKDMSC
TET AL AT N R IR OCE(E A, 7R TKDMSC
TEFL R VR T 7 T R FE I M (A - Denis % [34] & 1

KDMSCEFLAMEApk P ik, JF Hlid v Rl
FE R S256IF B miR-138 W] EL#: 5SKDMSCHI3‘UTREE &, il
IR PEKDMSCIIZRIE, M2 L e 40 ) B FE AT A% .

3.5. B4

B 21 e (RCC) o BT A N A R 192%-3% ., BR4F
it A BRI 105 AFETS . RCCAE — Pl 5 B & M 5% (1))
i, RN 5 HoAh e R AH B, RCC A i 98 40 1) IR F von
Hippel-Lindau (VHL) % [F (1) 2k 3iF 28 48 58 9 & UL [35] -
KDM5C & ccRCC 1) #1362 K], RCC H VHL 2k v 7] 3 i
KDMSC K H3K4me3 7K *F~, MM 24 ZFIGFBP3. GDF15
SR R IE; KDMSC i 2 1A ] B A% F% A8 98 A 1Y
H3K4me3 FIEAR K, $i) 17 BRI R 3 5%, B2 1 g
TER N A K [36]. Dalgliesh[361 K HMllFH A, 7E101
15132 B 210 P Je (ccRCC Y 451 H R B T KDMSCIE AR TG RAZ
GossageZE[3814F 132flccRCCEFH it — D ALK, H
4% BIKDMSC R A 7 RAF . HAh A 5T 1 K ILKDMSC
1E3-7%0¥ccRCCHR i K 2245 1M 75 [39, 40]. KDMSC 2K
AT FHRCCHE: I H AR E [41]. Rondinelli 55 [41]4R &
KDMSCH B T4 4r = e 0, FETESHA = YL 5 S 72
TEEZES PREESFYSE. R AITARIDIC, VHLEY
R4 ' 8 20 JH HH H3K AMe3 IR B AR /K S 2= T i, 3 e 441 i
TE SRR AR th S T B E K IR, IX R BIHIF 510
JARID 1 CE 1A 1 Ty 68 75 i 988 A A 5 THI A Bl T — AN B it
M. PR A5 HKDMSCRAE ccRCCE#H R I H F 4u th
JFRB RN BE DR 2H B HE R AR, X L i TS AR 2

3.6. HIFIRRE

FEVEITIE 2%, 1A B (PCa) A B & WL I 55 fifoeg
& B M E AR S SE TS 28 KRR . SteinZF (41731 fu
AT R GE0F 9T T KDMSCALE 3 280 51 I AR 16 AR
F (L8221 iy &1 Rty I KB, R I KDMSC %
EBH 1 5 1 51 R e M DR TE R A A7 R AR B 25 A 5%
HeAh, 1EF KHSIRNATHKDMSCHIF L, AIKDMSC
R AT S BORT A i 4 i AR KR 2%, IR AT A MKi67
PCNA. p2155 ZFFEAH G K . ¥R 1], KDMSCHE
IhE B2 5080 e 40 i i B e ), wTRE NI
W5 JIHVAIT B . A, KDMSCHII %k & i 71 g 1)
BrA S5 B3 AR A R TR S BOYE 9T R — N RS )
TR S B SRR FIFIE YT (ADT) L iR & 1 T 51
FE WA 0, (BRI Y e B o fEE Z ADTIR JT 18-24
AN JEAS AT T Gt 5k SR 25 35 11 51 i (CRPC) o Ry A
KDMSC R 8 i FI I PTEN M {2 3 CRPCAH U 34 58 - HE4F,
KDM5C#BRD4#: 5% |1, KDMS5CRifi A2 3 CRPC4H i %t
BET #1 il #3697 (046 97 RCR [43] . X R I\ R T
BRD4-KDM5C-PTEN AJ fi /& CRPC & J& HF (1] — Ff 7 11 35
FEIEfE, MKDMSC2—Fio iR, nlRe2ixB8UEIgRE
FHCRPCRYT B ERAR S A5

3.7. AL EAE R

e fE NEFLRIB (B HPVI16ERHPV18) A 5 i
IR 1R AR, BETR S RRE, MRS,
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SPRIBTE B B2 B [ T 45 1) BEE6 FNE 79 L R RIA K
FEHX(LCR) A B FUiER, HMIg A EAMC. Smith[44]55 A
HHT T — D B2 L R 4 siRNAFR IR A — 20k, %E
H96MF B FHIFIHPV K% HIX (LCR) [MANfsER,
rh A 3E 2 LRI ARID 1 C/SMCX, HESE | E2ISMCXAEEE
FHIFEMESY, 3 R IIARIDICAEEFHHIKN T2 5
TE2- 0 Lk JR 0 B R R A A, BPHPVIE2
B A5 i8R K iEPS3 FIRb A B0 S R E6 FIET Rk
JARIDICFE R M4 hn T E6 MET i 3 R () £ 1A KF, 2R
JARID1CH] f§CHPVAH S JEE P L [ .

4.

KDMSCHESS EL e P B FLIE. WA
T BT Z il S iR T R IE R, T2 5 R A R B AR

BRI [45], AFFABCC1[24]. p53[27]. PCNA. MKI67
Flcyelin, p21[42]5F, M IR & 4 K E . KDMSC
AR e 2 DRURD i e #01) IR+ B AR o Ja 3 IEdE 42
1% B 41 M 40 B8 (CCRCCs) AR B 2., KDMSCH M5 i
5 Th e Bk 2k SR BT B2 12 RE 7E B Ve 5 AR A B R R 2
—[46, 471, KDMSCH)FF =73 5 L e A i 27 e 1 39U
ANEAF[31, 42]. KDMSCHE IR ik WE 1 L E
2[48]. B, BFFLKDMSC R HAFHIME T @M% £ K
AR R IAE A, IR e W Kl R R YT oA
B o T KDMSCHE g v B4R FE AL Bk 1 22 1)
B, BRIEATER, ARERAITE—PTRER. MEX
KDMSCHIRNBFL, 45EIRARRE 24T, KDMSCH B
T R o bR A

1 KDMSCHE SCRRHRAE £ Fh i o ) R 55
B RRY KDM5CEiAKF AT BE T ML SR
4 H W T FHABCCI % [24]
JHF3 A KDMS5C/BMP7i# i KDMSCIHTiGASS KR [25][26]
B i KDM5C T ifip53. p27. p2lifiZkik [27]
FLIE FiA KDMS5C T HBRMS1#I3£iE miR-138 T i Py KDMSCRIZE A [31](34]
2 e A VHLTKDMSCHIE % [36]
15 i i BRD4/KDM5C/PTEN:E % [42]
60 M Tumor
W Normal
50
s
g
5 30
o
20
10
00‘?*?*0 Qo0 v O RO KR O 0 OO L0 LL N0 A v O S
v \4
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