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KCTD7 35 PFAENTF 4 b nd 2R e Ll

BOHE R R

WE B8 8 M AR (TCGA ) I B i 58
HIE 3 OB DU SR R 45 R Bk 7 (KCTD7 ) 3 TR 7E I 40 B g
(HCC) Ik MEFNLE L HIGRE X, A% TCGA %
PR bR 3% HCC B 0 RNA P S 2 i R (5 8, BN
HEMZHEK Cox FIANHIRFE KCTD7 I AE HCC il 3k
KPS BE IR G B BUS At EHEE ST
(GSEA) #iill KCTD7 R:PA7E HCC Hh Al e i 4a il i i, BAkE
A GSEA (ssGSEA) HL# KCTD7 Wik SR F A BT
H S REEIE TR OL ., HCC 4NA R Ik KCTD7 58 H 440
s AW TR SRR A AR, R HIEW Y
FH L, KCTD7 SR fE T4 2 & R35 (P <0.01) . KCTD7
FFmRIEH HCC BH BAEFRE 2 (P <0.05), KCTD7
FE R Rk K 2 52 M HCC B35 R AR A7 1 1 2 ST 75 16 1A
#, GSEA £55 /R, KCTD7 3 X 5 41 it J5 19 45 53 6 A
XKoo TERMEMEREE R KCTD7 R B 2635 5% 1L #Y CD4*
T 4 F eIt 42 CD4 * T 41 B 1 9K 7% 49 40 it 458 5 1 A O
HCC 4 2 PRI KCTD7 #2355 Rl 1% 100 ) 20 Jtw 338 7, 5% 0
R IR IR R TS, 8518 KCTD7 ZEFAE HCC
ik Higm HCC B MR 477, ik KCTD7 HH #g
i 308 15 ) 200 MR ST T R HOC AR AR KO T,
X8R UMY ; KCTD7  TCGA ; TS 5 40 it J&1 1
RESES R735.7
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HCC By &AL B § i R aE ), I i —20
Bl HCC AR J e i AR FH AL 0 T4 v T 401
R SHIGSTHL SEETE BCHE

B B DU SR AR 45 #4387 ( potassium channel
tetramerization domain containing 7, KCTD7 ) j/& KCTD
HEHRGRR R Z — A& — D 5o R ST
WIE T T1 S5 R m e Of
T 5" W] KCTD7 JE DA 58 715 T R 2 38 i 915 45 4
Tt Rl J 1A SAT2 fefi o 28 50 2y e A2 40 E T 5 0 22
PRI KA SR R AT R JL IR 2 0 B i 22 TC A
BEra BTUURESS . (0 H AT, KCTD7 5 e A DG X B
FERA VLR IE A 5T I5 R e 2 PR 2H 3 (the
cancer genome atlas, TCGA ) B ¥R R KCTD7 #&
HCC a8 R HOG FJS AR A7 I 52 ), A ik PR AT 5
PR AR

1 #¥5E7EE

1.1 HIERIE M TCCA ¥ % (htips ://tega-da-
ta. nci. nih. gov/) FEREL HCC B35 1Y mRNA FikiE
FAERE PER AEAEAR RO PR 43 390 45 I R i, 3
A 369 B8 2 5 HORATSE  AEA T 50 )T 2H 21
FEAA BT I IE T A

1.2 RZEREWMESW  #id Wilcoxon £ % b
BHRR AL ZURNE 5 4120 50 i e X 96 41 21 ) HLE
WL KCTD7 WK IBME L, 70 Hr KCTD7 21 5
HCC BE RS R Kl R 1 Z TR A DG 2R, ]
R ¥ F AL ggplot2 Fl gepubr HE47 22 [ M58 1127 41
B . 3B R B4 survival F1 survminer 38 1 H 37
om0 AR o3 AW R 53 20 )5 ¥ 53 M KCTD7
5 HCC #F B ATE Y (overall survival ) Z 8] 1Y 56
R CRHBHERMEZHEER Cox BIHAT, #F 5T
KCTD7 FEN B AR 501 B it PR 20 301 5 16835 73
JalE e &, il R B forestplot % il % Ak
LR

1.3 BEEEESMRERRIEIN  HER
KCTD7 B3 FE TR, X R R I 5 KCTD7 3%
KA (Spearman 777k ) HEF 5 i H R 42
clusterProfiler"”’ 1 i3 /3 T AR5 4 ( Molecular Sig-
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natures Database ) 19 3 K 42 iF 17 3& N & 4E 70 My
(GSEA) ') 3 JH R #AF41 enrichplot &, MR
KCTD7 it G 32 T A B (%) 52 ) | AR 22 1T 4 8 1) 28
ot G928 240 A P B g v T REAE R PR A% i HT R 4K
H6 GSVA' 3 it PR A B X 45 40 BT (ssGSEA)
HCEAR ek g ( Rk B AR Y 10% FEAS) s R ik
H(FRiB A 1 10% FEAS) (1 G ie i A5 i, If-fl
H R A4 ggplot2 Fl ggpubr 2% F I 3647 4511 43
B,

1.4 HMAEESFMMAMAME  Lenti-X 293T Hep3B
F1 HepG2 4IMITE & A 10% G4 1L 3% ) DMEM 15 5%
Ferp BT 37 C 5% CO, F M SE . MR Tet-
on 5T Kk R G, @ r 0l DLl R 5RO R
( Doxycycline , Dox ) 155 X} B# siRNA (siNC) Fil KCTD7
i siRNA (siKCTD7 ) %3k ) Hep3B , HepG2 il il
o

1.5 ZRREIEsET K Dox 55 72 h ) Hep3B,
HepG2 Xf B 40 Al KCTD7 RAR AN M43 1 x 10* 4~/
ml R0 T 12 FLAR Y, R A 0 X E ZE A e AR 4
RRBEE 3 ANEFL, B 24 h 2 5% FL AR 4l
YUY 3 A AL T G M G oA, i 2 S d
PiRS NI

1.6 Western blot B.0UXEE Dox 5% 72 h 1Y
Hep3B HepG2 Xt B8 2 F1 KCTD7 Fi A% 40 ffd , 3 1 IR
HiBF A, SDS-PAGE JIZHL K 0 B 8 11, I 5
FIBU % #% 2 PVDF % 1, 5% AR 4= W54 1] 30 min
J5, 2518 T 5 TUBULIN (1 : 80 000;ifME%E) .CDK6
(1 :7 500 ;Proteintech ;14052-1-AP) \P21(1 : 1 000;
Proteintech ;10355-1-AP) Cleaved PARP1(1 : 1 000;
HUABIO;ET1608-10) HT{&B7 E 90 min, TBST P4 3
U, PR i S8 AL B R A B S — T (1 = 50 0005
HUABIO; HPO112) ¢ #T L —$L (1 : 40 000; CWBIO;
CW01028) ZE IR H 60 min, )5 7 TBST Y% 3
WJa R ECL fb2 & G5 & (i MERE  E412) 1B
5, (1 Image J #E4TKEE 53T,

1.7 RRARARKCUMEBELR K Dox 5572 h
) Hep3B . HepG2 X BRZLFN KCTD7 i Af 40 Al 25 00Uk
ELEBEOE T A5 ml 70% ok O EEEIFET
-20 CRELR, B0 JEFH PBS Mik—Ik, iInA
1 ml % 0.1% Triton X-100 f PBS ¥ 5& 15 min,
WELDEFE LI, MA 1 ml PLY (75 0. 04 mg/
ml P1,0.5 pg/ml RNase A PBS ) =l FE 30
min,, AN 4L 20 000 441 I FH Mod-
fit Ao AR

1.8 Caspase 3 BgiF MMM  WHL 1 x 10° 4> Dox
%5 72 h 1) Hep3B , HepG2 X} FRZH FI KCTD7 ik
Yiijfd, i FH Caspase 3 3 PERTINAF & ( LR =K
] CL115) vRif 4, B O WSO8 13 WA T 2 1
W HE Je Caspase 3 itk IR & UL T 37 CIFAE
8 h, LI E AE 405 nm Ak A IR BE B LB vk
T158 Caspase 3 [AHXT I

1.9 Zit=4E i SPSS 27.0 Fl GraphPad
Prism 9 A T G220 M AR B T £ds 4ok
H 3 oy S S0, BRI B A AR 2 [H] AR H
XU ¢ K, 22 FEAS 20 (0] B4 48 L 35 R R R IR 28 22
G381, P <0.05 HESFAGIEE L,

2 FR

2.1 KCTD7 BERZEMEALHPRIEER Rk
TCGA %4 e v i 15 1] 1 369 il HCC B 3 F 4 ik
P8, FHER L2 KCTD7 () Fak A i T IR w4l
HERHAEITHE X (W=158,P<0.01, &
1A) , X 50 1) J1T- 9 20 28 S FLFC T 9 1E & 4 2 i A 7
X} 22 57 3Rk b, S5 R WoR AT RO ) 1 5 4
41 KCTD7 7E HCC & 1My d1 41 ik T
(V=64,P<0.01,K 1B),

¥ KCTD7 5B H I IRAE B 45 5t , KCTD7
255 HCC B3 4FE % JC W1 i AH 5G4, (B £k
HCC 35 KCTD7 Rk AR TR &, H
ERHEGHE X (W=11 69,P <0.01,& 1C),
FEWGRA L, IHREA h KCTD7 Bk it 1)
W (W=5586.5,P=0.004,K 1D) , [ikgs R4
7~ KCTD7 eI 2 rh w3k, H KCTD7 W3Rk
SV Bl R A3 0IAH G .
2.2 KCTD7 §XRiEW HCC EEWELEE X
TCGA %di 2 th 3B HCC B3 KCTD7 2635 /KF
SR A AE AT HEAE R o b, 45 2R 3R 0T, 5
KCTD7 R B A Lh, 55 3R 35 41 19 A= A7 B[] 9 2>
(X’ =5.071,P =0.024, K 2A) , il s A4 Bk
Ak 4HiTH A 45 A R B KCTD7 1 Rk A TG 45
#(x* =12.425,P <0.01,/82B) ., H[HZE Cox [
PRI KCTD7 5 3541 B 1Y iR A 2 0 e 3
4555 (HR =1.26,95% CI 4 1.04 ~1.52,P =0.016,
#1), ZHE Cox MIHAHTHRFIBHIESE T KCTD7
1) /5 2 3R % R TS AN RS2 (HR =1.22,95%
CIH1.01 ~1.48,P=0.041,%2), FiRopHrasER
R KCTD7 W54 HCC S MU BA BAER
feR U
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E 2F Q -2r E - ] ok
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EWA MEd EFA BrA  tEd [20 1040 IIH V4

1 KCTD7 ZHERHEALMEE AR PHRIEKERESIGFREEZ BHHEXE
A TCGA H¥i A HCC BENRA LS IERH A 8Uh KCTD7 W2 RFRE; SIEFALE . " * P <0.01; B P4 20 EE X 19 1F #4121
KCTD7 (2253635 ; SR A IE B HEULES . ™ P <0.01; C. RFIPESI A HCC 3% KCTD7 B2 73838 S B 4L . %P <0.01; D A[A]
HCC IR B T KCTD7 W22 955585 T Hitk#. 24 P <0.01

1
4000

A 100 KCTD7i Rk A
“ KCTD7f& ik 4
0.75F
ﬁ 0.50} *
H
0.25F p<g.05
0_I 1 1 1
0 1000 2000 3000
A A A7 ()

B 1oor R 4
- 1 K 41
0.75F
5
e
& 0.50F !
#
0.25F
P<0.01
O C 1 1 1 1 ]
0 1000 2000 3000 4000
SR AE ()

B2 KCTD7 5 HCC 2&EWEHHT
A Z TP T KCTD7 Fik m LS HCC JBRE BUS AAFIC R 5 KCTD7 MR L. * P <0.05; B is R kLo 41 4 by
KCTD7 ik HCC BE TG AR KR ; 5 m KIS 41 b . * P <0. 01

F1 BEEZE Cox @A
I PR Bk BEBIE(% ) HR (95% CI) P
AR 344(100.00) 1.01(1.00~1.02)  0.170
PES
3 234(68.02) 1.00(1.00 ~1.00)  1.000
o 110(31.98) 1.27(0.87~1.85)  0.223
I R 43391 (39)
I 169(49.13) 1.00(1.00~1.00)  1.000
I 85(24.71) 1.49(0.91 ~2.45)  0.113
il 85(24.71) 2.80(1.83 ~4.30) <0.001
Fikit 344(100.00) 1.26(1.04~1.52)  0.016
#x2 LEZE Cox EENH
i AR BHE (%) HR(95% CI) P{a
A 344(100.00) 1.01(1.00 ~1.03) 0.127
PEH
3 234(68.02) 1.00(1.00 ~1.00) 1.000
s 110(31.98) 0.98(0.65~1.48) 0.940
I R0 (39)
I 169(49.13) 1.00(1.00 ~1.00) 1.000
Il 85(24.71) 1.38(0.84 ~2.28) 0.203
il 85(24.71) 2.69(1.75~4.14)  <0.001
Rkt 344(100.00) 1.22(1.01 ~1.48) 0.041

2.3 KCTD7 3 HCC Mg sEME MM NHER
KCTD7 B HCC FEH , #E HCC 4 il Hep3B FiI
HepG2 Wik KCTD7 . iz FHG 40 i i1 850k % 2Lt
5 d It AR Z, 45 R BoR 5 siNC A LR,
WU T I KCTD7 323511 Hep3B 4l #1 HepG2 4
ML) siKCTD7 4 R3S 58 3 BE 1 T B, 22 A e it 2
BEX(P<0.01), WK 3, 45H8%W KCTD7 fighg i
Pt HCC gn sy,

2.4 KCTD7 3t HCC AR B S HmR=mE it
5% KCTD7 3[R $ 0 HCC 34 58 i W AE AL, 1z
GSEA 7347t KCTD7 &M (W W e VR 45 05 5 il B . 45
RuWoR,KCTD7 #3355 2 45 41 M3 58 (5538 1 1E
AHIC G G, M A A R 42 A 22 53 2L G R O
PP X R KCTD7 W] fig il it bk
P& FZ IR HCC 4 MBS 58 Ml & 42 iF HCC B K
YEFRE . M5 3R vl B, 40 50 A8 T 6 BE 4L A
KCTD7 #AR 4 /) Hep3B 1 HepG2 400 % , iz FH i
YA I T & AT 1 200 e 30 o3 A A 0, 45 SR
N EARKCTD7 J5 , Wik HCC 40 i 28 B4 40 i J1 39 43
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r —@—siNC4
siKCTD74H

—_
[ee] (=]

0 2 £2(10%/m1)
N

B[] (d)

B 14 -e—siNC4
12k siKCTD741

—_
(=)

20 I #(10%/ml)

S N N

B[] (d)

B3 B KCTD7 3t HCC 28 Al 3% 58 9 54 M
A TSR AT KCTD7 @RS Hep3 B A4 5 52 5 B . 36 240 S350k 0 1 KCTD7 #iAR XS HepG2 4l MU 34 58 (9 52 5 55 siNC 41 tb

B.**P<0.01

i ¥ %A T BE (tosn - o = 26. 78, P =0.001 4;
biepc2 ot = 11.81,P =0.007 1,/& 4A ~ D), i#ff—
#35 F] Western blot J5 ik il 1 40 I J& 1 85 H 1 3%
KL, TEWIRE HCC AU R P, Ik KCTD7 FEH ¥
it S EAN I R A SC B 11 CDK6 £k TR (1 =
13.07,P <0.01, &l 4E) P21 £k T (1 =
6.635,P =0.005, |8 4F) .

2.5 KCTD7 3 HCC AT HWEWE &M
CCLE 545 2 rp 83 R 41 M 2 i J6 P 2 1815 L, Hep3 B
WIR ) KCTD7 3% ik it % HepG2 151, #E DU i Ik
Hep3B W1l KCTD7 J& , FJ iR 4 i A= 1 243400 7T B
TR, KL, DL Hep3B 4 i — 25647 T
JHTAHOCHE AR AN, XX BEAL FT KCTD7 AR 1Y
Hep3B 4HffdH 1Y Caspase 3 BEEHEATAIN | A B Ak
KCTD7 ¥ J5 , M Caspase 3 WGP T+ &1 (¢ =
87.67,P <0.01,K 5A), iz H] Western blot £l
T ER40MEF B Cleaved PARPL 2K [ 14 28 3515 M,
RILEAE KCTD7 J5 , Cleaved PARP1 1425 [ 257 i
X B2 AN AT DL AR Sy b 25T WL (K SB) . 25 b
WL Y B R AE Hep3B 4l i T @Ik KCTD7 B {2
AT,

2.6 KCTD7 ERHEHRHEEREER HKR%
KCTD7 X} G T PR 8 W52 W, 3 5o 28 b B 928 441 i
R e RE D FE R IR X KCTD7 W 2k M 3k
AT ssGSEA i #r, @R R, 5 KCTD7 ik
FIRAMA L, B IRl e R 0 B AR Ak
WG A CD4 T 40 M (W =1 085,P <0.01) (I HX
ICZ CDA T (W =1 156,P <0.01) . HARAM;5
ANHE(NK 40)8) (W=971,P =0.009) & 2 Hl4fH) T
A Th2) (W =1 101,P <0.01) B35 38, ik

7Y CDS T 41l (W =378, P <0.01) .CD56 H X
FAGAML (W =429, P =0.002)  FERKLAN L (W =
246 ,P <0.01) PRI ZHHE (W =413, P =0.001) .1
RUGEEN T 400 (Thl ) (W =465,P =0.007) Sz 17 B
WHED T M (Th17) (W =427,P =0.002) f=FE T
F(E6), KRNI AELR I, KCTD7 X
JERPAEE = AR TP ] B2 BB HCC B TR K 22
A —A A

3 g

AR BEBLEVEEFFTEMERRT
KCTD7 FPAE ¥ 41 40 i 3R 38 K1 O 15 A=
NG, 455 SR KCTD7 {ERTF 4 b i 3k,
H KCTD7 Fik/KF-J&52m HCC B3 S A Al
SLIER R GSEA #:78 KCTD7 W g5 40 i J& 9
WA, FRAF S M T PR 2 Bk KCTD7
) HCC 40Bf 25, 45 4 0 40 it 1145 9 =X 40 je 4 A
Western blot 55 ZFH R F-BL, FERSMNRAIE T KCTD7
T B 5 e 240 S 301 43 A T R A HCC 40 Y 3
i

iR G 2 TR B B P T 200 A ] 961 ) —
JEANML A 20 AP BT A 2 U IO R . FE s
4, CD8 * T 4 i A2 B M Jed O 93 2 1y H 58k R 8
REAN M, CD8™ T £ i n L o He T 42 4k (T
cell receptor, TCR) S5 4l fid 235 A9 MHC IKE &%)
LEARFEF IR . TCR 25)5,CD8* T
241 8 3 R il R 2F L A T 0 A0 O T i
FASL-FAS 4~ 5 B 40 Jfg € T~ ok W% 3 #0 40 f™’
CD4*T 40 ME A9 Thl V.75 58 = 35 Bh 4t b J8g 200 g 25k
CDS * 4L Al B 40 LA K3 5 7= A T3 & -y (TFN-v)
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A B
[Debris M (1ef)G,/G, Ns Bl (right)G/M 120 B G,/G,
800 - _ 1000 - 100 ms
siNC siKCTD7 S
600 G,/G,:65.83 800 G,/G,:77.18 E 80 oG,/M
= $:26.16 2 S:18.6 &
& G,/M:8.01 T 600 G,/M:4.22 = 60
F 400 & =
= 2 400 = 40
§ 200 . &
200 20
0 50 100 150 0 50 100 150 siNC4L siKCTD741
DNAF #(PI) DNA% H#(PI)
C D
[Dcbris WM (Ieft)G,/G, N B (right)G/M 120 B G,/G,
500 500 : ~ 100 mS
SINC E%TéD;% <
400 G,/G,:51.54 400 o M- D L E 80 0G./M
z $:22.60 z $:16.41 &
= 300 G,/M:25.87 = 300 G/M:20.63 R 60
= 200 = 200 = 40
Ny YN =
Ny
100 100 20
0 0 0 N < p
0 50 100 150 200 0 50 100 150 200 siNCAL siKCTD74L
DNAT; #(PI) DNAT; #(PI)
E3 121
El E2 msiNCcyl
siNCZl siKCTD74l ku SINC4l siKCTD741 ku 1.0 siKCTD74H.
A
R 0.8
i
CDKG6 34 CDK6 34 K 06
=
gfé 0.4
0.2
TUBULIN 55  TUBULIN 55 0
Hep3B HepG2
Fl F2
siNCA siKCTD74  ku SINCHl  siKCTD74L ku F3 14_ x+  EsINCZL
121 % [OsiKCTD741
21 =
P21 P21 21 £ 1.0F
&
i 0.8+
K o6l
Z o4l
TUBULIN 55  TUBULIN ss = ol
Hep3B HepG2

El4 E{E KCTD7 3 HCC 40 B & HA i %2 i
A T AR ST Hep3 B 4R A ARME AW ( Gy/ G, .G,/M) ;B Hep3B 4 i r 40 i 5 01 43 A 175 00 5 €. W XA I AR 23T HepG2 240 8 11 41 it
JAI(Gy/G, .Gy/M) ;D HepG2 4t v 21 Jitd & 1 43 A1 % 0 ; E : Western blot #53 Hep3B Hl HepG2 4ii i h CDK6 2K 12635500 ; 1: Hep3B;2:
HepG2 ;3 : H /7 K H4 ; F: Western blot #:1ll Hep3 B Fl HepG2 4 P21 2 3515 ; 55 siNC 41148, * * P <0. 01

I TNF-oc B3 3% B8 Ji 240 M O & 4% Bt i g 2 26 2
AEM . S5 —J5 i, Th2 SR AT 43 30 B A 12 b 3 2 fig
FBLR A IR o AL A0 i LA 3 5 R 2 i 7
Mo B SE IR 40 I A RE T, {EL I TR ok 240 Y
i n] AA Y B Bk 2R G011 TME B9 52 B o

L, e AT TRT AT s L 2 e AN kg 2 26 1) 2
A, ELORE T b A 20 ) B0 15 5 . NK 4i i
S EAA AR A S AR AR, BRI
AIEERZ MHC T 28358 0 N AL, BAT 58 Kt
JERE S1™Y ) ssGSEA 454 R, KCTD7 fig W6 X} i i
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S PEIREE P2 AR T PR M S 0 HCC 20 A4 K % H
HE .

A 20r s

. - SiINC4L siKCTD74L ku
= s

HT

fon Cleaved 89
o PARPI

£ 10t

3

=

= 051 TUBULIN 55
=

0
SINC4L siKCTD74

B 5 &K KCTD7 Xt Hep3B £HAEE T-HISZ IR
A ; Caspase 3 i PE/M TN Hep3B ZH L Caspase 3 MRS 77 ;
B: Western blot il Hep3B 4l Cleaved PARP1 & [R5 1K M ; 5
siNC 4 H#: ™ * P <0.01

REAAIFFE 20, 367 KCTD 5 8 A 5 #h 48k
Koot A — 2 RHK , 4 KCTD8 #1 KCTD12 j#
TR HEERRAE R 28 T H GABAB 214 1y il 2 F 35 Al
S il T 24 A 5 M K G P AE  KCTD10 W] figad i ik
AFPUR 3K HDL-C 7K F-5:80e 0 5y k0 A

0.8

B3 KCTD7fkF ik 4l
BE KCTD7miREM |
0.6
0.4+
&
i
T 0.2
m
72
2
m 0
0.2

H HT KCTD S5 5 i Jig AH G B Ik 58 88 /0, n e fii 98
#1 KCTD11 @it 5 [3-catenin éﬁé’,i}ﬁ#f Wnt £ Hip-
po 38 B AT, AT 400 4 AR Ak A A R
Jo S ] KCTD12 f9 3 138 5 41 i 14 1k 28 1
fedE @ ZR AN AR K Wi KCTD7 59 0 A
KEIWFFEARWARIE . AWFRETT T KCTD7 X HCC
R K R RfE B SE T & B KCTD7 3 DX () #38 7F
GSEA & 3] T Wni/B-Catenin {5 5@ 1%, X 5
KCTD11 842 Jili 6 015 538 % — 24, $278 KCTD K
TS 1 B3 T I 988 1 5 e T BB LA A OGEL BAk,
GSEA 25K KCTD7 25 1 ZFh A= K i 13 1,
W G,/ M KA sSRAE B A 22 43 SR P 08 I A X
$E7R KCTD7 %F HCC 1Y 520w W] g 2 38 28 5% e L 248 g
AR B A0 0 58

25 bR S5 TCGA B0 1 i it 4 4
5 8220007, BB KCTD7 FEH 5 2235 % HCC il 7
R Il LR AR IR KCTD7 28 5 RS 5
Wi 240 JE 300, 1k — 2 3 HC.C 40 8 (0 386 5, 1 0 4
MIPAT: . BT MR 22 HCC Ml R IG 7 4L T Al &
F14 5 S 1

E 6 KCTD7 RRIZEFMZFRIZAH HCC MEM REREER
5 KCTD7 ARFEH HH . * P <0.05,* * P <0.01
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Expression and functional mechanism

of KCTD7 gene in hepatocellular carcinoma
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Abstract Objective Using RNA sequencing data from The Cancer Genome Atlas (TCGA) to explore the expres-
sion, mechanism, and clinical significance of KCTD7 in hepatocellular carcinoma ( HCC). Methods The RNA
sequencing data and clinical information of HCC patients were downloaded from the TCGA database. Univariate and
multivariate Cox regression analyses were used to explore the correlation between the expression level of the KCTD7
gene in HCC and the clinical information and prognosis of patients. Gene Set Enrichment Analysis (GSEA) was
used to predict possible pathways regulated by the KCTD7 gene in HCC. Single-sample GSEA (ssGSEA) was used
to compare immune infiltration between KCTD7 high expression group and low expression group. KCTD7 knock-
down HCC cell lines were established to explore its function and possible mechanism in HCC regulation. Results
KCTD7 was highly expressed in HCC tissues compared to normal tissues (P <0.01). The overall survival rate of
HCC patients with high expression of KCTD7 gene was worse (P <0.05). The expression level of KCTD7 was an
independent risk factor affecting the overall survival of HCC patients. GSEA results showed that the KCTD7 gene
was related to cell cycle signaling pathways. In the tumor microenvironment, high expression of the KCTD7 gene
was positively correlated with activated CD4 " T cells, central memory CD4 " T cells, and natural killer cells. Knoc-
king down KCTD7might inhibit HCC cell proliferation, impair cell cycle distribution, and promote apoptosis. Con-
clusion KCTD7 gene is highly expressed in HCC and affects the prognostic survival of HCC patients. Knocking
down KCTD7 can inhibit the proliferation of HCC cells and promote apoptosis.
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