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Abstract

Objectives: To systematically review the expression characteristics, clinical prognostic value, and
molecular mechanisms of Chromosome 1 Open Reading Frame 112 (C10RF112) in hepatocellular
carcinoma (HCC), and to evaluate its feasibility as a novel biomarker and potential therapeutic tar-
get. Methods: Relevantliterature on C1ORF112 and HCC was retrieved from PubMed, Web of Science,
and CNKI databases, and the available evidence was summarized, integrated, and critically ap-
praised. Results: CLORF112 is commonly overexpressed in HCC tissues, and its expression level is
significantly positively correlated with pathological stage. Patients with high C10RF112 expression
have significantly shorter overall survival. Approximately 8% of HCC patients harbor C10RF112
gene copy number amplification, which is significantly associated with worse progression-free sur-
vival and disease-free survival. At the molecular level, CLORF112 physically interacts with DNA re-
pair-related proteins including RAD51 and FIGNL1, and its co-expressed genes are enriched in cell
cycle and mitotic regulation pathways. Conclusions: C10RF112 holds promise as a novel prognostic
biomarker and potential therapeutic target for HCC. However, large-scale prospective clinical vali-
dation and in vivo functional studies specifically for HCC are still lacking, and the precise regulatory
networks and translational pathways require further investigation.
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1. 53|

JH- 4 ffa s (Hepatocellular Carcinoma, HCC) (4 J5i & PR 1 75%~85%, & TR IE A& 2 56 DUA7 . FET: %
AR, BTV TE AR (1], BT AR . RN A, KRR E IS O AT R,
PRMIEETF AN 2 WME RSB ARR IR, ARG 5 FRRENRIL 70%, ™ HEH 2 KL
[2]. HCC TE4r TR A mE R, WA Z K E S @S FHIGEh, BN TR E, wihE T
B REIbR EVIRIE D TR .

H IR PR32 N ) 375 b 2547 P IR 25 1 (Alpha-Fetoprotein, AFP)7E 85U 545 S 1 7 T 776 JR B
——%] 30%~40%t] HCC &3 AFP /K-FATFmy, TIAENS PRI 48 . A0 S5 R b SORT RE H IR BA 74
[3] [4]. AFP-L3. DCP “54b 785 E W) AR BE 56 M X — ) [5] . PRI, RIEHIAL. & R R
FEI o FARES), X+ HCC MW, TS VPG R AR AT B R .

I 5 Je i 5 [R 41 % (The Cancer Genome Atlas, TCGA)ZE / FEBds 8 it i@ St A AE (5 B 22 5 IR
Wi Jg, JET 2 AR R 9 i S R BRI B 43 W SR T AT AT R A L& . o, efafk 1
R EAE 112 (CLORF112)2& — AN DIRE M AHAR AT ST 3L R . IR B 9T R B, C1ORF112 fEfu4% HCC 1£
PR 2 Rl iR R T rp 3Rk B, H S5 RIGIRSS KA OS[6]. 7E HCC 1, CLORF112 ff5: R 1Y Fl R ik ik
ATl Resg B TG, BB 7 — PR

AL ETEZR G CLORF112 7E HCC H 3Rk 51U WF 7 MBI IEYE , g5 aTRef 7 TS, PP
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HARADbR SRR R R BT 1 SRR, FFX ARRBE AT 3R I 2, DU HCC (ks 2 T 4R it
Yy

2. FFRRaENEYIFREYERS CIORF112 A

HCC Il PR & P 3052 TR T 5 o ) R RS2 W AR G R R SR A il (A A ke, 00 E A
A R AR EN . FES Wi, FRARMIFR B VRLRELE JCRERBY BO = NBE( S TR S 5 2 PR AL
SR IR tH R HCCs 75 T ity s 25470 B REHERA IO AR Ji5 52 R XU, 18 S 4l Bhif I W58 s 7EVR YT Ui
I G L £ TR [/ G i 7 SONE TR 77, SEI AN & Wil o

AFP {E AR A ) 72 I HCC MLiEbr &4, HREUEL N 60%~70%, 75740 80%~90%, TEA[H
i R AN [ o P £ 5 TR R B2 S BOK[3] [4] 0 A AR, ARV RS H AR (UG FR 8 DNA . I8 2 P78 240 i
HMIAMA) EIL T 1 7, AHER B I PR S A BE RS [ 7] FESLTRCT, MRS S Ik, A s i ik
FAR BRI B A GIRIE AR EN), O TR AL I 1 R (1) B 22847 8]

C1ORF112 IFRAEXFEMIBT T a%A P o%IE M . CLIORF112 T Yetifh 1024.2 (B4 B P ERE N
1921.3), fEBMEYIFREERT[6]. NRIFEVEIEERE BC055324 IRk i SEEIEEIE, $nizdk KRR
G E A AR [6]. BEAEWT UL &I, CLORF112 5 BRCA-Fanconi 71 Ifi. DNA #5155 i@
P TR 5 PRI AE R SR T 12008 B 114 2K VA5 PR i A IRV 336 I AH 9 [6] . B4, 7E HeLa 41l i ik C1LORF112
AT A B RG GE , Sos FLRT RELE IR A M AE S T R B RI[6]. BT IX SR, Chen Z5[6]F]H TCGA
L2 BN CLORFL12 HHT T RA Mz AT, RIVHAEEHE HCC 78N 1) 2 Fp g h i il = R0k, H
PRIEGARMEMHK . X— KR CLORFL12 i8R —ANEET MR %R LT, [HAF RN

5

Tto
3. CLORF112 B4 F4HE
3.1. BEEENM S

C1ORF112 fi7 T N Gu ik 124.2 (&7 2d e iRy 1921.3), H ALK 44 0y FLI10706 [6]. i%FE [
it 9 FhiLSRA, Hh 5 FONEARL. @R IR KR CIORF112 & [ B M /AN A 1 kA
(ENST00000286031 1 ENST00000359326)## 1% 4[6]. C1ORF112 7E EAZ W) s AR sy, e RJREE A
CAEGRAL. DR X, REHEEZ DY P E]. AMERETNER, ZEAWTRS 59
WSS 5. EAM - EAFHEEAEASEZEY LR, A =g s MR IhRe 2 4 R 58 2 T
[9]-

3.2. fERT4RRRAE TP EOTRIAHHE

T HPA. GTEx 1 FANTOMS %5 2 $(4fs B %85 73 #r » CLORF112 7£ IE ¥ 2H 2 b B IR 2R e 1k
FEMRE AR . EE) . SN HDIR 5% IR b Ak AR X 8w 6]

TE MR U R IE 7 TH, TIMER2 300 43 M7 i 7, CLORFL12 78 2 Fp Rl KA b [ Rk B & T
BRI AL BRI S, (EREMEIR % L2 (BLCA) . FLIRIZ i (BRCA). HAFJ#E(CHOL). 4 fik
Ji5(COAD). B (ESCA). I BRI (GBM). kIEHIR AN A (HNSC) B 7L R4 e (KIRP). JiF
Y (LIHC) . fili R4 (LUAD) i (LUSC). L% I (READ). it (STAD) AT & Py ik (UCEC)
i1, CLORF112 {31k & Z T = (A p<0.001). Oncomine %di i (437 2 gk — B I 1 X — s,
TSSO B, FURE. S0, SSEp. 85, B, KU, . MRESE. SR g AR
JOAE N 1 2 R bR b, CLORF112 1.2 iRk (6] [9].
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EF%F HCC, TCGA-LIHC ¥4 7 Br i 7s CLORF112 78 i 41 4 nh (1) 2655 i 2 v T e 6t 1E 3 AT 42K 6] -
UbAh, FAAL RNA I A0 on, CLORFL112 78 4l M vk o i R A 4R vh T BTG IR A M 3, 1
7L AT RE 5 20 M 5 S DA 55 [9] -

4. CIORF112 £ FH¢apa#E  HllG AR = X

5T TCGA-LIHC #4 FEH 73 #fr, C1ORF112 fm3Kik 5 HCC i B4y i 2 B35 1EAHSG,  HBE 4 #H ke
FiILB L THE[6] [10]; (EiZAHIME H BT EEk EH TCGA Bk, MARMEMALIGK NS th 4 SR8, 7
SN DUEUZ T, 20 8%M HCC FEATE(E CLORFL12 iifL i, DI#E DIy 1 hE, §if 5 zEmItit
JRAEGFIARTCIR A B FEAM 6] FFE, X —RIIREZ I A S EZ IR . EF 0B,
ClORF112 m&RIESHIE MG IR ZEMK[6] [11]; i, HuMAERERLEAKTFRELZEEAH
FIRTE O E, AL SR RN MU RERE . I RIESE B B S B e, DA ILAE AFP
LU bR EY IR B T Ak RE[12] .

5. CIORF112 M9 FIhse 58978 N
5.1. BHIRSFIhaE: BE DNA RGEE SMpaEERERE

5K 2 BhBE MR SR T IR SR HE AN R, CLORF112 T4FRAYIHAEWT 7S 7 se itk g, Hoy
T 0I5 T B

4, CLORF112 7F DNA [FJJ8 S 2048 & v k4 B 3%/ F - Tischler 5[ 12] (i 5T #6877, CLORF112
(FEZHT T MR FLIP) S FIGNLL JERika & 8 A B &4, SLIR1+E RADSL fE 4Lt E M ahas s
4o RADSL & [ EAMBE M OE A, IR IG5 o g 20T DNA BUEE R 2 1R i 15 52 A1
HHI X e T ELEE, MR, CIORF112 Sk S5 RADS1 fE e )i B 7H 28, TR
HABE M IERE IR, MU DNA S (e A A i s 5 5570 3 N BUK [13] . Zhou S5 [13]f) 4k
S FEHE—PESE, CLORF112-FIGNLL B& Wit {21 RADSL 4122 (1) fifti, 7£ DNA BE[AZCHAE S
KIFEA AT BERIEH . Mazouzi SE[14] 058 W3k — DB #f 7 C1ORF112 (FIRRM)TE [ 55 41 H [H] 7= 4)
resolvase i FEFF FIThREE L. HE4h, Stok Z5[15]& 8L FIRRM/C1ORF112 5 PICH f#{E & EBULR R, I
WESEIZE S YE TR RADSL G sh A b R # RBEE T, i — 0 SCHF 7 HAE DNA 1B S8 % b (1) 55 2
L

HIk, CLORF112 54 i HiAA 2 R B YIAHG . 1X 5 Chen Sz @ Mg B — 5. 1%
W R, 5 CLORF112 L& ik fFE KI1E Gene Ontology (GO)Z3HTH &35 & 4 T4 it & ) (cell cycle) Fi 5
22 53 4345 (mitotic regulation)Z /£ W24 FE[6]. STRING T E M (KL IE M & 3E— B IR TiX— K
[6].

#$=, CIORF112 it HEH - EAMEAEHMEZ S5 ERidiE. 2T BioGRID 4 2 1) & 1 HAE 4>
MriZ7n, CLORF112 5 RADS51. DMCL F1 FIGNLL f77F Ei Y EAM BEAEFH[6], X4 17E DNA B X
A S B R 4 A T e O 7R R AE . i — B A G TR B, CLORF112 [)#%KisLE RAD51 #i
FIGNL1 ff1X 251 IEAH5[6]. Edogbanya Z5[9]M) & G &xid Mt AL FNEE ¥ f1 FE 6T CLORF112 #HAT T 4T
FREE, FEHZIEF I ThRE S DNA R4 B2 1 2 L 25 D AE %

i LRAESE, CLORF112 HIAZCo o T UIRe v H4N N it 5 FIGNLL TR E &)= RADS1 7E4L
i LAY G, 25 DNA [RIVE HE S SR SCORY s [R]F F 3L 30K I 2% 5 52 T4 i il AN 22 53
ZORE B . X — DI RERFAE AT AR PRI G L T 5 s R AR A P e e 40 B B A
X[16].
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5.2. fEFFARESFHNFIMRIREZR

DAZBUBA B FE ) A, IR SR T CLORF112 43 FIhae N J, £ ok Bz AEWE B2 M L dE HCC
FATRY (B PRI A0 B . 2088 A0 I 25 I SRR 78 . 7 HCC o, C1ORF112 [ EAK S FHLHIHTF 7 T LA 4
1

Chen Z5[6]/HF 8 EARZE HCC H R I T CLORF112 &#eih. £ I 18 K 5 B TS i oCle, B
TS ARAE HCC 41 R B sh R 2 A g AT AT D RE SR A0 40 0E . CLORF112 fF HCC H 7% 3 il it fa] Fh {5
SlBRIEFEH? 5 RADSUFIGNLL K HAFE HCC 5 N2 G EFECE ? CIORF112 £ i##s HCC
R M SUEIE M 7 —— XA ) 8 H FT 80 B SO0 AR B 2 o X B A S BT 7 A RS R, e R
KB N E 5T 5 R [17] [18].

5.3. {EARTHRENSHEK

BT H 76, CLORF112 fE a7 E s B4 25 M ——7E DNA B8 L4 & iR
HCC 41fig 1, CLlORF112 )72 ik ] A /& LA DNA 5 G 7 B B2k . IT4Ek, HCC [HEFEIA
J7 RV VR T B T R R, (R 24 ) R AR 9% HA[19] [20]. B b, #E CLORFL112 w] LLH| 55 R 4
M) DNA 1B RE 1, HaE DNA Bk i6)7 (s 25%. 807 . PARP #II5).

SR, #4 CLORF112 FLIEHEMEE [MYAIT AR, MilkZ/D> = fEeG. F—, DjgekiEsii——E HCC
AR R AR, AR A R SO I R SRR SE B E B CLORF112 & HCC A7id IS i (1) 0 e Ak
W 2, #E 47 AR ——H At CLORFL12 £ A 45 MRFAE IR 32 Bk B AE(E B 2E T, Mk
Z RIS FRNTI 4RGN 1% R B AT/ TR A R RO B A DR AN R, H DR
Al fE T EAREE B R - A FRAEEAE (05 FIGNLL. RADS1 I HAE), BRI B3 TF & /N 70130 ) 751 F
FERE K. =, ITE D75 ——% T CLORF112 78/ B i A Y53 R il B S SRR 5008, HLAE IE w4
SO I R B8 Wil b 55) bl e B L BEThRE, R G0 (0 ) ) AT R SR 2 2 1 1E  4H
ZLEEE.

BEXF FIRIERS, B IS SR BLVF AN S CLORF112 fE N ELHE “ A8l A7, & HF H HLAE HCC
[ RI5 & DNA MBS I ThEE, K HAE Ny MG 7« 385 3E B i sk D0 a6 T H0 H) 55 b3 440 P 1 [0
HAMBE 87, BEEAZE B0 T B PARP #5145 DNA $ 475 P 1697 [13] [14] [19] [20] - #E4h, % T C1IORF112
1E HCC 2 p A IE % AR R IE , 45 5 ST 78 REIE L HAZAE T S R A B nT i N AL, TR T
HmRIBRHETT R YUA 2 Y BV (ADC) I AT BEME . Rk, BUFBEK: CLORFL12 SEALA I8 7E S s A6
B0 SR, HEE B SERR R ) 29T A IR KRR B .

6. RFKHZRFE

SEAMATT LR, CLORF112 £ HCC 413 2 /b A LA = AN B B T $4E (B 52 77 1] ik e 4 3«

J5 i —: HCC %553 ThAEIIE . FIH CRISPR-Cas9 £ AR1E HCC 41 & H i) CLORF112 miBR/mi{i
B, RGP HT A E . BT, iR 1278 K DNA B8 S Re Sy misenm s ik — 5] JE A7 iFe /s
BB, 7EAR A ZKFEGHIE CIORF112 X HCC KA K EIMIRIAR K R o X2 AN Y /T A Bl V) E % .

77 1) 2 W AS BA A ) e 7. 36 4IF o 38 ST ST 1K) 22 Rt HCC T AR BAA, 3 i 428 ZH AL (IHC) A5l CLORF112
HERIE, RGEHTH GG ARS8 T A TIUS B O, FHEPPEAh ST AFP. TNM 43 B B o il
B F5FA2 CLORF112 % (/KT MR IEFFE L H 5 mRNA FRE A, HATEaARM.

JilA = A FHLEIER AT 76 HCC ¥ 5t R IE CLORF112-FIGNL1-RADSL 4 4l & 75 [ Ff K
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FEVER], @I e LT iE (Co-IP)BEA T 40 #, 452 HCC 4 C1ORF112 M EAFE A4, WA
HCC 75 5t T IHe 5 1 AH T AE F 2%

7. B

ICN=A

KL RGLHA T CLORF112 7F HCC H I 5L BUIR . 1E4ER B, CLORF112 7E HCC A4 i3 m 3k
i, HRIEKESREN 2 IEHX, mRESHRE N BEFIIH. £ 8% HCC H# 71f CLORF112
B[R DB 1, i3 5 A 2 ok R A A BRI G AR A7 I 25 A G . 4 7 )2 1T, C1ORF112 5 RADS1,
FIGNL1 B A EAEH, 215 DNA 252 Fgn i i s . Xk 33 FF CLORF112 {24 HCC #i
BUTIUS AE bR SV 71, WO FAE IR S s R R SR T BB A

SR, DAAUEMI &, H AT CLORF112 #E HCC (R T sk Ak T A HL R AR B . LT BT IR RAE
TESBIHVET TCGA 5 A JLHH FE I A WA 85 o0 Wy, e Z B0 ST () RS PR I PR BA S 36 s HCC e 71 (1 3
REMLEIRT T LA . X —IURBEZ RIR, 2B AR RS I AR FIR N BIHLE T 7,
CLORF112 B r] B IE A “AWME B A53E 7y 77 IR T N Abs S FIEE 23 ” , y HCC HIAEHES
I7 SRAMHT A TR R
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