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Abstract: Primary liver cancer is one of the most common malignant tumors of the digestive system, and its morbidity and mortality
rates are increasing year by year. Recent studies have shown that circadian clock gene disorders are closely associated with the
development and progression of liver cancer, which provides a new perspective for the prevention, diagnosis, treatment, and prognosis
of liver cancer. In addition, targeting circadian clock genes also shows a certain clinical application potential in the treatment of
cancer. This article reviews the latest research advances in the role of circadian clock genes in the pathogenesis, prevention,

treatment, and prognosis of liver cancer, in order to provide new ideas for the clinical diagnosis and treatment of liver cancer.
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WAL RPN 2 N 4T I D) RE RS, 3 BN R A b
ZEL e A AR 30T i S A 4 e R 2L R DR A 0, e
ZOHOT EOR R I HE He & A

22 AMAARSLEAR AR 2 A
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Table 1 The mechanism of clock genes in the tumorigenesis and development of hepatocellular carcinoma

Ay Eh 3 R FEAEH SR
CLOCK 5 BMALL 454 0 508 — B 4K 05 Cry Per 8 H CLOCK i iR e S AN a3 5% , CLOCK i ik 5 1
EUALiES
BMALI 5 CLOCK/NPAS2 2546 0 5 I — SR 44, B0 Crry BMALIT s 5 v YL AL AN S5 H , BMA LT AR5 5 1
Per 5 IERRGEES

Per(Perl .Per2 . Per3)

Cry(Cryl.Cry2)

NPAS2 5 BMALL 456 M50 R AK, B0 Cry Per M
REV-ERB 5 RORE i ;5456 , Ml BMAL1 ¥% 5%
TIMELESS %5 Per-Cry % “BRAKIE L

5 Cry T B IR — 34K, # CLOCK-BMALI

5 Per JE iR B4R, 41| CLOCK-BMALL

Per2 IR 3235 /Bl bR T #4005 98 55 K] c-MYC il CCNBI
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Cry {5 22 35/ 15 AT 8005 p53 . 40 i 169 5 A0 0 T
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3 &YHIEAI HCCTEIEHR
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BB TS VA HE B, AF AU R S 4 A8 21 I
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W . TR T R R RE T
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I 5] 977 32 e 30 3 30 B e R 40 2 s [0 o 25 9 R
5 AR AR — By Or e AT
PEE YIRS AR TR BIVE P AR JC XU .
— T 56 T B BLg 0 Ak 7 IR0 o, 5 A R [ B R
FAEA T 2R E M, 2 R IL) T 5 R (R
A BT 7 3 R AC M i W) BB A S AR AR AR SRR T
443 JE LR IR T 7 Y e 4 R TR YT T B B AN
TRBA S S, B R AT 5 28 AR X A T 2145 1
B, HR SR KB L i AR 5T 05 R UE 52 1 R 145 9 25
Wo NHE—B WU [T AR AE IR YT T I T i
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42 A2 FE AR FE RN W  EEER ik
AERAE HCCIRYT P RIS EM . AR R B AR R
AR 5 HCC RIS TS, B TACE IRYT T i 4%
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0.001 mol/L ¥ B iy B & 28 RV AT {8 3% 30 1] HepG2 41 fitg 34
B, 5 S A M R SR L T GO/G 1LY, ]k B p53 JE &
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HH R D T 50 T LR AR B, 3R BB R 1 A A
FHET .t o, 0 2 2 T e 20 e A T SR R Ak T 2
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WY R SR AR RIVE Y L BA 75 2 2 — b
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TTFL ", 12 25 7% 32 F-box #5 2 IR 1 5 & 11 3 @ 1 B ik
Skp1-Cull-F-box & & 1R 51| 12 Z 1k FIRE fift Cry BEH
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