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[Abstract] Hepatocellular carcinoma is the most common histological subtype of primary hepatic carci-

noma. Its genomics,epigenetics and related tumor progression, metastasis and treatment have always been the

hotspots of liver cancer research. This paper reviewed the development of the second generation sequencing of

hepatocellular carcinoma,such as whole genome sequencing and whole exome sequencing,as well as the im-

portant research findings and progress in this field in order to provide certain references for follow up study.
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HCO) & J5t & PR b i £ Z iy A2z W AL, 5
85%~90% ., HCC FZ M 0w N E W5 & BITF R
#F (hepatitis bvirus, HBV) . 7§ % fT 4 % B Chepatitis
cvirus, HCV) B J VB RS PR 9 0 & B 75 L 45
T S SO DR 2R A P TR M AR M AR o R S e oA
RIZH [ 25 SRk g 5 A8 KR AE . 38 3 43 Bt 58 48 ¢ fiE 7]
DAY fiff 240 L0 A8 AL L e A R B XU TR &R A B
T s 3 HCC BNl L . B Hi&hor 28 A8
TEC AR 245 78 , B R H LAY AR 3% 55 T 5L i s e i) A
LA AR OC L v 22 36 05 J T BB i C B A R
i, CTNNBI1 J 5 548 5 UL TR AH ¢ HCC; B
WA HBV § % TERT,CCNEL Hil CeNA2 JE A 1)
AL OB S B SR B C B T A 2 4 S ik
KO HPEARLIE =R DA T 2] A 288,
IAE K B % 42 36 ) 410 JF (whole genome sequen-
cing, WGS) , 2 4h i 7 4l J¥ (whole exome sequen-
cing, WES) | #% 5 20 Il ¥ (RNA sequencing, RNA-
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AR gD RNA A3 X 88 RNA L3530/ RNA
PIWI Bt RNA.% T4 RNA 5% T RNA FlK 4%
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T INOSO B A4 4,155 BMPRIA J5 3 1-1f
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Z W R X B0 F R 1 E E BN ETTEN.
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S A T PR B I N RS . I 4E, ARIDIA L AR-
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(PTEN). p53. B f5 Bt AL B 34 -3 fi 1k W 5 o
(PIK3CA) 3 K ik 1, 565 4 8 2 (1 B 9(MMP9)
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MCMS3AP-AST, o] DU 3k & & A A1 (FOXAD)
F AR SR E TR S AT X b R A 4
5 Wast AL V8 12 1 A B VR L RE 8 R T Sk R R Gk
R HCC B8, 25, IncRNA UBE2CP3 i it
I A N S 5 HCC B . HLH A 30 52 H
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SR A0 L Y S S AN LT F -y LR T Ok
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T A A0 A B 2 AR SR KO 9 AR S AT L L R
S8 R 0 X A i T B T DA 7 A 8 i o R Y AR AL
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