chERE: 4 AR
SCIENTIA SINICA Vitae

W i

20195 % 49% HF1H:10~17 CPIERRE ) Zekal

SCIENCE CHINA PRESS

lifecn.scichina.com
CrossMark

& click for updates

BTSSR AL T AN e 220 BU W o it

w2 1.2% 2 3D 2 = s 2% > 1,2%
RFET,IRE RE, 2T, mAA, R

LAes Tl R 22, A Bl 5AY TR, JE5 100124

2. EHPERERE ARG A A0 0, SERAYEFE SRS, EamRAath o, BEXEARBE S 0-du5, Jbi
102206

* B &N, E-mail: zynellj@126.com; yingwantao@mail.ncpsb.org; gianxh1@163.com

ke H : 2018-09-11; 3252 HIW: 2018-10-12; ML AR K HIW: 2019-01-09
Pl X Bl 0 B A0 H (#1E 5 2017YFC0906600, 2016YFA0501300). db5t iR TR H GbiES: Z161100002616036)F1ZE 5 2= 26137 L
L TAHES: 16CXZ027) % 81

WE FapEEZSEBERSHNMEZ —, EENAREMATEAMESEMBIT. BRAERERFED
WA BIE T KGR T RAMER, FEEARETHARERLZWAEFRER, EESFAREREHNSELR
RMABMK. BENFEAGE S L Bk T B EEAAFWRR, CHBRFZIORT WEHFRERELR
£ RREWATIE. 205, REZETHFIAHERYL T HF L EREFERANTERE S TIH, L

EMERER S FHRERTTREANNEE. ERUEREL0 TERSERBESRAGE %8, ATHERE
REVE g FET, BHERERANEFER, RAAHEERANMEMETHE.

KR FrafE, %%, 2 TR, £FF

JH 98 AR 25 i A 2R 2 AN [R) S 8 ) i o P O e
RGaks, EEAFEMME. RIS, kgl
Mo, MHagseimast EaRVEE RN, FHE R R
fir S B R I 5 5 0, BT R R 2, AR E,
JHEa B0 98 3 ) vy S BB A, SRR AL T . B
ZJahr RN 2015 E Mg g Bos, B
BRI ECA343. T TN, LML ROR N BN 122,375
N, BaIfa66 77N, BB KR S 150%,
g P Kb FF4H %% (hepatocellular carcinoma,
HCC) A2 #0929 o5 e 28 35 1190 %..
AR, B XRTHCC AR ML T L BUAS T oKk e, 2
PRHCCHIEUR K 2 Ol Iz /I8, a0 2B % 5

(hepatitis B virus)F1 P54 BT 4 995 F (hepatitis C virus)H
KHRGe, OSBRSS, BRSO
HCCHR B KA 1321 AR, HHCCH A 54
AR FAT SRR, A HE 201 S4F ft 4 [ iR 5 1 i die
SR, BRI B A 4665, BT A 422.1 55,
R, N7 SCEHCCHER AR, R KRBT
HCCIATT S A& BT I 2541 T o5

1  HCCH gipyi2 W fg iy Bk

WA, HCCHEAEMIRYT /7 5 ELR HwELZ W
A, RTTH(TNM4S 2 . Edmondson 2 fFTIBCLC

doi: 10.1360/N052018-00181

SIAm: B, TR, M5, & T HSAN AL 2 70 BTt . shIEREE: AArRlEE, 2019, 49: 10-17
ZhaoY, ZhangY, Yan M, et al. Progress in transcriptomic molecular subtyping of hepatocellular carcinoma (in Chinese). Sci Sin Vitae, 2019, 49: 10-17,

©2019 (HEMZFE) FiEHt

www.scichina.com


https://doi.org/10.1360/N052018-00181
http://www.scichina.com
http://lifecn.scichina.com
http://crossmark.crossref.org/dialog/?doi=10.1360/N052018-00181&amp;domain=pdf&amp;date_stamp=2018-12-20

PEBE: ARl 20194 49 % 1

Sy )R B AT 2T AR N
JEECH . IiE H IR 8 A (alpha fetoprotein, AFP) & &
MAERACL bR E 5 R it v % 7% 195 00 DA B R 1B 1 i
UM SR AR R A 2H S A 2R AE, 3 B 4y
R RGN B NI Z S, BT R R LR R 97
Hems. Hrh, BCLCH % R Gif N H. BCLCO % 2 4t
HHCCHEE 77 SN ZE: WEIABCLC, o). F
(BCLC, A¥). h#i(BCLC, B#). FHH(BCLC, C
ARG A (BCLC, DN ) 1 5 1 A1 5 119%
N, FERHTFARUIGFFREEIGIT; B0 i m
N, B 7T FERIBITINEH BV RBLAE R AYIRTT, EHXE
WE AN, D0 7R AR A AR ) S A L 45 T R L R YR 97
(B, fEkE)LHER, WS % RFEHR EHCCHE
EREL I W Gk W ONOE R X (R N -
B T EREMAFE L, (HERESTFEAFRI ARG R
AR, AR, XMEIT R I AR AR 2 6h
Fea, OARASHIIE R e R E2 I KT S ZE AT 4%
[FIY, X FRI2 7 AN B A ZH 2R 40 i 7K ST s B fie 98d 1)
ARV EEREAE, SRR SRR A BURFIE, DRI G iR AE

PS 0, Child-Pugh A%

HCC

PS 0-2, Child-Pugh A-B%

PR AL B RS M ). BRI, IR R H I
AR E R, A, HORAAHFNR YT SR 1
HCCE#, HRIMHEEAEANFRMZIRAEMTUS. F
wn, H o B A BRIR YT JE SRR T SHE UL R e
AEAE I, T 5 S KR D A AR R T PN A A e
HRFEERE, B2, XWHRHEHCCEE T 17
TEAR KK SRR, AR G0 B2 Wi R0 20 2 S T2 N
A EX k28 A, Hik, R FAHCCEH R
JRE R, T AT RS R iZ W R TR
FW, AT R A R AN P AL VR T FE T 2 ik 75 A 1R
1 —/NE R, R i — P B HCCIR T AR
PR

2 ISR R

FEHCCHEAE ™, 2 T 4L 251- R 3 3E e i s il
PRI 7T A A RHAE S I R 7> R L5675 K
WK B HCCH RS RiaT ™. BB T H A M &
AR RE, MR ORI T BRI T Uk, VHCCHIZ

PS >2, Child-Pugh CZR

! i v ! y
1BE2H5(01) SHA(A 1) #REA(CHA)
gigp<2om | | @@ 30eT || TECH 1 e PRIOM)
<3cm, BPSO | DB PSO|Nq M1, PS 1-2
| |
v
BNED 3NETH<3 cm
[ PERBATR R, N1, M1
l—» 0 —p [ 3RE
T v 3y I l
% a5 % 5
y i I J
FARUIR frisiE PEI/RF" HIseE ESIE/SIS
B BEH TR RS
SIS DRI

B 1 HCC BCLCHr 2k R4 I Hifhy7 Semg (M 45 ik i)

Figure 1 BCLC staging system and therapeutic strategy for HCC (color online)
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Figure 2 Key transcriptome-based HCC molecular subtypes published between 2004 and 2017. N represents the number of HCC samples used for
molecular stratification, V means the number of HCC samples used for validation, C denotes the pathological characteristics of HCC samples (color

online)
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Hepatocellular carcinoma (HCC) is one of the most malignant tumors in the world. The incidence and mortality rates of HCC are
among the highest in malignant tumors. Although advances in the developing of clinical staging system have led to significant
improvement in the survival of HCC patients, the 5-year survival rates are still very poor. Advances in genome sequencing technology
are now supporting a breadth of cancer genome characterization studies and help scientists to understand the heterogeneity of HCC
tumors and the molecular mechanisms of its occurrence and progression. In the past 20 years, scientists have proposed a number of
transcriptomic HCC molecular subtypes that are significantly associated with pathological features, and have an in-depth exploration
of their biological properties and molecular characteristics. Thus, we suppose that integrated transcriptomic HCC subtypes into
traditional clinical staging systems will greatly improve molecular classification and prediction of outcomes in HCC and enable
personalized HCC treatment.
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