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NFT {8 tfe 2R AR K [ Y54 5 1R 1 — 5K 3 2 11 (phospha-
tase and tensin homolog, PTEN ) & [K &5 582845 5GP 7Y
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cyte growth factor receptor) IR PR AT K F-#E 52 1% A1 NF-kB 15
T R A, 5 IR JBRA Wek PA HH B s R DR SRS iR
REMA X,
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Je 3 X BEAIRZS AT 73 BT, 7E R W% 7K 1K e BT 73
SRR, R CpG & HY &4k 2 Y (Glioma—CpG island
methylator phenotype, G—CIMP) F1-E G-CIMP #¥, G-CIMP
B 22 LT 52 1 5 T 9 ARVER 0 ) J2 o Jg , b B A o B O 4
B I RIS AHRT LG, g b b8 DULBU% S (W EGFR 41 ) ¢
/b 3 B A F L S B (O°—methylguanine—DNA methyl-
transferase , MGMT) JE R 1 DNA 34k 2 0 VA 7 2 g 1
IR ICY) . 280 G- CIMP M Jig 98 28 % 77 76 IDH 28725
IDH B7 A= B ) G-CIMP B i RE 2R M Rg M AR B s, 131
JEEFE .

2016 4F, TCGA HFFE T BA R A 32308, X BITUCAE A 1122
1 WHO TEZE WHO 1V 2550 2 4E 2 Bs dE A7 704 K
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CIMP-high) Rk & 5 B (codel ) , IDH 5 A4 IR 41153 Ay 2 22
B (classic—like ) S [a] i 7Y (mesenchymal— like) .LGm6 %Y
(LGm6~GBM) 12K = 4 i P 2 T2 40 MR (PA-like) o JX IR
Lo BB SR AE AR AT DO AR 2B R A i RAFAE L
HAT R 225 76 DNA HIEAL (RNA MEAY b 1B K e R
il AR S A O T IR AR (12

@
@
<1
=
g
?
[\
=
8
@;

Clinical Features

| oo ] o | IR
S —

- Elongation ‘Snortening Stavse.

Tetomare Ao ronre

B mEREREtSE
Fig. 1 Overview of major subtype of adult diffuse glioma
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FHF v [ AR 4 35 R A 3R 2k 1 2K 1 i S SRR 0
HIGE LK Fe T 2012 4F o 38 g Xk v ) A M o 9 32 PR A1 =50
#£ )% (Chinese Glioma Genome Atlas, CGGA) H 225 il FE A (1)
A D2 ok R B A A A B, m AT v A G SR T
PIAY A 34 TR . G R G2 U G3 AU 7E G1F A H
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20144, CGCG WFFE AT AT IR B 11 T 56 T 0 F AL 358 W
LML TR TR, WFGT A B & B, R AR & K
A A T 096 v kAR R ) 2 A 1 SRR VA A2 14 o) T
EGFR 5 PDGFRA , ¥ 8 K2 S5t 98 Hh EGFR R PDGFRA 223834
51 F P 2% (EM FPM) |, AT K e g8 A A 430 3 KB (EM.,
PM.EM"PM"), PM % FI PM™EM" %I 1 5 B 47, i EM T K¢
JFJRE R E UG 325 . 1% IR R AT 7E CGGA U4 & Rem-
brandt Z(4% % .GSE16011 $4l8 Eh S 8 &2 . RGNy
Xof T [ A 3k 2R P A0 35 T T 28 2 A0 I R I R I W 4RI T
EEMHNFEAUEIE , I R J5 S S M IR YT A 14 07 1B B
Ba i

2 SFREBRESTHRRE/MELET

AT, IS TR 4 F o BB T OB R E R L 2016 4F
WHO 2470 T BRI AL SR BRIZ WA R o 1 i it
2 7K S B 275 PHL R 408 B v b A DRI A2 9 28 3 PR T
Jei o I FLXF 2 202k L U 9 32 W R1 43 0 1 e g i 48 2 Sl 4k
P DLAN, X & B 4T A8 A T BRI AR IR YT I
B (R,
21 IDHZ

SRR I S 23 1 €045 IDHT . IDH2 1 IDH3 3X 3 Fift 57
Tl it 909% 1) IDH B 2845 5 IDH1 (R132) 5848 , HAX ()
S IDH2 2878 (R172) . 5T W, IDH 5875 J&: Jie SS9 14 - 40
LA IR B AR AT ST A0 i 8 2 o 200 L 3% 2R 44k
ANTRI AT LAY SR B A S PR AR S5 TDH 28 28 78 J5 R M T B
20 LR o e A RARAI (5% ), {H 27 4k 2% 1 e Jo 5 4 i Jg
WHO H-111 % i e v & AR AR s AR IDH 27428 (1 i ot
T R TG i o BT TDH 2878 1 S 41 Ak (R132H, T b
5 HO9) &L 28 ik JE T8 43 F- 2 W 1 8 RLAGI
2.2 XEfiMhERN/EHRETEAMEER

X 4 R I 2 1L/ TR 255 AR AL (alpha thalasse-
mia/mental retardation syndrome X—linked , ATRX ) 248 o} it 2
= LIV A0 R IR i W 1 o TR e o IR R I 58 AR B
B PRGN ATEE . DRV, ATRX 5878 B B I8 40
I P2 S 96 A TIUR RS ATRX 7845 TDH 58738 K 1p/19q
AR A BT 5 GO B SR 0 B PEAGY . H AT, ATRX
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Table 1 Biological functions, diagnostic and prognostic significance of molecular biomarkers in glioma
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TERTESIFRRE o LR AR E S
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X XTI S R v P B S0
i 4 K Ji JW ML B2 50Y iy B
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miR-181d EHEERE N AR NES B TS gE b
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X IR AR s b B R
23 1S4LBEHEEM19SEEMEKE (1p/19q) Gk

PR 1p/19q B G P B 2 2 58 e JoT 240 B R 142 W 1
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Abstract The glioma is the most common and lethal malignant tumor in the central nervous system. The malignant progression and the

poor prognosis could be traced to its polyclonal origin, the heterogeneity and the chemo—/radio— therapy resistance. The classical pathology
is based on the morphology criteria, which could not reflect the genetic alterations and has a limited prognostic implication. It is an urgently
task to construct the histology and the molecular biomarker based the detection system. With the development of the high—throughput and
biological technique, great progresses have been made in the identification of the multi—omics—based classification and the detection of the
biomarker, to provide a basis for the regulatory network exploration, the target discovering, the drug selection and the clinical application.
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