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HERERES Fi2firieE
W [ B 78t AE 42 (CGCG)

— B AE R

1T A58 B A E AR 37 AR UE BR 5 O R Al 0 o FE o
TR S AT R R, 138 B 3 B BB TR R A R B A Tk
T BERNRTRE S MEYREY, ATTHE TH R LR
TR M TH—A (%) BERERFFEZHT
RERW , Ao B ARG I 0 A0 feT RS 0, A B P L4 T, IR
SEERFE RS (clinical practice guideline, CPG) , R [F] T I R BEHL
xR, RIERE N IRRR A T2 REM e RS
BT, BRSO Y Bl PR BB A A vERR B 2 T, IR i
BEERIBIT TR, NI R W A R0 TR
ATEE Y R SERBE A IREEN AN E S
o WRERIE W BAR RIS TR T/, AT E A E
MG RBUS , 3 R EIT B R T, T RO LB
ALK, & BIGIT R LI R B SR AL B

—-HI B

RS e R B v UL P S R P A PR, L vp — 2 L B D
R %) JB% I 5 4H 898 ( glioblastoma multiforme, GBM ), GBM
BABMERA T BB IR T T8, p AR T
1541 o JEER, MAME S FRERG TEIGHR, BRIE &
P—RYIAH B T SR s PR W R B AW 9 2 AR S 0 o
HRTF WHO R34 S AR BIE S T o, 2R T, A
FEorHIESER I , L RRE AR R s AR DU B2 BOR T LR AR
BTt 5, 8 WHO 2R MARBUS BB
R BT IR 2K 5 2 RS 58 T A
WEPRTUS s 3 XA % xSRI RIR SR (DR B
4 B Al A5 o/ 28 BT 40 OB ) 3 RE S B R BRI T R A
A XEHHE RIS TR W R R RGBT Ko
T 10 4E3fe S Ho JBE SRR B EL R RN RIS T 8RR, {2
BORIBWE FE B A USSR T2 818 . i TR
R 53 FEE DAL, S e PRI B 0 S B W R 0 T
YA BRI TR R B B AR LR M AL 2P, BR
TRIR R R AEE RS R E LR R, BEERN D TIRS
YRR, SRR A BRI E L. WEHERRERSS
BT, ATHEE SR, SR P A AR SRS T R TR
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- I RIS 7 -

VB B AR 78 A B 42 B it %] (CGGA)

R FEHISHE IR, tREME R TR KA

= AT

KRS & A R R AR 2 R ME R 32% , & P
MBZREBEMEN 8%, EERFEENRFERN(S ~
8)/100 J7,5 4R 5C 3R 75 4 5 il o Ak T Je Bt 98 R it e
PIFNEE 3 i, R T 1998 SEA TR B e R #E
B, BB R 34 ST IR BB WS 2 M T RE, 2
35 ~54 % BRERIE 3 AT R, 2012 4F o E B R iEH
EREBTEREAT RN EREGEM R RN
3.87/10 J7 fuFl+ KR HIEEMBZH 9 . LUBRMEER
EARBRPFREHERGTHEMEERTE RN XETFR
KRR, —HR Y S IR A HE ",

IR B R A R R G

R TR 2 R R T JC S 4 L JH R , A 9 i P AR R TR
T B TR e 50 40 i 5 /0 5% e S 4 P b . ARAB IPB AE K T
2, BB R DA AR R BRI B (B4 B B TR 40 i
) SRB BRI, R WHO Pl 2 R4 Mo 2%
(2007 4,38 M0KR) , R BT LA T A0 IV 4
FRERASHIE SRR E TR AU (WHO T4) BA KEHAER
R4 , AR ERR BB BERNESRE, PR
JBE SR 4R (WHO 1T4%) RIAHHMARER JEXKEN, A
LT 4R S T SR A%, B A HED , [B) AR DR
4 s (WHO M4t 2230 BH 2 i 40 i 5 B 4 0 I B 5%
A, GBM( L R4 A, WHO V&) /ERBRARE
PR B R, R R AL AR EE EARR, B
R BARER, MAE N RS A W KRB A BRI
F, A HmAIRIE, FEK CGBM £ K4ETFS55 % LU
R B RE, TR K GBM £ R4 FAEMR/NT 55 2 &
Fh REEKANKEERETR, & CBM 8 5.0% ~
10% -3 ) WHO Il 40 WHO 1% o 2 JB i, GBM fyid
W H 5 45 2 4, S TFIREKF |, R K CBM(S.
0% ) IDH 2e745 B BE T4k & GBM(84.6% )1>**1,

File—1-0): Py agyibv

H AR T IR RSO R TR SR A - AR (2) o A (=)
PSRRI IR, FAREEREEZ VRN, 8T
BB RONRES AL R B (TMZ) fby 7 o By
SRR AZ R A4 1 R b2 , 53l o Ao 5 e, TE SR N e
AITBEEHIEALT) , 8 12 RS S ek, 15 DNA, S BUR IS
-, BUA AR TR ARE B MRS T AR -

AR FhrE (R D)

(—)IDH 3&7¢
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F1 11 MERESFiIrEY—RE
FRREY YR Lioalllyp BEME HEHHE T E PRI R
IDH1/2 W5 G-CIMP WRI# [HC &EBRWT X F£4 IDH1/2 48 WG4 BRI MGMT 1TV
R K 2- BN BRI MR EBUS T Esh PR RTINS
1p/19q Bt AHIH FISH, # B B 50 B&H BAHREEEENE MTFAREGREMLRSK 1
Brikges by MR, 5HME HEFERE Vi) 25 P /0> 5 sk R 4 9 2
7 37 B 41 H A HOHEFEALT S5 K
FidRd (X 43 idng
MGMT jg3) T#H DNA B E. 5 MSP AR X XFEEREE A MCGMT B FH 4 IV
FHENL  DDHI2 EEMETKR T BE (MR A B GBM(TRERA IDH %
G-CIMP A% IDH % 28) M/t 28) 3 e Uk, xb&
TR T FREATMNME,
EGFRYHE MMM AK JEFEM  Fish 5 CBM#DIRE H EGFR ¥ i K X \J
AEEENREER F 60 f) GBM &
fER E =
EGFRvIT  REFARHIE RT-PCR, H5GBM &M A EGFRv Il EH ARk iA T N
HHE IHC,MLPA HBERRE BHRIT
PTEN 2%74F 4N 1L ROE# A Sanger M)F At MEEERBAR T om.v
b R MHEHE
MEF
TPS3 RE FRWAKE A B Sanger WHF REH A Fd AIH X I
T R R B & GBM
BRAF @iy ¥ MAPK {5 5% 5 FISH,RT-PCR  PA E{IHIX ZNGEL A BERBE [EIRYTRE R I
i B
BRAF g s MAPK {55 %% 4% BRAF VEWE PA PN AR EIRT R A LI(PXA)
A R i THC. AR+
Ki-67 HHUERAR MBI HC FIRNTRMRERN o FERADIHREE X I.m.v
SR JBE SR A — A B
SV =EioE 2t
miR-181d  FHEHE % MGMT ISH NS T GBM &AW miR-181d B RIKAREH M
WBUSHITRMER R B B U
. BRI (% )
SFREY
PCA PXA DA 0/0A AA AO/AOA GBM
IDH1/2 Z87p 0 0 70 ~ 80 70 ~ 80 50 ~70 50 ~80 5~10
1p/19q B AP & 0 0 15 30 ~ 60 15 50 ~80 <5
MGMT j53)FH B4l <10 10 ~20 40 ~50 60 ~ 80 50 70 35
EGFR ¥# 0 0 0 0 17 17 50 ~60
EGFRvII EHk 0 0 0 0 0 0 25 ~30
PTEN 52735 0 0 0 0 0 18 26 ~34 ()
TP53 2875 0 0 50 ~60 40 36 17 25 ~3T(JEK)TO(8kE)
BRAF i & 50 ~70 s W el e W U
BRAF g %78 10 60 ~70 B B B W 3.5
Ki-67 , fi& fi& 1& fi& =1 = =1
miR-181d 0 0 0 0 0 0 0

- A TR AHYE PCA - BN BILARNDE (WHO 1 4) JPXA S8 (R TR AR (WHO Ti2) DA . 3ri8 ¢ 2 40R ( WHO Ii4%) .0 D%
R A (WHO 115%) JOA . PRETEARRE (WHO IER) AA. RS ETRAINOE (WHO [E)) \AO . [BIEM/DIRBRAE (WHO IT %) AOA [aZE /2%
SRR (WHO 1 4%) GBM.: B EHHHUE (WHO IVER) sFISH = JOUIRA3E, MSP = FIEALAE % PCR, RT-PCR = SEi 2 & PCR, MLPA = R4
RARAY AR, HC = SulegUbs, BAMEEBAIREEETHN 15% A EMEAEER | BREIZE
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1. 5 B8 B i = B8 (isocitrate dehydrogenase , IDH)
REBRBRMBEIH AP H —Fh R RE B, LR AT ER
(isocitrate) EALBL IR AR 0B —BR(o-KG) & CO, , HAIME
FAREHR LR MY & RN AY . IDH HER K
F=F 5l (IDH1, IDH2 #1 IDH3) , IDH1 44k % i A= A%,
K98 o-KG Fiif JH A 48 I (NADPH) , NADPH fE 3
NGRS MR- ES 5 T 400 KA S A PR M ;
A—FEESE T AEMERBRMEATRE. B R
FIRE S BRE M R %, IDHI F IDH2 fy5e 2878 R & M
GBM R AERRK (5. 0% ) , R A4k K ¥ GBM(84.6% )
A WHO I 4 . IR 5 ( TR 40 MM (83.3% ) DRI
18 (80. 4% ) (52 B TB 40 & (100% ) | A) 25 B T 4
FOSR (69. 2% ) A As /> 5% Jie iR 40 MR (86. 1% ) ) R A= %
R, IDH1/IDH2 238 & 4 7 e B T U L 40, B S
R4 BT 40 a2 2% B o 40 L ) 3 2R 43 AL R [R) T DA 43 B £
BE TPS3 R ZeAS X 1p/19q 2 Atk , 74k % # GBM
ARG vr 8 ¥ 2 8, IDH1/IDH2 B (5 2838 5 TP53 &
AR YL fa ik 1p19q Zu Aok DA S O°-FH I 1 IS -DNA-F
HEBE(MGMT) B3 TR HE2RE 2 EAHRE; FRAE
GBM H1,IDH1 Z R HRE S 10 5 ik LM EGFR 371
2% IDHI/IDH2 2848 57 F % M UG 48 4%
AFERER 1p/19q R K MGMT R H 5 3h 7 H &b, 5%
KT HBEFHA X", IDHI/IDH2 RN B2 25E ¥ &
IR EOE S R R R B . Bt
90% i) IDH P 58 48y IDH1 2278 (LA R132 28R & 4 %
W), HAx iy IDH2 275, IDH2 2878 K A 72 [F) U5 (¥ B 45 T
(FBT172)1 B4R IDH3 RAMIRES ™, &4
DHEHARXRTHWEEANBEEEAE R E BT K|
JELe 0T IDH g AR X B BRI TS B A AR A
F A4 IDH1/IDH2 8753 6] 45 1 £ % 40 i
1 GBM My T 5 7 1R 58 19 BT 41 & : IDH1/IDH2 3875 f [|] A8
PRI 40 M 1 GBM WA fE i 5Ik 65 520 A, T
IDH1/IDH2 %7 A= Rl i ] 25 B2 T 40 Bas@E Fl GBM. (¥ A 77 3514
K31 5151H, AR IDH REX HEFIB B BEH
FRSR A T (8, (B %t TR 3 R 8 4 R 8 T 1
REAgs B0 -B) IDH1 (R132H) 2248 & IDH 2458725 5 00%
PLE,ERH IDH1 S FE % 395 (/Y 15 B 52 38 O iR i nd
(CGT—CAT) , # i FHFmBE A FE 132 k&R (R) #
HEM(H) BV B IDH1 X FPRAEL K& THER
HFYERYE GBM B FHAERTEHRENBETRR
EAEE, BFAE B IDHI B4 E TSR 1. 1 48, i 2845 A
IDH1 B & F 7735 bt A ] K 35 3. 8 4F, IDH1 ZRAS7E R R
JB R BT R e, &1 IDH 28748 3 A PTIR B 2 4 I
IDH RSB AT B . % BB Rk RAEv A
BRI SEPE , 7T DA A S R b2 B P-4 IDH(R132H)
L, EEREAHEYE, TUBKFERD , HEREAH
e, T RARE— R0 132 A1 172 EAEELAY IDH1 A IDH2 731
SKHEBRZRAEDY . ghAb, IDH RAE7E GBM 4R53 3% 5t R4

i, 2 50 % LI T i GBM BE ¥,

2. ISR I B« FE R K, TSR AR B BRI I s 7
BOFRAY, TRAREAELEE, BHEMEHERR
W, ,

3. B IEA GBI BB &, A% T IDH BF 4 Bl IDH 2%
AR M E BUS BT . IDH SRS AT 48 B8 W R

(=) MGMT J& 3 FF &4k

1% 5. O°-F & 1 IZ -DNA-H B # % B (0°-
methylguanine-DNA methyltransferase, MGMT ) 5 . F 10q26,
R —FERE O°-F RS EN ME, HESTFREES YT
A~ CG BB (CpG f15) I CpG S, fEIE W HLF,CpG
L5 — MR AR TEIE B B ALR TS . CpG BRI L& S B
B, NTiBIEE REFE S FREENILER,
MGMT EE 407 T 40Hfaf , DNA #1455 4 # B 2 sz .
LML, MGMT W] LA S AL /6 F F I RLAK 06 {7 FF 3%
A 510 32 6 B, A A B DNA 145, IRl 1 5 R T3
KGR IEHAL MGMT, MGMT — 42 F HEEBE — 1M
A, EiL, MOMT $Fk ok B 447 B 41 i 15 5 B B
PeF MGMT 7400 P4 0 & B A& BB, T MGMT 3 B i3
BT F LT DL S SR B LB A 2 B 4 R, RS DNA
HIEE . MGMT J3 37 B Sk 78 /b 28 B 5 40 B v R AR 3R
H60% ~80% ,fER L RETEH ML EZE R 60% ~
70% ,7E GBM Z4HH 20% ~45% , 78] 35 1 B T2 40 f 5 v
REFN 40% ~ 50% , 75 T 40 L2 B T 40 OB % Ak &k
20% ~309% %), fE4k &t GBM FK BRI MR R
H, MGMT & 307 §1 340 R %45 55 IDH R geApt> 1 =123
A 1p/19q Bk RS RIEA X, B R BRBHEA T
MGMT J3 3 F R B K PR B — R FREAZH B B 534
IS R g B A A FE RS A e R
MOGMT J5 s+ H ARSI M, 78 TCCAEREMFE
W% ) AT R — TR A REAS £ .0 B SR R GBM BF 3T o, 47
7E MGMT B 4LH) GBM BEMALST B REHEE TR
A, Hoh AR R (MMR ) B =45, i MGMT EH T
EBERT, BRIEFEBUTERS TMZ 46575,
B8 % LA BB R L R R
MOMT R E b 2B R e R B FERRERE
BRI R B 8 . B MGMT B3 78
HAL BB R R 3 LT RO BUR, R
K. XF 70 F UL GBM B, KPS FAMET 70 4, 76 0]
Tt 2 (0 15 0 L P A B VA YT T IE B A R R IE K MAETF
B, AR R A R EA MGMT J5 3 FHR &, MFE
MRERCRE A, B4 GBM B MOMT ZF 3 77
Hofl Rt R, B SO BB B AL T AR AR A, T
F MGMT 58 3 3 F B 3L 1 2 4F B E M B ALa7 30 e 38
KA,

2. SEE SR B - AR P 5 PR LA S PCR 2
Al MOMT i3 30 FF AL RAS I B AR e . PG mE 8L
KW MGMT 25 (115 T HEN MGMT J3 3 71X 240k
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BIRTHRY T, EHEERRNFRTE,

3. B MGMT 5 3hF B Z{bigR GBM BB TR .
Xt FAER >70 B HBERE, NEAH MGMT f5 30 F H 24,
BOT A4 BT SR A7 7T DARE AR AT, B Ak V5 IR
;& MGMT 3 3hF B B b i 24 B E R BUHBILIT o

(=) Hefafhk 1p/19q K

L& E Yefa ik 1p/19q BE A R 2% (codeletion ) & #
1 SYaEEEN 19 SRaARER L, BREZATD
R R REA AR 1p/19q B A PEBR KD R IR
AR R R R 80% ~90% ,7E [ AE /0 2% e S 40 e B
&R 50% ~70% 7 P FESRE M B IR b R
Bl 15% , T 76 B8 L1 40 s o R A AU R 5. 0% , B
1p/19q Bt gk i /0 28 e J 40 J R B8 25 38 % fE B % IDH
HE AR MOMT & 31 7B 845, f1 G-CpG & B %
L% (G-CIMP) ) {H £ 5 TP53 75 Al B v A1)
BRIIAN 1p/19q BEA i i g B 2 58 I SR 40 B B8 1 4 T 4%
fiF , REISWHE S TAR B >, 8% T BE L4 R R 40
MR iR A1 R BT M MR Y R AT 1p/19q BR A B %
BRI , AT P BY A 2L 24 2 W7, 1p/19q B2 7T LA B X 4
BREHISREREHEEMN FAORBEER , XN 67
HHEE —ERE L. T 1p/19q BRA PG 5% i 58 JBe B 48
JwsRE A R B AR , He M R . BRTHNATT RS R X
IR R AN MR R A 1p/19q BEA PRI HOIRZS
PR S R B A BT IRYT 1p/19q BR A PRI AR 1 20 58 IR IR
AR B BB SR T B AR LR Lp Bk
BB AT B — A 9T B B £ S K G 3E JR AR A7 00T
— 5% 1000 451355 651 /) R B £y [ s I R (B0 JB31 P A 98 R B, %t
1p/19q BRAHEGhR By B A 1 0 22 R PR 4 MR AR A AT 28
M (TMZ) B el byr 0 PCV BR &4k yT , PCV 4by7 F R (H
FAERE + BBLANT + KEFR) te TMZ {657 5 %t bl 3
HER, BREEGERAE P AR, X TFHE
1p/19qHR A1 A% IO IR A 20 50 e SR 440 Fi VB8 BB 3, e 2k
K8 B BAFRK, — 30 BT %E T mRWE ., Xt
TAIERBES, HIREST, BT R BRI R A
EERETS,

2. R ERW Tk TRERW 1p/19¢ RENFER
FERAIAALZ 3 VT T 2B M B 2 43 7 IO 3R A B4 =X L
(PCR) MRS B 4 238 (CGH) !, 342 R FIFE 0 IR
PEZAEHAR

3. B TAE 1p/19q BEA Bk 1970 38 5 I A5 2 2%
B R A B AR, MR AT BB A AT

(J4)EGFR ¥~##1 EGFRv M &k

1.E R RE4EKHEF F 1K (epidermal growth factor
receptor, EGFR ) 2R 7 T e otk Tpl2, i i0 —F 5 B &
5552 {4 (EGFR/Erb/Herl ) , EGFR SSHBBE =4 kk
LERRAS A SR LA B 1 SRR A X LB I X P 4 M
Byl M M M X, EGFR 5 EGF, TGF-o 3} X8 & 14
(amphiregulin, AR) B4 4 J5 (B E BRI EE AR AL, T — B

TEHE A T IS S B ({2 B R TG b6 9 RS ( MAPK) F
FEBEULEE 3 ¥(AS (PIBK) , W e 4 MU 3 98 . ;2% . EGFR
YRR SR T R R A NI T FE R R P A AR
BHEER FEEFEHFDEANERE. BEEERH
HaRH EGFR 4541 & A% K 17% 1), GBM i &k Ak 3 Y
50% ~60% 273 TCGA {2 #5411 5 Phillips 1% 74 &4 F1 [A]
JREIR R R I 94% S0 Y% b, /NI GBM
GFAP FiAfR &, NIB A5 2 DURTR 50 i 20 SR B SR 40 B
RS, hT/N4IH GBM = EGFR 5 S/R IR ™, ¥ 1
BB AW/ N GBM 5408 0/ D R TR 40 . X T
i PRAEIR A1 25 1R 2 4R R 2 T GBM (B, By THUM
HRMF ALK % AT S WIEE 2 GBM, £ X
EGFR §#3#/TH W AL AEBH 2 B HERR GBM 92 ® . FISH
AT AR 2 AR EGFR 431 ™1 | BT LA AT 44 g 31 5 i 98 4%
Bl — A F bR, MK L, 60 5 K GBM B & b
EGFR § #42 R BUS AR, #7278 EGFR 41 iy Mg 7 LI
P& HAth EGFR PR M AE , 8% WM RSB F2 ~ THE Wt
%I B EGFRv T &EHE,EGFRv & HEE GBM B E M R4
% 20% ~30% , EGFR B3 #6453 EGFRv T & A &85
HREE, NI E RN E RN BT RAESZHR
FBEFEEN I, ECFRy T EHRE BB T F SR S8
. EGFRv I EH AT S5HEHXEFAEE R HELH
KE,H EGFRv N EHHWBREHREAEENBE., £4 EGFR
IR )G 57 XTI YT GBM 8345 B B M7 3, 4R i EGFRy I
EHARIRET - MEMBTHT S, 240 28 KR
B2 K 3E %t F EGFRv I EHE B B BB B0 E A& M
JGo B 7E, = ¥ I K iR ¥ ( ClinicalTrials. gov, No.
NCT01480479) [ETE#4T, Xt F EGFRv Il & HEFH {4 % GBM
B AE LA 4 & L EGFRy T 2 HE Sk W28 yT I B 3
BEMMRTE K™, Kk4xTF EGFRy I HEH B B
F N EGFRy M EHAM: B HHTUR

2. SRR 7 ik : EGFR 334 ; 38 6 JR 7 22 38 ; EGFRv
I & #3520t E & PCR, S 14Uk, BEBEH KRBT 18
R MM AROGREAI AR EGFR HHE,

3.8 H EGFR " KT 60 5 %) GBM BAE TS
21 SRR X RIER & XN GBM 8
Wi B A E ISR SRR A R,

( 7) PTEN 30 5275

LER . BREBS KNI EAREY (phosphatase and
tensin homolog, PTEN) , B T Y 1 10q23. 3, B H H F A&
F BEBEBR BF ( protein tyrosine phosphatases, PTP) 3 (B 5 & 1K
B HEEAYANSE —BE ORI IIRE X M 175 4
HEMAELN S BYEN tenasin auxilin FFEK X, PTEN
REERMEEEA, T 1997 £ ERBME™ , REe4 K0
s — A ELA DU B R TS Mg MR B A, o 2 % TPS3
BERS —TBAI ZHEMBREXRRFEINER,
PTENZEHEBBE, ©HE ORI BRAT R EEA,
PTEN £ 5{F S @M S AR 20 340 38T sk
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FH AR FZ I, B VA 5 40 e 4 R B , 5 40 A% 1k S
BT, X LT BB FT ARE LE 41 ) 5 H 1 78 3t 10 PR )
g B L. PTEN 3R] ASEBY M Bl 40U i S A E
R0 & 40088, Wb, BEELR RS
BRREE LB RA EEEA., PTEN EEEAZMNIE
TR MR AR , BF ST EAE AR DL B 2 7 B L BRR
FEAEEER N, PIEN 25T RTK/PBK i, 86% i)
GBM B # 4 U35 PTEN & F A& f R # RTK/PBK i
BB H M B A, FEJR K ¥ GBM th PTEN M (RN
26% ~34% 7 1R BT 40 R (18% ) AR R EA B
FGBM, & PTEN REMEIZHEFARBERETE
Bl

2. LI RN T ik S B F X IR $E1T PCR, Sanger ]
FP Rl PTEN 28745,

3. BB UM WHO TG A IV 4R B B3R 78 A A 46 )
PTEN {2875, 4 PTEN RAS R A 4 41 g & s
BE,

75) TP53 B R4

1. H & TP53 AMEER , w0 FH A M 17p13.1, 4715
EERA p53 BHE p53 MEEH ., pS3 BEHEATT4HHA
BB S AR AT R A . #ad 50% B9 AR B & TP53 £t
Hzedri g, TPS3 HE RS I ER AR+ &
HEZR Ny 50% ~60% , £/ 52 JBE IR 40 i J& o TPS3 BRI 2278 &
HERPED BAH O RER AR R E RN 0% gk Rt
GBM R4 F K 710%, K EH: GBM & 4 &K F 25% ~
379% 52T RSB B T 40 Mass gk & 1 GBM s, TPS3
EERTSERFE RS &A™, MR &% GBM
H1,TPS3 RN RBEZARFRE RGP R L, FERBTE
B I RFRE eS8 . e R8I TR B & oh TPS3
RAREFRERNEED . TR DB RS,
TP53 AR RTEHZE™ [EARX GBM i 5 3 84 Wil
PHED . HRET pS3 BHMR XD EENCHHEY RS
Y, W ER DR EE A RS R AL
SR, SRV, KA A LU 4 RIS & R B R
B8 BT, BATIEHEA R F R ME M T ERE
BAAMXM, B AR EREIAGE RN TPS3 AR
AU pS3 FEARIEA AT B RN 25y A, 555 Ao R 4 M X Ak
ITRRURE , XA R — SRR .

2. LRSI 7 35 X4 B T X B #E 4T PCR, Sanger il
RS TPS3 575,

3. E#I TPS3 RS B 41U Mgk & GBM H
RARE., B TPS3 REMMKBFIRARBREZE.

(&) BRAF Bhg fl S A

1. 358 . BRAF #FH{( F 7934, 5 4 190 kb, BRAF %[
IRt — Fh 22/ & 88 45 B M B B ( serine/theronine specific
kinase) , BRAF 3% & RAF KIEM B A2 —, RAF KA
#& ARAF 1 RAF1 ( CRAF) 3 I, & RAS/RAF/MEK/ERK/
MAPK B EENH#SHEF . 25 HBAMASMHAEY 2F

K L FIET-% . BRAF B HH 783 MEER
AR, BE M N 5B C 3Rk RAS 456 K VEEMER
X (Cys) vH &I Gloop) MIBTEX . TEHRSEALRTA
M7k, BRAF & MEK/ERK By X BHBER T, ©F
E4 CR1.CR2 #] CR3 =/MR<FX, H CRl1 X RBD X
(Ras-binding domain, RAS B HE G X)) I EEMHER KX
(Cys) ;CR3 R AL, & H & BR ¥ (Gloop) , Jy ATP
AN EFEIEX ,F X T598 F1 S601 BiAfL R BB AL Xt
BRAF BHWHMIEEXREE, BRAF EAMN EFEBHRILA A
3% S364 .5428 .\ T439 . T598 #1601, BRAF BB MR ATELE
B T598 1 S601 B s B ER AL , XML BRI B
Bk FEOMEERRE RIS . AN, BF ML BERRAL RS T
ERK ) BRAF % 5 £ 8 7E LA & NIH3T3 R4 R R EE,
BRAF EF M EBBEZ SR TEFE MM S, I KIAA1549-
BRAF #1 FAM131B-BRAF( /i) ™! KIAA1549-BRAF R4
FEEHRAER MR EE(50% ~70% ) , i ZEHABLE 5
Jie R % At PR A S 20 LS, KIAA1549-BRAF Fif
BR—AEEMEWIREY, BT 40 iR 40 iR AR E R
MmERA, FHR¥ LS GBM X4, iR WA
KIAA1549-BRAF Bl & 0 i R /m 8 B4R B B 72 40 i 7 .
ER A4 B0 0 B R b, R W B T BRAF R 4 7
Val600Glu {37 5 48 X 22481, s 4% %P R I
SHRANAEHSALFRNER, SRR AERNEEA
ME R AE 60% ~T0% K HHKRAE, REEREN—FEE
i . TEE4A TR 4N R R AN 10% , HALK R
B M. &% F Valé00Glu AW A Y, B F FE 8
(vemurafenib) , 77 7E BRAF 2875 Y I 98 R IT SR 438 T 3%
BIVBIT o

2. LB K 5 KIAA1549-BRAF 2 H & % HJE
fuZ%3z, 5L B %€ B PCR; BRAFVal600Glu 2228 : 5 52 4 414k
2 EBERIT

3. B ;: KIAA1549-BRAF 4 2 K 1 BRAF Val600Glu
AR5 B4 M 21 B Y 40 M DA E, AR RIS i o
{8 ; R FNEIT IR S o

(N\)Ki-67

1R Ki67 B—FMg L bR, Kotk s
Hasr3myiaase, EAREE P REAT DK, Ki6T
AR T ML IR AS TR, LS 65 PH 1R 1 T 0 M S 0
. Ki-67 EAFETHANAEEEWARFABE S (GL,s,
G2,M) ,TiAFIET# LRI (G0) . Ki-67 B &/ERHF e
B L BRI, R ZEAS N IE, HBE HE K BEER
TEE WER A MTEIR . Ki-67 FR/K TR RES & Wi 5L A il
FihoRg iy 6 T B RUBAEAR T (B WHO #5788 243 B AR 5
B BNEER R 0 R MEKME, RESER
BEA LR AR Ki-67 B, X7ERE LN E R\
WIATT . TEIFZ M8+, Ki-67 FREEARICH LT TR 3 B E
M HESREESEME BB, Ki-67 R T
e ERRE (S BE, FERE, EARMES,H
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BOBHEZ A ARSI Z 0, HERICIE R EA — BB
3, T BRI B A5 i 45 530 35 8 M 2 R Y 25 1), AR
—HMiE, —RERKEFEMEERER BTARENT
) BEMHOE KR, S EZE L 10 MEERE, HEX
AOAL T N bR 400 e P 40 M 39 1B (% ) , £ R Ki-67 BH
HEARICIE R . ERBUE P, BRI O 8 Ki-67 R BB
HARCIS R B & TIRK B B U . 581 BOE B st iR
Ki-67 fgM b1 | A H3 ZEiR @M B A TE 0,
TR BRI E R TR . TR 2R R4
JEH,Ki-67 B—ANEENERRSFBUEER, MAEEH
EN BT

2. EWMERW G E  RF AU,

3. B S ARG 5 T 18 M R R — AN B U B 7T
AR

(1) miR-181d

1. B 5% /> RNA(miRNAs) B7EEZEY h R —
FNEEN A RE M IERTS RNA, 25 20 ~ 25 A #
B B miRNAs 7] D[ 2 80 mRNA 5f3% BHi& 4 mRNA
HEFE, mBNA S5 TEMEHENRATER WEEE W
B8 I AR TR R A R T IR AR A
%, miRNA W] AR E E E OB R E |, 5 e i Bt
FHEZVIMB AR, P E B A K 4 & 3% 3 4 ( Chinese
Glioma Genome Atlas, CGGA) 5 EH ik Wi Nt Bt .08
ERFR R B S IEH A SR, B8 P Y miR-181d £ik
18 TR R HRE GBM i1, X /M4 478 TCGA Fl s 4%
A8 8] THESE , miR-181d #: [FJL4th 4 4> miRNA —[F] 7]
DATEI GBM 2 & BT 5" . miR-181d Bl 1) il ik By 4
HeFH R R A HE SRR R T, EUERA miR-181d A
ZTRER, 5 M@ AEE0E S EE KRAS, BCL2
MGMT™*®1 | miR-181d 4% J&# MGMT mRNA 0%, A
TiAEH R T8, 6B 72 i B 45 miR-181d 5 MGMT ff)
RIKBEMAR, miR-181d HRENBEHMN P AFHN
B IEFRAMERK ; F5 E K miR-181d fE4F 14 GBM
of B B B 1) SRR, R 4 9 JR K miR-181d R A MGMT
HItEF] . MGMT A 185 DNA i {5 (D B, T 5 2wk e BE 5
{23k GBM 1y DNA $1£5, miR-181d 5833 F % MGMT %% T8
T GBM X SEmb e UM 9 FE F o miR-181d Yo TR BEmk i
FITHRE—FNE T, FB,miR-181d KHAbsE R H 1
e B2 5HHEERNH S, 7 GBM # miR-181d &
RBRRBUEET .

2. LRI ¥k SR ARAL

3. #1%: miR-181d %t T GBM J&—NTRI /5 o Al F2 15
Fro WRERH M miR-181d F 21k K E8EHR /R GBM g %
TMZ 1L57 P B

b R HE AR 4 2 1 B R I R

JBE TR0 43 F B R 2 R DX At — 25 T IR, e Dl B SO0 43
REHBUSFHRITEANIFIREBEEL KK, Phillips
219 e — 30 107 {51 o (WHO ANV &%) 952, A 35

ABEFEE BT 4y =LA B # 2 T B, 7 R R R
B, MMHETHRENEREMRWER), RATXEN
PTEN,IE# ) EGFR il Notch {5558 I, § RA1E 40 B L
FIARES AR WBUS . B L A 5 BY ol 43 0 3R A 4
JHO38 58 10 B A S/ TR AR SR B9 R, 4 10 5 B R,
7SR ANy I, PTEN BRI A, E¥ Ry ## EGFR
FEFIFN Akt (B L. W R AETEERME RN (>50
2) HARMBUG, Verhaak 21 #2347 T i fie 2 8 3%
1% ( The Cancer Genome Atlas, TCGA) # 202 1] GBM )%
PSS, R T 840 L, GBM 43 WU TE Y. B 28 51
Al Mol BHAUHE R, BiRZInB B4 R,
BORBRMBHFE, FEEEERRYE CBM £ B E
W M AR E AL IDH 248 TPS3 BB R 1p/19q G
PEBR G (PDGFR-A B7AE 10 SR A IAER T T SHEKY
W, MEVRRINRIMETHEER, B &5F BB AN
Mg gnp, H B R 2 EGFR 3715 (5/19,26% ) , IR
PEAMER AL EARBRMLIE, 2R TRRKTH
SR T MBI RS, BA BRIP40 MR, A A2
TS REARY A 10 SR @ ERAEE (93%) ,EGFR 33
(95% ) , TP53 i}t &%, & ¥% /Y Notch F1 shh ( Sonic hedgehog
signaling ) {5 51 %, PTEN k4% (5/22,23% ) #1 EGFRv I &
HE(5/22,23% ) . [BIGEIEELEA B 57 16 2 T8 40 U B0 45
#1355 PTEN fk 2 (12/38,32% ), NF1 % B 22 48 ( 14/38,
37% ) ,SRFEFN SN SR A3 0 o o 0l P2 5 e e R 4L PR
1% ( chinese glioma genome atlas, CGGA) 3£ FH T 225 #il fi
FR R M RE A AT T 4 F WA Y IR SRR A T =
AMERI(GL,G2 F1 G3), Gl WAL & THREEE & IDH 5
T FENTFHERHER, ARFWHEG. MAEXNT Gl I
R,G3 WAImERE, FENTFENRE, AT TEFR
i) IDH ZRAFER , G2 WHIAY LA Ll RFF SiA-F G1 1 G3 WA
Z[8) ,{BJ2 1p/19q BIBRATE G2 WA EL G1 1 G3 W RAER
B, RSB TCGA F1 Rembrandt i ¥4 FE 56 IE 4 2
THMHEER

NSRBI r FL R R

TGRS TR ARG R K B 218
KR TR T 2-F K, Fed it s AW R ERIL T E
FERER . BRI, PR A 1 R R A ) R A I B TE N Y
S I G RAE A 4> F o Wi i A2 P I AR . IR R R
BARK HER FEESSRR EHTS T EHKRN
B, B 25 A DA LA D7 T AT R

1. FRUEHRVETR FE (standard operation procedure , SOP) FllilE
RSCBRJE R (clinical practice guideline, CPG) , — B i FiygE A%
AEITFRESERE, HTREZLFHAFIHE, DR EAEA
SREfR AT A Y0 F R4 PR, S BUEYR B
BEES&, NTIREEARTFFNES ' HEEEH
HUE 518 £ B K (pre-analytical variables ) 3%, T Z A 49
HM A Y507 X B E i 5 Bt & AR B, ™
AT SOP &5 CPG,7E4r- T Wi A A FIEME R 1
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YEFRERIBAR, A BB B KPR b A R B S 4 F B B B, 7
TR S T W R

2.4 L5 BER MR B E 8 SRR M iE
37 V8 240 P 2L 5 A B 3R T A o B B R A A )
e BE R R A AR ] 5 RO, G PR AR o, L 24 % 45481 2
EREARRM % RGN R R R AFESEZ ST
WTRTEAR M A 3BT . RN & Bl R 2 4T PR AR AR BE T
i, AR IES T W U™, X FT i AT IR, i
S FLWIR B 4% 8B ALT S E BN B 2 7R, 3
X AT B 3 i R R i 4k R e A TR A

3HEEREALI S T LW Bk, IR BRI R
FRtE , AN ER B i i A AR — [l ST 38 AT 4 0T 5 T B 2
GBI R A TR E Y i AL W8, RIBHLE
BERR, DENMN SERMET (A8 A) SKE F L
UK F) X 4E B AT 3% W R (selective tissue
dissection ) [ |

4. A pRAHR B R > Fie s R R EE R EKT (B
% DNA .mRNA 1 miRNA) BT (8 E e 20 H7 , REER AR A
F B 43T RPAIE 54 40 M 7 BT A 2 598 A 48 o B EU AP R 43 A 1
L , BRI AE AR 8 2 2 (R AE BE 939397 7 SRAN TS 7T i vl
B BURZE . A TR RS F WK R A LI
WA BB E R PR IF AL LL RNA R B BN PR
ERSTFLWFR, KM AVFHEHMEF RIE L M E B e &
Bz R et SR T B BB 1T BAL I o T2 0T, 2
B R o T M B B iR 5 1 o

(hEMRRES FISFEIRSERRE 8 : SI0R
(PEEEPFRIERDMERH L) T LH(RRE
BlR# B ERE KETHEREFREFHEMENRE) £
BE(TEBMERKRZILEBMERH LR EFR
(FMERT N AERMHESPL) EBRE (RI/REERY
MRS BB asbR) \EAE(EHERREMRIL R X
EERMZIE JLE TR SRR . ER(EHER
KEFEMBALR RIZE B &M AR T B SMBIBT S AT |
EIIF (BHMERKER B R RIZER WS LR
WS RLBF T T ) L BB (E B R ¥ MR 4 L B B A 4 40
B BRI REERFEBM LI T (R ER
KB MR BEEMEIEL) 2 (F B R¥EMEE L E
BepzstRl) Ba R (TTHER T NS BEMEN) F
SCR (AU T 20 B Be il 22 e B ) (R E (R R
WHEE BT ZAEL 35 35 X)) (FHAR (AL R T AR
it ERERL) REE(PEERREMRES —ERM AR}
Bl) R (R E S EBREHEIL R ZSBERT) |
PR (Rl K2 [ R Il R Be 240 RL) (R BESE (AR
PREMBIEE RIZEBREBITH) ¥ E(RBERRZE L
BB AR A R 5 (F B KM E 4 B Bt &40
) AR (RN ESERMEIE) A (P EBERKSE
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ZERWEIIE) RELE(RBRER R RERMHZ5F

KRBT MERETRFTHEMBLRE) P (EEMERK
2R = HRAEBOR R BB (R EER AR
F_EBAASR) (R B (R EREMREILE B 254
b B (PR MR MR BB 2508 (BN (b3
IS REEMPEEMEMEMMATLRE) BHE (R
ERREE—MRERMEIEL)

SFLHF/ENS 5 ARTNA

LR T T R EWE N, A K LH. B
K - ICRBEEHET, HE . THR.EE
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HARET BY%E AR AR T EE.
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