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Abstract: As one of the common primary malignant tumor in central nerve system, glioblastoma ( GBM ) demonstrates poor
prognosis with 14 months of median survival. Higher recurrence is one of the characters of GBM after treatment. The reason for
absence of effective therapy of GBM is our poor understanding of tumor biology and mechanism of GBM. As a consequence , it is
necessary that comprehensively understanding molecular markers of GBM to improve clinical outcome. This review introduced
GBM markers such as EGFR, IDH1/2 and 1p19q as well as imaging biomarkers and immune checkpoints. Accurate classification
of GBM and personalized treatment was developed based on these markers. Furthermore, the relevant cancer pathway gives a

chance to develop the target treatment and improve the GBM patient survival.
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Je A W e B Sk T R, I 5 I [) SiE K RE 6 15
AR AL T e R B PO . e S I TR, B
WAV Sz ooded | et e B v , B g 4 i
PR BEAR g N TS 22 A48 R 41217 Bk
o, GBM HA7 g B S T 32 R P A R 4 Y
A AR RN AR S AR A 27 SR I B 4 i
MZIEAE BRI AN A 2273 2% H A e
G B UL R il A A U O RTIR AT R E AR
AL, GBM J DX A Al 8 EL 435 1 Jise Jot 240 g A=
SRR AR, T X LERE IR, GBM gk o TV
B TR, R, 3k LERF PR R B T GBM B 5 S8
AT R A A

R RTr T, FARVIBR BN It e 2 A 3K
IR T30k (ELR T RS 1) AR 2 B A R
2% o] B 2L i A U0 i T AR A
FEIFAEIAT . WA, e o 240 M 0 Ay 7 A AR
SRR A2 P, R, A 20 T F AR DI BR A AL
97, GBM (BH AP [EATs A 12~15 4
A BB IR YT T B B E K 8 A A7
] | s AR A B i R H R IEE BORE IR T P f i U
AR, DI, TR A AT B9 1 A AR A s 0 ko i
FURHIIRYT GBM 975 12 BA B 20 3, AR S0
Xt B A B R b S W BEA T A T A 250, LA R
B ST EE 2R MR B3R T PR BES

1 IR0 a2 BT R Ut X AR S

1.1 O6-FHE B IES-DNA B E# & ( 06-
methlyguanine-DNA -methyltransferase,
MGMT)

GBM H F Z LK 1Y JE 3l Rk L s 23 R R

H AL, X — AR b 25 B 4 B R 3R AR KT 1y el

A5 N A A L ] pS3  RB1 L& pten %00

Ifi PR _L, MGMT Ji& 3l FJ& GBM # # Z: () DNA H

FAbbREW Z —, I 40% 195 & PE GBM B HE

i AT RE AT H MGMT JE R A9 5 ST Bk, A3 BF

FEARIE % GBM Bl e Ak R Ay ok A o,

MGMT J& 3h 714 B AR K - AT DU R —Fh 155 A

7/ A

MGMT A7 T 10926 5 4 @4k |, Ho g i

) DNA &5 8 M BE W50 F 22 (1) DNA be LAk (7

SRV IS 06 B e R AE AV BR . 24 DNA

&2 IHFER MCMT & 13 A B 4b e, K45 2 &

S DNA 2332 2135405, ik 7 5 5 1 5 IS 06
(AL, S5 AR e A T ke Abik
I, A BE e e (TMZ ) RE W8 ¥ Jot ik Ik A 5 B &2
DNA I, 38 5 PR A 5 R S IEERS 1Y N7 B 06 if
B X R A DNA s E 4
HEFHDNA $#i5 , m& G R AMSET-, MGMT
Ja BT CpG B mi A kA Ak Iz SE R i %=
G222 BN X —Z5F AT LAINGE DNA X e 5k
PR B, Z AT RIS R, ik 45% ~
47%1% GBM H A5 MGMT H 24k i 45 AF > 0 %of
THEAT bt B Ak 3K R a 97 0 R, MR 4
MGMT F R H B A K75 88 5 1) Tk Je A A7 LA
FOERA A7} ) B R T XA G
IR R I A ZURE S AT b, R ILT R
MGMT Jii 2l ¥ H Ak i 5 08 i e Ak 7 i A%
F—E IR ITRCRY . Hoh X FRI2 A GBM
(R, e BB IR YT T B 8 Joe 3 1k a5 it
AR, Horp MGMT FH A0 /K- 55 v 1) B &7
A TGP RIS TR 5 M S MOMT JE R R &
AL MR R TR 3022 R AR AR, X
TR GBM B E T, BT, MGMT JE A
FEALXT TMZ 3657 805 19 52 ) 50 3%, iF 98 %
W1, TMZ X} MGMT H Ak i) £ B A1 A 25 7 A B A
PR [, GBM B MGMT 34k /K
5 R TO K, A B MGMT A H ek
AR A KRR P, XF T MGMT 2 A H
Ry GBM &k B3, BRI AT AT TMZ 3697475 2
— PP R PR sl L R I MGMT Jg
Bl 19 H A AN A T e 135 L — e A
FH L BT LIVE R GBM TG AR, fieilt RO F
SEABFEYRIE 52 T 75 IDH1/2 B A= 5 i 28 725 7 ()
GBM ™1 ,MGMT i A F B4k J 35 1) 1k 7 il 3R
AR

H ETZEI R L, JCie B 1 B Ak AP = 11K,
W ER R TMZ R ATIRYT . X T 5 GBM
B MGMT Ji 8h 7 H ARV by 35 2 () T A 2
SARMAIRIT A EENE S E XY I HA]
DIAR S MGMT A 1 B LA KT 8 g AT
W2 R IBCE & 18 R )Y F B, (HEKA
DI, X TR GBM 3, MGMT H &4k 7K -
EEUMARA EENSHMEE— MRS
TR, ENE G, MGMT 4L ACOE 3 T X 23
FH GBM BEAR A X,
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1.2 REEKEFZK(epidermal factor growth
receptor , EGFR)

EGFR HH A1 32 7R 285 b 1l | 255 € DX P L
s A R G D B A S5 A A B, ZE A 3 B i E
RIS A OCIm B rh i G 09 /EH . EGFR
TEPE T8 o 3 K R EE B9 AR 1R EGFRvITT
R S AR I | I 5 BE 6 PR UIE 40 16 )5 1Y 32 IR AR
FERELE 1905 1, JE T IR HE AT 22 4 24 gk R
MY EGFR B3 14 1 BAE 40% ~ 60% () GBM
o, b U AR/NIR 4 & A EGFR 848 | 7= A AR
& EGFRVIIT'™ | EGFR 3[R 4™ 34 7K 57 1] L i
DENGJRAL 44 3L (fluorescence in situ hybridization,
FISH) B ARG, 1M 28 28 & EGFRVITT Y 234 1l LA
i e AL 2= R, 4Rk, 56T EGFR %
PR 14 1 98 25 (& EGFRVILL 77 A 5 i (14 AH S A 5%
RIEZE FA—  FE GBM W55 FP A7 B A0 B 7 J& Y
WFFEas 7 DL EGFR 1 A HLbR, 78 £ Pl i
FITRYT I A 500 . WX EGFR 1924
Yyl s R AT FH T 45 B 9 A /N A1 i 6
FARIE AR X SEEE o F | fF 5T N e
EREVATT 52 A I A R AT ) R B T
FITERS' . EGFR & —9A N5 GBM H i
AR MM T, BAR EGFR 1yt Fik ok
KA GBM Fy BB MR Z — /&, UL EGFR
YENFEARIY GBM I PRI (9 285 R AR an A
B I ARBORASBRAR B S R AT B2 TSR 1 2Y
W I 2 2 M o i LA B 8735 s A R L 2 1 5
1.3 RITIRERRSE 1/2(IDHL/2)

ST IR T S T A A G IR A0 B v 1) 2H
a1 AE R AR RS | R A% A Ak = A A5 IR A
NAD" A= i Ak — 48 Ak Bk \NADP F1 o-ifi
IR, TEZ R R h Y RE A% 45 5E T IDHL/2 1Y
R Stancheva'™ B K 7E GBM & 3 IDH1/2
RS, WS W5 RIZE A 19 GBM b, i
8% ~13% &L T IDH 28745  Hoh 48 T 5 T 80%
FY4k & 7 GBM %) IDH 28748, f5c ' UL IR 2848 Sy
IDH1 R132 il IDH2 R172 o7 5, %25 5578 5 fr A
IDH 5878 1) 90% , i 7E F IR 55 4% & Je i >F (1) 11 9%
ol T A BRE LA S GBM 1, i 2848 5 IDH %€
AR 70% " IDH ZRAE(E o 56 R 5% 1k A fil
A D-2-F2 % 2, B T - 58 R 1Y
ZHEE A DNA I BE il 2 23, R R Y D-2-7%
IR BT IR AL (R T A SR, AT B

i s fE >, I, 1% 2828 th 2508 /> NADPH
FRITE K , A2 30 Ak 107 38 DA 1T 53 DNA #2457
RS on , A2 TR IDH 28748 23 4k K
12~30 > H WA, $2 5 TMZ R0 i) ek
PR RIE, 5T R W S T A R L, 28R Y
IDH1 A DLid af FAR G KA YIBR X 38, 38 3 B A
FEMR H A A IDH 2875 A6 I T B AU 3%
Wy R e 2 AL 2422 0 . I DR T F 9 i 52
IDH 75 1) /INo T4 S BEAE R AR AN Py D-2-5%
PRI 7K T 1 8 e X3t A% IR S g 0t 4
M43 S0 TDH %8 48 5 R HAE 1M 3 fif g b
YERIR YT F-BL vl Re 1, I 78 S A8 A g vh
RENIE— 05T, TDH 28 A8 I FI7E A 20 25 5]
it FH SR A Ho A 35 97 T B F Mg iR 7 b
B %o JH A S50 3 B YR T, A — I DR R
FHi5t,
1.4 1pl19q EFEREK

uta i 1 B gL 0k 19 KR Y Bk 2 5L
HAEA YO R B R R 7, B2 R 1p19q
FLJE GRS . 7E GBM WF5EH, Cairncross Sk
FE/ SRR I IR S TR R B 1p19q LRI ER IR
FEUEBAAEIN 1p19q FE PRSP 0] DAAE I R i 3] —
SE IR P T I I BB, 2016 4F WHO 4% #E
1p19q H[FH 5 IDH 2875 HE[R] H 20 A 15 98
B SN/ DRI TR, K2 60% ~80% 1 T 25 1T
Y /DG I TR N 209% ~ 50% F T 9% 8% 1 2% 21>
RETEHTR , DL AR T 10% i 7k 508 i 59
S 1p19q LB B>, X T2 4
2 TR, AN B 1p19q SERIBK IR 4243 f5 bt
AR AT (VRN R B0 O A IR A 8 8
BRER AT D R S ) RNy sk SR X b
Xt FIRYT F B U e iy I A v fR A 5T, 7 GBM
W 1p19q e [R] 5 2 16 FH 56 BF 75 45 SR 0 R — 3,
Boots-Sprenger AP BB 9 rb RO R R R A 6
GBM H& 1 1p19q FL[A BRI MGMT 5 31 F 3
fEHT IDH 228 FiR T A T  (H R4 10
B N LBV B 2= 25 3R W 1p19q LRIk
PEJEF, TMii Zhao %% 35 F Meta J7i5 43471 T 28
FaFFE 3 408 A i 508 AR i 25 SR, Al ATT 4
1p19q e [F AR 5 A4 A7 30 1) 28 KA G 17 5 4 40
SEOYIRTCE . 1p19q )B4 U 7 i A 45 1k
TAEFS 38 PCR FIFE R 4 4 52 B AR 45, Hop
FISH W58 0 H H .
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1.5 o-tHBRMNEENETEEMERER (X
linked alpha thalassaemia/mental retarda-
tion, ATRX)

ATRX PR IRAE X G 0 R %5 Bk ik 7R
WG AT ORI, ZE R L EN 2SS
BAERRE YR A DNA I b S >
ATRX FE AR 17 5 S 2 AU HE 4 (ALT) AL 4% 1)
FHOG . TEERZAEY D i e G AR K 3 (1) DNA
HIE PO e Qe ORI S8, ALT 18—
Tl i 2 )AL A XoF 400 B ) A 7 R B 225G
A JTARR , ALT TR B 1Y A= 13 g b AR
FAARE R, 287451 ATRX S 2% FpE % IDH
A ABJLF A 1p19q e [F B [mmf i B, AR
TEMZ TR, ATRX B2k () B I I U i &
YEJy IDH 2748 i) — A 7 B, FE A B 4F 19 3
J5 30 » Koschmann e U Y 2 Y JATRX Bl fE /N
FUY) GBM A ATRX 287458 25 S8R 5L R
FasE  TEBA AR TS OC T | i HoA S
e, (H2 X/ B AUEE DNA 4580 3 1718
52, 50 IRAAR LG 1097 5 /N BUA A7 30 75 31 4
Ko ATRX FIk G il 5 6 ] e e 2H Uk 27 07 ik
A, At AG: I J7 v 38 L 4% PCR I AR 1 4
PEEPIE

1.6 i % B /2 4% 3% B5 ( telomerase reverse tran-
scriptase , TERT)

Yoo A A v ) it or T A 1 7 A R T 4
LA AL R LE B, 4 St/ D v or BTG P4 T, i hr 2
W5 A — UK AN o0 S Rl 4 ) I 2 400 £
RT3 2E, S 3% T S R, e S SO A AR
BT, kL AN O A0 M A A A7 o B2, S
T A AR B AT 4) , JERAE A ARG 2 — B A ik
YR PR SR T X — 1 e 1 2 ph S O
o 90% A N 1 P g v | 8 F A 10 2] o o il
B 1, TERT 2 i b il 19— A4 I 3 | fE 8
B BANY DNA 5914 A 2 sk b TERT 1)
FIXHZ MMM, 78 1V HE IR T,
TERT Jii 81 F 525 I AL A1 Dl 2 o AR a8 . 2828
1) TERT 5 1p19q 3 [A] 2 %5 UJAHOC, 1 5 IDH
ZE7Fk ATRX G B B | Killela 257 ¥E £
PR R ) i S5 088 H FF T IDHL/2 2278 5 TERT
RAFMAHCAERF 7T, 45 KW, 16 GBM A
IDH1/2 AL MBI, TERT 2848 HiR 5 AR AY

AR A A7 % I AF, Simon £513] H Labussiere
A BURFSE L FE W TERT 28 748 AT LAAE S —Fhoh
SR TSRS PRI &P GBM T HiUR 35 325 A il
J&i o Eckel 25 3EF IDH 1p19q Ml TERT (17K F
HEAT £ H RS 4508, 78 B IDH 58 28 A
1p19q FL[RIBRK A TR, TERT 828 /R 45 A1
XA A A (B2 TE A IDH S8 s AY
1p19q [RGB GBM H, TERT AR HI R T
AR A AR, 4, TERT 28748 /K S 1T 3 i
FAb R TP PCR AN, st Ah oA i 90 4 58 aok
A rpr e AR TERT 28480
1.7 MicroRNA

MicroRNA J&—Z K EZ 2N 20~ 25 MEIRIY
et RNA A B, il i 4545 mRNA 5] mRNA
(REEA: O e 24 R B i & . PFSE AR
microRNA 5 2 I8 iE (1) 82 4f FN & R A G, AL
microRNA HAT F K [ 71 100 —Fli2 Wi fia oI5
TH, w4, e af it 1500 F K microRNA
P ok, HorP i 2 microRNA 1 36 35 7K SF- 78
Zo PR RE Hh AR BN [R) R Y RS o, A
L F W] —2E microRNA 5 GBM M9 &4 & %I
RO, T LIRSy — R UG br i 7 1o FHE I IR TR
Jraiz Wi, [RS8 0 A A5 2] A9 microRNA
RIRKF-RERE S B AMTTH GBM BE w7328
WA J8E 9 BCE B H AY microRNA 7] DIAE R
GBM 0 12 W | fdf T 245 1y 40 B g v 7 B
I U BTN AR S

1%} GBM 4324, Henriksen L0370 S 3o o o i
IR 5 161 > microRNA #1734, i 45 54
GBM B 53 D 5 288 | 43 ) % o7 < 340 0 2 400 A A
W, 34, Kim 555 M4 9 AE 56 P B 3 (TCGA)
S R A DG Y 261 4 microRNA 2 35 7K - Y 43
Bras i, S 0E i R SRR R Y 5 21 GBM .
T, 2 AR 5 3 0T 7 A ] P o 28 i AR 2 L, 3k
200 i S R G A A AR R S S5 AT L U 5 IEE o B 22
JUHIT AL A 28T R4 A | B R e o 240 A i 1
ROk 22 ] SR A A A, [R) B, Li 3500 filf S PR
Jr FAE 7R [ 43 i 22 73 T TCGA H' RNASeqV2
Bl , b3 17 169 > GBM A5 F1 5 3T RZH
FEGEE . AL, oAb 5T il 5 microRNA
T B R oS P E WA 2 T 5k, i T
b DLy HE, — Se B A ) Tl A
microRNA 3R R 1E X 43 5 & Pk 5 4k & P GBM,
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i R R P A4k & P GBM BE i, Rao 451
i1 7 4 microRNA & $5 Bh %€ & A 6] 25 A
A GBM,

HPE microRNA ik 22 3 0] LIS B GBM 43
2 AL, Bl T 4F SRk XF microRNA 7F GBM
TR IR A ST, %558 T — LB RRHE X 8
IS AT — o B EE L B0 A microRNA
Srinivasan 2514 5l 5 %) TCGA % 5 % v 19 222
£i7 GBM & A= 77 W) microRNA 235 K HEAT
Fexf, % 2 H — 41 microRNA, £ 45 ) 10 4
microRNABEIA N HAT H5 B 70l GBM f8 25 A= 17 )
HIYERH ., HoA 7 FF microRNA (£245 miR-31 ,miR-
146b . miR-148a ,miR-193a  miR-200b .miR-221 F/I
miR-222) 76 A= A7 W1 45 ) FR A T A T R koK
L 5540 3 4 microRNA (245 miR-17-5p., miR-
20a Fll miR-106a) BYZRIKX AW AR, F5h, A
—BEA P G BRI 45 R . Guan 25 BiF5T £ B
miR-196a Fll miR-196b )35 5858 A AE A
9§,l—m Lakomy“m B H1IA A miR-196b 5 K
AR IEAR OGO R . BRILZ AN, HABAF 5L i)
T T Ab T kK1Y miR-326 Fl miR-130a, ik
KRR A miR-323 , miR-329 . miR-155 F1 miR-
210, 5 KA GBM HE A7 HEVIMI

1BIT GBM W% G2 T BeAly Ry i AT 5 k47 F
ARYIBR, (HISCHE L, T GBM TR 254 A BIL ] 78 43
TV LA TR EIR ARG, Ik, 20T
L TN [F IR AR 5 microRNA 31K 25 7 AH
X R HEAT HEAE 3 BT, 33X — 7 ¥ Dby A e T B 1)
FTRORET X EIRYT AR TR R . F 2tk
T 2590 PSS GBM FE dfh H 1Y microRNA 7K,
Syt — 2B MR AL TR SR, A A
T 60 3 2832 JHOT AR LR BIIR YT 1) GBM (&
i miR-125b B3k, &I EH b &K TRk
miR-125b Wy i A AR TR 9 A iRk SF
Fik miR-125b (B H EAFIE A R 18 A~ H T,
[l , Zhang % X1 T S HIRYT (1) GBM 2R
F ) microRNA Rk K FEHAT LR, e 15 3 —
HAELF 5 B microRNA B FEMEFE B, %48 bR RE 15
ToIN e A B A= A7 SRS B R T T I ROCR . 2R
Hi B BFFEHRTE 9 Bl microRNA FikdFE s T
— RS E BT i, A R B e TR T Y
GBM 4t AE A 1] — 2 Y7 R AU £ 1)

K WFFE R microRNA 76K REMAE N

BRI W RIS bR A, (HZ 14 microRNA 1
R YIS RE A I RIGYT SR AL 78 5310 73 A
KHE, BEZE XT microRNA 7E GBM f) & 4E & @
A2 DL S ASTA) B microRNA 28 38 S5 i) BB IR A
WF5E , RERSAE HE AN TX GBM 34T B 58 36 B R 1Y)
G328 RS I KR A T IR AR B B
2 BE W AEAF A B E K A A7 AR B
1.8 GBEHEXRE

Bk T AE AR S N2 P R A AR
GBM s & Je S AL 1 5 — 3 43 JR R 2 FL BB A% 6
W g R Wt 38k Rk S e A i 0 A R
FSEAL T T A0 A TG, GBM JE AL T — & il
o BE LB N 33T G 35 e 400 ) A TR B B8 v, 7
o o 2L 1) B 38 G R AR AR IR T bk £ 4 A
LYt Ji-4 (CTLA-4) 178 Fp M 40 M 28 12 B
(PD-1)EEHEEEHMEH, CTLA-4 {UFEFHFL T
A b B Rk 5 P RS T CD28 36
4, CTLA-4 5 B7 BoiRAHZ, A, 260 e S b
THEACRER T WREAIM, 1 PD-1 76 2 Fh 41 i
HIRERA  EE B A H AR R AN B s
JiL A 3 PPR 2 B L AN B | A LA B T
Yf ., [RIEE, PD-1 78 S N 22 1 221 B B ke 2]
TIEATERT, AN AR S R 2 21 T bk B 40 B Y
MY TCGA $ER M PD-1 AYHCHAR PD-L1 F1
CRLA-4 i) mRNA 7£ GBM k& £ik | X —45 3
A S e T e b 93 0GR 2R LRI GBM SR PERR R 1Y
FASEPENT ) H 7E GBM Fp X 26 40 s 56 5 i
Je & 15 A0 A A7 A 41, Bergho 2570 i 58 T
117 #1) GBM SEZ WRE S, I %A £ PD-L1 5%
NAAEIEA M, W, Liu 20 358 2R
PD-L1 X GBM 35 A A7 W1 B A 1F 1w A 67 1T 1 AS
VIS 7 A A AR A 2 A 5 SR U PR i S e
WRERAS R A Bz PD-L1 845 5 7 335 K -1 2%
S5 o R E B e TR 2 R bR OA SR T R
ik PD-L1 (2 IS AY 17 30 09 K ot i PR A 90 36
HIFE 2400 GBM A5y, PD-1 DL J& PD-L1 3]
D3 3 598 24Uk 2 W R ok, PD-LT BE A
kKRS GBM WAL YIA O, f it iy i
58578 PD-L1 75— /N4> GBM B rhid ik,
M KSF 22K B PD-L1 5% 2% iy i 45 R B
—EHNE

G g2 AR 390 B Ty oz FH 7 R R R A
R g il A B R IR AT YT, S ik B4 1 7R R 2
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B T BRI RGP ok | A8, 2 FhE
XT GBM B 52 e WAV 45 20 Jse Joia 9 1) e 93 OG- 4 1l
FUIE R S50 IEFE AT, X SEpF 5 23 ik iX
P R S AR, B AT, A 28 40 i v
Y =311 PR 2 58 B0 s R, X CTLA-4 ik k1T
Wi VFREAE TN GBM 3 i A 730, [l ek e B
CTLA-4 RJ 68 W R — R B30 97 105 A2 W0 Am i
WY SR X SER T 45 R R I E GBM B RREIA
7 R e S 2 0 IR S AR AT A — R R B Bk
%, 5T XASE] CTLA-4 PD-1 1 PD-L1 7K1
HEATHEE B AE GBM IIfi T Hh ) i H A
TRIT PR R ALK E
1.9 HEBFEEXEEY

A N S R D A N AW D 5 N ()
GBM ZWrFI Tl f5 2 H bR AW 32 29k %, OF 2
FH T e 2 2 e AR et A 1) i 22 , 3% 265 V6 T F
ASRETE I 04 43 A 98 P9 RS A1 0 S B P R AR, A
U ANFE ARG Tk Ak g i IR T
T I e R O, W 00 18 5 A5 2 A S bR A A, K
MGE TR AL L, BAR M GBM 1%
SEAR AR YN I R 9 25 iR AN 78 43, (H
VAR RS SR 2 BOR B G TR RO A% a4 1l
& (DW-MRI) . 2l 25 1 BB L 338 56 5 T AR
1 B4 (MRS) FTHL F B8R (PET) 7E 5 5E
AR E GBM Jig & A1 5 T S s th B K9 g
EAWFFE U ERXT GBM 4 i) A= 2 Rt g 3k
PRI 20 2 R AR 27 B AR 285 G - A7 o0 B, B/ e 6
& e L2 W 1 1 A 2R O i B A 1R IT T
Bt ARERNH MRS % 2-F2 5% 2 (2-HG ) 7KF
HATIPAL , 25 SR R W7 & 4= IDH 2R 48 1Y i o 9
o RRINE] T 2-HG FaBaKE R PR R R I 45
SRS N, 0 3 R A RIAIEST , BEAS N A< 0 () i yeg
WS R LT 2 A BEE SR TR ST
WEBIARZ 1 GBM A AL #E LR (MRT) S 5046 xR,
TR A L™ Bl 2R 0 (ADC) LT =5 B AH X fil
M5 (rCBV) 5%, BRI IA N EGFR ik 7K F-
A, o R A 2 SR A T — e R B R PEAR L 7R
TREERR TR, vCBV Kzl /K7 2 48] LIAE S —
AN TN A A 1 FH T e v AR R JCR
JE& A SO AN g 5 e S 0 B DA

Bk T MRI, 2 PET USRS B i /E A
WTERSAAR S E bR B, e i AT IR A
R S TR 1) B A R AR A, HLAR 18F-

FDG J& PET s 8 FH U 7R 5550 (H & T
5 A SR Eb M LA 255 v 1) A AR
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