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S PR 22 RS IR 1Y 30% o IR BRI 4% WHO 4345y T ~ IV 4,
Hoep T MR, WRMASTERRFE (a2
JHIRE . A1/ D e S AR IR | AR TR 3 5 Jyg 25 ) A0 IV R e Feodeg (i
B SRR ANAIR 5 ) AR BB (high grade glioma, HGG ) WFREM:
J2 SR, o5 I SR Y 76% 0 B BT TA R e SR A AR IR T el
RARBREMTFARYIN, ARG ( TM Z) BEREHYT, 422
T M Z5BESF (Swpp K% ). R0, XTFRERAMRETGS, KA
Stupp 7 EIRIT IR P AAFE RHBACAE 1 2 -1 SAA, V5 LR
NTAH, BRIGEAIER 6 -7 AH "ML, %5 # T
AR SR BT RO AR A N . BB I SR8 167 T 9 O AS Dt
&, Ay HRIENAYT Mok M B E N AME BT IR R B A,
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2.1 I PR B A A DR i S g v 2 3k

FAE 20 22 70 4EA%, REMIUTZEMN, MRrdK . By
WAL AR, M58 P B 4K R F (vascular endothelial growth
factor, VEGF ) JE—Fott o8 fz 4G e B A OB R T, o s I
I A e B B A R O R R T 4K B VEGE, Bl L
TEREEHD S5 5 L5 P9 B A 28 BB 0 A 9 B A A R 75244 (vascular
endothelial growth factor receptor, VEGFR ), fiad 3855 I 5 P B2 4n i ()4
2 550R8, FF AT . K TR, WhnmEEE Y, A
{EdbFE M. VEGF NN BRI iR A% ik 2 N Z i, B
I SAE DL KR 41 4 A K AT gk Y, BLE 2R VEGF
FIER A VEGF-A, VEGF-B, VEGF-C. VEGF-D. VEGF-E Fi5#
AT, Hp VECGF-A RUIC I T MERAR, HAHNAY VEGFR KA
4 Fp, 435& VEGFR-1, B fms FERSZARRIEAG (Fli-1); VEGFR-2, Hi
WEHE A XS24 (KDR); VEGFR-3, HJ fms FEFSZRRIMEG—4 (Fli-4 );
Neuropilin f24% NRP-1 5§ NRP-2, VEGF ££ HGG HFZ1# 96%3ik", &
HIF HGG BB ™,

2.2 DURER L

DR HPHT (bevacizumab ) JE—FPEA AWM 1061 FArCEHIA
(MAb), H% 93% NIFEHURRZEH XM 7% 456 VEGF 1) BIE St
B E AN R, B RE A P 5 VEGF 254 ( 3% VEGF-A
54 ), FRNEEEIE VEGF 5% i i 41 R VEGFR-1.
VEGFR-2 254, MIMBHWT VEGFR /509 R 54 Tl , it
YT, WSROI AR, SRR B R A A7 BRI H A
PELAPRBUE LR = (1) DUARER BT AT LA bR 4 i A R4k
fi bR ARG /N (2) DUARERBAPTRT IR SR AL . REE B Y
Mg A A 1) IEH Ak, (AT ARSI AL, RS A AL
iR AR IS, DTS bR Akt AT 2 A it s (3) il
SRR ) A T A SR A, X TE SN JE I S, Mk,
VEGF 534 B0 R I B A AL S5 MR B S, B B
YRR ST, HRGUIR I EARAL, SO TR
%o T DUARER BT AT (R I A TR Ak, e NS s, B hnfiRs 4
LI RE , RIEEPUMIRVER . DURBR AP WA BN A
IH . T mIE. M. IS B EAR ROV E AL
BRI . i, LRSS . BIRGEAE . A 585 RIRTRAT
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TUREREHTIARYT HGG

3.1 DURERBFLEAZGIAYT HGG

Hacibekiroglu SN P DL AR R BT BAZY ( 10mg/kg, d1 F1 d15) ih
I7 24 B KMk HOG I, MIEWIYECE : 20%:5 25853284 ( Partial
Remission,PR ), 38%ikZ|¥iifa e (Stable Disease ,SD), 42%H BLHk 41t
ff&(Paﬂia] Progression PD); MIEHITFSICE . 6 S i PFS ZH1d 5 ok
JRATEY ( progression free survival, PFS) SR 37.5%F 4.1 A,
{7 M HAERTTE] (overall survival, 0S) & 6.2 4~ H o Kreisl 257 F D14%;
BREBLEAZE (10mgke. 1 IR2 ) 1697 31 BIE L HGGC B3, BEHN
0S X3 124A, H0i PFS 8 2.93 A, 6 NH PFS % 20.9%, 43%#%
HIXE PR, HIBITHCAAR RN G L ) FEANEME (16.1% ),
MR ILAE (6.4% ). MMARZE (6.4% ), UIARTR B EAZY W] SR ZAEAE
AR BB, B 6 A PFS AR EINF A BT S 30% ~ 55% ).
AN, —IifE HASTF R AR B | JFHGEAY TR RIIFSE, i F DL AR
HABLAZHIAYT 31 B K1k HGG BE™, mHI TR 2 e bt TP ;
R ER, JBITER 14 0S %N 34.5%, Hhi 0S A 105 A,
ORR 4 27.6%, DCR } 79.3%, Rl &2, Hrb 8 fi] i PRI f A DL ARk
FPUITEEE B S ERIRYT . SIRYTAHSCIAR R (3 KL E)
RS (9.7% ). FeilitC I35 (3.2% ) FIgikinee (3.2%), R
A1 BIEE R ATCERA 1 05 I, Wong ZEXF 2005 4£Z 2009 4
15 WifF5E 548 Pl % HGG BH AT Meta 0 K™, {7 0S K 9.3
A, 64 PFS K0S R43510 45% K 76%, Wi PFS ik5] 6.1 4
Ao 6%i5%F) CR, 49%i5%] PR, 29%ik%) SD. HifEH 5 merkg 5 10 ~
15 mg/kg SFROF LB 25, HESoe R 0T — S Im R FTIESL . 257
PR, DRBPRRZNASTE R HGG BE SIFAHILN ™, B REE
WESERE I 08 (4-124 ) MR, HAfLiEE e, RMA
BB MR ( Objective Remission Rate,ORR ) 15|24 3%.,6 1~ H PFS
AR, T H AT LR SRR AR . TR K I . e s R
GLThfE, A RO Y HRE T R R RO R

DUARER AT AR B AT HGG

TEEAL, Desjardins 25" F DUERER AP 10me/kg, 1 WR/2 JHBRA 4
HALTF 2 sime i (TMZ) 50mg/m2. 1 ¥K/d JRYT 32 Bil5 % HGG i
B, BRI 28%EH PR, 22%BEAEIFIRIGITIEH 8 A1 PD,
HER 6 1 H PFS %4 18.8% . 6 1N H 0S K 62.56% . 14F 0S HHy
31.3%. L PFS J 3.954H, Hi 0S R 9.25 H . A 2 BlEE N
ANRFLALAIT, RA 1 PlEE R 5 248 . Mathieu 5" E 501
PP S e 7 B 245 g R B I A DUARER BB IVE T 4 FhOARIR
O 2 e AN AR A IR, SR A B A S fe i B 440 s Do S
FIESHEAS TR v | DL AR BT RE A HE DR A S e (1T VIR 7 2 — JF AL
FIREYE . Z2rhes il THBIIG BT SA, 1 DUARER BABLIE & R sk B 167
70 B K SRR AR s AT AL, S E R R PRS:42 AN, R
£i7 08:7.3 M, 6 D PFS % 22%, Hirb 19% Ry EPE TRKR
HEAEIHE] (HR L PFS AT OS 205118 9.5 Fil 15.4 4N ); BB BAAR
B FIVAST A SEHEFET . Narayana Z8HE1 T A9 — I ETREERISE T, 1L
TR BPU ARSI RYT 51 B &R EE, e MAS
12 4~ PFS 43510 85.1%55 51.0%, 145 2 4F 0S #4351 85.1%
542.5%, 3 UL FR RN RHEZH 19.6%, 5 61835 1 IR TCRE R 8 /5
WL, BEE PFS. 0S ¥WSFIEER, Affikek. FEN, BiER



@ Universe .

} Scientific Publishing é%%ii IE.'%’-L'E['R
RTINS A T DR & B AyT 15 B ESE

TE HGG BEMIIGIARITRA BB, 458K ORR 5% 73%, 6 T H 3.4 DURER G TBRSHOT

PFS 4 53%, V¥ PFS N (8+5) AN ARV, 2 FlHIE
M, 2 Bk AR AR, 1 B @A A RIF &gy, NI,
S5VE75 AR, T E A Z Ry SR BESAS AT R AL, HK
WYPROC B2 o BT HRTFRIZ A/ MEARRIG R, st
T UARER BT A BRI T RE TR AR M HGG BB A A7k
2%, VAR R . 290 TIEHE IR RIFIE I I8,

3.3 DUREREAHTERA TS B HERYT HGG

—IAFFR ., s . IS GRS, P T DLARER S sp 2l
B BT R REAIT 167 915 J2 i R o B A g s 3 A, 4551 o
BAIBIT 6 N PFS # (50.3% vs. 42.6% ). ORR (37.8% vs. 28.2% ).
A2 0S (92 A vs. 87 ANH) BTFHZGIAITA, HEE 3K EAR
SV (65.8%vs. 46.4% ) IR TEAZHAITH . EEERR RN AHEE . +
TR ANBIRAE . 27, A 3 BB N L FRZGTART AN RV
BB T . SR A e, 2 G L, PEEEF Gil 2
TEJ T —TN A Z G RBEEFFS Y Meta 5047, A DUARER BB A
PSEERRERIT 130 IR & HGG BRI T axtl, Hirphi 0S, iz
PFS. ORR 7R MK T B0 AR 5 Il s vk S I AN iR R4y 510k 8.8 4~
AVS1124H ., 5140 H VS4.6 T~ H . 56%VS68% . 49% B E AR
s, 45%HERRITEEE . 3 S EARN FEAZH (T%).
MG (6%). MiARHEZE (5%), 5 BIBRFRERIEMSET, 4, 5§
HIRITHILL,, BA G R EAHIE? Zhang 51t Meta 24T 480 171 8
B, GERRBL, DURERBAGUBC A O R HEA YT B R NN R AR
TR RE, FEAIEST PR 14.0%, Ho 0 0S £
B4R . —TH Demirei 5™ IFRAYZ OIS, BUBHEPEA T 0%
FAFIA ST REIAYY 115 (1 % HGG Byl SRExR, VI
W RS B R PFS AR 0S 235 6 N H A8 A, 6 4NH PFS
K 6 A 08 RI3HIH 46.3%F1 67.5%; G307 FIEH) FHA R INAL
=, S PR | RO AR, Hh 7.8% EREEA
3HUL PRI, 47 4 B8 RIURF K AR Tifss 3597, 45 3 BlEE
% | O HFERBEVS AT, BT ML SR TR PR 8 R 5
i SR PR R L, XK, S ERZNEIT AL, RAEBCA T
TRITRENEMRE BB ORR . H 0 PFS, {EXTTFH OS BYMGE M FESIL,
R RN, BOATTiaz, 5 s i e, SaB8ETRERA
RSN FR BTG IR IR AT TR, A5 A R R B KRR AR s (BB H LI A
BFFTR LA T IRTE

3.4 DURERBRHT A A2 P1IRYY HGG

B, DUk A T A A 25 an e e (EFGR-TKI), &
FOIATE . R IS TSR TGRS . BRI A KA T35
S SN (epidermal growth factor receptor, EGFR ) iéﬁl\m”,
Sathornsumetee %IX“”'J/\Q’E 57 BIE Kk HGG 23, H 25 i 8 e JE Bk 41
Mage, 32 BikiEAspE I AR, SRkl DURER BRI O IR)E
R o SRR R AN R A AR R L6 S A e PFS
F28%VS44% . Wi 0S 42 J& VS 71 JE ., 48% KM B Bk 2 Hsed K 319%14)
At BRI IR SR AT ARG . H LI RN AT B9% . AR
W5, =5, BHKRZH 1~2 . Reardon 25" D ARER BAHTEES IR
FIAHIAYT 59 DI % HGG g, TN B o i S 4 ey
BER 6 A HEM PFS Rh 351 40.6% . 44.4%, iR 51N 22%
37%, L OS 451k 63.1, 44.4 Jil, fed LAY 3 PR AR R R VAL
FE P AR A E (24% ). AR ZE(12% ). G (8% ). Wil (3% ),
2 PR E M EUCAER 1 S L, 1 R D BRI ESE T, Field
TP T — I A R AR H B 25 4] A BEATLG IR T I R, A4l
122 Bl &M HGG B3 45 ER, WABER AL PFS ¥4 3.5 4
A, BGRHE S B2 AL 0S N 69N H VS 7540 H, HEES R
HILL R 25 P B BN T EOR RSN & A o 4 SRR, M
BFIRphTa gy, TR S RAIAERER B 05, HAR
FOM RIS kel W, DURERASURISER S JEIS & e SRR T,
HAAFE R D ARTR AP BAZG I i (HIBEAS IR SR B F o, imiIge
B UFTIATT R A2 ARG I, I PR ISLFH I 5 45 A i MRS BT 2 - 1
Ah, XTSI AR IR, B AN, TS i —

BEA T 7 B BTSSR BT C IR Y7o S K HGG
B IATRT B DAL ITE 26 RIFFY 2 &8 AR SABTA T M 22 4
PEARFI N T PRI, Flieger S AL 71 618 %1 HGG 1§
#, o 57 B2 T CIhRLEYT R R 36 Gy )EkA VURERSHT( 10
mg/kg, d 1FId 15) WRYF, 14 BHEZBBANT 48R ER, BEHM
AT AIRE R RIS 0S S35 8.6 F1 5.7 AN, REJG PFS
SH51R 5.6 H12.5 A5 Minniti SV EIBESHT T 54 BIEE, SRR
IRIT A VRER ST ROT B A AR S AT TR AL 08 43514 11
AR 83 A, 1 HEARDHN 30% M 5%, HPTCHERAAT
53500 6 AR 4 A PALEBFBRERZIATRITIIA R,
SEIERYT, TR VURBR AP R B A AR AR AR o LA BT
GERFEW], XTI HGG HRYT, HUTHRG DRZRESUAMEARL,
HARIGIA BN o 45T 58 2 A KFEABALIG AR5 LUESE 6 Ui
STRL, JEXHRASOTHE A B BB A R PR TR R

4. VURBR AT 22 A2

DUAREBR BB DA RS R, “E 80 i T U8 A B AR A B A5 12 1
07 S 1 S i 4 I N S 9 i 37 1 s LN 1

(intracerebral hemorrhage, ICH ) Tk e ( deep vein thrombosis,

DVT ), Seidel™"S5X1 [ 3889 il R B HEA T4, RARA e P2
HRERN 1.8%, ICH KARNK 3.2%, DVT RAEFRN 5.0% ; H,
81 (iR E 2 AR BAHURYTIE . Bl A R AER ETHE 6.2%, 10
ICH RN 1.2%, DVT RAERNR 7.0%, RE Gl R hE A 27
ZiEH R TR (P < 0.001), {0 ICH F1 DVT &RAZREFHIEI4
B (P = 0123, P = 0.571), —TUHA 27 TBFLH RGN T
2208 (KT R R BRI T T o0, B SAS Y T LA R DVT
RAEAE (3R 427% T 7.46% ), I HALSYIEIN ICH K& (43
0 0.6% 1 8.2% ) ™, DUALBRIAGLIR A ST I AES AR A |
Rt | EIE  BACRRE . R B2 SR O EBYS SN RN
B A 55 R M Ak, —SeRRRER I, DBk HTR I
TRIT XA BREE A O, R AT R0 45 BT
W, REBURE XS DURBRAAGCR 32 RAF, (HBA AT SRR BN R
A, DRI N SR E BRI RN, BBl 4
SR MG KA 5 ARSF R P DAk BT 2R ) 1 A
Al i o L DI, ey A A o DL AR R BT . AT s g
TR L R A eT B AN B2 25 A 485 — FR 9 [ R R AE I R SE kT A
SR, I, N RSN ARG IR 75 2543 VAR BRSBTS R
YT A T e 2 BB R BTSRRI, TS Tk — 2B B I
I

NG SR EE

DUHCER BT O R I 43 #E VA7 Ui SRR AD . R4S LK,
TREPUICEBIRIGAE & HCG, HIERIFFTFRHEEA RIFHIETE
FFLe A, SR GHT, DURBRIASIATT & HCG (i1 2 (R A £
ffrg . 55—, DUERTRABURTAYT R SAyT R o ge bRk, i
e PR 6 LA 558 ) ik (7 B0 A TR . 28—, 324 i/ Aokt
AR (R BRI BN RO 70 1 12 DU ARER ST A AT M7 8O AL T
DUPRERETERZY, IF HRERB AR I Rl — W . 5=,
AR L Rl TR0, (EXS TR0 R 8 bR i e —
WL, e, DURBREGTIIA RN UL, A s AG TR A R
NEATIR— AR R H AT T IR PTIRT 2 & HGG IifF Al 2
BERKRNAIEL, (HBA MR DARBR B UR ARSI E 2 J5RTT HGG
M B2, JFHEARTRATF R D aiEtE . RREAC . BELX I
PRIEE IR VRER BT R 2 =
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