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w g A2 & F]F PR (vascular endothelial growth factor
(VEGF) pathway inhibitors ) > ¢ % bevacizumab - vandetanib ~
cabozantinib ~ ramucirumab - tivozanib ~ ponatinib -~ axitinib ~
lenvatinib ~ sorafenib ~ nintedanib ~ regorafenib - sunitinib -

pazopanib ~ aflibercept °
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fmd 45 J13%4% /8 7 bevacizumab = & & @ HFV HFH 2% 5 3
vandetanib = 4 % 5.8 #|2F ¥ F = 2 58 ; 7 cabozantinib = & % 5.4
A|2F¥ %+ 3 5% 5 7 ramucirumab é»év\é%%rr‘r‘,?if’wl FVHEE 1% 7
ponatlmb N BEEGRCFT EY 2 %k 5 7 axitinib & A 2 ZG RV
X 2% 5 7 lenvatinib = & 2 G R FV EE 2 % ; 7 sorafenib
ARG RFT EE 1% 5 7 nintedanib & & 2 G R FT HE 2
%7 regorafemb N BEGRZFV ZEE 1 % ;5 7 sunitinib = A #
BT EE 3% S pazopamb N BBV EE 2R

7 aflibercept = » & - W HFFHEE 1% (F ¢ 5 HIZJHP 164
&) 5 BP] A{EE 7 tivozanib = A Z L HFV 3 o

%34 35 : https://www.fda.gov.tw/mlms/H0001.aspx
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ER

2020/7/31 & & F% & # I & ( Medicines and Healthcare products
Regulatory Agency *» MHRA ) # # B »* > & 245 n g p 4L 2 & F]F
B dr | B AT B 2 B B e d R A Bt 2 % 2T .

Hent o https://www.gov.uk/drug-safety-update/systemically-

administered-vegf-pathway-inhibitors-risk-of-aneurysm-and-artery-

dissection

L G¥- PREREeHFELH I T 2P BRI 20 gL 2K
FlF RSP R A E ST o B SRR R S e R A2 b
% o M $F % 5. & 7 bevacizumab - vandetanib - cabozantinib ~
ramucirumab - tivozanib ~ ponatinib ~ axitinib ~ lenvatinib ~ sorafenib ~
nintedanib -~ regorafenib ~ sunitinib ~ pazopanib * aﬂibercept o IR
FOAEMT A LR Y ISR PR M 2 LI 2
%% & % (4v ranibizumab v aflibercept ezl 3548 p JL 54H] ) 2
’ﬁ R e
2. §i 2018 & 12 7 31 p L HE #FEH 7 LF BFAE S 2K 660
iﬁiﬁ* ﬁW%*i?PR4£ﬂ4&E%MW@%i
ﬁv»q\}gg T KGR L B & S RG] A B




AN el R G Ap B o m R BRI F A
it 5 e A EY SRR L LR R LS A

,\:\

A R aqlﬁ~v%"ﬁﬁi\ui§ﬁ@§aﬁ§;a
AWK L B AR Y AL AR A 65 R 2 K A K
3.0 REBRT & F P AL LTS BRI A R R g
KA 2 W 7 P ’&'P"Mi’m?@%ﬁ#?ﬁi)i‘rﬁm@é

FRERECTH OEPRREMEEEAR G ]

B
4. F B #&i&%‘@ﬂ g %ﬁiﬁﬁﬁ%*i%miié

¥+ jE /f_-u_;IhPﬁl”?' &*F‘é?-‘r-r' > H s Afh” F"f\f’fﬁ:”\'{l%ﬁ_& o
EkRE b e <{f“r5l@)ifflis BRI ESS GG
ﬁjﬂww Mo T AR 2L RIS A
BT EVRBRCTAEZREGF]F (dod & BicR i) o

lc@—"

'&¥%§ﬂ%%m:

GEHhoAFPEL F P AL R T FREIFIREESFTES

24 % (:}*E“*? *?m.fjﬁﬂ'ﬂj—f‘ B 2_ aflibercept ¥ v 3% 2 5k > F]H L
TR EEFTHEEGZE%) 0 2 ¥ ¢ 7 bevacizumab ~

©)
s

Vandetamb > cabozantlnlb » ramucirumab - ponatinib ~ axitinib -
lenvatinib ~ sorafenib ~ nintedanib ~ regorafenib ~ sunitinib ~ pazopanib
% aflibercept % = & % 5> g E R SRR SRR * o

2. FAon pp AL RTFFRARIREE S 7 aflibercept & &
Froard 2 GHTEF 23R T8 ) s T T e i &k
BipART L FP AL ETFF (VEGF) Bildrdlenisf p i
/A UL R A B F A BEEE IR By o) 5 B/ 2 6 0% 2] 3 o Zaltrap
Bdn2 5 J3 R A PR G TS blae R BRE SRR L 0 B
R R#izmd§ 2227 ;{ ;5 @ 7 lenvatinib = 4 Z 5.3
v 3HE 62 Lﬁ;b._,‘_‘ , i\.l’l? .\Q,J‘%g_Jc;e_!
AR P 2 l?ﬁﬂ‘]i—"'i\ =R 2T %F-“‘f"”f 1 ABBR & o

3. AFRLFRAFEHIESAERREIE- BB RFLH S

@ EE ) SR N A
AR SR A IR S S SR L SRy Y,
%wﬁﬁ&ﬁﬂ&*&gﬁwﬁ*é#ﬁhﬂ@m&%°

20 RARY 2EPES L PR LR TS RIS IR S L B
R B A2 AR F R e R &b AR AR

PR e A Bk LB BE o
3. L_Fa'ﬁrléq*ﬁhi‘ﬁlmrﬁ&g&uﬁq"‘7 }P‘f‘!&’a")@%}é 'E\‘}_ﬁé)?‘{:m
fobe SRR "G TR B R TF]F ¢ 7 F L BB R




o B TREA Tk B B 3
o g E > Hs e FF A e 78 R g iz #E (Marfan
syndrome ) ~ x F 3| % ¥4 #7-2 2 21z 1% 3 (vascular Ehlers-Danlos
syndrome ) ~ B % X # %% X (Takayasu arteritis ) ~ E ‘m?2 &% #%
(giant cell arteritis) ~ E % # <& (Behcet's disease ) % i *
fluoroquinolone #f % &- o

4. B ZPRIE AELDEPERS VEEREILR 2 a4 T E AR
SERT AR G T (B R PFE) o

5. FRARBRABARY L F P A2 KPS RS HIAEES
2R BRI AFE T EYPRG IR g e F RF R

O BABILER:
L REFFBELELCFR AL PR 2 Y FL FFbl- Hm

20 2 4 2 k=
-mm?%o
&

ﬁ%’w%#%EWﬂwwﬁ\mﬁz%ﬁ’ﬁi%§ﬁ§%ﬁ
B4 o

3. FRHYEFEFRNGHRAFRE AL T EAFRALS

F‘E‘R%Aﬁ* AR F G R (JRY ) BRERT LE R ARG
= W IR L W?WWLgsiWﬁ#ZKF@iﬂﬂwﬁlﬂﬁ
TRRE o FH P AR i B R 02-2396-0100 0 g
https:/adr.fda.gov.tw ; %2 AGJIIN & F-F 4§ L F A FLL 2L
Protae WEREAM FTHEF TR DHWATH L EFSR G EH
Z@;i& > rg;}-’q‘:;}ﬁﬁ X5 o




CENE S ERAIEYVEIE T r R R T SRy ¥

® Vandetanib

Vandetanib £ - 8 s #0414 o 4 7} 325% 37 vandetanib # 3| iR s AN 0 ¢ 324 L 4 £ FF L HMEGFR)NE |~ ik H 4 £ F)F

% R8(VEGFR) ~ # % € #(RET) ~ 3-v g’rgf‘;azgr;;;;rg;(BRK)ﬁmb R~ TIE2 ~ EPH < 48 jpcfis 725 0= |~ {oftiefk Jrfs Src = ﬁ SRY EAL
B pEIRRL ppE S | S ¥ e sty 2 }}%I““E:ﬁi’ AR S A S R B A R TR PE o Rt 2t P BN

5 4 desmethyl *#4 » § 3R 7~17%: vandetanib % % € > 1‘ VEGF % #4(KDR and Flt-1)2 EGFR £ & 3] & £ 5 4p 022 r4 |5 1 o 48 ¢
vandetanib #r$] ¥ 8 m e fop L re ¢ & 4 4 £ F)5 (EGF) i R p Rl e mifie 1t > fop & fnve ® VEGF T jeenfit vefik jefis p ik
fL oo i_n?"’ ‘b g 4 AHCA] Y s vandetanib Fr | p L e B A MR 2 FoRTe B A S o AFEW) BB ECE Y 0 %5 vandetanib 0
W mre A e F A A s BN PRt Lol R o

. WA E AR F L e % kI iERE AT R B;jﬂ{f}ﬁ:}% c 32 SRR Ao R R Lk A (aggressive and symptomatic

medullary thyroid cancer (MTC) in patients with unresectable locally advanced or metastatic disease) °

® C(Cabozantinib

Fgob 2 i 2 /8% e & 47 BEon 0 cabozantinib ¢ e fE ek jFofE i [ (tyrosine kinase activity) > ¢ 7 MET(PFiwm?s 2 £ F]+ < #8 §-v9 ) ~
VEGFR-1(x g f & 2 & F]F < #8-1) ~ VEGFR-2 ~ VEGFR-3 ~ AXL ~ RET ~ ROS1 ~ TYRO3 » MER ~ KIT ~ TPKB ~ FLT-3 %# TIE-2 - ig&

a e bRl e £ AE 5820 SRR F o ve 50 2 o ve s AT > AR A S BB e A R AT S BN MR MOR B
EEA
1. T lwowefk:

i (1) AB R Eicha? R/IERR G T o s 4

(2) £ G4 F T2 i (anti-angiogenic therapy) sk 8 § fm *2 s 4 o
2. Mm% 4258 4 sorafenib ip g 2 R g 4 o

® Sorafenib

Sorafenib & — fAjgcfrdrd & 0 LW BBk Y ¥ F KRR w3 4 o Sorafenib A F F #r4] § fAiwre b (CRAF ~ BRAF {r % % 4] BRAF)Z
‘w?z % o jcfis(KIT ~ FLT-3 ~ RET ~ VEGFR-1 » VEGFR-2 » VEGFR-3 4= PDGFR-B) ¥ /& P %0 32 5 gt jrfe ¢ 3 Bofd & "6 8 o fe o7t 4

A

oE WiE @ F M 4o foimre k= B o Sorafenib Fr 4| A KT R Tt Rpeaigd £ 2 L H 2 0 A LA AT B P AR A SRR
B R ofN 2 BLR T4 3%k o Sorafenib 7t g A i A @ ;{J—B;’F}%mnﬁ}zﬂ 4 E o

§ 1. #HES R —i/{h‘lyxf PR RS B RIS R B RS 4 Pz a8 i v R (HCC) o

2. B T mpRCCO)E & &K 1nterfer0n-alpha £ interleukin-2 jp fr A x> A3 FENL A BES IR 2B o




3. sl s En2 fp 3Rt & @A M ik 17 12 (progressive) & it A] ¥k SUR(DTC) -

® Ramucirumab

Ramucirumab £ # b £ # & F]5 £ 48 2 (VEGFR 2)35424] » ¢ VEGFR-2 % & & [2 %8 ¢ VEGFR fe #(ligand)-VEGF-A + VEGF-C %

i VEGF-D /¢ & o F]p#* > ramucirumab i #7$|fe 8 {15 VEGFR 2 /&t > i&d Prd|fe & o 2 B2 AP L we afi & o
Ramucirumab %48 p &> 47385 @ BEIRFrild g A72 (5% o
L%
(1) Ramucirumab & * paclitaxel 3§ * **/5 % &+ 3% % & & % 3§ fluoropyrimidine §v platinum * £ /5% 17 5 & T 2 BLap e S e ’ifjl:}%
(#3634 & AR -
(2) Ramucirumab ¥ — 4 3 % 2viof & Fe X 2 3% < i§ fluoropyrimidine # platinum f* § o A p B > 2 3§ &4 7 paclitaxel
Fiom L SRR RS T 6 R & AR -
@R | 2. 22] e % (NSCLC) :

(1) Ramucirumab & * erlotinib i§ * ** % - # 5%k 2 7 2 £ 4 £ F]F X #¥(EGFR) % ¥ 2 gg,fg, L] v n#;fgp o
(2) Ramucirumab # * docetaxel i§ * *v75f & 4% ‘\:#{p,‘ i 7 platinum it #5519 R & 1 2 kAL & A 2] o re R

3. * % ¥ %J% ! Ramucirumab # * FOLFIRI (irinotecan ~ ¥ % %2 5-fluorouracil)if * &5 i &% 2 & % @ bevac1zumab . oxaliplatin 2
fluoropyrimidine 7z 9 5 & i+ 2 ## £ < % £ % K (mCRC)
4. *lw* f(HCC) * Ramucirumab ¥ — % if * ** 3% X i sorafenib /2 ¥ alpha-fetoprotein(AFP) 2400 ng/mL 2 #Fim % J o 4

® Regorafenib

Regorafenib £_5 fE¥-F jfcfis 2 e N jcpis cho | &0+ Fr ] > Sp L ps 58 0 L ¥ chimBe st 0o R RS ORILEAR > ¢ EHMEE L v
Bo AT @B R HEELR o bl A aE A o regorafenlb F Pk Jk B PF o regorafenib & H A A P e &S
2B+ M-2 &2 M-5 #r4]7 RET ~ VEGFRI1 ~ VEGFR2 ~ VEGFR3 ~ KIT ~ PDGFR-alpha - PDGFR-beta ~ FGFR1 ~ FGFR2 ~ TIE2 ~ DDR2 ~

i TrkA ~ Eph2A ~ RAF-1 ~ BRAF ~ BRAF V600E ~ SAPK2 ~ PTKS5 ~ Abl £ CSFIR s 4 o 48 p $57] ¢ > regorafenib 3 -~ &7 % #-7)
B Npig #A74 8% 5 £ 5 B REBHBEEA Y BR NG L Lt o S REAFEABE SR S E AT BT
% o Regorafenib » % % A %7 % 3 Bopeh- B REFEHERANZ A B AR BRI Y > BRIFLEH TF o
I =% % %k Regorafenib i * v L3 &% T 715 2 #1124 % 8 % R(mCRC)p ¢ > % ¢ 7 fluoropyrimidine- ~
oxaliplatin-fr irinotecan- = A # it F » fedrn g p A 2 £ F]F (anti-VEGF) % % 2 ¢ % KRA % & 2 3| (wild type) ] § &= i 4 2
R £ F]5 £ #8(anti-EGFR)} /% o

2. R ER AR Y ek A § 45X imatinib mesylate £ sunitinib malate 5 4 2 5 IRELEP ~ AR S ILY T E S




3. MFmtEofp L oiE h NI ¥ # %X sorafenib j 5 (i Fm e :)%-(HCC)-‘}?& Ao

® Ponatinib

Ponatinib 3 — jcfi# #r 4] #|(kinase inhibitor) - # %8 *} > ponatinib #r#] ABL ¥ T3151 % % 4] ABL ft ¥<fk jcf# (tyrosine kinase)is 14 >
ponatinib 7= 4| H is grfF s 0 ¢ 35 VEGFR ~ PDGFR ~ FGFR ~ EPH % #84r SRC #2%jcf# 2 2 KIT ~ RET ~ TIE2 §- FLT3 - %EZ

B *t 5 ponatinib ¥ 4] £ I ¥ & R B BCR-ABL w2 514 » & 42 T3151 o 224t PR e 4pt » /| & * ponatinib jpf "8 X7 £ 5 & F &
T3151 % % 4] BCR-ABL %%~ | o
Ponatinib &_— #& fiz <& jrfi= #74 &l (tyrosine kinase inhibitors, TKI) » i * *% :
Lo e ik o036 TKL SR b dh ~ 4eit 5 & & B9 MR F R840 & s (CML)® 3 35 4 ¢ HH & B = 129 & g5(Ph+ALL)+ 4
§ e L%
2. o T31S5] Bz i ~ Sed A S P REF REEY £ Jﬁa(CML)zV T315I Btz R334 4 WIEHEEHT 2o & :},‘ﬁ(Ph+ALL)
HARE
® Axitinib
Axitinib fip s JOE R TV FT IR IRELERS 0 ¢ d5 L F M L 2 & 1T X W(VEGFR)-1 » VEGFR-2 2 VEGFR-3 £1F % o g 4% 5 40
¥4 4 fop it BATA ~HBmA L2 ORpi B oM o W2 X RGE% e P axitinib F 4] VEGF #7454 chph L dmfe B 4 83 5 hiEh o B
B AEA AR e BRS¢ 0 axitinib 7 #r 4] 2 £ {0 VEGFR-2 shgiph it iv % o
i BE | Axitinib i * 2075 © 4% X i sunitinib & cytokine jpf 4 Rreat ) § w7 j(RCCO)H & o

® Sunitinib

Sunitinib malate & - -] &+ » ¥ #r4] 5 f& ﬁ%m&ﬁﬁ;‘;&'ﬁiﬁf XHERTK) > £ ¢ 5 &£ RTK #7854 £ ~ HILits g ATE ~ fphwe @4 5

B o 3= sunitinib 3% § fikchs ]S 118 R 'J FaTA 2 & F]F &< $(PDGFRo f- PDGFRp) ~ & g A 2 & F]F &< 18
(VEGFRI1 ~ VEGFR2 ~ VEGFR3) -~ ## w% 7|3 & < %“'(KIT) 7 Fms f "=fs jgcfiz-3(Fms-like tyrosine kinase-3, FLT3) ~ ## % 1] ]+ & X ¥
% — A](CSF-1R) ~ 1 2 fRit B mie jim 4 A S8 & F]F &% %*"(ghal cell-line derived neurotrophic factor receptor, RET)siafr 4] & o 12 4 it felm
¢ o 1772 F sunitinib € Frdigdt RTK B4 5 » 1lmfe H 2 2 4738 F sunitinib ¢ Frd|H w0 o B3 & RFA L A2 L 2 e o7 ¢ gl
22 sunitinib #f 17 © Sunitinib % % JL RTK thie £ & R B4 e a3 % ¢ B0 U s $r4] 42 RTK (PDGFRp ~ VEGFR2 ~ KIT) g fis
foon f- BORE e RICAAR T U oA E R G K o REMBEGED /S P E S e B o MR SR AT sunitinib A Frdl & RS &
% % 2 {f¥¢ RTK(PDGFR ~ RET ~ KIT)eh# 8 fm e 4 £ » £ 4325+ 37 ¥ & $74] % PDGFRB 4= VEGFR2 $ i #f # s 4 4 & o

I % 3 i & F 8% (GIST) * Sunitinib i * ** imatinib mesylate io % ¥ IR A /B E - S HZEIRA 0 L ;1 2 % % i B F "% (GIST) -
2. 84 ¥l H(RCC) © Sunitinib 3§ * >tiof oL & @A 1§ w5 L 5 R 7@ S (clear cell carcinoma)]
3. &AM & R (pNET) ¢ Sunitinib if * NI E M 0 & jE “ﬁ? AL T R AF 2 BERAY IS A R R e A ke




4. F i 2o B ¢ Sunitindb 3 Y FARF R & T I Has Am A TR S B In R o

® Pazopanib

Pazopanib ¥ - f& % & feipfapaird B - i¥% p e 7o g p L 2 & F]F X 4 (vascular endothelial growth factor receptor) VEGFR-1 ~
VEGFR -2 ~ VEGFR -3 » & /[ 74 4 & F]3 % 48 (platelet-derived growth factor receptor) PDGFR-a ¥ -f » 4 a# w@e 4 £ F|3 < §8
(fibroblast growth factor receptor) FGFR-1 ¥2-3 » 'm#2 jir% % %8 (cytokine receptor) KIT » % = 4] /i v 2% X %834 % T ‘w2 jfcfi# (interleukin-2

1 i receptor inducible T-cell kinase, ITK) » & x B 4 % _§-v F it "<fik fs (leukocyte-specific protein tyrosine kinase, LCK) » 1 2 5 %ok v < W
24 fF (transmembrane glycoprotein receptor tyrosine kinase, c-Fms) o %8 “t 322 %% L > pazopanib ¥ #r#] VEGFR-2 ~ KIT ¥ PDGFR-f % 4
WA PRl Eenp WRHE T o B RS R T 0 pazopanib ¥ $rd] ] B8N d VEGF 3% #¢7 VEGFR-2 Bific it ~ /| Behm ¢ 374 > M2
RN A SRR R S & o

@ Lo s Tl & - MG o % 0 C R e ok (cytokine)in B 4 Rrz I Fim i o B E

2. Pazopanib i * *Mip L@ 4% Y F o s e B(STS R 4 -

® Lenvatinib

Lenvatinib £ - f8 s #4114 - € ¥4l § p L 2 & 15 (VEGF)% 4 VEGFRI (FLT1) ~ VEGFR2 (KDR)f= VEGFR3 (FLT4)2. ifcfis i 14 -
%3 drdl- dmee sl eh s lenvatinib 1B g«‘;»’r’ﬁ:' fops FIE F B4 R £ ol & AP M 2 i #L $ e 4 K TS
(FGF)% % FGFR1 ~2~3~4; 5 /[ } #74 4 £ %3 £ §(PDGFRaq) ~ KIT 4= RET ° Lenvatinib f- i § FGFR 3t &, & i i3 Fm o th ¥ £ § fo

¥ 4 f@q 4 e s b REFRd] FGF < 48 20 % B (FRS20)2- Bf& 1 o fle R ] BB 050 ¢ 0 lenvatinib € & ° "R B B E vl im¥e > i 4ol 1t
F M T w2 > ¥ B o1 lenvatinib & * FLPD-1 H $kFh v  H fhig * H ¢ 3 - Lk B s b { 5 o Lenvatlnlb ¥ eyerolimus eiE #
,,bfgf,ﬁmlsggm 2pu g ek o Bk A E% Y R A MR LR 4 v 5 F 2 A2 VEGF e LB 2 G HA
BEAT DY - EER* L H R {3 ﬂﬁ A KRR fm P g e F"’ﬂ?ﬁﬁ MmEER o
Lo &g gk ”’Ff}%(Differentiated thyroid cancer, DTC) @ if * *S bt jof @222 8 (7 > 2 5 R INaidp N2 4 39 R “)]1&'
Z_ = A }f% A o
¥ ‘w*¢ Jg(Renal Cell Carcinoma, RCC) : if * **fr everolimus & * jof 8 S < - fhdid g AT2 Fi2 o T lwobe B & e
FRE | 3. "z (Hepatocellular Carcinoma) © if * >t & j# £ jirr T2 e INe R 2 R e s A
4. 3 ¥ P "R (Endometrial Carcinoma) : ¥2 pembrolizumab & # if # 30 &4 i > LN K (8 B R AR S SRR e S P

B L3 B ik 7 48 T (microsatellite instability-high, MSI-H) % 45 3%-fie ¥ 2 42 5 &t 7 & (mismatch repair deficient, AIMMR)2_ 6t #p
—; ?’ F\ ngt}%}ﬁa A o




® Nintedanib

Nintedanib st #r#] % 8% ¥ e vepk jpofs (RTK)fr 2 88 it < jjcfs (nRTK) -] 4~ + o Nintedanib # #r4] 7 7| RTK @ & /] #4724 2
% 4 (PDGFR) o & B ~ 4 &2 % 4 £ F|5 £ M(FGFR) 1-3 ~ & # M & 2 £ F] 5 £ #(VEGFR) 1-3 ~ 3% {13 F5 1 £ #(CSFIR)2 12

2E93

Yo ME;wﬁ%ﬁ3@ume%nFu3%ﬂmrwg&%ﬁ,ﬁwrwﬁgmbwm@%ﬁﬁ@onwmmgﬁiwwaw%rw%

ﬁﬁiﬁ&ﬁﬁﬁ@ﬂﬂiﬁ’wg SR NN AR L RN R Rl R E PR R e £ L i
*t > nintedanib 7* € #r4] T 7| nRTK : Lck ~ Lyn £2 Src jjcfix » FLT3 v nRTK #r4] (¥ * 44> nintedanib & ILD & - PR ELR H P

o

- 1. % 3ip 25 19 g i (IPF) -

2. #1x LA g M2 B %5 ¢ Nintedanib % 0 8 2 2 AT 1§ B2 TS 5 (SSe-ILD) s 4 % H i T R R o

® Aflibercept

Aflibercept ¥ £ X 3gn 'F.' nAAEFF A (VEGF-A)~ 4 80 ? nA 4 E T3 B (VEGF-B) 2 4 #gPsdz 4 £ 713 (PIGF) 4%

gig i 4 |2 Fe 8 (endogenous ligands) si4t i » aflibercept ¥ e H b i < R i g 2 7B 1Y o oA (FH g R0 R F ) =
b Bl B o KPR % hig % ¥ 5 1 aflibercept § el p A dmie i 2 > FptdrdlATae f chd £ o Aflibercept ¥/ KR
R drdld TR .

X oo %’%—‘r}

M

f2 %

e AL BB ok o & S-fluorouracil ~ leucovorin ~ irinotecan-(FOLFIRI) & & i * > jnfr © @ * 7 5 oxaliplatin i 5 2 & 7%
SR ﬁﬁ%%ig&%&

HE 2

® Bevacizumab

Bevacizumab £ - A€ it it HpRyadl > VEH P ST A g A 2 K FIF(VEGF) X ¥ fr# 2 £ 542 - Bevacizumab § #r+]
e VEGF & =3 fl'wmPe & 5 F e §8 Flt-1 2 KDR % & > ¢ {0 VEGF 02 $= /5 m % M % mﬂ_}."ﬂ/é« ’%ﬁ rh PR et £ oo d ‘Fvg;ﬁ,
T AR BN R 84S 8 R B30 24K 7 bevacizumab ¢ H # Bl SR 2 B 5V F Rl H A G arRE e 5 SR~ SR Bé‘%” T & W 7 H;TL
B B R AR A 0 2 AR R g i 7 X M F il o
. #HH %32 %% (mCRC):
(1) Bevacizumab £ 3 § S-fluorouracil 5 A#H - Ffiz £ H R * > 7 TS @H BN D Hoom L hE - Sp o
(2) Bevacizumab £ 7 3 S-fluorouracil/leucovorin/oxaliplatin e7it 5 5 ;2 & & @& * > ¥ 12 i% 5 L3 4% 3§ /2 fluoropyrimidine 5 X #
F R L B ki3 @ ® A ¥ X i bevacizumab Jo o g A 1 K S B K Ty A NG e

(3) Bevacizumab £ 7 3 fluoropyrimidine-irinotecan-s* fluoropyrimidineoxaliplatin- 7 A # it F iz & H @€ * » ¥ MG % -
% i 11 bevacizumab & ¥ 1 {8 it 2 @A LA A E s A hE 2 SUSR o
2. ## L5 % (mBC) : Bevacizumab £ paclitaxel & & i * » ¥ 2/ iis HER2 (BB L5 o £ h% - SUsf o

e




3.

LA ST RE(WHO ¥ 4 %) - 4 592 i f : Bevacizumab ¥ i@ # 7 % 3008 8 32 {80855 © 7 Temozolomide i

F\ 2 C BB R LR 4 pr2. A A 592 w2 B (Glioblastoma multiforme)4f 3 2. = 4 oo

BLEP ~ A% e\ 4R B M2 d sk 2] do e 5 R (NSCLC) -

(1) Bevacizumab ¥# carboplatin % paclitaxel & & & * » ¥ 12 (% 5 & 2 > “,/TT SPELHP > A L S AR B 2k 2| R R A -

(2) Bevacizumab & * erlotinib » ¥ 1% 5 @& ;= £ jiv*» "ﬁv‘ L B ARFLEF 3 2 A2 R F]F L R(EGFR)E R R a2b ik
o]t R s A R - BUSR

Ty bR dmie s %‘l ‘P ¥ g 4 14 "% %% (Epithelial Ovarian, Fallopian Tube or Primary Peritoneal Cancer)

(1) Bevacizumab £2 carboplatin * paclitaxel & & & * > ¥ H jpi# * bevacizumab > ¥ M i 5 2P 5w Hhor i + 4w - ﬁg,] -
2R LR A e X A S “T [CEPEY) 3

(2) Bevacizumab ¥ carboplatin 2 gemcitabine & & 8 * > ¥ Ui ¥ £ X B F - AR 7 4045 Z - (Platinum-based) * B 5 F FHEL S 6
f[% TERF(T o HIAEFERE ) P A Y X bevacizumab & H 5w F 0 A o 4 & F]F (VEGF)Fr4 & & g P A ot

£ F|F &2 B2 ¥ £ $ (VEGF receptor-targeted agents),p}%‘ AR R A e s iy o BRI A LR o

(3) Beva01zumab 22 carboplatin % paclitaxel & & & * > ¥ H jpi¢ * bevacizumab /5 > ¥ MG H 2 B LR X M2 g fde i
Lt R R R ¢ i

(4) Bevacizumab & * paclitaxel ~ topotecan £ pegylated liposomal doxorubicin ¥ 12 5 # %X i 7 40 4f % 1~ (platinum-based) i* F /v % ?é
ORI PMERF(T  HIHEFFLIREE) 2 BRI RQE2RAC R RS A Y 42X F bevacizumab & H B w g P 4L wie 2 £
%1+ (VEGF)Fr 4 #| & o ? NA e 4 £ RS R B2 ke Z (VEGF receptor-targeted agents)2_ 48 % 177 & + & ‘m % Jp ~ ﬁ;l op Tg,v
BB LR A fhie T o

FEE S RFHENES M2 3§ % (Persistent, Recurrent, or Metastatic Cervical Cancer) : Bevacizumab £2 paclitaxel % cisplatin & & i

R ORI FSE RN ES 2 3 ¥ % o Bevacizumab £ paclitaxel % topotecan & H i * ¥ O* 3@ E R Z A E S S

% (platinum therapy): 4 ZEFE - RBFBAERBE T THEE -




