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Research progress on lenvatinib in the treatment of malignant solid tumors

B 2 . HAEER FH(RZEHKXKENBER 249454 BERNBERESFFRAF S FETIE
8 E BRIE RETEEMNBIERESFH TP, RE 300060)

o
L\

[# ZE] Otk 8 Uenvatinib) & H A T (Bisai) 2 WA I AR 77 1 —Fh 22 418 500K 22 B2 UG 410 1) 77 (tyrosine kinase inhibitor,
TKID , T $il) 22 S st i afn 5 A2 i 40 PR 384 5 170 25 80008 196, 055 I 87 PN B2 2F K [ 7 32 4k (vascular endothelial growth factor receptor,
VEGFR) 1~3 i £F 4k 41 ff £ K [ F 52 4 (fibroblast growth factor receptor, FGFR) 1~4 | Ifil MR AT 2E A2 4 K1 52 44 o I J Jeg JE K| RET
FIKIT, X A5 538 1 O AE T AIF 78 AP e 55 55 22 Tl o g (0 Jhc A e e AN R TG A DG, AR Je T LAk FELIT DA e %
SRR g AR VR R o 2 H 0 PR BT A8 P 1 8 2R R S e o) ) o, AR JB 2 M — [RI % VEGFR A FGER A5 #1 il 4 FH 1)

TKISEZ ). £ — R IR IRE T, A e Xt 2 M s ity 52536 ) 7 ORI 2 T it — B IR RIESE , 55 At 250K &R T I
e PR L AE AN T o A SCUR IR AT 47 SO AR 8 J& 7E HODR JIs + FF 4 P ' A B 0 VA IBRE L /0 0 it s DA BT 8

IR E SRR YT TP T .

[XB2IR] FOR M s Tt s 5 A e s 7 0 0 s SR/ A M it s TR JR G 3008 (R B 8 s 2 THE IR VR YT
[hESEE] R730.54  [SCEMFIRED] A [SCEHZ] 1007-385X(2020)04-0445-07

LB JE Uenvatinib) & —Ff 1 Il 1) 22 B AUBS 2
T B U1 1) 771 Ctyrosine kinase inhibitor, TKDD , AJ /f H
T A B AR K B 7 %2 4K (vascular endothelial
growth factor receptor, VEGFR) 1~3 . il £ 4 4] g 4= K
- 524K (fibroblast growth factor receptor, FGFR) 1~
4 ML/ AT A AR K R 52 4K (platelet-derived growth
factor receptor, PDGF-R) o % Jif i 2% [A RET F1 KIT 45
B e 2013 4F () — IR SR I, AR JE X A
RET 1% 5 (CCDC6-RET filt 5 J& [K] ) i F AR i 96
(thyroid cancer, TC) 40 il £ A W & 1) i 14 58 15 A -
2014 41 55 — TARIT FEPHIE S T B AR 8 Jé X FGFR 1%
Il A K ER] . BEAN, YAMAMOTO 450
IR 1G4 8 e vl 1] VEGFR M FGFR 15 518
A FRMAE AR T FRER, SR R/EN
— T B B MR 25 T A N I R RS . 2015 48,
CARE e O bk 1 £ 52 B 3R (Food and
Drug Administration, FDA) ki i F T 16 1 F5C S 4 fil
M ¥ P 23 10 1 R 98 (radioactive iodine-refractory
differentiated thyroid cancer, RR-DTC)"; 2016 4,
B3 J8 WA K 4E 55 w] I 46 T 6 30 ' 48 Jf 8 (renal
cell carcinoma, RCO I J5 8210971 b Ja & & Je
B 4 HE BN AS BT U B B 40 B i (hepatocellular
carcinoma, HCC) ] —ZRiGy7 259 1k H a0 T
OB B 2B 2GR YT R S AR 1Y) 2 T Il
R3S 5 fE A Bk AT o R SCR S0E JB
TC. HCC. RCC. ¥ & W JE J# (endometrial cancer,
EC) . FE /) 41 ig fili % (non-small cell lung cancer,
NSCLC) F1:% 14 22 ¢4 278 (malignant melanoma, MM)

S5 SIAARE e PR U8 ) B F 7 3 AT 2R 1A
1 SHRERETCHHEHA

2015 SF i, X6 5 B SIS0 1 R v 2 R S
DTC &%, BRI T REFHR . L HHE
B G IT 25W & 3 3F JE (sorafenib) , £E I AR ITTEA
55w, WAL G HE J A2 A7 B (progression free survival ,
PFS) N 11N H , 2 WM 8% il % (objective response rate,
ORRO A 12%7 e A HE 3-8 — i B8 A R AL 17 254
DA RE A T PRI 76 1 TC i3 1 AR A7, AT 238 Tl
J& R A R E R 2 — . SRE JRIEN—F 2
B SUTKI SR 259, e BT 2 2% 5 TC K AR K R AH %
55 18 %, A E O RIT M 2459 . 1R Y]
() TC /MR BB 5255 vh , A B e St e B s 2l
iR AR, HAL ] 5 O A Je 40 i) i A A 5%
5 A K, EILRESCIS SR T, W AU R T
THRIE RS, FFIGIR R A B Je 167 SEA R 1Y
AR R .
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— LR A TR B JE 1R T RR-DTC 1 &R
TERE 7 11 PR Ee ™ , a8 g\ 1 58 45 RR-DTC
B, 40 144 H BT, ORR A 50% (95%Cl=
37%~63%) , AL 5 12 J&& I 7] (time to progression,
TTP) N 3.6 ™~ H , H L % i ¥ 2L i5f [H] (duration of
response, DOR) 2}y 12.7 ™ H ,# £ PFS Ny 12.6 ™ H -
X —FARR I 50 25 R HESN T TR I PR 58 1) T J
TE— U6 L AR B Je A2 B 73R T RR-DTC KR (1)
Z 1 RUE BTG AR SR EE P , T8 i BE AL 23 20 %
#7261 B EEZ OMRE BIGIT, A 131 6185
Weeh 77T ZEF . RASERER, RBRANH
AL PFS N 1834 A , 1M 2B 711404 3.6 I~ A (99%Cl=
0.14~0.31, P<0.01) ; [ B , © & & JE 4 1 2% fif N
64.8% , 4 15 5¢ 4= 2% fiff (complete response, CR) , 165
#8473 2% fift (partial response, PR) ; %2 & 5f1] 241 ORR (N A
1.5%(P<0.01) . ©A%#& Je A 1T 40% 1) 3 I
TVRIT M RAS R, Hod B B 2 10 2 I R
(67.8%) 1§15 (59.4%) LA e 9% = J5 71 (59.0%) « k5
R LB, O E B RE B 2 2 K RR-DTC i
B PFS LR, B RERITIEH . RE#
ZOREBEREITNEERN TRERNAENAR R
IV EDNE 2@ N =Y A ARG BORTE CSolE =T TES=] S
WFFCIESE T &% % JEXH T RR-DTC HIIRTT RLH , 7 H.
HA— Mz s,

15 2 Tl PRAR S0 Ha i) Bty b, AR B e 2T
2015 -4 5 [ FDA fit i FH 77697 RR-DTC &% , 1
KRB AR JE X FoAth SR8 7 R B8 AR 7R A
B

2 LHREBRAEHCCHBINA

21 SRBREHAEHCC T

HCC 13697 7 Ak B 5 e 43 B35 UIAE O, 4b
T RA AR HCC nf LLd i AR AR YD L W Rl 30 ik
7 # 2E R R 55 7 20T DATRYT (B T A AT
VIR HCC LA K& T ik 52 FoAth TKI R 2 1)
55 A ] LR B B HIR T T SR, A BHRIR
BH , — S 4f iy X -7 45 VEGF .FGF .PDGF %} HCC [
AKVGIRIE VRS TR S8 Jé mT b
A T IR R SR BT MR R E R .

w1, N T AR E B IR IT M HCC B3 1)
CARMENA M, — S E TR T — DT R 2
(B T /11 AR, 78 T WIREe h e T &
AR 25 ) B K 52 5 (maximum tolerated dose,
MTD) , s £ 56 1) F 2577 89 12 mg/d, 28 d N 14>
JAMA . ARG 220 T HRRER H, N T 46 19 10 4L 21 %
B R LS N HCC (1 8 3, X 28 B 35 3

AR & FARIGTT IR IR 5% EHEZ &
B CBIT G KRR MLV i & R g R X e iR
I AL TTP N 7.440H , AL 4473 Coverall survival,
OS) N 1874 H o 4615 35 o 17 41 (37%) Wi 155 3K 15
7 PR, 19 (41%) 151 2 35 193 15 e, B AR Pl 46 1)
ORR H 37%, J5 97 2 ] Z (disease control rate, DCR)
NT8%. XK T BRI TE — e FE B L UE ] T %5 =
A% e A XA T YIRR HCC iR T R DL
AT 52 R 25 0AS BB

[F RN T B E O AR B Je AR N 7 IR T A
R, ATSUSHI 5" 7E & A5 Je 16 97 e AN AT 1) B 1)
HCC 35 10 1Bl i 1 F 55, 4 5 DL 15 8 2 52 it
KR Je BRR BLAR SR VR YT HEAT 2 41, TEGN N1 49 45 &
L 29 ) ¥ e R AR R IR T, A 6 i [F B 4 A
REFG A AR R AT IR YT . A IS R E R, BT E R
() ORR 4 40.7%,DCR N 85.2%. TEXIUAE A 1%
B Je W36 97 i &5 3% o ORR A DCR 43 %1l /& 50.0%
A 87.5%; 1M 1EA TKIZKZ5WiR 97T LI & 1, ORR
FIDCR 43 Hll 52 36.8% F1 84.2%. X LeH 4 U B 1 %
TRGA T TKIZEAWIEST LR EH, O E e # A
HEAFIRITIE ST

FEXT H bR V6 97 B RS H, AR e R I
T HABIT ROR A . I B AR B R X LR
R R AR R ARHE VR TT 1 2 O I I AR AR5 A, AR
B (n=478) 5 R H1EJE (n=476) HH EL , B35 (1 47
AAF I TR A IR AN R, 4300 O 13.6 A H AT 123 A4
H ABFE AR BT e bn 7 T, SR e HE R i
el B ER G SR EH AL TTP . h i PFS
I EER (8.9 vs 3.7 7.4 vs 3.7 H ), ORR W
BHETF(24.1% vs 9.2%) o KEHHEFR YT, X HCC
B F SRR RIT RO S TRAAE R R
7, 1 H B SR TE 25 AN R 0y L ER 3 1) 245 ) T
ME T R RIS Z A A R 2, R
TR E T
22 CRBRILA LEAE 2 I9H F A HCC P 8

TE B 25907 B 7 I 2R R b S AT T E T AR
R OARE: Je A Ath 25 P B B F X HCC /97 R4
M — Le FLRIA 7T, &4 % Jé 5 PD-1/PD-L1 il 71
I FH AT RE 2 4 /= PD-1 17 2. 7E IR PR ATBIE 7200
O & PR AR AE J R PR 8558 mh A FR O B 28 U 4 R 1)
Ji 983 AH 5¢ B 5 40 B (tumor-associated macrophage
TAM) [FJH & o 3 i B TAM {5 20 i D] -1 R0 4 %8 1
T2 AR RIE KT R AR AR A T AR e P O
TE— U FE e W L35 43 0 S T LL/2 [ 36 A it
PR VH22 [F) Rl HCC #5828 R CT26 [ 2[R 45 g e
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R 3 2N, 9 4 T 4% B JE B A PD-1/PD-L1
FHFNEST o AR SLES R A 1) PD-1/PD-L1 #1551
S MATER 2R BT (— B N JRAL 4T PD-1 ik, fe il
REL Wb 1% 168 126 62 21036 97 s AR D™, SEIR Sh L
N 1B 3 AT A, AR B JB 1A T TR R 3 B P A 2
B2 A5 R B L 2 A e R A K, A H22 (R R /)
BOF U H R . %N AT RE 5 2 B 2952 Th Al
Th2 4 i H 77K 96, X — SR A/ iE B T %S
JE W WA TER 2R R BT E P MR V68 I 7 8 B RTAT 14
ESE G

BT DL B EAS FL R, — Lo 7 E AR
AR Je A 1R Bk S H I R VR T S AR R
AIREME . LRI B — DT bR 25 1) 2 Hol T b I IR
IS R INOAR B JE A AR ER BB 0y R AR
TBIT AT YIBR B HCC B3 I i 22 S RN 521 . 7F
Bz 2 M AW AR T I 67 B B b, B H
i (2019 4E 6 A 30 H) , PR 26(38.8%) #] , CR 15 4
(6.0%) 1] , A1 1E 15252 J5 816 97 A 34 (50.7%) 11 5 i
H B F I ORR N 44.8%. [iti 5 BRIE15 2 B35 1 Ar
VB 9T N B2 8] 117 AN H (95% C1=7.8~17.6) . 42
(62.7%) 5 B I 7RI A R R B, 5 2 /iRy
LA, A T AR R o 259 2 A PRS2 5
FEIX PR ES O ARE Je B A R 2R SR B R T
7 SRR T AR B R A AR AR E I 2 4
PR, — T A% 5 8 FME iR T 7 2 3R T I
PRAREG K 7E b ity b T R o

R TSN , AN A AR B B2 N IR
5P R R B B BTG L % 29 6 T B U RS T BT B 1
HCC # R I T B 1 g v 97 7 F L 9 HLAEXT B
I R R 36 45 1F bl A i R B T R B AR e AR vE ST
%o HETOARE B gy D fEE AT DI BR I
HCC I —RIRIT 450, B 2 RAERRIL S I
b L 1) 24 0 B YR T AR, A% JE E HCC IR YT
H AR I AT DLgE— P19 B e A

3 B RERCC HHINA

' 37 I A0 e & RCC Hh i i LK S8 7, X b 28
R B8 08 B VHL 8 #0182 F R A ANE IR, X 3
BT B AR SR 3 R 5 B0 P & VEGF Y
KA B BT RCC IR — ek, 78 I 3] sl e 7%
PERCC & [ —4ifyr o, AN T £ X% VEGF i
PR IEE VR TT 250000 AR SR I, W FL BN T
%5 2 L &% 1 (mammalian target of rapamycin, mTOR)
i F 5 RCC WK AR A %o AF )y mTOR i % fH
W7 75 PR AR 4 52w T AR AR VU RCC ) — iR 2
VI S A e R A S Y H — 61l R 5 1) H 40 f

N> B TR 1) VR TT 244 5 24 N FH B 7E 32 /55 RCC i
5 AEATE T THSCR AN B B0, PR A AN $E o
BTt VEGF i i#% 111 29 A & Jé F1 mTOR 18 % PH
PR S 5L = B FH BV TT 7 &

ERIAMIE R, 2F 1 BR85S
IEBH 7S48 B e 1697 RCC B 2P, B Ja 76— T3
Z il IF O 25 1 TT I AR R B e, B 5 3 ik —
WIRER T B e 28 5 k43w B & F W RCC
FOR I G BHRTT 2P 2 A VE RV B IR S AR 4
TEE] BLZIR YT ROR AT T R . IR RN,
Z2 AV IT I R AR S R iy A
A LE TR AL PFS A 2 3% %E K (14.6 vs 5.5 H , HR=
0.40) , A7 OS A Fr 36 n (25.5 vs 15.4 ™~ H , HR=
0.67) LT & A B Jé H 25¥8 9T 1) Th AL OS 72 18.4 4>
HE, X — e O AR B e Bk A R 4 2 R R 9T R A ER
A RCCHUAR T RIGFHIAR . T 2Tk
PRARIE 25 59,2017 4F S [ [E 37457 & J6 IiE X 4% (National
Comprehensive Cancer Network, NCCN) 45 F§ 7 £ 8%
O RS K 4EZE A /E N RCC JG 22R 97 1 T 2%
?&ﬁ[ﬂ]o

A BT R A, — Lo A T R IR R
OARE JE +Ma TR 2R 5 4007 S5 RCC HIVRIT 2R
— % HC TR T b/ 11 AR G2 5
SE T IX— T R A A2 Atk . e 4
TR, NI T B3 1, ORR N 63.3%, H14L PFS A
99MH, AL DOR N8ANH . BHHAEMAR
SN 51 AT DA SE I H T 4 24 B R 24 R Sk
1E & SR S 43 B v, AR HE I 908 VR A , 08T 1) ORR
970.0%, H 457 PFS 24 19.8 /> A, H 4Z DOR 2/ 18.4
R FEIX—B B i, A% e R e R 2k
PR TT T RHAG T R4 R % B R 7 =X
RCC 197 R0A3 2 T SE, 23 R WA 7E AT 2 4
MIFEHE A o f5 2R TR IG R A5 C & AT e, i
o TR — %87 07 RS AR UEIR ST )T BT
P . H AT B e +ia R BR R BUEIT T R O
5% [E FDA #Z 718 97 W I 8% #% P RCC B R ALY
EINER,

4 LHREBEREECHHNA

4.1 CRBEREHAECTH A

UL AESR, B 4 M EC K AE R R 464> 118
6 3 AR ) B AR RE — 25 IR, EC VAT 5 P T iR
PN — SRR AT 250 . IAE O — Ll R R B T
537 { EGFR. VEGFR Al mTOR 25 15 5 i 1% [H W 75
XT3 EC R I7 8RB OB B TE N N 2
AL RYRIT AR RGN .
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— I DA AR B B 2476 9T I EC 1 TT I PR
PRI PHIE ST T IR B 1) 250 A 0, FE AN 1)
133 45 3 o, AR HE A PP H A 19 49 S A SR 21 %W
G A, AR YR AT A VAN G 29 B R I T RS
filt, i BE R PES N5 4N H, A0S N10.6 M H o
[ IS AT 0 30 8 I 4E AE B 3R -2 (angiopoietin-2,
Ang-2) B 7K ik 55 H 24 5 B8 3 I R 3K 26 AH 5%,
Ang-2 1% /K T 1 B (n=24) Ml 7K 1) B (n=98)
A EE , ORR 73 A 61% A1 18%, 1 A7 PFS 43 5l 72 9.5
ANHM3TAH, FALOS H23AHAI8IANH . 1X—
W FL 7R 5 Ang-2 fR K F (1 I B EC f& 35 vl g <> i)
TAER YT A AT 5T 1T DA R K AR A
EA S AE I Ang-2 T DAE AN EC I PR YA T7 20 1 T
MR EDD -

TEYR T Mo B R PR B R BC B 3 I IR IR
IE0eR 45 2 ANEF T FGER 3 B 58 15 VE TT 25 M0 ol
NIRRT Brp . xR0 5 R EoR, B E e
FE N BIEAS TKIZE 25 F. 24 8 T EC BVR Y7 I 35
H— 8 1T 3K
42 CRB RIS HIZAE EI9H F £ EC T 89 2 F

— T2 s TF ARSI T b/ 1T I R B Pr
23 BTSN 1 BC BB 822 T AR B BB A A
TR BR A PTIRTT , 1X 28 B 3 32w I B A
7o WFFTE7N, ORR N 48%, DCR A 96% , AN K SN 1%
AR, 2y R A AT RGN . X —EVRIT
TR T BURMEIT R . 2 5 W — T s 25 1)
BT T AR R, BRE0#0E H 12017 4512
H 5 EDBE, 99N 53 451 2 i Ar BE VB 7] 9 13.3 4
H o HoA 21 ) B F AL VR YT 56 24 FE BREH TS A 2 007 288 o
WHEOT T VA, BIEUE H IR, ORR M 39.6%, H1{7 PFS
NTANH . A e A MR R PTG IT 7 5
VIR RAFIETT ROR , I HAE R 252407 B T
R IR BRI REIRCGR AT 39 0 LAAE , Fofh A R
SN 2 1 2 B2 o s B I R I ZE AR 1K
DRI — PR SE T 2 M2 E i () SR 6 T
HEPERES) . FETZ AR EdE , 22 E FDA.
BRI 25 i i B R IS R AR E 12019 4E9 H
17 Bt AR B e e A IR Bk L v T T Z T
BITEIR I RANE & FARBUIT AMER S LEA
e g AN HE AT R A 0 1B E SR A M EC 3% . £
ORI — TG ARREE S (U B Z B T RS
e AR AT VAT 0 L, AT RE— 200 e % iR
J7RCR, HATX — iR 58 ek T .

5 SIXERENSCLC RHIR
NSCLC 5 Bl A il 1) 85% LA |, 72 H i Frl

T iR v BOOE e e R IR o T A B 2
PENSCLC %, H i —2Ri697 7 £AU5 2 LA 24k
JT M NFERE SR G697 . SRTTZ T IR TT ROR G
B, 0 2 oF TG i IR R (1 B 3 SR U, AR SR R =
— /N BT R K R AR
ATE .

— G B ) B A A TP, VEGF B E )R IA
KA e 5 NSCLC B #F s M k. W os,
VEGF & H %15 NSCLC 3 1 75 Bk £k
W2, — MR ERURIE A — VAR R, 1R
Pt VEGF $L4A 58 % [ Ik VEGF /K F, 8% F T 9077
NSCLC &% . AR BIIE R BFFEENR 7S , 1M 25 9 F
R DL AZ BB FH 5 R 0 14 28 2 ) ORR LA % 4E
KOS, XL FA IR, E H T VEGFR i # (1)
TKI 28 25 V) e 0% X & DU A 10 45 HE 36 97 8% 5 A 2
NSCLC & MR T . B Al — L5 4% Je 78
NSCLC &35 H 280 B R RS I EAE IR P T e

TE— T % Ft TF R 210 T 1l R 560
WARE ST GRS REVESBEHRIT
NSCLC 35 697 JOR . RIS ILGN T 28 fil B 1
B PENSCLC 3%, FH 2 J5 .38 (1) ORR N 68%,
AL PFSH9.0 M H o XS5 R SCFF T o1 e
T NSCLC & & a7 A Bt ABAT) 75 22 )5 2R 72 11
XFF.

1657 — T2 F i T b/ I ARIRER S, 5F 78 3
R T B e A MR ER B T NSCLC ¥R 7 1)
ATREME . B LE H IR (201843 B 1 HD LN T
21 1 Hs , iX B 5 () ORR N 33.3%, 1457 PFS v 7.4
H,EFIPREH 64, CREH 14l Lid Xk,
CARE BB A AR BRI — 7 BT AR T
JE o — WUEAEREAT B BEATLAL B RS T I R 1056
W R T A LUE AR EOHIZ R
PEAEGEIR NSCLC HI#IA B fE At %, k- H 2
A IX B B R A I B BUR R R AT . A S5
ZARF AL 1L RERE LS 2 4 il 4 T ek
B JE RN UT T 6 22 7] 5 IR Bs 2 271 55 38 00 o7 P by 1 )
FAPT+RE 5 i FE R B E R T A 1Ry
BO DA ) 2 A VAR B U B B0, BB 2 B B
¥ EEE M PFS MIOSE/E N 4 5. H AT, 1ZIUR
BAEREAT

6 CHREREMMHBHINHA

MM i H B A S KR DR R 2 ), 7
R AT PR B . TR IR R R
FARVIIHRIGIT I E L, EARJE 10 4219 OS FAE 5 A
SR T B AL 1 MM R, I B A S iAE
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T FBOARIT R AR . — 2% MM IR ALHI 7T
RI, M55 AR AR IR (1) A K i 1 A e 31 B A
F 0 — 2 A R R~ AT DA sk 4 U A B A 5
SRR 7 P MM A KR () 2, x4 K PR 7
i VEGF \PDGF A FGF . Kt , 14K BERZMAIX LL 18 i
(1) TKI 2R 250 MM BVE ST VR O 1 ot 78 (0 77
i, A o e.

— 2 TR R IR W B i T etE e T
1BIT MM 22 AR 8 57 /0. 12 5 a2,
FANRAWIFERR AT e 5 MG BT
MM KA EPE. A —T0 [ b MARF 7RI 7 &4 % e
558 BEMe L A TR 9T M I MM R 1RO A AT
NI 32 45 2, ORR l 18.8%, 6 451 4 PR ; 16 J#
I, 9151 (28.8%) & 5 i 15 1 4k ¢ A2 € 5 23 JH J5 » 4 91l
(12.5%) B HE s R R e . ZlBh ok sS
B v I () 7 AR B TR 1 2 A (H

1) ORR ZAK T 573 — W 719 R 2 52 A7 UL BT A 44
AR B VAT I 1 61% (72 19 B b 44 NSRS %
MM , I HW 5T 5 — DO g i hi R 259697
R MM EE B IG KRR, SRS
B s i oot MM IR T AR B B R P
s — B IR A A R 2

oy — L A E ST R T O AR JE AT R 2R
FHUH G IT MM A G IE R B I, X 3T T b/ TTHATY
Il RIS, 21 B g, 1 13R43 CR, 9 BN PR,
i %% ORR K 47.6%; b 4b , i 56 (1) 1 A7 PFS 9 7.6 1~
H,¥fDOR N 12.5MH. X—WFRaERE E—)
RO, B R IR T 8CR , J5 SR A AE
AT G A A RIEE A I, SR Jé £ MM
HIEIT A A B R AT 5. SR BIRIT %
M SR (P AR LR 1o

*1 BT B AENIRRI{LE

e R e " R OS  PFS TR
py Ry IR GRS AR gy () [crPRISDIPDER)]
2015 [8] il FEOIR A iR e 24 mg, qd T 12.6 T5/50/28/7¢
2015 [9] il FROR e G 24 mg, qd I 18.3 1.5/63.2/23.0/6.9
2018  [6] 11 e i E e 12mg or 8 mg™  13.6 7.4 1/23/51/15
2019 [16] Ib 5 CARE SRR 2R EilS I I 3.3/33.3/60.0/
2015 [22] Il = AR ek 2 2 ] 24 mg, qd 25.5 14.6 2/28/39/14
2017 [25] I o/11 (=55 CARE R+ R 2R 20 mg, qd 7T 9.9 o
2017 [29] I T B ikE e 24 mg, qd 10.6 5.4 G
2019 [32] I TENEE RS RHIER 2R b 20 mg, qd 7.4 1.9/37.7/47.2/7.5
2013 [37] [ /At R BRI E A2 9.0 5/64/23/5
2019  [38] Iw/Il dAE/Dguffiiore B e+ R 2k bt 20 mg, qd 7.4 4.8/28.6/47.6/9.5
[

2015 [42] b

WA RE OB B M 24 mg, qd
2019 [45] T/l BEROFEE ORE e+ R R dt 20 mg, qd

G T6/18.8/46.9/21.9
7.6  4.8/42.6/33.3/14.3

off off off off o

R E>60 kg AT 2<60 kg

7 4% B

H AT A8 B fE Ny — R A 254, 895
[ FDA it #E B F-# 30 RR-DTC B 3] RCC M AR 1)
BRI HCC [RRT7 A% e 52y 5l 5 A 254k
F T SRR I AR R I AR S A W T . 2
T RS 7 , AR B JE XTI I NSCLC .MM . EC %5
2 P e Rg B — 2 B RIT 80 A R R SR 7E 7]
IO N, 7B HA 25 i R B T A 1T
o ARE RV — B R UIR IR T 29 A iR
IR FERT SR 1. T OARE SR 1R B I 15>
TFHUHI I TR S AT o, AR 253 — 229
KPR R FH Y6 B L B 22 m] SR

[& % 3 K]
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