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Patients diagnosed with metastatic renal cell carcinoma (mRCC) are currently treated with oral tyrosine
kinase inhibitors (TKIs). Sunitinib malate (Sutent® Pfizer INC) is an oral multitargeted TKI and is the
mainstay of therapy for mRCC patients in Japan. Although it shows a high therapeutic response and
prolonged survival rates, sunitinib exhibits a novel and distinct toxicity profile that requires appropriate
monitoring and management. Therefore, the physician needs to understand the modalities to detect and
cope with such adverse events to effectively treat the patient. We summarized the management of the most
frequent and clinically significant adverse events of sunitinib treatment. Myelotoxicity, especially
thrombocytopenia seemed to be the most common and severe toxicity (73% all grade, 36.8%, =grade 3).
The mncidences of thyroid dysfunction, fatigue, hypertension, hand-foot syndrome, nausea, diarrhea and oral
changes were reviewed.  The incidences of =grade 3 adverse events and dose reduction were higher than
those in western reports.  In our institution, fever was frequently observed (up to 63.1%). When the patient
is at high risk of sunitinib assosicated adverse events, dose reduction from the beginning of sunitinib therapy
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may be useful. To maintain the patient’s quality of life and for long-term administration of the sunitinib, it is
worth while to modulate the sunitinib administration schedule for each patient.

(Hinyokika Kiyo 58 : 639-646, 2012)
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RIFICBITBEETA T4 2 D01T4ELETIRIC
C, sunitinib malate (PLF sunitinib) (FHE1T 4B 16
\ZBI1F 5 first line (I E L CTINEE NS L H 12k
72V BN R R R R O E AT X
5 IHZORIWER % <, ROk T & T
LT VT NDOWEL grade 3 PLE O M1 7% BIE
HOMENS LB 2 @IS 5. sunitinib %512
B4 2 EHWER & & O3tk 2 Bff§ 270, MhERET
FEBE L 7-RIER OB & T E R 2 T\ 72\,

Sunitinib (CEAL T

Sunitinib {& multitargeted tyrosine kinase inhibitor T
&1, VEGIR typel-3, PDGFR o, PDGFR 8, KIT,
FLT3, CSFIR, RET 7 & tyrosine kinase % #Jiffll L,
ATP #E G AL ISR 2 &A% < L b 68HEH UL £
tyrosine kinase |Z#5 A3 5 LME STV BY . FITHF
& > CYP3A4 THEH &M, sunitinib & R E Y O
SU12662 2t AR RNR % 5644 5. AURHREH1261% 7%
Frh, 16% D IR AFRE S S el AR

%6 ~ 120 O BIZEZE L, 1A sunitnib 40~60
R, SU 12662 TIX80~110KEHTdH h, %5E L 721
HREEIIBAAER 10~ 14 HRICIE 5N 5. AR
HRFELE 50 ng/ml & &, HAAN GIST BE 2B
% phase I 57Tl sunitinib 50 mg/ H OWIRTH 514
H £ Tlo#EEw e g 0w wiiREN S o, &5
28H H T trough i 53.6 ng/ml & iF ST
L. ZNHOFEHDS sunitinib OFEHEER G 50
mg/ H % 4 MG L721%I12 2 MEARIED 6 HH
(schedule 4/2) % 1 I—2 ¥ 2%, WHEEHICS
U B IR R1LE < Motzer @ phase T #BRIC B\
T stable discase % & ®87% DZER)ZE, progression free
survival 1Z117 H, overall survival 26.47%7 7 & s &
THYY, EBRRIOLCEHRIHRTSH 54,3714
% XF 12 L 72 expanded access trial Tid CR 1 %, PR
16%, SD 59%, progression free survival 10.9 7 H,
overall survival 18.47 H & R B 72 BiiE 23 i &
nTwz?,

BIFEAICEAL T
EVIEER Z 2 512130 7% AUC " LETH S
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Patient case 1 ;71 year old, female, HT 162cm, BW 51.7kg, ECOG PS 0
metastatic site; bone, liver, MSKCC intermediate risk

sunitinib
sﬁlf.'fg;';;y stopped therapy on 1 course day14
| HTN G2 Day7~ |
| Fatigue G2, edema G1 dayl2~
Platelet x10 ¢/ml I Hypothyroidism G2 day13~
30 I Liver dysfunction G3 dayl6~ 41 °C

= Body temperature
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Fig. 1. Patient case 1, who discontinued sumtlmb therapy due to ad\ erse events. She suffered from
thrombocytopenia, fatigue, fever and liver dysfunction.
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Patient case 2 ;53 year old, female, HT 156cm, BW 53kg, ECOG PS 1
metastatic site; lung, liver, MSKCC poor risk

o stopped therapy
sunitinib on 2 course day22
dayl day14 dayl day22
Fever G1, abscess of Jaw Fatigue G3 edema G3

Before sunitinib therapy sunitinib 2 course day22

Fig. 2. Patient case 2, who suspended sunitinib thrapy due to severe edema and fatigue.



HE, 137> : Sunitinib - EIYEH

B4 4% ERIERIC X 2RO SV E ShTw
% (Pfizer oncology symposium 20114F-9 H 3 HL V).
LEHZ BV CEIWEH D7z 0P8 IR E o 72 2 fEH]
g (Fig 1, 2). JEF 1IX705%, P, sunitinib 50
mg/H TG L2 ZA12HEB L) grade 2 DY
FREAIBLL, 14H BIZM/NGEA grade 3 B LD
40.5°C D% (grade 2) % RDHRIE, 16H HIZHFEE
£ (grade 3) 2HH, 19H HIZIM/MRL. 7/ /m* £ T
R LI/ I % 1T o 72 (grade 4). 1 I — A#ET
BIIZINSEWERIZEEE L Tniehs, BEAE LD
Y sunitinib OFFEHIEIZE S 720 FEH 2 1X535%, &
%, sunitinib 50 mg/ H THRGHBL-E 2 AH%514
HHIZ grade 1| DFE#h & T HREG & k72 L 727204k
HORE4EMBR I VHRFEZHEM LA, 2HEIZ

Table 1.
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grade 3 DI F7IEB L U grade 3 OFMEAAEL, DL
FoREII B L L 72729 sunitinib OFHE & P
L7, NS0 r—ATIHEI Y ) 2EWEHRZD
X & FE B L C v itld sunitinib O #Efedk G- 28
MRETHo722db LN wERA L TWwA. Motzer
DO TR M A AE 6 7 H ToORRERIT
87%7, 1171 H Tldd47%" LM s hTB Y, Tk
HERREEL 72O CIERNB ORGP EE L Sh b
—7°C, sunitinib G ORI T % Porta b
G & e U CRIVER & o 5B A8 L3R
HLTWD (Porta Cetal, ASCO 2008). Sunitinib $5-
DTG REER G L7720, FRICEIKG 21T 72012
Y O BEWER O TS R BR & 2 ORRPEET
Hb. BEHOTAD XY MEAREEIZL W2 FERIE

Characteristics of patients treated with sunitinib in our institution

Characteristics

Results

Mean Age, year (range)
Male (%)

Body surface area (m?)

61=10.4 (52-78)
16 (84.2%)

1.54%0.21 (1.32-2.02)

26%2.0
57.1%£19.9%

Average treatment course

Relative dose intensity (%)

Prior Nephrectomy (%) 14 (74) Response (n=17)

MSKCC risk group, n sCR 1
Favorable 3 PR 2
Intermediate 12 SD 4
Poor 4 PD 6
Site of metastasis, n Discontinuation due to AEs 4
Lung 13

Bone 11

Liver 3

Lymph nodes or soft tissue 3
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80 (%)

Thrombocytopema
Fever elevation

Fatigue

MNeutropenia N —
Edema |I—

Nausea
Hypothyrowdism
Hypertension
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Liver dysfunction
Renal dysfunction
Taste disorder
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hair color change
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Fig. 3. [Frequency and characteristics of adverse events associated sunitinib in

our institution.
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WHS A REEHICEAZED D L 720 L Bbh, Bk
T 1 2—ZHIEABEIZT sunitinib ##% 5 L,
W77 74 VETFoTWD, EELREIEHI T

WIRALE  58%

Table 2. Treatment related adverse events and
laboratory abnormahtles 1nclud1ng the

IE

reports of Tomita® and K1m

Adverse event Tomita (n=51) Kim (n=132) Pre(;egtlcge)mes
Thrombocytopenia

All grade 47 (92%) 99 (75%) 13 (73%)

(Grade 3=) 28 (55%) 50 (38%) 7(37%)
Neutropenia

All grade 41 (80%) 93 (70%) 9 (47%)

(Grade 3=) 27 (53%) 39 (29%) 3 (15%)
Increased Cre

All grade 28 (55%) 47 (37%) 5 (26%)

(Grade 3=) 3(6%) 3(2%) 0
Increased AST

All grade 34 (67%) 56 (42%) 5 (26%)

(Grade 3=) 5 (10%) 6 (5%) 0
Increased ALT

All grade 26 (51%) 38 (29%) 4 (21%)

(Grade 3=) 3(6%) 2 (1.5%) 0
Increased lipase

All grade 36 (71%) 4(3%) 5 (26%)

(Grade 3=) 25 (49%) 3(2%) 0
Hypothyroidism

All grade 23 (17%) 9 (47%)

(Grade 3=) 2 (1.5%) 0
Hypertension

All grade 31 (61%) 21 (16%) 8 (42%)

(Grade 3=) 8 (16%) 16 (12%) 3 (15%)
Stomatitis

All grade 25 (49%) 88 (67%) 6 (32%)

(Grade 3=) 2(4%) 10 ( 8%)
Hand-Foot syndrome

All grade 27 (53%) 85 (50%) 7(37%)

(Grade 3=) 9 (18%) 20 (15%) 0
Fatigue

All grade 28 (55%) 52 (52%) 10 (53%)

(Grade 3=) 3(6%) 3(2%) 2 (11%)
Diarrhea

All grade 30 (59%) 54 (41%) 8 (42%)

(Grade 3=) 8 (16%) 11 ( 8%)
Nausea

All grade 26 (51%) 43 (33%) 9 (47%)

(Grade 3=) 3(6%) 2 (1.5%) 1(5%)
Edema

All grade 23 (45%) 61 (47%) 9 (47%)

(Grade 3=) 1(2%) 1(1%) 1(5%)
Fever elevation

All grade 12 (63%)

(Grade 3=) 1(5%)
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W 2 3 — A HDRRIZEARMIGEREGERE LTW5
BHEEX 2 BT A sunitinib HGEG O BEHEE R %
F (Table 1). {HHFHIE sCR 1 #, PR 2 f, SD
461, PD 6B, BINEH 070 MR REHAMinT o 1k
460 (/MG 160, 0 10, S8 1 B, I 1
%) Td o7z, Sunitinib F5 2B 5 FEIVER O E
% Fig. 3 1273, RIEH OFFmIC
nology of adverse events version 3 & I L, R E L
WIZA—7 ¥ MEEFHTA NI2ito 72 BEH O
JEIZB L CHERE COREERE TV T ATOHMETH S
2 i (Tomita 5 D phase I #5% 5 X 0 Kim 50
13261 TOWEY) % —5EI27RT (Table 2). BAIZHEI
1EH O X ALk % Kollmannsbcrgcr 5 O #HEID
Joensuu 5@ GIST % %512 L 72805 % S 2@
IR TW & 720,

MR EIE A

MR A DT ¢ Sunitinib #2451 2 — A H®
TP G- 00317 +£5.9H, relative dose index (RDI)
1260.7+21.3% Td ), IM/AHRIEAE grade | P EDS
1361 (73%), 9 b grade 3 Ph1id 7 B (36.8%) T
& 72, nadir fH1Z6.6*6.0%, nadir |22 % HPyLfl
20£5.9H, IM/MREA10 DL HICRIE S % £ CH T
LHBIZT.0£6. 1HTHo7/2. 23— AHEIT-7212
BITIE T RTORES T2 2 e L T\wizhs, b
ik A> grade 3 DA L% B 74EBIE 1 61 (8.3%) O
ATHY, FHEGOBOLFEIHEN2 I—-AHD
RDI i368.2%20.3% &, 1 a3—2H&) dLELT
Wz,

TR ERIE AN 2D T I EREAN T grade 1 BLEA
9% (47%), grade 3 DL Iix 361 (15%), 9 HFE
% RO TERNL 2 1 TH o 72, nadir fHIX 1,600 + 484,
nadir 1222 Y27 3 2H, GFFREREAT1, 00024 1
E B ETIZET 2 HEIL6.053.6HTH -7z, /b
Mg & T B & R BRI A IR R T VRIS IS
&V, sunitinib OIS X O O T 7 B E /MK
WY THo7z. L2 L nadir 122D HE%E0E L’Ci’o‘
{2 & TR RREEATREIZ R D, T/ IR LT
Hbhs, 7z, grade 3 UJ:@aaUT’F)ﬂ?b‘%%ﬂf:r

¥ common termi-

BITIE 1 X ET A 2 & TR L — AEEMEE T
“Cf)of_
B 2OV : S-Cre F ARSI 122k

%#é_t#%m#,ﬁﬁhﬁkongﬁmamﬁﬁ
MBI b —Ab & 5. VEGFR signal O¥pliZaEH
JRZH L HEKEIZZ Y, BP >130/80 mmHg O & T
% AR 2780 BIEFIICIE ACE FESE D L <13 AT
Ty —DOEEGENEO LN TWL. HRICOEDS
FTERARD 1g/HBLUE, b L IXBAMSENINIR % 720
2 IEBNL BN EI~ND I L F 25 S h 'Y
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7 VT NOIEBITIX Kim 51318.9% IZEIR % 72D,
grade 3 LA E (3.5g/HPLE) 135.3% & 5L Tw
%?. Sunitinib OEARLEENO K512 F 5 H
#HTi%, Cor 80 ml/ml DL, 30 ml/min DLTF 8B & OV
WEMEEZ TO AUC B XU Cmax 12E1Z7% <, MK
EATIC & 2D OBATHE B EWE S hTw oY,
Josephs & D ¥ TIE, 1961 O RKYIEA 4L 106
% sunitinib $25- O &ML T3 TH Y, BHEDRD
B EE EEEAOWRE ERKEE L Tws, 272
L, 7612°50mg/H, 96I2537.5mg/H, 3#IE 25
mg/HTHBLTBY, 5128 BIZEITEMR D7z
EVPLETHo72 b ME L TWDL I EIZERELL
l/\15>‘

FFBEE DT AR BRI C T,
grade 3 L EO#EIGIX A 72 v o> TKI inhi-
bitor & [AlKE, lipase (2I1ZFEE % ZE S %25, sunitinib 7°
F| & 7o 72 BNERESR D case report 1721 Grade
3 UL EOJFReRE A MBI L 7235613 grade 1 BUT IS
M 2 £ CTREE L 72100 L CTHT 2 2 L%
WHITVEY . IR T HE G~ sunitinib 50 mg
Hine 5 CIEIE R FFERES] & Child-Pugh A, B DiEH]
T AUC IZKE v e HE Y25 ) FEMlE
% XF 402 L 72 sunitinib phase 11 8Bk (& (FF#% 6k ;
Child-Pugh A 83.8%, B 16.2%), day 28 T ® suni-
tinib, SU12662 35 & UF sunitinib + SU 12662 trough i
FEIL 58.5~78.2, 18.4~24.7ng/ml B L U 76.9~
102.4 mg/ml EEHHUIC D RREZREON TS L
WESNTWE, L LEWERAS C, 37604 4 BH°
B BT (R N & BE 161, /MR
WA TR o 7R 1B, MG B
WRIgE 2 & I 1 #, BAEH 16 ZEEbILTVD
CLIEERET A LRI

FEIM PRV EI(F R

FURBRE BB T2 D W T A T O #HE Tt Rini
5 A36651H56F THIRIFERBIR T 2320, 209 ©17
BICHBEPLETH o7z b MELTWBEY, F72,
— BRI HURIR P EE & RO 7o b & 1) FEE S
Th 5. FUARBEFEREM T OE K & L T sunitinib 12 &
% VEGFR #1112 & % i T PAARC & B g B
JI~NOEHEDOREZEDH V), Shinohara 5 X CT 2T
130% 13 L FIRIRAEFE OM/ N RO TV B 72,
Mannavola 5 13 sunitinib H 11 % HUIRBRBEREAR T 1323
T2 EHE LTV 552, Shinohara 5 (3 HUHRIE 25
WL IEBNLIGEREF 1% D levothyoxine #25- 25 Vo %2
TholzlfF LTS,

W IE N2 DWW T 2 Sunitinib 12 X 5 & MLE 13 1 B
TR S 2 & B LARSE X 2 720, B
HHIZLL2EHOMTERENEZETH L. 200/110

mmHg % #2236 3REIB O ST 5. HE
(& ACE FEHR ATH 7u v 1 —, Ca-F v 2T
0y 71— R FREDPEH SN 5. Sunitinib 13 FE O
CYP3A4 TR#EIN L7720, HHTLEEH L
CYP3A4 & DRIARE Hl> TH < LEHH %' Huston
5 1% CYP3A4 strong inhibitor % ff H 3 % % & 1
sunitinb OG- F 2 1 BEK S §X& Ll~<Tw
B2 ONFTEL (AR =) XTSI (T
V5 U =7 ¥y (TFT— M) 2 CYP3A4
inhibitor Td» % 72O M IIFEZ 72\ TEBRZ R A
DH 7z 5 OO AVAREEFHE R S 5 ML DG | A
WL ZENEETHA ).

HANRIZOWT : ONROFEIENET 7 ORI
Lo TEFPNLD, BENLDTTHEITH L.
REEE L QEND L OEENLETH L. [
BRI ER OFAET A 7 VI 7 ~14H D728, REERR
AR 9 5 25, sunitinib 550 72 ONIZHE D 3R 3 #H][H)
2H B0 HEIZIET AL Y ANEKVEEF MU A,
)R A U ERRRIE AV 2 7 EE M T b L
5. HHEF% T sunitinib #5004 B (21.1%) 12 HE#E
DRGSR, 16 (5.3%) (ZFHRIREESE L Tw
L. BHROBHBREGRE VT T LIEH T zole-
dronic acid X denosumab % fiH 3 2354, sunitinib #%
SENLFREEENR R CEELEIEH 2807 5720125 1
JEr 7ICEBEEZL ) RETHA ).

FRIEBEREIZOWT  FERLEOEIZEL HHIL,
FRCA BB DL VIR A LR v, I E LT3
HIAST TR S, TN OEMIITIRAZ W &
sunitinib @ VEGFR %> PDGFR #7552 i O i i i
ERFEEIF0ESbATWEY . 51 a—
AEPOLHIT 52 ENE L, Lee HIZL D EFY
32 4HCTHBT A LiEEN 5. 2 a— 2B
RGBS 2 ~ 4 ARNII S THIT 228, REH]
MR Ic g+ 5 2 L% ke LTiE, B
W) — ABAISTE, EAbE S A7 b B
RERE TS, ElHE S TAOFEEFHLAY
A XD 4 o 728t T shock absorbing insole % ffiH 3 4.
Keratolytic b L < 1& emollients cream % fEH, #ALA
HIAT A FIKE, FIiosd UTERIE %« S H,
U5 32 Bs OWIRTTFHT2 LG L H 5.

92 57 B2 DT Sunitinib 12 & B 95 AT G-
2~ 3EMTHB, 3~ 4B TENIEEE L, KR3E
HcHE T 585 — 2% &5 Grade 3 DL
J&1% trough 2% 100 ng/ml LLETHIZLL 229w & iy
&N T2V, Sunitinib 12 & % AMP-activated protein
kinese (AMPK) <> HIF-1, facilitative suger transporters
(GLUTs) @il 2957 B D B IH & v o) #Hids b b
%% JESTRA TN SRR, i, Bk,
Yy I URZIE, EhIV Y AER BRI T
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L EOMORT-HHEICEETRETH 5.

HALEHEIRIZ DWW ¢ iR G-B L OV EHRE ST
® Cmax BELOAUC 122357, BFIZL 0S8
Dk SRTWEY. TRz I ERoN
MR, HEOEZERT 5 IIZRBOIRHASED 5150,
ISR LT domperidone (7 £ »®) % 5HTS
antagonist DfEAIE QT / QTC LERDORIEHIZER %
%;%j_ém.

FHE1Z O W T Motzer B O Y C U R IE 1
3.4%, Porta & D8HI & R RIZ L -5V 1314.1%
THY, INHIZHET L EFEIET V7 AL
HyAHmICH L EBDbND. 70— VlEERE (K
REIRFERCLOAL L EOMOBER S ZE L TBLLE
5.

BEENZDOWT  LHERE TO 196 126112 3B L
TWDH, 2 BNIIFHRERIRANZAE S FE8, 4 Flidggs
R (2 3 6, FEEbess 1 60), 6 BlHEEIREAA
HTho/z. 1 a—AHIIHEREED/Z6BIH 2 2 —
Z B & RiAT, $_C 37.5mg/H 1ZiE LTV 2525,
FEEUL 260 (1 FHIIFHER A ICHE D) A TH-
7o, WA s T B 65561 10661 (16.2%)
IZFEE R FRSD, 2261 (3.3%) A% grade 3 DL ETH o
ToEfESINTY A BERIEIHL2LTIEZ WD
sunitinib OFIVEH & L CIEENSLETH ), HAEKT

115 20124F

HTHLITREEIBEIEITERNEEZEZ TN,

73— AL BRI T H o 7EF OFEE 2 RS
(Fig. 4). #EGNE50i%, P31, sunitinib 50 mg/ H TH#E
FaG S 2 DS/ A grade 4 D728 2 a— ALk
1 37.5mg/ Hjii L7z, DIBITE R ARET 2 2
ERKEETRTHY, EBRLZEWEFHS 1 a—2H
WCELZD O LIRIZFEET, BB I UCEREICOE
L9 2EIVEH O FRTTRE T D iBHIE A L — ZHE
e i HE CUHHERN AL PR 255472,

BIfEAZERT 57010

Pe5-8:13 50 mg/ H CTRIMHT & 2> ? : Houk 5O
& T sunitinib ® AUC EEEA & W ERIERH O HIBL S
%0, 7TUT N, ik ARVEETERE (low BSA)
DIEBIT AUC A< 2 ), BIER % R LR TV
SN T b (Amenta MA et al, ASCO2008).
A= T v bR IR A R AT RS R TiE, CTCAE

HAENBROOLNTWAS, F 72 50mg/ H THME L 72
Bl D 64.4% TH G & D& % 2D, relative dose
indtensity (RDD) AL TiE1 ~4 a2—AHT72.6,

Patient case 3 ;54 year old, male, HT 168cm, BW 72.5kg, ECOG PS 0
metastatic site; bone, soft tissue, MSKCC intermediate risk

50mg/day

37.5mg/day

sunitinib =

Fatigue G1, Fever G1

Taste disorder G1 ~ Taste disorder G1 Hypertension G1 Appetite loss G1  Taste disorder G1

Stomatitis G1

Stomatitis G1, Nausea G1 Hypertension G2~ Nausea G1 Hand Foot Decreased platelet Appetite loss G1 ~ diarthea G2

Taste disorder G1 edema G1 Decreased platelet Syndrome G1  count G2 Diarrhea G1 Decreased platelet
Increased ALT G1 Decreased platelet  count G2 Taste disorder G1 Decreased platelet count G2
Increased lipase G1 count G2 Decreased platelet count G2

Decreased WBC count G2 count G2

Decreased platelet count G4

257 4

20

15; 7

10 4

Change in platelet count under sunitinib therapy

Fig. 4. Patient case 3, who was able to continue sunitinib therapy for over 7 courses.
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67.4, 63.1, 59.6% LR L TR LIEIEALRWVHERT
& % (Pfizer oncology symposium, 20114E9 H 3 H X D).
LTl 1 23— ZHD RDI 360.3% £ %55 T2
7, FFEBIOFGEEME L2 2 - AHI1X68.3%
EgE L7257 RDL ISR & L TR o Tz,
INHDORT, FITHEBIRTZH LT LENIIHRS
wr RIS L 37.5¢/H THEMiaT 228 bF
HThr9.

Schedule 4/2 % jE5F3 <& 7> ? : Sunitinib $%5-& 50
mg/ H ORGEIL, HHIOA R ML) 50 ng/ml &
S, phase I #ERIZT 50mg/ H%Z 7 ~10H W#z5-9
% Z & T trough #EE 50 ng/ml PLEDME S5 72
HTHY, 5122 BT 2 BHKRE (schedule
2/2) ERFEI R ES O R 2 B 72728, 48
45 2 HBREE (schedule 4/2) AMEHERL G- 103 E
EnzY. MHTOREICBVT, WREOKKNE %S
MR 70 EOREWERIL, MUMRIEO nadir 2521 =
5.9H, 10D EICHET 2 TEIT HAHET.0£6.1
HT®h o7, MoRIVEH b $5- G 2 B LR TH I
L, 3~ 4 MM B CHiRs 2 M[AA5R . Atkinson 5
13 schedule 4/2 TH%H L 72 5EH D89 % 13 schedule D%
FASLEET, schedule 2/1 TRALG L 724EHIL 6 7 H#%
b dose intensity & MEFHF T E oL WMEL T D
(Atkinson BJ et al, ASCO 2010). FEEEO RIS 1]
HETdH - 72Ef] b B EHE LR G-I OLE 2179 2
£ T QOL ZHEF L 2L TH - 72 L HE D
B B2 RRBOBRBR R A D 72012 13T S
NLHEG5EP ST 525, EMNES 2179 121
QOL #EF o Bl 2 L EIMER IS U TG H# %
flexible IZEFE T 52 L2 EE LW

5 m i T O sunitinib # H 51372407 ¢
Sunitinib AEE IR, TR PR $E R0 v R AL & Sk 72
FREB S AL, FEREALZ M 2 By TS H#
G247 9 SEBI S AFFET 5. Motzer 5 ASCO 2011 O
#H T, 50mg/ H schedule 4/2 & 37.5 mg/ H & H#25-
OBV TEWEHOMBUIZE 2V EHE L THY
EMIZIIME . LA LEDRITIZZIFAETH S
7%, time to progression 3 & UF progression free survival
13 37.5mg/ HEHIK G HETH > Tz, L LTw
% (Motzer R] et al, ASCO 2011).

Sunitinib {EHREEAN R AT TIIHEZ#IT L ?
Expanded access trial 2T ECOG PS 2 DL EfERI Tl
PFS5.17 H, 0S6.77 HEARETHY>, mTOR F
FERN 2 S0 R G 2 AT o 12 T R DR %
L. W2 A4 HER T, Gore 5 I\IMMIEHEIE F]
AR TRIWERH OFEBUEEEIC#1T7% <, 32160H 1 ]
VI % A & D 72 3 AR RIS v RS L T
VBT PRSI B L C I BT o R
B 52 TIE RS, LRI AE B C IR ZE B I &

sunitinb #% 55- T CR % 72 L O MED L H Y
Kusuda 5 1& y 4 7 % EAHHGERE T 5 2 &
THEZBEMEH TR L EREL TV, g
SEBNZB L IS sunitinib IXFEMBAGICIRG = ZE L 72
Vo F Az, BB E BT D 7O ST 6
W% LD sunitinib %2 EOR L 24T T R EIO T
WEHE L H D EEFLEYTH L. np, P
. phenytoin 1 CYP3A4 inducer T V) sunitinib ®
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