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0zogamicin) i & x4 4 e t3e CD22 15 4 B ‘¥ w0 5 %]+ 2. ALL » B ‘w2
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remission, CR) » ¥ 3 X {8 § #id o ¥7 w2 # 4275 % (hematopoietic stem cell
transplantation, HSCT ) » HSCT #_ALL r& - mm&] 5% o RIRALL e/ = 54 ¢
YRR EA T WARD G e AT MBI (Ph) FE % HA
R FE Bm A 3@ Mo AN - AR 2EHEM S TR TR
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1295 2018 # NCCN ( National Comprehensive Cancer Network ) dpalz &k
¥4 M (Ph+) RIR ALL i ¢ g5k > % @ 35 ¢ inotuzumab ozogamicin
(TKI # @t /7 B4~ TKIE i B ~ TKI+#E B8 (steroid ) » 22 2% % &% 4
category 2A - § 5 % ¢ #IE 4 (Ph-) o5 4 chisf > 5 @ 3% inotuzumab ozogamicin
(23 % & @ category 1) ~ blinatumomab (&% & & : category 1) 12 % it (2%
k%5 lcategory2A) - A e R A ¢ M A IR 2 RIRALL 2 FR R 4e™ £ o

FEAd AR Pk NCCN £ %kinh = %
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PB4 R

. . 4-’:.:,-12:’4‘,;3“’%,’;“".‘ . TKI+iv
(Ph+) Fﬁi ER NG Tl 3 % KIl+ 1 5
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[:£3& % % 5 category 2A]

& 9 3 2017 & H WHO 4 # 5 B-cell lymphoblastic leukemia/lymphoma with
t(9;22)(934;q11.2)[BCR-ABL1]
b NeeN FRE B
® Category 1. Based upon high-level evidence, there is uniform NCCN consensus that the
intervention is appropriate.
® Category 2A: Based upon lower-level evidence, there is uniform NCCN consensus that the

intervention is appropriate.
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F ke s (¢ 45 FLAG- MXN/Ara—C~ HIDAC) c¢ &g * 5 - /=& TKI &5 (¢
1%  dasatinib ~ ponatinib) ; = fa it B e & Are F 2 B EAT L o

10/45



108BTD01001_BESPONSA
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FLAG fludarabine ~ cytarabine ~ G-CSF (granulocyte-colony stimulating
factor)/filgrastim

MXN/Ara-C mitoxantrone ~ cytarabine (Ara-C)

HIDAC % A& cytarabine

SRR EE? R HIEE K S FLAG . ipgt it )%‘*:Té = ¢ » fludarabine®
e mitoxantrone®>+ 34 B % & ALL 235 7 if ok 5 LR B BRA DK £
i H4Eo vk 2 % (off-label use ) f24 iﬁg F 35 ) > mitoxantrone ¥ i * G ik
i fludarabine P % g ¥ # * - % = /= & TKI # & (dasatinib - ponatinib) g =
T R

[}

AR LM TR B R TR FE AT ATRRR Y o BRI MR
(Ph)m}P‘a ”Lizﬁifﬂ"L3¥:m93%9%@ ’iﬂglé’*féfﬁ-g Joit 2
blinatumomab (Blincyto® ) i » &2 BXH A2 3§ & @ * blinatumomab iﬁ
< g e * it F o wblinatumomab £ A X EF R E G AR s e @ ;f%“““’%%w 1
H ]%‘(Ph+)m},% A ARG € B S “éiﬁ_f R i & (& 42 ' FLAG~MXN/Ara-C~
H|DAC) LEHA A LERY - = %ﬁl KI Z 5. » ]t 44 Ph+.‘)l’;‘3/\ s KRR
FARR AR R e A F R s AE A AR TKI

L2 P ET RS )%%]V}JH:U"*‘ ”é‘r’ﬂ_f}ii (ALL) z
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AFFT R BRE
RS iz & (wHE ALL 49 B)

B R B 2[R AL o F
TR F TS T RWEHIE
S 2 i % = (CONDITIONING
LOIABOL  [REGIMEN) : &= Hd s o [iLofal,/ | A AR F Mg r > &7
busulfan AP 0 A R (e mgiml | FARES R e

i
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f
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AENHT B PAENHT B
551 R o

L01BCO1 IR EA Y REZ IR E |AME S (L AL T A R

* Fludarabine *» 3¢ ARG 7 B 7 0 i (CLLY & Azt 2 CLL
SRERRARAESHT HLEGNHLY B L - Far © - BREP 7wl 4 EAH
(ALKYLATING AGENT) 30 e 15 45 o » 010t 180 5 22 1 fr BAE o o
AR R - AN T ""ﬁ‘)i[li:,ﬁ“r’ =i & RAL TNV F# B (BINET C &)z RAI I/1I
(BINET AVB su)is i § 5 s 4 Bt i 4 o450 o

¢ Mitoxantrone + 5 B2 3% 7 4 bk 7~ R~ &AL T LG s o 5 A g .
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ATC code w3 BRI T A R
AR R

St Hi=3 % (%42 ALL 49 B )
clofarabine( 4= |»z > ® @ ¥ 3 L @ # & Fr i wv i 31| 1 mg/ml Wy AR (4 TPOG 2 Fr A2 % )i i &
Evoltra) # A & 2 AR % (Relapsed) & i i ERIE I S A
(Refractory) e 1~21 g & p = = ALL> P 2+ 4:2 (74w i3 b #
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2FERF AP R Y ¥ pE
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D
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LO1CAO01 BRGSO AR LR | A ARA M E 0 &Y
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LO1CA02 AR | R ARLFPRME R RY
Eltd g e .
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SRR S AR R EA N CIVP Sat YR
L01DB06 eI AR EFPMERE AT
(ANLL)~ & 4 B1358 cha b= | g PRER
idarubicin Img/ml | FRBELFEFLEEE
B i (ALL)- J Foe
9.64. Blinatumomab (4-Blincyto)
1L mEAYpE (MRD) it B L * Mo A9 ELT a4
e W SR 2 E M T v R o A2 (e TPOG2 i 2.4 )in
%4 5o (ALL) BLINCYTO i R I I i S - P
*’t/r}%‘%——‘fi\;:’ﬁ::’f%i‘ ?’%4‘3i§f5—'fi{f§.%i“ﬁllé‘;ﬁﬁ
AR v AR E3 0.1%i0k A Biw e W 5 FF 2 & o T
£AF 5L (MRD)Z B imw ¥ wmoe b & g2 (Ph()
LO1XC19 o ’ At bt
) W AR AEMN,T T wee n Relapse/  Refractory  B-cell
blinatumomab #| /35 )
. v (ALL) - ) precursor Acute Lymphoblastic
(4-Blincyto) ) ) mcg/vial )
2. Al HA B wew SRie Leukemia ; Ph(-) B-cell precursor
’?éi%ﬁi)}*“’?’}m’?ééi:}?ﬁ R/RALL)I;E&:)E;,&’_Fglﬁsg
(ALL) BLINCYTO :f * %757 173 IR AR 4R
REANLAEFE B e Gl i AU H 25 A
2 EBHT T e D QFpFmF AP R Y Y
(ALL) - BHWMAEZ G irmez i

[ R AR .
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ATC code A IR TS E
MR
RO iz & (&4 & ALL 1p R )
HominsEz fis %5}‘%1 A
A e 4" o
Hjpir o g * sk R
278 F 4] CD22 15 14 B fm¥e o 5% %)
LO1XC26 F 2 EEHMT T mre i:f};;(ALL) § it
b SECRER
inotuzumab |2 F A FE R B R H R ML ’ .
& /1 ERp Y o
o0zogamicin (Ph+) et 4] & 7 7] 4] CD22 il
mg/via
rHP 3 %W i B w55 %5+ 2. ALL eh= J
(RN SRE SR T
el (TKL) Jof &% o
e e o & g v (BLAST
CRISIS) ~ 4cif # & 5 ALPHA-* 3§
FRE & S, Rk VL r) Xl i - dcd
LS ICVIBER-EEY EE
*iﬁ”%ﬁﬁ%mgﬁ%“+é
(E-IRNRAREY F A - Fe & -
AR (CML) i A o ek A Y
BTE RS AT B ILA ST
n’.«'}?ﬁ (Ph+ALL)_? oL A o _
9.22. Imatinib (4-Glivec) :
EOIEEE o Ra ok ARER
REoMF R A MEEEEHT
Ainhi L8 s P4 WL
B :)ﬁﬁ(Ph+ALL)LE — ik el
LO1XEO1 EHHT e & Vg (Ph+ ALL)
B kT IRV EENEE SIS LY T V4
imatinib BEF L R EA
(PDGFR) 4 #1 ¢ 2. 4p B 2 ¥ %£% | 100 mg ] o
mesylate 5.4 % @& * imatinib;s 2. & A 42

T3 o i3 (MDS) ¥ R 4 4
Aop(MPD)Z & 4 &% © iogp &
i HLpR R & o 3 2 (SM) » LE
FIPIL1-PDGFR A %1% 2 * % £ 3
c-Kit £ ¥ D816V % %z = & &
FIRLE »; e b IR 4 g iF
¥ (HES) £ & i ]H* Blfte s
(CEL)® F s ] 474 2 & 7|5 &
HW(PDGFR)A FI &l 2 & 4 &% -
F5 & 4 KIT(CD 117)I5 1% % i
# % = 2 *7 %4 (complete gross

resection) {4 2. #¥ 15 B B2 5 o o

FRAMISER S L MEE
& T 9 o (Ph+ ALL)
28— G e
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ATC code &3/ I TS A E
ARFY G BE
RO iz 3 (&4 & ALL 1p R )
B &F P70~ RRLAES
ER N I N e e A S A
(PDGFR) A& 1€ 22 £ R A F %
ap B (DFSP)2 = ¢ B -
LicKATL e 28 F 354 4 4
P 1 4RI 6 5 o (Ph+ CML)
i A o
200k B M e A AR R 9.30.Dasatinib (4= Sprycel)
e - TR AR A % & 2.% = & ¥ (104/12/1) :
imatinib =758 3 FLZ B B at icHh BT B LIMEHENE
Niek F RE S AR ’?ii\'&:‘g/()m}%éﬁ? %44 %8 l”)l“
LO1XEO06 e 4 o T e oL AW g
20 mg, 50 .
dasatinib 3PN RG R E L ME L imatinib 400mg(z )+ isf 18
mg, 70 mg
‘I“iii}*“"l“ivmf}%’_"%iﬂ? FAREE S AR s 4 o
imatinib =975 % § FL8 2 & & ()% Wi Jp 2 ¥ imatinib @t
I A o A N e g e S
Aigr i Ry D FE 4
LB WEAL o - o AL I (1
CML)z 523 5 4 -
o JpEFE AW TKI ek el
e VIR & ) N et | Wik i
i i (CML) & 333 % ¢ 48 o _
9.67. Ponatinib (4= Iclusig) :
BEEHKHT 9 LR
kg |(Q)E M T e L m(ALL) &
LO1XE24 (Ph+ALL) # « &% - o e
15 mg, 45 F o A g * imatinib £
ponatinib o Jndk T3151 Bz B fddp - 4e ik . o
mg dasatinib = fﬁg%#v"i;s«z% =4 pr
YRR NER LR
(CML)# T3151 1 12 % 5 %
dMBEELHT LI LR
(Ph+ALL) # « &% -
0 ER
w / .
LOLXX02 A i (¢4ad Wb &R 10000 ANARTL WM R RT
L-asparaginase | ¥ = &% ) B " - 740 36 1 g Bl iR i o
F KU, 5000 reny
KU
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2o RmEREE (30 RTATED)

*3F 2 3 & 2% CADTH/pCODR-~PBAC % NICE 2 %5:)%:%4133"-% FAEaE
RER LT ARG R R B FRPEER 2R & Cochrane/ PubMed/
Embase #p i < )I;Je s B2 B %5/%‘* PR e B R P oW AR M TRA AT
AN T
7L g

X ik KL P

CADTH/pCODR(4: £+ ) | »+ 2018 # 7 " 6 p =4 o

PBAC (&) 12019#27 12p 2k i A B £ FRpPHFERIEL-
NICE (% &’ ) > 2018 # 9% 19 p o4 o

HisgaTH 1. FR#.# SMC (2018 # 6 * 11 p )

2. Cochrane/PubMed/Embase #5382 & % -

EHRFRELFTH % = 9 Tk 5% INO-VATE ALL #p B < &

(- )CADTH/pCODR (*c £ + ) [7]

pCODR 2 # & 7% 44 R ¢ (pCODR expert review committee, pERC) **
2018 # 7 7 6 p a4 - PEMEHERYE REIIFE (clinical guidance
report) o &R A B W T 0 2R % InOtuzumab ozogamicin (12T £
InNO) ** R/R B-cell precursor ALL = 4 5 4 e

1 2R &g

* FHHEEHSCT A o EFAZMIIPLSAHEN  #* 1L 3
Bk o

e L3 E s HSCT :fﬁa AFFENNR2ERAR2EREIE 2R Y
42 (CRICRi) 112 B A G P T ( minimal residual disease, MRD ) » ¢ *
5 6 B o

 FEAIMBE (Ph+) pt o FI PRI E-BTKIL EH S BES 2
7o # v %  (multi-drug induction chemotherapy ) -

2. #FR e g
(W) 5 b2

ALL 9 ¢ &1bv & of 60 15% > A2 3B 34 ffe & ALL —‘ﬁ«‘),%f?;iﬁ Foe B R - M
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R et o B ow R/R B-cell precursor ALL T2 5 #2755 o TR A g s 7
% g év = Sehfri i 8o (salvage chemotherapy ) {8 4 it i 35 s &

fREHFEFRM PR E SRR F - BsR AR el (4
hyper- CVADe ~FLAG ~ MXN/Ara-C ~HIDAC) > jok P 2 E DT /;«JE‘
M e HSCT o £ =t a E - (re-induction) % pret 8 %) 5 B g ~ 44 L R K
& ;%87 HSCT m:}fs ARG yﬁflﬁj.:)%:;z M F o dER Efotisfk o d 2 RIRALL
A EY B BF G Rin S A REERAE A

(2) Ap¥ R cE

1‘%‘;“‘ =~ P BOE R AES A RTRk 2% INO-VATE ALL i
% 0 BB AR )]35 A fcp 2t > pERC 3k Ap 3t i o 0 InO At st B ¥ s L CR/CRI
2 @ & v 7375 39 (progression-free survival, PFS ); 82 #X #4815 /= #F Coverall survival,
OS) ¥ i AENIHEFLAE > LAy 4B Y 2838 5 ke2 3iEd M
PEFAR L BT IN0 214 B2 87 T Lop L ahizid o fa o d i
B~ B2 m Ty e

PERC /L & | IO ip st @ 5 1 e 4 vt B3 HSCT » i27 av A4 *“#ﬁ
5 4T CRICH @ # B s 4 3% 1 %“m)ﬁ 2 HSCT et i) o 2@ » pERC
3 FEE 4L HSCT o 4 - blend B 87 8 14 B2 215 InO jpf o3 s Fanat £
FOM o ¥ by 2R INO s s 4 8 4 HSCT » Tl & i A R 2 5
% HSCT s £ #2% InO i ek 2e g o

(3) i iE U

;%-",5‘#% # 3 — > InO ¥ blinatumomab =R £;5% +* #& (indirect treatment
comparison, ITC) > &7 InO =3 &% chyp 4 23] CRICRI 2 b g5 4 & %
HSCT - ie OS £ PFS 27 ii?i HEZR o pb - ITCAHTF 352 28 ehip
o P RFACEHE AR F R ALEAFRE S F - F R LG R
IO #p #*+ blinatumomab &/ 5 2% & 5 3% % 2 | o

(4) 4 AR 2 Rox
P AR 2 RS T ERERE At ol G S lpF LR o
() =212

MIE 3BAF 45 F AF oA S Lk e In0 2% (96.5% vs. 89.

® hyper-CVAD : & %z cyclophosphamide ~ vincristine ~ doxorubicin = dexamethasone - & i 5

£ o
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6%); & InO 5 4 MIAFE % {x % gk (veno-occlusive disease, VOD) et b
% cPERC i INO ehp] (£ &7 H X engeFp & v BB § hinfy ~ ¥Rl
PR E K o

w
i
-l
3

i FpAp > AR EF R InO Aor L FRTRACE TRk T B Ficd PFS -
LY ELVRINILL R D AFRALAFEET KA o EiFdpt o InO
T i OS> 4 4 Z & blinatumomab 7E Hb EFE SR o d AR B RG T L
PFS ¥ g2 E R 7% »pERCIRFH B &/ A F Fo

(= )PBAC (:2) [8]

2018 & 11 * # {717 PBAC ¢ 3% * > % £ InO £ blinatumomab & 3 # f e
e R AR EE AT AV I pEE R > 2 InO ¥ ka2 HSCT
% HSCT 1 & it chp A 47 % e 80 - 23R M- IO 4 ~ % i = 1 2019 &
27 12p2 >PBAC & A% £ 5\ EHFL -

(=)NICE (&= &) [9]

NICE 2018 # 9 * 19 p =4 — > 3®k4p sl (TAB4L) > &¥ FRF F
i ﬁ < 7 ¥ 4% % (commercial arrangement) e 3 T iR R o

1 2@ G iEe

NICE 2R % H2 FRES 22 F K257 FIREARF 2 A UDp L &

ER I R AR R e LR
2. 3+ £ 8k
1) et &

NICE 4 f 323 1 FLAG 5 & enit 8 5 b £ i et 5o P 9 4
$# RIR B-cell ALL $# ¢ * 5 = 3 5 FLAG £ # & * idarubicin; Phss 4 ¢
% FLAG et TKI & L8 b * TKI: Xm » Rl 1F% ik § & 35 4 3
o BR AR k% S pFd A% blinatumomab 3 ~ %1 > F]2t blinatumomab

KA N Pt 5o

(2) o ¥
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SRG p s pt o InO X AKT FRERE BRI HAT RS
&:ﬁﬁe 2B ENICE# &5 4 2 fpst & b2 R ALL B p B B 5 4 ;{;«1
HpA 2 4 FHa @ InO s dgFecid CR/ICRI~ Iﬁﬁg:'é'%]/lf; B £t
45@”‘ g o 4 BAREISR D BFL ESF o NICE sk InO e
CRICRI % (£ 1t » >t mg & o

3) 2

INO § # e 4 NIRT it X e VOD ik % »VOD 4 &3 4 &g % A«
#| (alkylating agents ) i3 s 4 b > A FRILFERISH S A R J_,;EU
Al o NICE 325 H A A% BT VOD &7 g2 ¥ ﬁ”g.}%%;%”’;ﬁd
B R gk KR VOD 4 0w s fe o NICE 3ufe InO % 22 4 szw e
#]_g]?\ o

()4 6 3

1. ##  SMC[10]

SMC*: 2018 # 5% 4 p 5 #:i24p2 » 23R8 H INO> LHEE e A%y
Bedp AR e 2 0% 30 R F R (FaR e B AL g 4 o SMC Gkt AZIR T 1
%0 In0 ¥ i opopE RS LR FMOE R B £30 2% (ultra-orphan) & e i
R 5 2 A 77423 % (patient access scheme ) % i ¥ i

2. LA FTHEAPM 2

(1) &>
A 4p £ * 3t 3% Cochrane library /PubMed/Embase ¢ + 35 2. = % 3P 4o
"1 5 PICOS fua 40H (12 0 THOR B L ASERATELHGFERT L4

¥ (population) -~ 5% =2 (intervention) ~ 7 »c¥t R & (comparator) R T
#l 2 4p 1% (outcome) % #7733+ £ > % (study design) - B H0F if i FrIZ 4o T

\

B~ %2 RIR B-cell precursor ALL ( ¢ 3% Ph+x2
Population Ph-)
Prrixe tamKn

Intervention i * inotuzumab ozogamicin ;&

Comparator A%
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Outcome A
Study design | Ei8 4 TR iES&R (RCT) ~ kst~ phw g

iz fe t it 2 PICOS > i 8 Cochrane library/PubMed/Embase & < g 374 A -
%2019 # 2 * 10 p - 2 "precursor cell lymphoblastic leukemia-lymphoma/acute
lymphoblastic leukemia/acute lymphoblastic leukemia ; = % [ inotuzumab

ozogamicin/Besponsa | % 5 M4EF i (FHF > b F Kok i L - o

(2) #F 2%

i

% PubMed ~ Cochrane Library &2 Embase & + 4 & T & » 5% LR34
o2 RE 6E 0 443 RIR B-cell precursor ALL (¢ 45 Ph+2 Ph-) 5 ¢ » it
* inotuzumab ozogamicin b ki fEi5 R B S Hk 2B & 2 PIRE 2 /I% y ¥
HJE- 78 RCT—INO-VATEALL % 7324 5 ~ 1§J<[11-14]’7FB B g% FIZ 4o o

INO-VATEALL #5% & - FE3HE~F R 5 ¥ w % _ﬁpq;g.)%‘:i\zﬁ 22 In0
* 3+ R/R CD22 1% 1+ B-cell precursor ALL -}}ia Aen® R st o ko~ 326 1
18;%'1 *mffﬂ s L1 et plsERS A Fe T InO e (N=164 [164 < #% i5%])
#ip i (N=162[143 4 o ]) R R s % “TE & e f o
3= FLAG (N=102 [93 % &% i2%]) >~ MXN/Ara-C (N=38 [33 * £ X nk]) %
HIDAC (N=22 [17 * &= inf]) - R £ B 4w o

a. foih R
AEBRNEE SIS

e >18 g e R/IR CD22 15 14+ B-cell precursor ALL ( ¢ 3% Ph-22 Ph+) = & i

A o
. ’ﬁzs%m% SELE
e WERIXELN 2RI -

e« ECOG ¢ ;]»k,rx::OﬂZA,\o

(] HJ—-;%,%_,_*‘#% o

o @ FvepipF (Ser’) <1581 ¥ T (ULN)

* FRAFPhEIOCHEHLIEE S NAE = & TKE SRR s & e

b. % 2k

" ECOG: Eastern Cooperative Oncology Group
9 Scr: serum creatinine
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IR Foredpike 5 0 4 g iR L4 | ¢ (endpoint assessment committee,
EAC) #=% 2 CR"/CRi'"72 OS: % & 474 ¢ 45 : MRD &) « % a5 § s
(duration of remission, DoR ) ~ HSCT & 4= PFS -

C. A7

L& 447 (# 4% CRICRI 4o MRD IS 1)t & %3 & 44 8 36 » 591218 i
Ao F e~ 45012 OS ~ PES ~ DOR v HSCT 5 & & 47 R ¢ 45475 326 =4
%A\ ?jg]ﬁa A o

d.

=

Hofcin 326 ks (ITT %3 ) #de v s 47 R ($F:182 79 %)
He 554 (17%) © #:i8 HSCT - 276 ~ (85%) % Ph-;49 «# (15%) % Ph+
Ph+:}3r,—4tJ 44 ABFHLETKI> 28 A g8 1/ TKI> 17 A 3 3% < 2 4 TKI ;
B % op A% enTKI 5 dasatinib (42 4 ) # = 5 imatinib (24 ) -

Fow BT EER

o R ERER BRIy (2R
*  FZ% *#% (ClinicalTrials.gov) : NCT01564784
- © A ECREE AR (N=326) s (N=307)
e FP I 25BRRS 1291 ¢
. :}f;a&‘i’«:.fép\l?%@ :2012#8" 3 2015#1"
e X F kiR : Pfizer
Por R PR AR
e >18 % e H b ¥ %4 % (isolated
e R/IR CD22 1 [+ B-cell extramedullary relapse )
precursor ALL ( Ph-/Ph+) e  Burkitt’s $“;& & m? kv n i
g o & 3 > 5%k 8T e (mixed lineage leukemia )
© RRLELL2BREBLL |0 BB RY SR LR
% © R ERE
e ECOGHMs#im:0124 |¢ # &3 VOD&FRHMEER
e Scr< 15 B &+ F B & ¥ ( sinusoidal obstruction

"CR %% : FREN T me<B% - FRAYH 9 oY e o BB e 2R (L)
S100<10°/L = ANC> 1 x 10%L) > 2 i= i dEsh o e 1RAR -

"CRi %% : B RPN T < 5% BREEYT Hi 9 LI o ¥ a3k B A A (s )
£ <100x10%L ¥ /8¢ ANC <1x10%L) > = iz o 4/ A m o fodh -

T MRD % % : ¢ &3¢ % fm%e & % %872 1 0.01%17 T o
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(ULN)
© Phipt FI U 1R -
RA Rz TKIE SR

syndrome, SOS )

InO &

v e
o JE

o REHSA A Bt N=164

WAREN e sk 4 i N=164

oA 45 4 B 0 N=164
o & R4 47 A i N=164

R A A #ic 0 N=162
BEX oK A ¥k N=143
e v 45 4 it N=162
ZF A5 4 B N=143

B

% |o OS

¢ CR/CRi

x & g i

(ON]

PFS

DoR
HSCT* &%

% BT

A ipor 218 s 4 ¢ (5 ek 109 4 )0 % 2 f2%F (CRICRI) InO &
B3 (InO & vs. i 2:80.7% vs. 29.4%, P<0.001 )-+* & % 8 % 51.4%

(P<0.001) -

i# 7] CR/CRI £ 4 ?oIn0 23 Bt K f5 A B+ MRD £ (In0 & vs.
LR 421 78.4% vs. 28.1%, P<0.001) ® DoR *# i #c#i £ (InO % vs. 3 bt

46 % vs.3.1 B ; P=0.03) -

dopkled o § Hops A % 1ok irdE ) CR/ICRI (InO & vs. it &

64/88 [73%] vs. 29/32 [91%] ) -

HEAY [2T 2]

DI 326 HEL L K ;é—‘;]z ?5In0O 2 PFS ¢ > #ick ¥ £ (InO %2 vs. it
Kk 150 % vs.1.8 % * ;P<0.001); 0S¥ i=#cs £ (InO &= vs. i
B UT77 B ovs. 67 B P 5 P=004) e d AEPPRDIGEFE

(P=0.0208 ) -

o3 A ey E TR 3 E 0 6 b & Bk ( proportional hazards
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assumption) » ¥t i * £ 2 B4 F {8 & 7 (exploratory post hoc) % 4|32
HEEE AT (BT D377 B0 ) L FAEEE INO TR 0k E o -
44498 InO e OS it o e £ (T tofk [ # £]:13.9 & * [1.10] vs.
9.9 i * [0.85] ; P=0.005)

38326 A ¢ > 2 F3E% In0 i 23% (95% Cl, 16% % 30% ) > i F 2 i

10% (95% CI,5%3 16%) -

HSCT %

* InO mj §F 1t I dup A R HSCT(InO ‘& vs. it 2 :41% [n=45/109] vs.

11% [n=12/109]; P<0.001 )

* ECRICRi s 4 @ > In0O 2F s v F dhup 4 B 238X HSCT (InO =

VS.

it e 48% [n=41/85] vs. 32% [N=10/31]; P=0.12) ; g4t 4 i faps A A
w5 55®° (95%Cl49% 80) %2 57" (95%CI,08 3 x&7])-

%7 % —CRICRi ~ MRD 12 %

IR %
InO & (N=109) it F 22 (N=109) P&
(97.5% CI)
¥f2%F 1 n(%)[95% ClI]
CR/CRI 88 (80.7) [72to0 88] | 32(29.4) [21 to 39] | 51.4% (38 to 64) | P<0.001
CR 39 (35.8) [27 to 46] | 19 (17.4) [11to 26] | 18.3% (5to 32) | P =0.002
CRi 49 (45.0) [35to 55] | 13 (11.9) [7to 20] | 33.0% (20 to 46) | P <0.001
MRD £t & 2 n (%) [95% Cl]
: 69/88 (78.4 9/32 (28.1
i CR/CRi 5 + (78.4) (28.1) 50.3% (30 to 71) | P <0.001
[68 to 87] [14 to 47]

a2 CI= A i CR=% 2 %72 ; CRIZ% 2 S22 %+ = » & 2 5 54k : DOR= j2# P&/ ; InO=

inotuzumab ozogamicin ; ITT=% B/ : MRD=#& A& 5 5 J

# = ~ Frekd % —0S ~ PFS ~ DoR

IO %= g HR[97.5% Cl] P&

0S # = #(" )[97.5% CI]" | 7.7 [6.0, 9.2] | 6.7 [4.9, 8.3] | HR=0.77 [0.58, 1.03] | p=0.04
PFS # = #c(? ) [97.5% CI]"| 5.0 [3.7, 5.6] | 1.8 [1.5, 2.2] | HR=0.45 [0.34, 0.61] | p< 0.001
DoR * i #(" ) [95% CI]" | 4.6 [3.9, 5.4] | 3.1 [1.4, 4.9] | HR=0.55 [0.31, 0.96] | P=0.03

i ClI=R i % 7 DOR=% 245 §p¥ 7 ; HR=L *&** ; InO= inotuzumab ozogamicin ;
OS=# #8554 ; PFS=m & i 378 o

TREA YR A F 0 InO g i A u] N=164 4 22 N=162 4 -

Tigaa it 4 ¥ d Rk A 45 L2 R i CRICri % > InO gz i sw v v N=85 + #7 N=31
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2 EER

R M A E &SRR EORTC QLQ-C30 ( European Organization for
Research and Treatment of Cancer, Quality of Life Questionnaire) % EQ-5D-3L
(EuroQol Group 5 Dimensions Questionnaire ) = f&& # kBl & > InO = Ap #3t it
R le 2 A R GRS o Bold FoBRRRE (e v A S BE F 2 (EORTC QLQ-C30 #
Rk /2 F S F £ 62.1vs.57.8 5 EQ-5D index : 0.80vs. 0.76) -

InO 3t EORTC QLQ-C30 & # ® dspic i chg w @ 3514 12 5 %‘ié‘é(role
functioning) ~ A2 # it 11 &2 G E o

b. %2

2016 4 3 7 8 p A kR ALY 0 K 207 R A AR~ & 2445 (INO
N=164; f* # % :n=143)° InO ‘e PR ¢ = dci £ (InO %2:8.9 & [IQR=4.1
3 131] > 95 3in ki e 1093 [09% 11] 95 1inHkrd ).

FaE g4 F In0 2 i 99% (163/164) 5 i 2 5 100% (143/143) 0 i-
FeAPR A L 284 X In0 i 88%: Y i 91%- - pd 2 2 F # 4 F5In0
25 51% 0 ke i 50% ; o AR BE A L2 F 4 F In0 2 31% 0 ik
2 h 29% o

Arp & B S 31 2 7R3 | (hepatotoxicity ) InO =48 ¥ #.% (InO 2 vs
v % %=t 83/164 [51%] vs. 49/143 [34%] ) - VOD/SOS & 4 % » InO ‘e i
13%(22/164) » H ¢ 5 A jLgkis AR HSCT (5 A7 2 A Ajsfk™ e B X
HSCT) - InO ‘¥ 3% HSCT 177 ~ ¢ » 35 17 & (22%) 3R VOD/SOS > 5
BE ’:ﬁ’**“ HSCT 2 t6 2 Z Réplheno b frlodet HSCT 132 4 7 » 5 1 4
(3%) 25 4 SOS - 38 VOD/SOS et v 5]+ @ 32 {8 F &< HSCT
(% *’”%I“’}%, [conditioning regimen] # % & 'z A &4 ~ & & X o LR
HSCT @ i jf "8l R g chups 4 o B B B3 & 1 Dip ko L 5 ¥ /0% Uk
g ~ % InO i Mmeanipfcttiofk 0 2 InO /f%ﬂ_—«ﬂtﬁf 5% o

FlieR il g 2. 77= 50 In0 2% 55% (9/164) - ## 5 4 5 =% HSCT 2
117 VOD/SOS #3537~ o

(I )&k f R E2FTH

ERE 2 -)%‘%»3:7}5 M2 pee 50 LR 44 RIR ALL 2 % Sl v e g o
Mz 1R &% %R plinatumomab 2. BF4E b e (ITC) 7 24 & o
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ANERE RN EREFLF R R AFESLTRF SRS LN
R A& A4] CD22 Bk B mve 3 5pF]F 2 &= ¥ ws v i (ALL) 2
VRergairme B (HSCT) eh= At 5 8% 4 HE B (Pht) 2 ALL
it L0 ETKEG R ok e

FHARPR AT RREAARI EF S LI MART FERRY 3 D
R R ARIGRER e (1) 4 MBI (Pht) % inotuzumab
ozogamicin (& % £ &)~ TKItit 5 ~ TKIE#g FfE 5 (2) 7 & % ¢ 85 t: (Ph-)
% © inotuzumab ozogamicin - blinatumomab % it fx o A R TR & ¥ R o 45 5
B FEOL L > 2RI Wk (Ph-) 1 & ® ¥ blinatumomab 5 35 %
¢ §9iE 1+ (Pht) Jﬁ ARV EL (245 FLAG ~ MXN/Ara-C ~ HIDAC)
EHA EERY % - /=M TKI # & (¢ 3 : dasatinib ~ ponatinib ) » = f& i 5
P He U FLAG % W bld B o Tl o A Y R ARPI S 2 B EFET B
EEF SR Al 2 AFTRA & * ) 0 blinatumomab 2 % 1t
EE?RFVHIERDOFLAG ¥V G AFERZ RS Y 5o

(5) 1 & Fofahemfe mgnas ik
1. CADTH/pCODR (*r £ = )

PCODR *+ 2018 # 7 » 6 p 23 - pE X EHER - ARPRELEE V&

T o aE3& 6 InOtuzumab ozogamicin( 2 T #§ 4 InO ) ** R/R B-cell precursor ALL

FAR R ERLEHFE 45

* FEAEBEHSCT R o EFAEMIIPLSAREN @ 1L 3
B o

. L3 HEE HSCT }1% AFFENNR2EBAR2EBEIEI 2L R Y
Yzt (CRICRi) 12 2 pig# 7 3% 7 s (minimal residual disease, MRD) » i *
G 6B

* FEAIMBEME (PhH) pt o 2O FERIE-ATKISEH S EEF 2
70 i % (multi-drug induction chemotherapy ) -

2. PBAC (&)

2018 # 11 * 7 PBAC ¢ &7 &R P » %1 o W AF 2 2N REHEL o
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3. NICE (# &)

NICE »+ 2018 # 9 * 19 p =2 - i #e™kdn 3] (TABAL) &¥ P F

L& = F % % (commercial arrangement) % # T 2E R & H o EREH L GE
EEARELLFTRBEPF LD AR A AT F AR L e
o

(2 )RR 2% 212

44+ R/R B-cell precursor ALL ( # 3= Ph+# Ph-) Ao & * jnotuzumab
ozogamicin b fiuis fa 5 B i ok st X 2 TG QL;Jw A& Rp-FAEH
S PR S P s Bz ek A% INO-VATEALL ) P i A% & %
>+ R/IR CD22 i 4+ B-cell precursor ALL &% D Aef s o X 5~ 326 = 18
perd b Ao L et g e fe 2 InO 2 (N=164 [164 4 3% ins]) &
iR de (N=162 [143 A £ ipk] ) Yk mid * Fé%ﬁﬂ’“iﬁ“%sza‘%mé‘ﬂn B 5
FLAG ~ MXN/Ara-C 2 HIDAC -

ERE 3. :s};ﬁfﬂr Ao~ 1218 s 4 ¢ (A g 109 4 ) CR/CRI & InO
.:sg%ﬁ—ﬂnrs (InO % vs. it % : 80.7% vs. 29.4%, P<0.001) > +* & % B % 51.4%
(P<0.001) - i 7] CRICRi &% % ¥ > InO 3 B+t I s 4 BEw MRD 1445
(InO % vs. 3 % :78.4% vs. 28.1%, P<0.001) * DoR ¢ i=## £ (InO %
LR 1467 vs.3.1 %" ; P=0.03) -

Bt R vidg th 230326 A A R EE Y 0 InO B PRS Y gk ¥
it ek (5.0 B * vs.1.8 % » ;P<0.001);0S ¥ i=#cs #E (7.7 B * vs.6.7
B2 5 P=0.04) ¥ AEPTFR A F E (P=0.0208) - InO £} g v &
rn)]% A #% HSCT (InO & vs. i % @ 41%vs. 11% ; P<0.001) - i CR/CRI
AP o In0 B R v Fan A E 4R HSCT (InO & vs. it e 48% vs.
32% ; P=0.12) -

Bk PMIA A AT EF A F In0 2 i 99% (163/164) 0 iR & i 100%
(143/143) > joF4p 2 2 E 28 4 F InO 25 88% > i“Fie i 91% - g %
REEFAF N0 i 51% o vk i 50% ; ok AP BcE A R E R F A K
INO 2% 31% > i*Fr e i 29% o

VOD/SOS &g 4 & > InO =i 13% (22/164) - InO e ? ¥ HSCT 1 77
Ao 5 17 4 (22%) 413 VOD/SOS & it et HSCT 1232 4 7 » 5 1 4
(3%) ﬂilﬁﬁt Rt SOS » Flipfk sl w2 7= 30 In0 2% 55% (9/164) »
He 5 AL HER HSCT 2 16 113 VOD/SOS #3557+~ o

25/45



v:)%ﬁr},%fﬁl‘i’

2

Be AP B %

2
~

PraiEkinsl 0 LR g;;g;% inotuzumab ozogamicin B & & T i3 iE AT E
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(- )ERF RN AP i GAEF Y

L EHERNLFLP FHR

f?é‘iﬁ—ﬁi&&:‘: A FBOELHSAEF Y > 3 HE i inotuzumab
ozogamicin (2T ?z?vﬁa—ﬂ\rr) Ap > R v g e & (standard of care, SoC) » # 3t
e RT RFASFHA CD2B B mre BTS2 ALL & 4 B2 & Ao
* 445 (cost-utility analysis ) o 7] 4p B F 3 AcT & Ao

Ep S

T Y Xy

B 7R E A& 74 CD22 B B w4 BR ]+ 2 ALL 2 = &

PR
}rﬁ% ?#’3’545 gmf%'lﬁi(Ph+>’),@;L b — fﬁTKY/ﬁ-‘%‘#ﬂi

B ies | m kg R R

DR R e S RS 0 F 2 R RS
(1) FLAG : fludarabine, cytarabine, G-CSF

(2) MXN/Ara-C : cytarabine, mitoxantrone

(3) HIDAC : 3 #| & cytarabine

L jyyfﬁf\ﬂg

B v % 07 (Markov model ) 5 A # o o~ AR &8 (stable
state )~ = > ¥ f% (CR/CRi)~ &% iz m?e ;% ¢ (post-SCT) ~ 5
A% 1 FECer 2 FT AR AN FREFES BT 2 B
AR EEAT o ¢ 725 CRICRI W 5~ #X SCT v- 5 »

BEMFREIUEFWGEF

Bl A kA (lifetime) 53=FHEF > HA Y K TS5 60 =
3T A A gk TR ITRF R TS 3%
AR RAYT | HF G AR R AT - B BAA IR B AR R AT

ER RS = SLEREEE N ER NS ’:5 # ek 5% (INO-VATE ALL phase |11
trial ) [13]2~% > ¢ Z EM FEH U E 2 B 3D Sy 0 * de i A KA
#OLPEREET Lok et B e ¥ " PO RRBHRFTHRI BHRDT L
Z3kF @ * 3 # (parametric survival model ) 17 54 i 35 5 P R e F o 14T
¥ NICE ﬁmh B2 E[AB]MrE R A A TR E AR N E D ERKRTH
B fie i 0t oA T

ok VA ol D WAL Stk ok Rl EEE Y TR #5%
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2 g @[ﬁ%%—fé‘-%#ﬁfﬁ? ERERE U CR el 5 5 LA GERED i gP N A
Rt A AR L2 23] CRICRI ame® @4 INO % = 8 Tk 3%
[13] » /s ts#et SCT erw™ miE f Kurosawa & 4 7 7 [16] » io £ 5 s &
gt @B Aristides & 4 w7 3 [17] -

Foh RS RN R e A R AR RET AR AT E T 5
ESE NS I- NS NN R SRY - § ] EaE: umﬁ * ~SCT £jis% * ~ SCT jivis
BEF*UATREZBRET T E o Vo BIOREL (¢ B -
blinatumomab 2 2 {8 s 2 TKIs) RIZ Bk FEHFSHAP 2 L FHEFT
EE

F_k

A 45 (base-case analysis) &% &7 > fpf @ * LB L B L 5 @ ¥
*ww%ﬁﬁﬁ’ﬂzwrgCMM%ﬁBmwwﬁn+LAuL¢A%%,
Hvf3 = A»zF ¢ (Incremental cost-effectiveness ratio, ICER) &% 355 3 4 1
Hie2 e M« IBEFALERFRTY - THEH - TRl Es
Fier 2 & # (quality-adjusted life year, QALY ) g & ¢ #4c %) 230 § ~ 2 iz i%
? B %‘3 * o

ERRRAPTTREERE T LE TR RATIA AT AT S Y A
Rfprag s 2 PRI HE I AEF LT85 R L BT ’r,ﬁf*d\«l S B ? 1R m
R TP A AR R R LR o AR R A FINA L*’iﬁxi
71000 < fir#g 0 11 2017 & S84 35GCGDP =z 2 s = A»cFf BB (592228 )
L Ay F s x5 40% -

2. B¢ <t

%*@%*%ﬁ**iiﬁﬁﬁﬁﬂ:’%ﬁéaéwﬁziﬁﬁpia?

F&:? pI‘ m'%ﬁfr-ﬁ\?—r .

(1) &k #rie & e ok L EE R ¢ 7 FLAG~MXN/Ara-C 12 2 HIDAC
SRS @ R P RREFEY RE A MEE (Ph-) mR o © RS
i1 2 = blinatumomab ¥ & * > {& % i pF R RAT 0 55K Tk %gg;g\, T
ES0F TR0 B F-E  E ST

(2) tApE R e~ F 2R ERE TR o B R S INA S R R
T AR Y E AP AP M 2 AT T A R i 1
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Q) BEMAF ST G 3 RERF & * WA f w22 B ALL
B RMEERERERREG T L & 7 %4 NICEHiFL > 2ER S
R TRt A T A AL ZRBED O ER ST A AT
AR EEIR > AR 2 s T it 3| B BER B i AR R
A 4e B E H B A P (transparency ) 0 iE R R IR R s F R
X AT E AP R R B A o

(4) ERFLARETHREND > REB2E- HIFREETE O -

it

e A frEEF VAL R AR A RE A ] K
’}\“Piifiiéf WA ,4 BB AR ER T A
£ %2 & F4 CD22 B 1 B m¥e % 5 7]

(mz:?“
W»

*3f 4 3 & 2% CADTH/pCODR-PBAC % NICE z FhpHFRFs 22
EI I N ﬁJ[— PG R e FRPRTR B
CRD/INAHTA/Cochrane/PubMed/Embase #p i ~ JF*Je » B fREL R %51% FLHITE
B2 BHERE PR A AREFATRE o

[t

* ik 2P

iﬁ?;ﬂ?SODR 50018579 6 24 o

PBAC (/&) 322019# 1% 31lpiaa ?5}%‘#4493’1'* FE o

NICE (# /) %2018 #& 9% 19 p &4 o

R FhpH=r  SMC (iR ) FhfH=RHE 102018 6 * 11
Gl p oo

THERE CRD/INAHTA/Cochrane/PubMed/Embase 4% & % -
ERAREZFTH A&

7 ¢ CRD 5 Centre for Reviews and Dissemination, University of York, England. sig & -

INAHTA 5 International Network of Agencies for Health Technology Assessment 725 &
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1. CADTH/pCODR (4t £+ ) [7]

)

‘e £ 4 BB F £ & 2% (Pan-Canadian Oncology Drug Review,
pCODR)*t 2018 & 7 * 6 p = # pCODR % 7% % ¢ i (pCODR Expert Review
Committee, pERC ) # % 1= %% 2 > pERC =3 % i Besponsa® ( inotuzumab
ozogamicin) * 354w A& FA B fmrew 5p %)+ 20 ALL s e »]:;k A Fw
Bidrnf fecd AV RLER TR pERC FIERL AR E P MY A D

ZANE G £ gkde™ o Pfizer Canada Inc.3% % en g aMET] 3V i A 527 4R L o i
N LR AR L RN S S APAR S pCODR +,x~a‘ﬂ ¥ ] % (Economic Guidance
Panel, EGP) £ 735 » ¥ - F R HHB P 5 ~ 52 blinatumonab ' f& 5 FE i

B o b B AR R R A A B T 2 #5079 (state transition Markov model ) »
R S AR XY )P N 2 }]?i (stable dlsease) PR T dE s A i
% 5 A &1 (disease progression ) ~ i ¥] CR/CRi ~ #% HSCT # 7= - @ j 4
?_@/\,ﬁ,;];;,uxh s PR A L;;Lums F]= oo P\»/,,\ﬁms\ r& 3 *“;;v 2 A~
#Z %5 47 = & (drug administration cost) ~ A fe= & ~HSCT &= #1122 AE & & -
pERC ;i % 3| Pfizer Canada Inc.3: 2 snA#H & A 477 » & S22 B (L F 4p 1t b
ICER 3 91,840 4: %/QALY > @ pCODR EGP # ! . i & 3+ & % & 178,800 4c %
IQALY % 335,752 4c % /QALY 2z B o ¥ *b » # A &2 blinatumonab ' f& 5
¢ » Pfizer Canada InCc.3#& % enfA # B 4 1781 &~ & = A2 g F B3 iEg e
(dominant > -7,642 4 %/QALY ) k@ pCODR EGP # /1% i 53+ B % . if$ K
% (-61,195 4¢ %/QALY) I 112,898 4 %/QALY 2 ¥ - &4 & = » pERC F &
EGP it g & 522 1L o ~ 12 2 1t fie & 52 blinatumonab #4% 5 |+ ICER & > %
PERC % 77 & S22 it R 4p vt "‘/T‘. PER R SRR BRI E A AE 0@ pERC
P33 5 A& &2 blinatumonab 4p +* rm\ horE A RRE G B AR T
Al g FoR kg R e

2. PBAC (;&:) [8]
12019# 17 31pt AREEAAML FRPHFERESL
3. NICE (#®) [9]

FRNICE* 2018 # 9 7 18 p & & 548 # - PHEFTR5 - EREH
inotuzumab ozogamicin ¥ % 4R % A & A4 A ~ CD22 K ~ B wmfe @ g lmbe 2
ALL = A B2 in s - Y R SRR FF 5 F 4 B2 R
L RERLE- ATKI Rk o & 50 4 Pfizer Ltd Ry B R4 FR T R B2
4z o Pfizer Ltd 3 2 - > 83 J’—lp/w\‘}ffr o Bl d = fEA B 5 R
#-2] (partitioned survival sub model) = » A5 5 & & FEKE -~ BRBE
A RE T = o 4 Pfizer Ltd 4% 41 vt i A 5o 408 U o4 4 (deterministic) ICER
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B AT F 1.5%pF 5 40,013 =4 /QALY ~ At 3.5%pF 5 55,869 w4
IQALY ;@ 4% 5 |+ (probabilistic )ICER &> #4735 1.5%pFF % 48,459 & 42/QALY -
A drIk 3.5%PF L 67,575 #F43/QALY - # ® NICE 2.9 %% 4 B} (Evidence
Review Groups , ERG )% 5 Pfizer Ltd # % e 2+ ICER &2 8 % 4 ICER &
A HFARE S B AT AR At ICER B A G /D
(biased ) ~ @ 4,;&3, 1 ICER &7 &t 845 & if e o Pfizer Ltd 134954 A ¢ &3k
BREIBEILHAEG A7 WA F E%ﬂi%ft:)%ﬁv ICER & 4 3t 33,749 =4
/QALY (blased) 37,497 &= £ /QALY (# * % HSCT {67 & 2 »c* £[16])
2B e X R G AEAAETERE LR B & NICE fp# &% (end-of-life
criteria) ; ¥ *t » % ix e ERG #-blinatumomab % % 74040 » 24715 » & & ICER
B vE Aw WF A GE R PRFE (National Health Service, NHS ) 322 5 & § = &%
Feofe o Bt o A R € B BEREA A E HAFALFFHAB o ALL &
%
4, H s Fﬁ]%&;fi;}j;’i,«— ‘a
(1) SMC (&) [10]

FrtL i SMC »t 2016 & 6 * 11 p & A Sa3F - TG > 2%
inotuzumab ozogamicin j » % > ¥ 5 H - (L N A A B ~ CD22 15
t~ Blwmfewi Bpimie 2. ALL & 4 5 & o Pfizer Ltd & 2 - &> & A22% 245482 o
A AR ORISR R Al AE] B e ALL S A m R 2 s Aok
FoAY RKLA) AREFRmE e A PR E Y R § R
& FLAG » MXN/Ara-C & HIDAC ; & Ph—# 4 # - Pfizer Ltd ~ #% 2 » &2
blinatumomab 4p v el 3 1 5 ST B A 47 o g0 & Aoh Srd* 5 ¥ X KA op
AEMECRIY T A T AR Y ## 0 A CRICRI » A& {5 HSCT ~ i& 5
CRI/CRi ® A&7 HSCT ~ i& {7 HSCT £ HSCT 2 1 » 134572 isk ™ ek Ji o
R 60 E v AERF DEASRPE L3I BRAR AAHELTY 0 F
A E a4 AT % (Patient Access scheme, PAS) 74 » & S4p 3%
BoL R ICER E 5 37,837 4 /QALY 5 2@ » 5+ £ blinatumomab % PAS ~
2 H LR AATR R AT A 522 blinatumomab & At E o A E A @
* PAS 37§ ~ ¢ blinatumomab r =>4 % g {73+ 5 » 2 ICER E &3 % 6,754 % 4
QALY -

5. T FAEApH @)I;L;
(1) #=->:2
~3F 2 * v 48F CRD/INAHTA/Cochrane/PubMed/Embase & + it 2. = 2

M e

31/45



108BTD01001_BESPONSA

11T 5] PICOS i b #0F i > WHF L A ERATEL A EET 24
¥ (population) ~ ;5% > ;= (intervention) ~ & »c4f P& 5 (comparator ) ~ & % Jp)
ik (outcome) % #= 3 &+ 2 ;2 (study design) > H & i it FIZ 4o

Population B ~ i & relapsed or refractory CD22-positive

B-cell precursor acute lymphoblastic leukemia
R EE DA ET

Intervention | inotuzumab ozogamicin (Besponsa®)

Comparator | A% "2

Outcome A

Study design | cost-effectiveness analysis; cost-utility analysis;

cost-benefit analysis; cost-minimization analysis

iz B+ w2 PICOS - i% i CRD/INAHTA/Cochrane/PubMed/Embase % < }gk?
FLE 322019+ 1 7 31 p > 2 acute lymphoblastic leukemia~inotuzumab ozogamicin
"R coSt R s BT B TIOE - HEF Kk 7 UL

2) 5 &%

%% it & { & >> PubMed ~ Cochrane ~ Embase 2 CRD % ~ ﬁ%'p*“q‘fiﬁi’ﬁi 7
WEHSIECEBPERERAC TALEE AR EARTEFA T2 TH

+
* °
6. L*Fi,'&ﬁxf—7 H & A S E Y ?‘}"

2
E
i

R T TR X

(= )5 b 42

1945 2016 # S /g F e EFHET 0 9 L T (leukemia) #7% % # i 2,168
Ao § M EMIRELL S LR 10,3; A 845 b R EELEIE L F 4 X L F 10
3!1” 6.06 & » = F AT AL LIm S ARy 5 B Y m A E BT ALL
B £ 204 4 0 ikt b g AT %,—‘k 9 136% - F S BL KONGRS 00
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Lfﬁ'v%—*"l LR S (673%) H = LAEEMB AR (174%) [18] - ik ik

FRA® AT 2016 £ a GREFRFLEL G Lopy 0 e 12,062

Ao ERFRFYRFNE 34 RE[19] o &35 WHO 2008 & i 4% 1% 0 2016
#a ALLATH &4 ¢ B Blimre ALL £ 239 4 > 29 812% %4 7 & &%

# (2012 1 2016) PRl F syt o A 4 ALL £ ¢ 0 B lwre ALL 3 5] 35

%) % 84%[18, 20-23] -

* &> WHO ATC/DDD Index 2019 ##5[24] 3 LO1XC26 - &>t FLO1:
Antineoplastic Agents ; 1" LOLXC : Monoclonal antibodies | #g » p* & %5 Mf KIS
S EFHE Bl AR HY £ TRESI > EFLHER ) L HEF &
B BAERSRFIUSFAL B wew mFF 2 ALL o EF 4 0 T3
LO1XC19 (blinatumomab ) o ]+ » & 4F 4 2387 i * blinatumomab & % % % %

B
'Jrrw;'"

(Z )33 58

ﬁ':b‘g@%ii Sl gl BE ST LU LR SRR NP =
WBA2x7#34 4% g% p~f7.a‘—&3,89 % I
#r“f#ﬁ»ﬁ’w* mr)%‘bk’#ﬁf‘sé%g%%” * ?éiﬁﬁz»%f?"u uig‘?
=% - £ 1,850 73 7 #2000 73~ i
1470 FALHTE690F < -

£ 1% 340 3 ~ >
?’Wﬂﬁ%/”\*%j
LT E 5 - &

e
F
Ea

)
oy

&y
oy
REAR=

ﬁ'fﬁa‘ﬁ‘%l‘“ 0 B B EIED A FdeT

L AERE@Y L i RF BR A SR LRI o R
A& F AL CD2 BB s B 5F+ 2 ALLZ & Al b F 3% ¢ 4
A R ¢ AR P~k blinatumomab; & f S % F MY I SR E- A
TKI 5% % Ez,&iﬁ ¢ 5 g Hp #-B~ X blinatumomab & FLAG -~ MXN/Ara-C 12
2 HIDAC & - 85 e & o

2. PEREp A EIERE T 2ANRFEESFLHAD 2 L GRS PG
Gk (1T HAEEREHR) ¥ 32 K ¢k #2180 [25] 0 Blincyto® 34
FRB2Z EFRE ABITLAZHEFANSNRFAYB wre s 55+ 2. ALL 2
FABEYPh-FarREHIE 1D 4E AR XY P4 ER
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TS H5E e Vb Phy 2 g L e R R 2010 3 2014 R ¥
EHE A ERTREEA G EAFUSFAL B e 4 ALL 5 A
foo X TKE 2 @ % 52 g g 2 A F AN N5 - & r TKE G
Lrrgt A gt B Phtdr Ph—tefd &k Sl oo Bof 2 v BlA Bl G 24%
76%’&%;Mlu—mcaw—&g:wgzﬁo Ph+s2 Ph—g. % bt + 5 1
}‘fxbd\ ) RS W;i%f‘.rj‘w’Ph ?.—*“ﬂzh‘ £ 29 ¢«
&404’Ph+?,—+fA@:h - &E#T7 432 %7 #1004 o
] W,gw Ak iR i&ﬂ{iffpi../‘xf}#&#’néq* ARbERT RS
P e L i R 4@:#&1;&“4]#&%41\?“‘ :

Ph—p ¢ ¢+ AR & AL B wre s 4 ALL s~ ¢ » 23 Bk e R
B¢ Ph—% 73 * 48 %“Hc—'gf 100% ¢ & * blinatumomab » @ A &3 » & i
g8 bllnatumomab o i%’ A RT £ GBI 20%3 60%2 BF 0 A5
B AFYEHF - FEOB6 LT HT E 2 4 o

Ph+:}3r,—& ST I S B L JB e A A ALL}?r,"\ v ’L*’i;ﬂul?}i ko
B¢ Phed) & B TKI 5% 05 100% € @ % Bt > @ & %0~ i 1
B R 2B (P RS 100% ) AR AL - ET AL RT E
10 A o

E &%?xﬁ@-‘;ﬁﬁ#ﬁ ? F;;,‘J‘rjl‘ﬁ,%’lé'i*ﬂ\ LS R AR
aﬂ, 2.
P

Phps ¢t P R F R N2 A RS2 REA N £ 2 ETPA BRE
LR AEBPA AP CLHBEREFT NS5 - £ 1 ;
#7300 5 22 fF oo

Phﬂ}iﬁ&:k’ifﬁﬁﬁig ME ASRCLEHEEREY HL 5 - £ 2,130
FAL5T £30408 2 /o

W RERERET

Ph—sp 4t 223k & &1 & -5~ 1% blinatumomab % 4 # 3- > blinatumomab %
P EYRELGE R LS 'l%%‘ﬂ_‘ T pe i HAE X 56 | FL o AT
Hie MEBAEFRERFT L 5- £20008 1 %7 £82808 ~F o
Ph+:I}§a ﬁ&iﬁﬂiifﬁ-*iﬁ&,xﬂ?w% ¢ 7 FLAG ~ MXN/Ara-C
% HIDAC % xbﬁ,p%‘:‘@_ o Bie g h H|E & ¥ 19;&.11; B A T iogg 4
BAE 168 T A BT E 6261 2T E R P B ERLH G
it k& FLAG ¥ ¢ 2 Z% fludarabine &% K& > 5% ALL > F 8% f
2o Pl A r S R BERERES G5 -

¢ & %
Fpey e+
ETHAINTESIF AR -
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B REE SR E R R R B R TR LA RS R
R GHEEP > FRARISREF T hTSEA BRI AR 17 %
228 v 5 29 % ~blinatumomab 3 56 % o F] 5 @& * A 5 RS G #co
BARANGEHE RN EERAR L ERY Y S F YL F - E &Y 300
i%i&éﬁ’éf 1320@;»0
= Rk A MRS
ﬁ’u%’gﬁﬁﬁﬁ%lﬁ“ £ 185 FA1%7#2000F% ik
- #1470 A3 %7

EY £ 69073~ o
SR BT ERE VM ARF P BB S S 50%3 TO%:E TR AR &
AT AR RREAE S EREF L E - &65403£i%33411@
2,160 § ~ F¥ > i%% EER 2 ABPEYL - £ 1500 F 21 %7 £ 1,760
B MRERFREIRLENE Y- £690F 157 #1508 ~ o

AL EERF R AR P E A R R BB A
LA EERL o MF D SHHER Y MR PR

= g

3 i B 2 I GeT ol

(1)

()

v ¢

AETRA Y R A EE BR A SR LR B AR
LRI EE
TR ST EE 3

EREI T HRE R ERESTHEAF ARG L ARP R ER
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