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Pl L AP G 1Tp# 4
NICE (#®) *?%5&1106& 1171 8p 22 -

BRE R ARG AHS F(MAA)FIEET » 2R B pEH A4
€135 ¥ M PO i ot venetoclax * 3t T8 17p 4
4 TP53 2% A £+ B imw 2 bcfrflHir B

;m”:?),’gﬁ‘kls(_ihpﬁtjgﬂ f}?ﬁl’?? L F’J g\ rz"“}’ l?pﬁr‘ii\‘
TPS3 % % ® fie * i §F A2 fvBlwmfe X MHFrd A 5 s
i o

: CADTH % Canadian Agency for Drugs and Technologies in Health +c £ % # 5.2 —F,% R L= iR
pCODR & pan-Canadian Oncology Drug Review 4t £ < "8 % 1~ & |r 3= % m%ﬁ@, » 3+ 2010 & =
=5 CADTH eh& i » A & § F3%R ATHBEL DRk #IE 2 & A2cF

PBAC % Pharmaceutical Benefits Advisory Committee % &% 359 £ R ¢ m‘iﬁ

NICE % National Institute for Health and Care Excellence B #i& & T RE & 4287 7 2 m‘ﬁ’é,
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v %oz ] Fgf4me i 2

FLEBC MBI A FESARY S FELRERE
FL=p i AKIO7TE TP 12 P

ﬁ&%ﬁﬂé@ﬁﬁﬁ%E%ﬁﬁﬂ%% ’&éfé\%§ﬁ GRS S
YR F mg}%‘ ol B AT S oo A iR B AR AL © ¥R
I ,.Ju‘ti@@agiﬁﬁﬁé?é%m" o %%‘T%E?ﬁiﬁiﬁréfﬂ%‘ PR G
HohiEr-LE BP .2 ‘ébﬁﬁ'rﬂ‘ﬁﬂ%%%ﬁilpbﬁ% PR A ?5%%’?%
Bod o (NT ALK ) R FLARTIINL 0 FNERE v HFLARTINY
IEEEE (T R ) S %%%%ﬁ¢d@ﬁﬁk’ﬁkﬂ>
BR ks A2 BR AN TS PRBEAERRE (NTHEAEL) R
SRAREFGRFRESGHPEZ S T RGO R o [1fF2 2/ T 7
BRAFBMHARFRL LA E PR

ﬁﬁ%ﬁﬁ@ﬂﬂ£§%ﬁﬁﬂ%m%%ﬁ%§&%ﬁ%?%%%&@H
THEORMEAF RN RERSG AR AL TR B2 HEG S AN
Bk o BF nblfiw\@?l% oo ¥ AR 2 TRk R oA 1T A A E R R %
HErEp il SHAFRARL B A DR TRE FF AR S @ Do
% o

ol

- A RISR R

Btk = 3R42 6 i (chronic lymphocytic leukemia, CLL)E{;*N& R 0 AL
LEFALESRDEM B e T fen2 & W H L D E B F R R
Aot = S[1] o d v x F oM T wie g > > CLL A LA 23 SR F b 'R S
“,ﬁ%ﬁbif’f w R R R R BV R A DELMT wres fﬁ%ﬁ? T ¥ ew Hfen ] HF
A RECLLB A 35 Flled 2 i 2 La g d P2 D Fag[2] -
¥k fepop A AR 0 o] dere ok i 2 % (small lymphocytic lymphoma, SLL): ¥
WAL 5 8 CLL A - fEAmend b 2% ¥ 87 CLL &t i bt A Ripk > % F'%
s R K § - CLLE SLL - 4 £ o

CLL i &4 8>d > Ryw ahe RR2 §F LBl - MEFRR:FLFT
F(National Institutes of Health, NIH) st #icdy 5 #[4]>2015 & CLL e s 2f
b d FHEE 108 4 490 (5 125 6.62 5] &5 348 0)) e B SA S Rip
2015 & M F ;e E4R[D] 0 AP XL ETS b o f 3 1,956 4 o F 20 E LA

TCLL# SLL i & £ :CLL B ¥ 54 chff » fmre 4 & B4k tosi i ~ ¥ BEfrfk » 286 1@ SLL
R R e A AR AR RAFAMT S PR BT
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A B EREDLB6% > B P A PBE L REMT R & },;‘ajz‘L ?+163 4> e
o 2 B R En833% m F e g A 5K %108+~ 087 5>~ 5 052

B o

CLL# £ 8- 9w 57 gk 1% £ (genetic alteration) » ¢ 354 ¢ 2
¥~ w e % %~ MIRNAPSE B 1o £ gl @ 4 (epigenetic) e % o H ¥ #4T 80%:h
T 4 + 7 x*wﬁé’#i—’lbé"&ﬁﬂ#mﬁﬂ—ﬁ 13q # % ~11q # % ~17p
ﬁ%ﬁﬁlZ%%éﬁiﬁmmmw B¢ 8 17pak 4 s 4 9 b 3%-10% 0 @ 4R
3 75 4| CLL 'rﬁ:),% SR 30%-50%;,6 17p 4 2 o s Fr] & 7] TP53 i+
AT 54 F %8 5 17p 4+ 4 CLL =03k }?ﬁ" s X3 80%-90%: 17p 44 %= CLL
¢ 5 TP53 R #[3,6] — #m % > &5 17p 4 *TP53?§%&§1CLL:@&—E\;§
i (prognosis) & £ - 48 5 ;= ¥ (overall survival, OS)v’ THEG235E][7] -

Brr Rip CLLeER A &L S B4Rz~ HRFu B e X1
P4 AIB wre X K8k i 4% (B-cell receptor inhibitor/B-cell receptor pathway
inhibitor, BCRi)(% = )[8, 9] - » % % 5 venetoclax % — ¥ % |+ Bel-2%%r)#| » 158
B e s B R Prfldiiee B BT 0 @ Bel-2 fnitlmre k- Feo B
(pro-apoptotic protein) > & R R mbe k= o FRpFT Y 0 < 0L e CLL T ¢ H
CLL im# Bcl-2 % 4% # +c[10] -

L = M T HRite i:fﬁa%%“r%éa\ii?
S F ¥ L iew

Fludarabine DNA Z_& fis 4]

T _ : - Salakiikl
Cyclophosphamide ~ bendamustine ~ chlorambucil | *z it £
Rituximab ~ obinutuzumab - ofatumumab Anti-CD20 k8

¥ i fny -
Alemtuzumab Anti-CD52 o8

) Ibrutinib ~ acalabrutinib BTK Fr 413

BCRI —
Idelalisib PI3K 1] 3)

Bcl-2 Fr] 3 Venetoclax Bcl-2 Fr 3

Bcl-2: B-cell lymphoma 2; BCRi: B-cell receptor inhibitor, BTK: Bruton tyrosine kinase, PI3K: Phosphatidylinositol 3-kinase

LERA R T G 0 M Rl £ 4% 2018 £ £ R R 7Rk 7oL 4 (National
Comprehensive Cancer Network, NCCN)[11]4= 2015 # &t Pﬁﬁj’% £ ¢ (European
Society for Medical Oncology Congress, ESMO)[7]% # hfeh & % 4p 519 I S
FRIRTRA DA sl E ko o A B A NI R L LR S 10 FR IR

® microRNA @ | & 3 {2k o

¢ B-cell lymphoma 2 : — fim®e &= Foi o
%ﬂﬁ;&%ézwvenetoclax bl i A e o TR T RS o  FF AR
W5 BT FEERLARMN T LR R R ERT
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R e 0E 0 3 B {7 A TR RRR G I R Rk RIS % 8- sk o 2 NCCN dp3l &
bl o e R R B DIE 2 e BREEF R RNk (BRERY - REEF - LR
B~ ER L) S R ehE e S(bulky disease) ~ #FF E R 1B i)

TR S o@m s %#wﬁ&&ﬁ¢§&¢ﬁm%i@ﬁhp’%”Tﬁ@ﬁ#
200-300 x 10%/L & #1306 & 3k 7% % & (leukostasis) ; ESMO sl RIERpE A L ET S
(Binet A/B)® = ;i 5 {4 s (active disease)' s 58 5 & (Binet C)°p¥ 4 ¥ 122 14
R o

k'

AT RIFELE L F 1745 % £ TP53 %% > P % NCCN 4p3l2 3% % - M
iR EOEEGE S KL brutinib o A g AR E S RE S L MEEESFG
7 ibrutinib ¢F > & ¥ 12 @ % venetoclax & & rituximab ~ idelalisib £ & rituximab

& B_H jpie * venetoclax (= B s R &k sy &2 ) ESMO dp 3l pleskie - 4
;’;’.ﬁr‘,%"‘l‘”ﬁ‘%/m 'E/]% /,%/E%;b(ﬁgﬁil—é ‘ﬁ@f-_‘,é-ﬁh;@ B 74
i It F) 0 2Ek 02 ibrutinib 17 3w A SR & i‘*féﬂ%ﬁmiw ‘w *z #% +2 (allogeneic
hematopoietic stem cell transplantation, alloHSCT) : #75 * 2 kg & & - A
Ex o H e * BCRI & & & rituximab #4755 -

%w ~ 2018 & % B NCCN Bt = skt v o s Tk 2598 47 51 [11]

25 17 4 4 [TP53 R %2 CLL/SLL 23k = i

- ok
PELES % Ibrutinib

Alemtuzumab = rituximab
Hume®E> % HDMP + rituximab

Obinutuzumab

HuEGeEs % ¥ ¢ * lenalidomide™;s i * % - ¥4 {5 chF b & 4 (category 3)
w R ARk

Ibrutinib (category 1)

Venetoclax + rituximab (category 1)
FELES %

Idelalisib + rituximab

Venetoclax

® HE>E o A w4 4 (costal margin) 5o T £>10 4 e

" #e 1 p o (active disease) ¥ 1 A ¥ 0Bk (H T B SRR L H W REE S H
TRE) L AR R T A SRR S R R R N e R T
PR 6 B (M AALE 30 g /L o &) 2 $BRRF B3 Eehp AR P
I A T SUR

9 Binet & ks 2 ASB-C=8 » 27 BinetA ehE & 5w iz 39 >10.0 g/dL ~ & -] $£>100 x
10%L ~ <3 # = 4o e Binet B chi ik % i = 3% >10.0 /dL ~ 5 -} #>100 x 10%/L ~ >3 # = &=
¥ & BinetC m@z L5 F-v <10.0 g/dL ~ 5 -] 4£<100 x 10%/L -

" Lenalidomide % - BEE A SRH é.f%»é‘w](immunomodulatory drug) -
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B4 174 % /TP53 % %2 CLL/SLL 2 insH » i

Acalabrutinib
Alemtuzumab + rituximab
HDMP + rituximab

Bu 2R #E> %
Idelalisib
Lenalidomide + rituximab
Ofatumumab

FoSSR R (HREF A AR 28NS F k)

) Lenalidomide
BUZRE%E> %

Ofatumumab (category 2B)

HDMP: High-dose methylprednisolone
FAEEET A ERE EHA 4 % category 2A o

S BRI RFENAEL GRS

oW

< e X(Venclexta ) = venetoclax v PRACZ 4o 2 AR 1IN & S 4
/;}_&f@; &35 TVenclexta ¥ - iz * “AHHERBL I 0 - RisR
17p 4% % & l“*#‘”ﬁl“*WLIﬁ%(CLL)RJ“ Venclexta ¥ — i if # *t &
23§ B v % Rk S A (ibrutinib)i sk 4 prz 3 B4 17p 42 4 ol
Fid i p(CLL A - |

s (v
q % Ym \‘fa
H z‘«t R

‘b}*

Bt 2 e s (World Health Organization, WHO)ATC/DDD & = # [12] »
venetoclax % 12 4 %5 #5 5 LOIXX52 » 4 > L ANTINEOPLASTIC AND
IMMUNOMODULATING AGENTS/ L01 ANTINEOPLASTIC AGENTS/ L01X
OTHER ANTINEOPLASTIC AGENTS/ LO1XX Other antineoplastic agents - ATC

KAS Y B LOIXX ® A R:F v i e 2 b s e L;,;; ;; Wk
75 LOIXXA47 rvidelalisib » p+ & &2 2 2.2 2Fw P o A RP aduk g 2 T e 24 | o

piEd e s Er PR (dF FREV - FFMPEFTELA)
g7 7 [13] - 1 r&ﬁ#“’@ﬁﬂﬂ«?’u cTRR T S S TRIEHT
E5 ) ﬁ'——‘fﬁu s TE o s TR T R EMEF T R R TIEFE o sk
AE T 5 A4 A& ¢ 32 rituximab ~ ibrutinib ~ ofatumumab -

" NCCN 524 2 % dp 3] e d5 fo+ #kenk 4 (Categories of Evidence and Consensus) - e =
W R BB R AR

Category 1: Based upon high-level evidence, there is uniform NCCN consensus that the intervention is
appropriate. (% #y5A - F £ #)

Category 2A: Based upon lower-level evidence, there is uniform NCCN consensus that the intervention
isappropriate. ( MZEyRE 0 F X )

Category 2B: Based upon lower-level evidence, there is NCCN consensus that the intervention is
appropriate. ( MZEIRAE 0 LK)
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obinutuzumab ~ methylprednisolone ~ cyclophosphamide ~ fludarabine ~ epoetin beta -
immunoglobulin ~ bendamustine ~ chlorambucil ~ vincristine ~ doxorubicin 12 2 A %
Z . venetoclax °

FE TR i E s R RAH T Skibd L op B S rituximab
ibrutinib ~ ofatumumab ~ obinutuzumab ~ methylprednisolone ~ cyclophosphamide ~
fludarabine ~ bendamustine ~ chlorambucil ~ vincristine ~ doxorubicin % ; epoetin beta
i ok » TR T RIS o 4 R Fuisk i B 5 immunoglobulin s
i@ﬁzr&wﬁwwwn%“ﬂﬁﬁi A FHARF WAL A 2
LA iRy BEY & S th Ny BIIRNUI i £ RS L e s Y R R Rl A
FREEMRZ IR P ATFREREAZERGRER 2R RESE A%
BERGAPITT Ftiak 1Tp 4k 2 2 BAEH T st o aniy ibrutinib @ T g
w%m%&wﬁwﬁwnl@@uy AT IR T B (SLL)F s 4 i r
iR G 17p & A 22 WAtk T kit o (CLL)) = 3ok = (SLL) e
Eop Ao g B WY A Jfl ibrutinib * ot T ki & op[14] -

%%ﬁ&%%%%ﬁ%iﬂ%ﬁﬁwﬂaﬁ(lLﬁE%éfrmmmw
fludarabine ~ bendamustine » ¥ # R Z_1 & "% S E chp o~ B & T 0 -
& v HUR)L o | spF 5 @ cyclophosphamide ~ chlorambucil ~ vincristine e

doxorubicin 7 5 @ik Em R 0 2 B &H,;Ht“‘ﬁ:]ﬂ-nlﬁr,— L EEET )
CAVTERLEGRT - BAFEL *B‘*/r’fé‘“'”m%w;@x 1 o

1 BARBEREEG TR F 2 2 5[13 14]

ATC A %75 |
ARFT R s d | ReRFELdEe
it 3
W
LO1XXA47 AR M T R 5 100 mg ~ | "
Idelalisib e 150 mg o
fz_

Ho v ingn
£ RickL LT
17p & % enBi 24k = 2k 14
i s HCLL & - % [ 10 mg
o gipfr s AnEs | [50mg -~ | %Y HES
% i B e 8k T4 | 42 | 100mg
#) (ibrutinib) i % % P 2
B G 17p # & i HH
“ sid s (CLL) & % -

LO1XX52

Venetoclax
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ATC %~ %75 £l
AR AR B3 8 | @R ELGiES
SR Y
B = sRitd o g
1. Rai Stage' I/IV (& Binet
C&)z CLLjp* = F*
* Rai Stage 1/ (&
Binet A/B &)& 3 % :ffig@
. ML B MR R (dep A
i * »r ¢ fludarabine % | /i _ ‘
. FEAa ~ LA L E
cyclophosphamide & * > | & i
254110 BT R F ) i A
# s CD20 F5 itk = | #
mg/mL ; P T n b - AR
s & (CLL) R % e |
L01XC02 ) o AT L B SRR PR Y
Fo M E -4
Rituximab A 1 1400 B ELH 2 CD20 H
WA BLEFEEY | T
mg/11.7 14+ km Pz Jp < % 50% o
R B AR Hten CD20 | in
mL 2. B EREEY > ALR
BBttt = skt o g | 5 ‘
-~ 3 &7 F e CD20 H 1
o keia i e &l ,
L A S5 S A A R
Rehiep* %> 2 CD20
5 14 5z Jp < 3% 50% o
3o A FELIAB ()
e AE o Y G Bk
A2 5o
ok ¥ % fludarabine 558 | J&
L01XC10
£ 220 CD20 B itk | &+ | 20 mg/mL | i A et
Ofatumumab
Zrkitd op(CLLE | A
Bolidt = ity Lo &
chlorambucil & * > if *
WwhAR AT ELEI SR | A
LO1XC15 ) )
] DEFEEEM AR EE | M| 25mg/mL | i EA
Obinutuzumab o . )
% % fludarabine ;5 % 0 | &
CD20 Mtk = sk |+
i i (CLL R -
T ELIRRPEY &) Wl s el i}
LO1XE27
v s (CLL)/ I = skt | & | 140 mg L i A
Ibrutinib
" HOL) S Ep Lo | Al

VRai It k= sk 4 £ Bk %54 S Raill @ k™ 33 2 & 6 irfo/&wri+ > SE/5 2 HHe
Bk SRailll: = s 4 &k 39 <11.0g/dL > & #/A L H = B4 /BF 4 ; Rai
IV ko sk 4 £ & | F<l00X10%L » & B /5 & H k= BrEX [BF L o
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ATC %~ 5575 )
AR AR B3 8 | @R ELGiES
W 4
PHAeF R L7p 4k 4
RS KX Rl =Y AR AP/
(CLL)/ 1 = S bt =
(SLL)éek & 55 4 o
A
A B A
it
200500 ~
&
LO1AA01 1000 Bl &5 TRPLHF
| R \ ' / LA
Cyclophosphamide " mg/vial; ¥ | B % iE & o
5 * 4z_: 50
mg/tab
s
LO1AA02 o if o T TR
B = A - 2 | 2mg ronE
Chlorambucil Bz g o
A
1. A 08 % % - Mos
Koo 'TH 3 Binet C &2
L EEA; S e AR I
(CLL)# BinetB =& 3 4
Bl E (e p LA
By LM [ fERT
. ROBE ¥ )40 MR E 2
yER
CLL 5 %
bt P
2. %A B-wmre kT
<l
v it 5 (CLL) 2 Binet B
LO1AAQ9 Binet 4 #f stage B 2 C 2 2 C2 8- Rinh b
. W | 2.5 mg/mL
Bendamustine Btk = 2 a2 oB(CLL)e | BI - BEER G D
?E v B # | (alkylating
ER
/ agent)ip > iF & 2% 0 &
o
o S BRF AR e AT 1S B
<l
Fr R RE
A o
3. % iF ¢ fludarabine & i
* o
4 FEREIwFhLPALR
oo RS AL B
(9 ));%5‘ ﬁi o
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ATC 2 /5 Al
AP i H i
L )

Ik

PRI T i

i
L

1. %3 B-tmi = 1+
6 i o (CLL) s & ede &
e s CLL 2 M B R
B mrwezbiv A & H~
# (Indolent B-Cell NHL)
BR R - AR

ROE ehvE R A s

B T e
i o (CLL) s & Az di
F st CLL g Bl m2t
P A &£ N H T K
(LG-NHL) s & - g1
- fEAREN it A E
FAuaf 3 EdmEsT e & | B
LO1BBO05 ) ) (1) Rai Stage II/IV (& Binet
e (S B sie S AR | L | 25 mg/mL ,
Cix) 2 CLLy * =% *
AR A o Lk | S
o L ** Rai Stage I/11 (&% Binet
TS H - AR T | Al '
. AIB ) # 5 A AR L
PRERBE TR G ,
. ) BALE i (e p WA A
Rai II/IV F# £ (Binet C &)
) ) B s LB ] T
& Rai I/ll (Binet A/B ) .
" \ R ¥) AP §
f_‘?_l#”ﬁ:}?p,:}?g?}fl]’gg:&ﬂ%g\«:}?ﬁ ' ‘ ‘
mAE DU - AR
I T R
B S REY B S S Ly
i -
(2) % 3 BRALF &7 o™
v R EBY 3k ok
B gApEN ST Y

@ * o

Koo AE AL o
& :

Fludarabine

—

S RERARL (50 RPATHR)

*3F 4 1 & %% CADTH/pCODR-~PBAC % NICE 2z %f]ﬁf;}in‘,‘i?‘;ia’é LA
AERELFH ARG RN LS FRARER DR LS
Cochrane/PubMed/Embase 4p B < jt » 04 B {5 1 & B f1 40 3= w2 % a2 3k

2SRRI SR -

xR L P E
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CADTH/pCODR 2016 £ 12 7 1 p &2 4 hpaE ik o

(4e &)

PBAC (/&) ZEgREeSHA W 2017 £ 37 ~2017 & 7 7 ~ 2017
E#117 22 o

NICE (# R ) 2017 # 117 8p =2

i gRTH SMC (&# ) FRf$=hifd

EMA & USFDA % & T4 »
Cochrane/PubMed/Embase & 2 % o
EHRF/RELFH 2018 E 50 4P RERF REFTH- e
7L 1 SMC % Scottish Medicines Consortium gt i # 4 £ | § 458 5
EMA % European Medicines Agency %' # 1+ § 3L & ch¥g 8
US FDA & United States Food and Drug Administration % & & &% $- § 32§ g8 o

(- )JCADTH/pCODR (4 £ + )

2018 # 57 8 p > CADTH = F ¢ » 2 Tvenetoclax | % M43 2 (740% »
£@pAa L FH 8¢ 2016 # 12 7 1 p 24 venetoclax * *t £ 7 1 pari\ 2 M
E#Wﬁwwnﬁmllﬁpﬁﬁ%@&mi@@wk 3R & CADTH 2
ek A btk o T AR T A4 B ¥k - pCODR 4 4 ¥ A e
FRa > wRGFORFLESHEIBEF L RTRER2Z SR FaL] §
(pCODR Expert Review Committee, pERC) e714~ 4522 3% [15] ©

L LR RN G

PERC 7 :£38 %« venetoclax * *th = i & 3 % — fAi5F i 3 &
B £ F A7pak % 2 BT R s -

RES W ETE .

F¥tE G 1ipar A 2 g A FAIRAEH T IRES & o S £ X IT D
&85+ L ibrutinib & idelalisib & & rituximab » $HE 8 B E L & PR A
MF IS aE L F R E S LR Y o A ISR 0 F1t pERC TG R
AERT R iR ER o

PRA ARG R w0 P Ak £ venetoclax £ 4c £ % TR (TR 2

AP R AR & 2 g B e a‘é"’a”*%%ﬁﬁ%’f €& chE P By 0 b
4o & R85 & 89 (overall survival, OS) ~ & & i* 75 % #F (progression-free survival,
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PFS) 2 2 4 & & (quality of life, QoL) o F]pt A3 353 5 ch 72 FE 2 %1% > 4
R ¥ venetoclax &_%F £ 3 & gk 2z & (net clinical benefit) & ;2 7 3] - i
# > 2 i 18 pCODR &k s 2 f‘k‘w@;ﬂ PERC 3% venetoclax &

e A/ NS it TRl

B8 ™ = o venetoclax &2 FR 4% 2 Ap o SR 0 H¥m A AT b Bk
PR Rid A ),%;;1;} ¥ ® W:si:;,;f, Aend AR Ft pERC 3G venetoclax
53 384 15 & o & E (patient value) -
3. AR ey T
(1) Frgemk e
PCODR &1k St % e v A 4 » = F 2hot i - 2Lup 48 4 6 8 %
M13-982- = ip venetoclax AL G L7p At A 2 Bl T SR Y o i ok

B r R oo tr 2 ¢k pCODR » 5 — 78 28t e 38 5% M14-032 &7
L ;g s :ﬁt‘! Fé%’ﬁré R fﬁ""’a Hp o A\‘f"’rg’ﬁ%”'ﬁ;—vﬁiﬁ T A ﬁ g-}/ﬁ'/z"‘/ﬁ;ﬁ Ei;:;
venetoclax s E & > o

& MI13-982 chst ia g o r iE AR E AT Y R ™ ibrutinib & &
idelalisib, rituximab s £ > {2 gt EBR B fS IR » hR R X IO R Y R
* % ibrutinib 2 £ & idelalisib, rituximab -

B M13-982 chi & o vdp ¥ & BRI & k5 (overall response rate,
ORR)> =t & Jr»cdpthe 36 PFS-OS~ 2 F & F{r% 2t M atRocis %@
WA FM(=107)0 ORR & 79% > # ¢ 3 8 Lt (7.5%)E = 2 ¥ f#
(complete response, CR) © % @ =t & J vdp # i dicdy & 47 [ 8L » PFS v OS
g Ad D e &0 o pERC 3R § w Bcdp & o venetoclax £ FRE R
fEr oo d Svak £ 2 8 1 5 »kip o 3 78 (4eibrutinib & £ & idelalisib, rituximab)
R RS FRCRBAE > U E AR T AR £ & DR I By (U
OS fr FPS)» #7114 pERC 3 5 § o cingdp & 2 i H38 P & * venetoclax /% f&

@) 7 * B

¥ ]ﬁqmﬁ-ﬂﬂ’@’\m[i#¢—ﬁip§rxﬁ’mf‘)ﬁﬁ%ﬁﬂﬂ P AR
2EER f,ia LR QLU RS~ Ly B pEAei e L
g’ﬁ‘g%#ﬂifrﬁx‘\m[i%;}ﬁ 0_248€~.)§s&m,&iv"i 70%
i A A TAEE R % RS - pA £ E 1 (viral reactivation) ~ i o] 47 B
AT SRS e e P 5 I FIE R -
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B o A AP 5§ 20 £ B 4ié ™ 4 venetoclax shigsk o H Y5
9 L8 F 17p a4 o BRERT 5%RH6 LHLY 0 T #4p 41 venetoclax
P4 Ao Ak T SR e (0=5) ~ HRRTE S (n=4) - T e (n=3)
A 3 (n=3) -

B A R B @ o pERC 4p 8 M13-982 frEs%k 5 % BT venetoclax
TE - BRI 0 T A PAT Al KA kY 9] 5 4
PR A A MR IR iR i FE(tumor lysis syndrome, TLS) iz Hp 4 4p &1 e iTin
Vil A N R NE S s S R

(= )PBAC (&)

2018 # 5 7 8 p ** PBAC et + 11 rvenetoclaxJ M A F0T A
Z A APk o ¥V EIFF B AbbVie Pty Ltd. = PP = = » PBAC % %]t 2017
# 3 7[16] ~2017 & 7 * [17] ~ 2017 & 11 * [18]g %k ¥ 3% - PBAC #2017 &
7P anTEL Y FR 4" venetoclax * » kinase Fr | #in f % Reis 2 3 & A7
FA CLL 7 - 2% & HHpFEP Iﬁa ARG 17p 24 o = 3ERARS £ BRIE Sde

< .
1 # =¥ 3 (2017 # 3 7 ¢ 3%)[16]
1) MFRNZGHiER

BiLk B 1Tp kA [TP53 R ¥ s & H CLL & 3 Rsicz p "o
2 *4#

F ¥ iE0 TGAUPBAC T (7 3% § #5583 17 o
() TSk B i

B Sk R % venetoclax € i B 17p 44 % & TPS3 R %2 w4 H A
CLL Nk RIS FKEHE 0 ME A E 17pat 4 & TP53 % %2 4 # /7 ¥14] CLL ¢~
AR ER T ?Eﬂﬁﬂ-’—i—venetoclax R R BED S Sy R

I

\\\Xr

4) %4

|
|3

% R Hticm &L o fludarabine 5 A s i B0 is R S B e X HSURT I 2w/ F
e? B&T e BELa %éé“?’fﬁfl%:ié(%?b’ﬁ BLgp) IR EY - RO FLRERE
' Therapeutic Goods Administration %52% R EILR o
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st ¥ sk de g ofatumumab  * 3t 17p 44 A /TPS3 RPH - fri2 2 A &
g oorituximab B - i (F TR E A FRE)E 0 F REpicm 4 ehl & 3
¥oeb gt H-k i g ibrutinib {o £ i idelalisib, rituximab 3 % = %4 & e

:i,-x \\ﬁr

o

(5) Tk %

d 3tk £ venetoclax £2 B @ S FinE et FGEER 0 Y Sk A R 95—
slen® % B 40 $(nalve indirect comparison) o & 3% venetoclax AR in
ofatumumab ~ & & idelalisib, rituximab ~ ibrutinib * ?ﬂr)%‘ 3 17p 4 £ [TP53 %

5 ¢hys £ 5 venetoclax £ rituximab b Sis R i § B B E s E 0T s 4 o
PBAC i » 4 & chfph @S F G &L & = o

% ~PBAC i » 4 B %3 A2 [16]

. L e L
EE N A o o = ;in.%z L 5
\enetoclax :# %
. 75 }% )3 )ﬁ% N
M12-175 | 116 | #w #4#-OL| # |R/RCLL T
° ° e ¥ RC PFS ~ OS
. 2 17p# % 2. RIR el F s
M13-982 | 158 | -t #4 ~OL | =
s ¥ CLL PFS ~ OS
4% 2 ibrutinib & 3
’ PFS ~ OS
R/R CLL

o~ M12-175 ~ M13-982 fr M14-032 5% £ 4 17p # 4

e A7 | 218
e ITP53 % % enifp EAJ:}%,& F 5 3= PFS 4r OS

OS: overall survival, PFS: progression-free survival, R/R CLL.: relapsed/refractory chronic

lymphocytic leukemia, OL: open-label
(6) #p 4 <

R eAR R oniT e L & Ryp B o Pdpt BTV R Rp 2 H
venetoclax £ ibrutinib +“ $ > § BB R 2 EREFEE AT DO FELEE NI R
MRS F O S i rE’ rituximab ‘0 F B TSR F RS BB e E
% o LI PBAC ;G HWF 4 s 173 23 R Ap {% veen® 42 2 o

(7) ApgtE 21
R # 41— k7] venetoclax 22 %3 &Fin® 2 AR R o R F iR RS
u]

% > venetoclax = B2 b B E 7 LR AR T rituximab § o B g 4 ) ¢
¥ 3p d1 venetoclax § # — tk iz 7 % »x(noninferior)** ibrutinib % 2 { ficdy o fe A
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.,«4)3 e ?\’} ’ %X/Fi*{ﬁ"r’wz{? L1 , AR Fn mPe gt @ m—,ﬁf}%‘ﬁ{;
g A KA ; » venetoclax 4p 3t %% 53 B hE 4 F oo

(8) TA T H

R dp i & 17p 4% A [TPS3 R % 2 48 % /7 F13 ])ﬁ; A = 5 o venetoclax
AR ¥R 2R % > M E st (equivalent) ibrutinib 5 A 3t 3 B 3ie B> o 0 Bl
venetoclax 7 4p % F »x & i 2% 3t (superior) rituximab @ % > 2 # 7 axn
rituximab o @ & ¥ R F L Frot g rituximab B - R iE 0 & 2T
*rituximab 8 - 2 he LT R ALE R [EEPRE PER S ] XA PR o

(9) PBAC 3%

PBAC 25 ¢t ¥ ka2 ofatumumab & 7 3§ & a5 3 & » FIIRM LR
Z zaf es k%o (Pharmaceutical Benefits Scheme, PBS) rﬁj»{uﬁ £ 1 ofatumumab
chlorambucil % 2 % - 22 » 5% %¥ T A& venetoclax & & » iz ik 1Y
ibrutinib fr idelalisib 1= 3 %% S-#ig § - 2% PBAC 3% 5 venetoclax 4p #&*% ibrutinib
fe idelalisib eip Tk = = s P HEFK s PEET 2PN B SKFEFEF P EF S 2
FEEM PIRE R P A AL G 4 R A s RS L EPHRER B
i BRIy (b]4e OS) 1 2 gL Iﬁﬁ # (observer bias) - #= PBAC i3k 2t ¥& i >t
venetoclax 7o 42 2t = Iji EARE AR R I m1z§\ PE

2. %2 ¢ (2017 & 70 ¢ 3R)[17]
1 *

% 2017 & 3 7 B>t venetoclax * *tinf w8 A A CLL 0 & ¢ 57
PBAC A i § %4 &3 T~ F 2R 0 RAei s h R 7 P RS W% m
HRAR D PR ERTY AR S RASY RERNE AR LT kKA AL
70 2P AT F LEEF b 'k A ¥  (Risk Sharing Arrangement) -

(2) Tos 3 1=

ARG OfRE T PBAC 3 5 venetoclax shfgsk = G ¥ = AL E
# o % 2t Kinase Pl Aok & pr g & A HA CLL

Q) #3% &

L EATY ik #’stf%‘*ibrutinib T3 &3 17p 44 2 43 &7 3| CLL ehi
H

¥ o @ “Eﬁ,r’ Ak Roenged SR g =0 Y e rituximab o @ gt Y g
#4107 7 E#H £ idelalisib, rituximab iF 3 %3 F32d 5 H R F L TGA 78
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T

M- BFRTEERY LA FEF DT PRI ATREFINEEE
Bgor > < 384 € 4 ibrutinib 2 venetoclax % G > E# o

APy 4 w33 PBAC £ 72 L 4F ibrutinib 5 i § %3 & > 3L 5 2 Kinase
Frd|E o 4 pr i 5T 5 & # idelalisib, rituximab 3 if §

\\\Xr

Y
Y e o

(4) Tk i85 ~ AR B2~ pEE 2
AR ERTEY
(5) Tk 2 4

BT F R E AL venetoclax fAp ¥t s & 247 7 a3t ibrutinib o X A
S P ATIE (B enfR ik gy 0 PBAC 33 5 fipas» 7= 1 22 ibrutinib ship 45 2
B% G ApF g Rp oy PFOESE T venetoclax ¥ it e fsk % »3t ibrutinib o

PBAC %% i}“}%‘ »em % 0 ¥4 Kinase e A 4 pris 2 4 8 &4 B A CLL 2
i o venetoclax 3 ¥ av # 7 3>t & & idelalisib, rituximab o @ B ** venetoclax 7

¥ E A |deIaI|S|b rituximab 7% >+ 7 P& & 59 T dp L 4F o

(6) PBAC = %

2 B ¢ A& M A A& 47 (cost-minimisation basis ) ™ & & idelalisib
rituximab = vt f5-c0 % 0 PBAC 22 3k 2§ venetoclax * *+ Kinase #1375 f 2
Pris 2 R A FA CLL ) ¥ i % =2 Revs friEH o

d *>jbrutinib & &3 ¥ a0 * v ﬁftﬁ%‘]“‘] CLL #kinase #r#| 8| » @ #i
* jbrutinib E&%gﬁ;yﬁ& FFEG 17p# 4 > waPBS ERLFiEiEe 7
EPE AR R LTp k% g o

i
;«r?
B

3. %z =¥ (2017 & 11 7 ¢ #)[18]

B A R 2017 & 7 0 R PR LT TR EHE
idelalisib, rituximab & {7 & i = & & 470 2 & A iz o

(=)NICE (£ ®)

2018 # 5% 8 p & NICE #F ¢ * » 12 Tvenetoclax | 2 M43 & 740% »
- £FH[19] 0 52017 & 117 8 p 2L TR d > HE BN FHS

:lt

f
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1. #&

FRRGFGERE TRES AT 7 F(NICE)» 3R 2 ¢ 3P > A RF F AR %A Hi
= % (Managed Access Agreement, MAA) ik 2 & » 2% & 2 3 & & (Cancer
Drug Fund) 1335 3§ # B 178 2 i ik %7 P {<§* venetoclax * >+ T & 5 17p 4% %
ATPS3RET 2 &% Biwig X4 S| & & & * Blnre X Wik jSdri|Hl
f;ﬁ:ﬁ:}?ﬁ’%,ﬂ?x“—‘ﬁJ & 7 fl”ﬁ 17p 44 & TPS3 2% At * it E L L Kki2{B
i X R I A 18 A o & —“Ff °

2. A gL
(1) 7 & =¥

FipERY BCRIicz A FFE AL P A i f & pF LRV F LRk
pEJI | g#ﬂ 13 @ venetoclax ehfRk iR B K 3 H#-X Féﬁ FRE A P ST
i@ * BCRi 4 » 15 venetoclax {r BCRi >t Ir prdlf 3 B e dr > 700 fegk3h
venetoclax mq;\%)% R PE o (L0 IR &% i BCRIi> #110igs REARFEZ A
Tk ik ? @B N m A EH 2 B2 RS OTRE R E R IR TRE R

hE R BTRAF IR 0 A S %“Bﬁhmaapugﬁ~o£&w¢@&k
P ¢ ¥ 5 f8 NICE 2322 B fwve < 1834 2474 & (4 idelalisib f- ibrutinib) & 7
e A N ol R o E

B ¢ 195 4 TRh T B %% 5 venetoclax - At A ?tﬁf‘aﬁ*,uﬁﬁg;ﬁ_
RS ARET Zp A en MR E R T BCRIigp A HEHTED RGP FE

o

E4
9

) &

R 78 11 venetoclax £ B it % 35 % ;% (best supportive care)fr i {7z % (palliative
care) bt i o '73—* Bdo i A Foh A&k S L H @ * rituximab, 3 & &
methylprednisolone » @ % fof i Pl Tk 5 * fAiRic R o Tk & Rdp ! 2R B
P Eeie W5 U o A g 0 F]L A e 'm)?s m e RS ok (T
o @ 35 rituximab B - B TS A d) c AR §RA B EAFRZEZREF D

5 b
%7 e °

-

(3) Tk K <

Venetoclax ek 7 7% 1 & k p — & phase | % f-= B phase Il ch¥ £ &
l%% :

A. M12-175 phase | 3% * £ % X 3#H 5 55 fo7 &3 17p 4% &£ TPS3 %
%(n=67) - PFS ¥ i~ #c % 411 B 7 -
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B. M13-982 phase Il 35 © 47 & %324 5 & § 17p 4+ % & TP53 % # i 3
A AL CLL s 4 » 2 A% 1 5% - 855 (1=158) < PFS ¥ =i s
272 7 o FBREEI2B Y (50 3 86.5%?1}[% 3% o

C. M14-032 phase Il :#% : ;};g%;é,% L2 d4eh B4 17pik4 & TPS3 %
$2 4% & FA CLL ® L+ ¥ @ * 4§ BCRIi ;5 (ibrutinib [n=43] &
idelalisib [n=21]) - PFS ¥ i=#ic X £ 3] ; 3ok 6 12 B2 > Lw ¢ ¥
ibrutinib chi ] § 88.1%:sk 3k (v s i > @ A & v idelalisib chi
m%%ﬂ%ﬁ%ﬁﬁmgﬁo

1R 195 TeA & RA L4p 1 venetoclax #3015 4 9T e A
TR ORT e m A B 2 MR Rk 133 4 n venetoclax & § fok 0 F1 G A
m #e m'}fﬂﬂif&“ﬂ%ﬂ o AT Ff:ﬂ%% R AR LRt ﬁkmﬁ FE% LR 0
& )%‘ PR 5 A R A e 3Kk venetoclax Ap RS B i L dF R v 5 -

I F ARy o
4 *» 2F

Venetoclax sHBE & B € # A F i 5 MR (R i3 3 %&% A 7 5 ik i
PRI R R R E G R P SRR RS X B 2 R R
FHEaE Gl & R €BRT @ * venetoclax £ B3 R 1% vimf’sé mpE o e B %
DHBHET EL DR

(5) L1 B it L i PR R

¢ 2+ venetoclax -3 X &*(single arm)Tesk %% » B & # PFS fr OS & %
i venetoclax £ g i A 4 i (rituximab) cop 1 < o Es 116 5 idelalisib ¢
rituximab - ¥ 58 CLL S48 5 PR 2% e M B ¢ ehrituximab je 7 7 ik
P52 venetoclax i {7 po 3L R o

R et dlicdy B om0 venetoclax ApECGTECE A HF 2 RE WG S
B oo KA f“,é’%.,-i*ﬁ foh &3 17p 4t 4 & TP53 R i 4 st i £ | g &0

T e > 5 116 B & chrituximab e H o A e L £ R % idelalisib
EE r?: venetoclax =i g 4 B 1708 e 5 @ idelalisib 2 ibrutinib {8 5 s
L —‘;]z ; H =t > venetoclax @5 fr 116 :#5% (1% Féif %:;iﬂ'-zﬁ_g%ﬂ:}ﬁ‘f“{T' -3k {
& R 116 7]‘9 ¥t venetoclax 35k BRE v bl A B kAR G B (Rai

I 2 Rai IV) e F]pt adp s a5 b venetoclax &2 B & £ 35 2 1t 0 fu i on
& Av\ﬁ.f%%? W g e venetoclax § # i R A H R % o
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N e
(1) SMC (F&te i)

#2018 # 5 % 8 p > SMC s =12 Tvenetoclax | = kégF 2 73x » F73)]
~ A0 2017 £ 81 T p AL ANTRRL[20] 0 EBP FHEALT o

SMC 3, 1§ venetoclax * *vinip T 5§ 17p 4% % & TP53 R %2 7 3§ £
* BCRi & BmmmﬁﬂkviM#wﬁwn&@$ﬁgﬁjarzﬁp1m%
%% TP53 R & &7 (8 LAt fr BORI % pea Bl = 32 i g5 5 £ 55
,% ° ]

P A 2% FA N EERE S E v Ricdy 0 venetoclax * »t CLL
M AETRE IR L & Kk p M13-982 fr M14-032 & i 20t il 35k 0 ¢ G S
BHIpE D RF o mphRE hA ) AP e m AR R RS 2 F Y PG A
75U ble R R A MY 3 - 3% Fpt Ersk- venetoclax £ B it X 3F
}%‘/z‘taf’l’}%‘ PR & LR o

T4 B TR B K & F %4 ] e (Patient and Clinician Engagement, PACE) 44+
Pk A T T SRR

A. CLL 51 A2t B35 x ERERIEY TaE R BBl ¥ SR LR %
MR R )R A A B R GER R
B. ¥t > ek 7ichan fﬁaéﬂﬁa&m»ﬂgé
REIFRAROIETMLET LRE L AR~ §
34

SR RETR
B A LG TR

ETIRL °

C. 3 »eiphEAR 4 a3 o venetoclax 2 — = v pRIAFE
JB o

D. PACE /|- s fi 45 4 venetoclax o $30 50§ F Feed - b«
EREYE T AT F A ERY R T @A iEd 4 B TRE
Aﬂmizl*i\'-ﬂj_? w1 R R

E RELHEABRRT i SFEF 7 LF 5> Ripl 3 AF AR5 A7
oo

Fo & &8 A FHAMRDRFFEfoinfiprt R RS L r a2
Afuic R 4 e

(2 mHEFFEHEMA)E 2 RS SEH ¥ A USFDA)E & 78

\

2018 # 5 7 25 g & EMA £ USFDA % T 12 B 4% T venetoclax [i& {7 395
LBMIIF RS - [20,22] # ¢ FoE ¥ F Pk venetoclax b B T i ok A
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LAF > A AR S SER S Lk (TFDAP A % — i Bk 32 £ Wik -
@3—,,:97]3\ ;g,»—lir'z\»— BT SR o

# = ~ EMA ~ US FDA ~ TFDA #= & venetoclax (Venclyxto, Venclexta)if & e

i § R

- Venclyxto monotherapy is indicated for the treatment of chronic
lymphocytic leukaemia (CLL) in the presence of 17p deletion or TP53
mutation in adult patients who are unsuitable for or have failed a B-cell
receptor pathway inhibitor.

- Venclyxto monotherapy is indicated for the treatment of CLL in the
absence of 17p deletion or TP53 mutation in adult patients who have
failed both chemoimmunotherapy and a B-cell receptor pathway
inhibitor.

EMA

VENCLEXTA is a BCL-2 inhibitor indicated for the treatment of patients
US FDA | with chronic lymphocytic leukemia (CLL) with 17p deletion, as detected
by an FDA-approved test, who have received at least one prior therapy.

©Venclexta 8 — iz if ¥ AT EREL D 0 - ALK LG 17pat 2
ol ik = skt & B(CLL) & F -

TFDA |- Venclexta ¥ — 2§ * >tk % 8 22 B B ‘we £ 8 S drf

(brutinib)icf % pe2. % & § 17p 4% % el dop = sf 12 v @ s (CLL)

B e

#_EMA 4c USFDA % 342 F4r * 3 AR B X2 ek & 2@
B RkpABY Y EKF%KMLI3O82 - M14-032)fr - B % - ¥ T2k B 5%
(M12-175) » £ ¢ M13-982 5 L #F 8+ 3 ahfglei#% > M14-032 - M12-175 3
LI ;ﬁ@mﬁ..«w\ P sd R AN ?Lﬁ’c%ﬁ?ﬁ-s‘%% °

2. TF FALRARBE 2 gr

(1) #=-2
3R 4 * 2248 Cochrane Library/PubMed/Embase & + 3 B 2 = /2 35P 4o
T 5 PICOS a2 40F i5it » TiF S L AN RITELGiEEET 2 Efs S

¥ (population) ~ 5% =2 (intervention) -~ % »c¥t e 5 (comparator) 3%
RIE 40 (outcome) % #= 7 & 3822 2 (study deS|gn) s H i g2 g;fiﬂl_&r"f :

Population ArEE IRMEHT MY & T
ﬁ%ﬁﬁ:g
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Intervention Venetoclax

Comparator * R

Outcome * R

Study design R ER }E%'}"}éﬁ S EE AT S SRR 2
ML TR AR AR Y R

% P+ it 2. PICOS » % i Cochrane Library/PubMed/Embase % < g&?q‘i&
%2018 # 5 25 p » 12 venetoclax ~ chronic lymphocytic leukemia % #4p B 3 7 i
“w%“”m“ﬁg’ﬁuﬁ“wﬁiwﬁ‘°?§““£WP”%‘ e 5 17p
A2 CLL ® 5 83T %3HFL o8 % > M2 % AR FPHIFT 2
Venclexta® | § &2 # ;2 2 & 5 o

(2) =%

2018 # 5% 25 p 11 #B il Fa;?ézf% i {74% {5 > 3t Cochrane Library 18 3] 42 5
2u4% 5 PubMed ¥ 7] 201 ¥ iz4% ; Embase 17 3| 77 ¥ a4k o LA > 1;& AR

friE L RFHFE RS *Hﬁﬁfﬁ ffvfiﬂﬁ’ff*"/éﬁ“-w@ A AT B RS SR SRR
Z APEF LT R e
Flpb AR - B FAEFEE o pox étﬁﬁﬁﬁﬁ%éiﬁ%ﬁﬁgk ) ;?)EJ(EH?

EoPE e AR IR T - WEFE S FEm MI21TE S £ g R
2% %% EF 17p# 4 2 CLL 0% - #p3#5% M14-032" ~ venetoclax & i H 1 %
R Rk R AR L WHE - - PR R%L A Ak ?’EJ‘ Ja b IF
WRHLHEEAL R ARRES TR AT EREZ B &2 T A
FRAPEOT B ARG e R E IR Ap R ok k2 .

N

5
o W e

A. %235 M13-982 [23][24]
A BHEIE P

M13-982 ¢k & — 78 B 2z ;\ 3 (7 (open-label) ~ BB 5 ¢« ~ HEF2 ¥ - 7
FR RSk o R A W ER A £ £ 3:"]_35] R AR 3L B iR oo
i & $F34 venetoclax in o & 4 17p 44 2 2 4 5 & "F‘ FAMRRA T B E(RIR
CLL)Js 4 chff ok o %k & vlz&y 158 i 3 > H ¥ Ahor iE% A H(main cohort)
1107 L A wfRe @I 0 - B0 AR 0 B 4o & 2P (safety
expansion cohort)s% #h 51 ¢ X g B & LA A% i F (n=5) - 5k chip

™ M14-032 5 — % - #p 2N E R IESG 0 4 & 31 venetoclax * *> RIRCLL ® £ ¢ * i BCRI
;}]%Esﬁ—,;)’%;f;‘;g;;:;%:ri:ﬂvé—*‘u FEF AR LS 17pﬁr-«m€.‘—‘k 73 vi‘%mvl}%p B
TREAS-REIHY A4 - B AR AT 17p 4 "E%Im)é‘:_‘_‘ BCRi 2 B

%1’{?’* * CLL & %2 » it 2 5~ 43+ o

24/53



)szkx/]; WE LR Rn Apé—‘*‘mﬁg@
b. i;ﬁjﬁ‘]& ?\/#Uf [ERE P é&;. L

FoON o EEE R P

107BTD05007_Venclexta

RN

IR NV

LR P

£ 18 Fou FRELEHEL e
DETE BT Y & :JJ;a“ Richter’s transformation®
25 17p 44 EEIAI P WML E R SR
ﬁﬁﬁéﬁﬁﬁﬁﬂﬂ(lw Aa ARG | & RE
e
ECOG"4 #<2 SR 2
PR R ~ T H R MEE RS - TR | R BRI I E R
L4~ R AATH
$HE A HEH (n=107)
Ed#eY ¥ 67(37-85)
£ # > 65 61(57%)
<65 & 46(43%)
" & 37(35%)
g 70(65%)
L s AT ik 2(1-4)
Bendamustine 54(50%)
Bendamustine 75 & 3% 38(70%)
Fludarabine 78(73%)
LA ey s o Fludarabine ;5 & »< 34(44%)
Bendamustine ¥ fludarabine ;% & »% 62(58%)
Idelalisib 1(1%)
Ibrutinib 3(3%)
# % BCRI 1(1%)
EOCG 4 # 0 42(39%)

" ¥ ¥rik 45 2008 & International Workshop for Chronic Lymphocytic Leukemia (IWCLL) i 37§

AR
O M G w RS BT
P g & F A CLL ehif 2

A% o

T LD ARE A RNEL AT ARSECER RS AR e BEh
WEE R gLk BT F 4% 5x10° cellsiL -

T B8 CLL B #riE i 0 %

REED - R RRELEE SRS

BEg- R

TRATEF S i g g

" Eastern Cooperative Oncology Group(# E&] LARETRAFL EFER)FRELY R R LT

SRR AR B TR AR
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% 3 FA (n=107)
1 56(52%)
2 9(8%)
0,
s enm o
Rai 4 #p
H 56(52%)
B~ F %P | AB 65(61%)
Binet 4 # C 42(39%)
YOG g TR T R 24(22%)
PR b & R | 22(21%)
] R 16(15%)
>25x10° cell/L 54(51%)
G ¥ T st | <25x10° cell/L 53(50%)
¢ 8 (x10%) 25.8(7.9-89.9)
. - B ;_p T E>SE A 57(53%)
R R S I 50(47%)
i, 19(18%)
TLS B % ¢ 43(40%)
3 45(42%)
2 60(72%)
— % 17(21%)
* 6(7%)
ERREY 24(22%)

c. Focdy ik

M13-982 # & i & Frrzdpth 5 M2 ™% % | ¢ (Independent Review
Committee, IRC):®f M ic R F &5 (ORR) » = & frcdpth e 5= 2 ¥ 3 5
(CR+CRI)® ~ 84 % fi2 & (NPR+PR)" ~ A48 ;5% & Ji 4% 4 P& 7 (duration of overall
response, DoR) ~ & & i* 5 /% #F (PFS) ~ & ¥ i 5 /% £ (event free survival, EFS) ~ &
Z 1) & i eopF I (time to progression, TTP) ~ 42 7]/ ¥ = - #icp © 50%hps
B G2 0S) 2Fizme FE At 6]~ % 2 o % - X% FERL 7
shfichp Bk p P 5 2015 # 44530 p oo EEHY s 121 B0 5 & 2 A
» & > PRH R ehgE B 4 7 (extended analysis) H 2% ¢ s 266 B 2 Ve

SCRIif &z 233l sk iz 21k -
I FfES e 7 300 % f2(partial remission, PR)Ai# = 438 4 % f#(nodular partial remission,
nPR) -

"B AT et 2018 50 1 p g A IR IFL RS A REPE IR o ke g
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d. Frei%

BpRs L FAH A &gt (n=107) ) 5 IRC = f » % 85 LR H 2K
sk F B(79.4% ; 95% CI 70.5-86.6) ; @ 3#5 i 4% 4 (investigator): ™ R 5
79(74%) » Fimded oo & FRA s T venetoclax J o 16 F HH T Skl s B
hdk” Bp i f2 PREREY R o 27 & 87 LRAGHT RN
(lymphocytosis) s 3 4 # > 85(98%) ¢ iE ¥ $if = 3 it 50%’égk ¢
#PER S 03 % 0 (IQR 0.43-1.29) -

E’?I"ﬁ”ﬁ" ’”—éﬂ_,lg}?r}
’l”\#ffﬁ"45 r’)&\‘:-é"?;]z‘:‘ ’ }i 18 r’)»‘zé'
BHPER 5 88 B 2 (IQR 4.4-10.8) »

7T B s (minimal residual disease, MRD)"
# MRD %1 25 MRD K en? i~

TR E A (PFS)Z A A (0S) bt A TR T 2 2 L o
KE PP el & 12 B Y i BB AR 7 2 IRC 3R eh PFS & 72.0% (95%
C161.8-79.8) » OS i 86.7% (95% CI 78.6-91.9) - i% i Kaplan-Meier j# % 2+ 7 i& #

PIRC 326 “7 io § & Retiops 4 % 12 B % 10§ 85%% /o £ &(95% Cl
75-91) : CR~CRI & nPR s 4 &% 12 B 7 53 100%% } /p-}ﬁ‘ﬁ-— B 3RA
fReip A Bl A% 12 B 0 9 83% (95% CI 71-90)% § iof F b o £ # 5 ek 1
¢ 12 B 0 G BREEF i 7 it 0 EFS 4 70% (95% CI 60-78) s TTP % 77%
(95% CI 67-84) -

4.+ ~ Venetoclax # »< % Ji&

IRC 3= (n=107) R A 4 4 = (n=107)

ORR 85(79%) 79(74%)

CR 2 CRi 8(8%) 17(16%)

nPR 3(3%) 4(4%)

PR 74(69%) 58(54%)
Aok F " 22(21%) -

P AR T - 24(22%)

7o & - 2(2%)
By ? =R - 2(2%)

BN F DPFH DG E A 77 (n=158) » BB AL FATFRDEEIRF
J& 5 (objective response rate) 5 77% > £ ¥ 20%hX EH E R 2 EfE o 00 24 B
EHRPF R T B3 0 PRS 5 54% (95% CI145-62) ;5 m L o # % i Kinase $r41 |

FREFHES
Y MRD &4 5 o ol 5o > 0.01% 5 BB 24 57 B dw o 1 ] < Y 0.01% -
Y ICR eh3® 12 KBBRL ARBEN R B REF - AR BISRF o & B S ERFE
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16 Lo A P 0 RRIGRF S 5 63% 0 PFS G 50% (95% CI 25-71) = ¥ ¢ »
%18 L Wlis e A 19 (intent-to-treat) » § 30%:0 324 & MRD 1442
e. ¥ >
A R S RN R R N L A A e

(409%) ~ B % (200%6) + 7 s (18%)fri -| 45 ¢ > (16%) - e it 1 4 & 46 7% 2 (6%) ~
T (206) R A (2%) o ¥ RABE D AR B f dE A WAA RS

s AL ok (T9) ~ S (6%) ferf ¢ Rk TR

B HE(5%) o R 2

45

CERBEFCHEHEDE D RED RG> L WIS dR 2T £

o FPRA R PR L o ¥ Rz B R AF et bl g

S

F L — ~UnR (s DI en7 2 F g (treatment-emergent adverse event, TEAE)

1-2 3 & 4 5 &
iz i» TEAE 22(21%) | 37(35%) | 32(30%) | 12(11%)
RRMT EREF 8(8%) 26(24%) | 31(29%) 0
o 10(9%) | 19(18%) 0 0
PHAAME I e 1(1%) 4(4%) 3(3%) 0
R Sy & 2 0 4(4%) 1(1%) 0
fo M ) AR R B B 0 1(1%) 4(4%) 0
vk IRR R 0 4(4%) 1(1%) 0
O TR 3(3%) 18(17%) | 25(23%) 0
BRI 4(4%) 4(4%) 12(11%) 0
S P 7(7%) 4(4%) 0 1(1%)
B R R 60(56%) 7(7%) 0 0
- AP f 54(51%) 4(4%) 1(1%) 1(1%)
7o & T 0 0 0 1(1%)
BEA2FLA 56(52%) | 14(13%) 6(6%) 1(1%)
LN 4(4%) 4(4%) 1(1%) 0
P Mk 0 0 0 1(1%)
et SE R A 14(13%) 0 2(2%) 0
MR YA R A 36(34%) | 13(12%) 2(2%) 0
R E s 0 5(5%) 0 0
o R 25(23%) 6(6%) 1(1%) 0
L B oA P r L F MR | 5(5%) 9(8%) 3(3%) 7(7%)
EWagE 1(1%) 2(2%) 1(1%) 7(7%)
PO A 9(8%) 7(7%) 0 0
B o R 2(2%) 4(4%) 0 0
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(T)EmgRELTH

=

R B 3% Venclexta(venetoclax) 3 R ALA|ATATE >+t F T4 % 11 &30 &
St~ J]?%‘ﬁ"/éﬁ P FEIFREFAF R RAS T AL A E SR E R &
v f& (matching-adjusted indirect comparisons, MAIC ) #£ 3¢ venetoclax £2 & "% 3 {7
¥ iRk Ff i oo e BHA S o EF TATRE S 2B A RF
£ AR BT R~ 35 Sk MU dc(baseline characteristic) & § #A BY fi®
;‘é Hoar 5 IR 2 dp R vid % pF o IR o B 4% ) 2 venetoclax & 3\ B i e 2

'Hzgk ¢ OB cfp ¥ s B R 'Lb“\* L= o R @ 3 > venetoclax
>t & & fludarabine, cyclophosphamide, r|tUX|mab(FCR) 3 # & 1 PFS - OS;
tp 3t £ bendamustine, rituximab(BR) 3 #& & 9 PFS 5 e 4p &3 ibrutinib B 5
jn ®ePFS o ¥ b > e B2 2R 7 4L venetoclax 4p #.*t FCR fv BR» 2 ORR 4r CR

F@g&i’&wﬁ%%mifﬁﬁﬁ’fHP%BR%W&%%%?%4
1%L F1m#4wwa,fngﬁﬁﬁrm%%%ﬁmﬁﬁ%’%?ﬁ%ﬁ
A ERFEROEE AR wER AR A ERITA LD ARPF
¥R o

352 17p 4k 4 [TP53 % % = % 3 chfl o vt

. b HR PFS (95% ClI), HR OS (95% RR ORR (95% ClI), | RR CR (95% CI), %
P
7 v gg?_l’_‘:'.'_-‘ﬂz Cl) HE 2 2 (= —'F'f
o 1.40 (1.00-1.95), 1.00
Ibrutinib” ] ) 0.91 (0.81-1.01) 1.56 (0.91-2.66)
investigator (0.67-1.50)
CR 0.19(0.111-0.33), 0.16 2.20 (1.20-4.03), 3.22 (0.46-22.51),
investigator (0.09-0.27) investigator investigator
12.19 (1.82-81.50), 1.65 (0.23-12.01),
BR 0.26 (0.13-0.54), IRC AR
IRC IRC

HR: hazard ratio, RR: risk ratio, PFS: progression free survival, OS: overall survival, ORR: overall response rate, CR: complete
response, Cl: confidence interval, FCR: fludarabine + cyclophosphamide + rituximab, BR: bendamustine + rituximab, IRC:
Independent Review Committee

e iaﬂ%{f{-;;__;_"f~<ﬂ/p}§‘ E«’ﬁ 17pé,2‘i
2 CLL &4 | «%‘@%’if‘@ﬂéﬁ-‘*ﬁﬁg venetoclax z. ATC %312 A 5555 ~

=

FH R T R T AP R T o

<l

Rl

W

* @ ibrutinib TRk Rk 1Tp A& B ¥ % 1 2
i FARKD -

Y lbrutinib % p = ¥ e hER

o
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R BATL FAp sl 2 8w 7 B W Ofesk § @ T E RO ST &L A AR
FRECE % P A b RGP AT P rituximab e

2. a8 F%)?%J;}i’:l‘_,» |72 rjidzpi‘
(1) 4 £+ CADTH/pCODR

AR = CADTH 22 4402 3k A dhitk > T AR T A 04 B %L
% pCODR 4 F A2 i7d & - MG L S £ A B EHF L iR
H2 EFF AL R €772016# 127 1 p =4 venetoclax * 2 5 17p 44 4 2 i
=X R s S e A TRl SE- il

1Ryt 47 4R & 0 pERC 1144 £ 82 40 £ < T i7 MR B 05 v TR B frodk
5 E P E Bl TRk By 32 d 0 iR A venetoclax *F AR E R T V-
«r')%fmfi’s:&‘é AEA B LTp A% 2 WAk T G Lo 4 e

(2) 72 PBAC

FHBFRNY G OPBAC- 2B = g3k 0 #7205 - % £3k(2017 #
70 )R AN B A K478 £ F idelalisib, r|tUX|mab g g e
venetoclax * %t kinase e & o 2 pris 2 g & HA CLL, ¥ &R i1T5 % =
MioFKiEH > R PBSXiHiEitd 7 ‘“ﬁfl])]’;‘i BET 17p L4 2R o

(3) # B NICE

NICE »+ 2017 & 11 * 8 p crdR 4 ¢ P » A f F &k '& A #° %(MAA)
ik TR ES AL 619 B M PUEE R o venetoclax * T 2
% 17p 4+ 4 A TPS3 R %2 2 £ * Biwre £ M S Frd|HPX & B lwre £
% ’Q/f_—x_;}”'—’ﬁj;}?'wfff\}l?fl ﬂJE\}r%'k—’}; 17pﬁr‘ g TP53K%.‘3 L-Ll%*“‘%
L» }';3}/%“/2: ’fr ‘:\ijé’)\%ﬁ#m# 73?']%; ﬁ‘}?:’l/vb t{f‘:‘ it —%z ° ]

3. FRpa4m

B kAP dT 2 Ap B AT Y o et A R FR PR BRLTR
FLERFLEE L Iﬁlﬁviﬂ BERRR AL LA IR F R R ILRALT K
2_ J ©

? 4 >t ibrutinib 3 B3 ¥ i % MR & A B4 CLL ¢n kinase #r 43| 0 @ ffé * ibrutinib pF T ¢

FRB LT R LTpid o wd R R AFRLH 2 DRI EFRL AP Y A b -
Plagqen & RENR L 0 2 &£ % BCRI s % L &2 a5 NICE 232 BCRI (idelalisib -
ibrutinib)
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4, T+ ?7}—'}3_@%&;}%15

&4t venetoclax * »tha R TV - RUpn 2 B 17pa A 2 Mg T IR
v n oo & Cochrane Library ~ Pubmed £ Embase % ¢ + TR EF > 4 & 4p
Bk SR R R LG AT A HRER AP L T 5T o AR K
SIRGEG U AL EFE-AE e s ¥ - DiReE% M13-982 2% K 4p
B2 ko 0t A v ks B AT 2016 £ 6 7 2 2018 £ 5 7 o fi gt BRI
fo A RoR 2 v 0 B AR R E AP RO IR G IR 1E 58 ahdp ok
RO e

A B®REE P D

M13-982 &5k 5 — 78 B 2z ;V % i¥(open-label) ~ 58 5 ¢« ~ HEF 2 % - H 7
BB o A B EER N E S R AR AR 3L R T o
iﬁﬁﬁvmwmwﬁﬁiﬁlm%'vﬁ%*wﬂJ&M#wﬁﬁwlﬁmm
CLL)Jf 4 ehffy o o 385 & Judr 158 =X 38 H v o~ 3E5k 3 48 (main cohort)
ﬁﬂméﬁﬁﬁiﬁﬁé*ﬁﬁib—ﬁﬁﬁwﬁ WG~ & > 3 Y (safety
expansion cohort) =g #h 51 & X 32 B ¢ 7 AW A @in g F (n=5) °

B. X%, ;x»/#wfuix—
IS 3 NP S E

Eds 18 ko b oo

RN WX Rt 3 AR

23 17p 44 -

Fé‘j{ AR FAEEACLL Ao ABXE o X po°
ECOG 4~ #<2

® o 0 T ®
wmtgw

, Q#kuf ,,+ ,, :

PRI TR
Ritcher’s transformation

2 I A g WA E L IR
# ;'% A e E

SR R

® o0 o p

C. ekt

M13-982 # & i & Frrcdpth 5 W2 ™% % | ¢ (Independent Review
Committee, IRC)3® % & #i5% F o5 (ORR) » % & ety & 6% 282
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(CR+CRI) ~ 84 % f2 % (NPR+PR) ~ A 88,5 % F 4% § pF /¥ (duration of overall
response, DoR) ~ & & i 5 7% 2P (PFS) ~ & ¥ i+ 15 7% ¥ (event free survival, EFS) ~

Z 3| & (- hpF F (time to progression, TTP) ~ X% 1] /G ¥4 = 3 Hicpt ° 50%mE¢
E g@ﬁmw@Q‘ﬁﬁWm%ﬂﬁm“W‘$iﬁ°%—4$% L HAE A T
dfichp Ak pE L 2015 & 44230 p oo EEHEP BcE 121 B YOS % SH A
& >R E o B 4 47 (extended analysis) sz sk P s 26.6 B 7 o

D. #&%% %

e N R s B i *za‘ﬁ # ¢ (n=107) > £ IRC =i » £ 85 &% ;‘ﬁi EE
ok F R(79.4% ; 95% Cl 70.5-86.6) ; Fé%% L 4% 4 (investigator):®= iz B 2
79(74%) o % %4 'm;?f, g venetoclax iof 16 8 $k T IR P ARHT SRl
ESEN & o300 )é boH P B 87 LR AT oM T 3RH F (lymphocytosis) i &
+ ¥ 85(98%) ¢ é" ¥k T Rt BoR b 50%" =¥ EEPEFER S 0.3 (IQR
0.43-1.29) -

Tobo g BE L RIEEKE 5?; % % o (minimal residual disease, MRD)
pATindd LREEY 0 3 18 ERFEFH MRD ks 23] MRD ]“*rm‘ [
B L 88 B ? (IQR 4.4-10.8)- d %?;@‘ .ﬂi iv 3 B H(PFS) 2 & 483 7% 8P (OS) &
Av\ﬁBfFF’&"’?'iféi%éﬁj WARER Y o 12 B EEFEFRFEF 0 IRC
7% e PES i 72.0% (95% CI 61.8-79.8) » OS i 86.7% (95% CI 78.6-91.9) -

Ao~ T 2B EM PR S 477 (n=158) 0 B AF A TER AL RIS F
J& = (objective response rate) & 77% > H ¢ 20%eE R EE R D[R o 11 24 B
EHEER R 7 B35 0 PFS 5 54% (95% C145-62) ; @tk % # % i Kinase Fr 1] %
716 tp kY 0 BEIGRF S 5 63% 0 PFS & 50% (95% CI 25-71) = ¥ ¢ »
%38 L Blis % A~ 14 (intent-to-treat) » § 30%¢h5 324 3 MRD 144

@iiﬁ%&’@#%ﬁ;ﬂm&ZQF@éﬁ%ﬂﬁéﬁﬁ%*ﬁ
(40%) ~ & % (20%) ~ § s (18%)fr i | 45 5~ (15%) » o p £ SR % @ 42 5% X (6%) ~
TR R A Q%) P R R Q2%) B P G - PR FlRra iR o
FAPEER LF e p AR L (7T%) 7 k(G%)f‘T"Z*" the o 3f
U RERE(R%) o Sk 2t 0§ B R RE TR RN B F 2 R R
o R EMEd R f@j}ﬁ—: LR Fé—‘*‘ FIRE R A FRRE IEFE Y Qb ISR o
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(- )ERF RN AP i GAEF Y

BRELALSHAILHAERBRIAN L EFFLRFFY -

A4F £ 1 & %4 CADTH/pCODR-PBAC % NICE 2 ¥ f 3= 4 & 2 &
I *1‘» A R R R R
CRD/INAHTA/Cochrane/PubMed/Embase #p i < /F*Je » B fREL R %5)% TR E
%i%ﬁ@ﬁapﬁﬁiﬁipié%o

kiR 4P

CADTH/pCODR 52016 # 12 % 1p 24

GLE

PBAC (i#) 2017 #3770 ~11 0 22 o

NICE (# &) %2017 #11 » 8p 22

R Fhpamh  SMCEREW) FRPHFRFLH22017ET? 70 2
G 2 .

TEEHE CRD/INAHTA/Cochrane/PubMed/Embase 3% & % o
EHRFRELTH | &

3x : CRD % Centre for Reviews and Dissemination, University of York, England.ﬁv&%,’.@, °

INAHTA % International Network of Agencies for Health Technology Assessment iz 8 -

1. CADTH/pCODR (4t £ + ) [15]

4o £ % B F P 2 = E 2% (pan-Canadian Oncology Drug Review,
pCODR) ** 2016 # 12 * 1 p =4 venetoclax * *t & 3 17p 4% % 2 Btk = 3¢
Bd wopeiE AR ¢ o 0 0¥ G 4 g ¥ g Flut pCODR ¥ A i it 7
R RS @ﬁ“i’@ﬁ%#%kﬁlﬂﬂ 5 RFBLR ¢ Expert
Review Committee, pERC)z 4= 45i2 3% » # 23k %6 i1 venetoclax * »> L% & 35 3
o iR R E A B LTp A 2 BT Y B R
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BOF - PAPMERARL ST 2018 £ 3 0 19 p oo o ¥ g RS
Venclaxta® ( Venetoclax) ¥ — Tzt AR BRLEL S - BISF AR
RSN Ned; R Y A TR A B feia ¥ £ X8 B fwie X R e

( B-cell receptor pathway inhibitor, BCRi ) % prz M4k = ke o i LR —"Ff o
pCODR 17 i i ;412 2 Venclaxta® (Venetoclax) 123k » &6 » 3 B # e
PR AT R

AL EEE Nt s A 'f-gﬁ%ﬁ Wk TR K
1z (reassessment) e & & ;% 3 & L iE L ZY AR TR

% 41 A ¢ (pCODR Expert Review Committee, pERC) FiER A SLS B o

T+-
4oy
A
\’Sk
ETSW
\%ﬁt ﬂ

d %% pERC ¥ & 7] M14-032 325 %% 2018 £ % & » @ P # Afphk »c ¥ fo
B S SR SN Fi’« %% f”im‘%ﬁ &% § 7|5 1 Venetoclax & i ehpF
L b L TRR RS AR G AP AR 0 0 BTG ok 2P
= AILE W3R e

2. PBAC (;£#) [16-18]

BHNERLGHRELR € (Pharmaceutlcal Benefits Adwsory Committee,
PBAC) 7% B>t 4 5 Venclaxta® (venetoclax) — % et 4 £ % w3 PBAC € &

= 02017 & 3 P a2 W "F""j e A o :%*rﬁﬁ@ﬁﬁ%‘ﬁ»ﬁ* % 24
VAR ARANF S B kbR > PABCLE PR R R EASE
- % 3 TP53 A TR % ﬁimrlrpgﬁ HIEAVNBREAAE Y EREAFRR
o 17p 4 g K 5 LA o iR &t + ¥ (Pharmaceutical Benefits Scheme,
PBS) e if if i rrgfifﬁ;?-f»lﬁﬁj #ﬁm’*\b aH i Ailr%mﬁ—*‘ ¥ > v p
Y FE R AT R TR AR ’venetoclaxﬁw g R A
EUl et RS e AP A R Y LS

Aot BBt 2007 & 7 0 R Y e A e BBkt 5
ibrutinib~j5 g 3 A Bt E 4 17p # 4 e £ 4 17p # 4 i3 & A HAR
Pk " TRid e 27 P NERFEE T RFATRLEF LGS EIAR (Risk
Sharing Arrangement ) PBAC =3 %t % 223 A T H - iz ¥ WA B L 3
> — & kinase inhibitor jp B % Rz AR 3 &4 A FABR LA T 2D L H R H 0 2 R
AT 4% o7 0 Y Ffei X 30 ¥ ko1 R 7 +%vp%#~lﬁrﬁf9“rﬂ
FE oo PN EAGER N T AT

PR TR GRAEARSTINAS RP ER A A s ﬁ(Cost-minimization
analysis, CMA) &n= 3¢ > & ibrutinib Ap vt > &5 5 17p &2 e BF Y > 0p
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B 24 B 7 e AarFE o @ gt A 5T DK ¢ 7 venetoclax o sxfr® 2 7
%+ (non-inferiority ) ** ibrutinib ~ = 400mg/ p <7 venetoclax % »x (equi-effective )
*+ 420mg/ p shibrutinib o 0 = RS AMEA S {0 3 P Y R g o R
FFIES E g ARSI Al RS8R TE S ICER & 5
75,000/QALY % 105,000/QALY ;®%: > {=3 7 ¥ H-%k4nf » XA PBAC 325 3
PG RETREF AR DI R R LA AR ST Sk
* 24 B0 ek s k@ o venetoclax i+ HPRF S 24 ¢ o ibrutinib 3 22.2 B
PRl EE UM AL S ICER BEFAREA BARISHRSEFHLRE > &
PBAC 7 #& % r2 8 i4 & & & 4772 %4 &{v ibrutinib #t f- ¥ #F PBAC £ f + 45
1144+ Kinase inhibitor 75 £ po2 42 4 & A AR T SRR B R E o 2
# T idelalisib & @ rituximab 3 & %4 5 Flpt Ao i PBACH 4 £3 4
PR Rk o TP ZR B BN A A 372 i idelalisib & # rituximab g
Eif o ¥ e JPL> 1A Ao idelalisib & & rituximab ‘b #pE 0 BEK A & E 2T
idelalisib & & rituximab > # = AR 4E 5B e @ * A RALRFE RIpdHk 5
hiEpE o FEBR M AL T2 0 TR 2 RAR Sl B A # - F) venetoclax e
idelalisib e% 25 B P B 8.7 I e o

FIot Bt 2017 # 110 g ¥ g%k ¢ 0 4 idelalisib & # rituximab 17 5 4
R TR AR o R B R A AT RO R A B
idelalisib & & rituximab * L % & 4% Kinase inhibitor 7% % prz. 7 *L17p 4+ 4
SR A A F WA T S B R oA AP RT AR io R E S RG
PR oA Y Gk A A AR RCAlY B/ & 7 7 PBAC g
3% 0 B3k venetoclax Jo R #F R 5 24 B 7 o idelalisib jo % # B 5 21.6 B * - PBAC
WAEMHAREERE TS ¢ FY RT) P RS TR R R ¥ (Tumor
Lysis Syndrome, TLS )= & o #k @ PBAC » #FRiE B I8 A2t R 157 § Hapd
PR L R R - B R TR ORMRA AT c ERFBE LT &
6 PBAC* 11 " reng @&F L 4pd > ERAFNE - v AR g aL 3
% — #4 Kinase inhibitor /5% & Pr2 45 % & A BRI MM T e & i é% LN
2 17p 44 o

3. NICE (#®)

® R R rE R TR L 4%F7 7 B2 (National Institute for Health and Care
Excellence, NICE) »+ 2017 & 11 * 8 p en®R4F2 P WP > 25 RF F ﬁﬂi;‘
¥ 12 23k (Managed Access Agreement, MAA) if i cafi-R ™ o R F 4 A
4 ¢ (Cancer Drugs Fund, CDF) feft Venclaxta® (venetoclax) * *t % & T i
()2 F 17p 444 & TP53 AFREE 2 * B wie £ ardH (B-cell
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receptor pathway inhibitor, BCRi) # # < BCRIi & 5 VR AR W s Y A
i A RE S (2)F & 17p 4% & TPS3 AFIREE &2 F 1 BCRI ik
i & B T Y R R A MR AT

P A = ¢ Lm‘/‘rj%]ﬂ—frs}&‘/gmi)@i}i— i{,gw;;m e __;;1;::;1‘;7 BJ’;
p20mg HESENBET ST % Fp 400mge 2 100mg #+ & 122 & (@@ * 7
TR AR) i f 5 fem 4,789.47 m s > AR v PR »]«:?rgiﬁ‘i’ﬁ;i; (MAA)
& K -

AR € RMFHNE AP B RE AR A e HERR AR R
Eif o AERGEDIrREE FREI ORISR F 2 Weibull ~ T k3
Iﬁlﬁﬁ‘*ﬁi%ﬁ T 0% R gﬁﬁilgy_? A od A S PTELRT mFI Flo e 4 F (S g
WARF AL B g o TPt 4 ﬁifﬂ dvig * Gompertz 4~ iw b das T g fe oo e
EERMNRADFUNFTEH e Bt 3D R Fpt b faprans #EH K-
B B Rk 4 Sk -

LR ¢4p R o7 # % 4] = (Evidence Review Groups, ERG) #7i& *
B3 £ #FF 2 (Best Support Care, BSC) enF #L kiR 2 e o Bed #7ig * 116 :#%
¢ eorituximab arm > R EF AL Eii 4 &4 0 F 5 rituximab arm s &5 A
aft * BCRI f&a o4 » Flpt3ni e ¢ it * BCRI t2 5 s i B chidelalisib arm
L@ P L f~ kR idelalisibarm (hE i {2 5 o2 B (post-progression) {
#p (VAR =N a_g—’ngx e o FRm 116 3R ¢ chehd Boarms s S EiE L A4

FHEFPL e AT B 17p 442 & TPE3AFIR P2 &4 7 a5 iE
EP H5F4E RPoTRk B RO 0T 3346 (life expectancy ) & -3t 24 B
PAREE - R L g RBEFTRES L 2EROTR R XI5
LR e e * BAEH P B % venetoclax 5% h & & #cdy (pooled data) o
PE R ERIVFERGFENRE > RE FEP I & (0853) © -
YR o FIMRPF R SERR T L5 idelalisib 3=k kP AL F ¢ iR dt
PR R Al B e el U5 A o BB LR G R AR
FExagnet @ 0.748 -

LR EWMEMP A AT R 2T g d o aFHES L R}
FALEEFFF AN R BE (T4 fé*g@'v B2 NS AN RS
EETREA&E (QALY) 2 F A2 E X B L | €4 L He ERG

E"f‘]';w;\:o

Bois fod AR E RO 0 L B ¢ ERG @ ¥ idelalisib arm & i+ 15
B sk L NICE 33k % ¢ 91 * g ? (@ ‘;QQ;;O B R B T 0
B4 17p 4+ % & TPS3 A% %2 &4 > # ICER 25 E®- % QALY £ §
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57476 43 » @ 7 &4 17p 442 & TP53 A F|R %2 &+ » Pl ICER w &5 £ ¥
~ B QALY 7o% TITT9 848 KA » 4 | €+ K et F 1 EE Oy
EUT G RN RB A e A AR B 1Tp 4 A TP53;§F“I¢1
B2 B HHY o Ft 21 venetoclax £32eH ICER E 2% ~ % 53 17p #
TPSBEE?T’%%%,%‘;{“ 3%~ ¥ % 50,000 # 421 60,000 & 422 F -

A A»cFEiE 2% » 3 N ICER & # venetoclax 7 wc Ak * b — 4k
INHS § 7 > e B g2 mBEMT ke & > A ,&;ﬁmvenetoclax RV
TR EREES AL AT :é R ¢4n 0 > venetoclax i= i & § 3 5 A A
Tt £ B L R OTRR Yy BT RREESF AL 2 2 T e
R R AL 0 2 B 5 & rituximab fe idelalisib 3% 2 A~ Hop F A £ ¢
? oo

4. B PR R
(1) SMC (@ # ) [20]

Ftew %+ L B € (The Scottish Medicines Consortium , SMC) ** 2017 & 7
17 p g F IR AR s i3k Venclaxta® (venetoclax) pEuTER (1)L 17p
i % & TP53 A F|2 % % i * BCRIi 24 % BCRI ,91*61*)]% (R Red Blh=
Bb oo d A R F (3 G 17p 4 % & TP53 A TR %2 #£5 (* f fv BCRI i
)%‘lgx".‘/f‘[f‘; LER 1 r}#U‘Iﬁr}nﬂ_[f‘;q\. 3 %Jz SMC % g 7| 5 st & & F-eh=
A F o Ft PERIAVRE F LR 2 2 &% (National Health Service,
NHS) i A Z 2w 373 % (Patient Access Schemes, PAS) 4+ % T » & t+_
ke SR RT A SauEiRe UT L SMC A R @iz 2 fpl &
AR &

e o= Aoan 445 (cost-utility analysis) vt sl g T skt e a i B ﬁ i)
venetoclax ~ & i& £ 4% /= (Best Support Care, BSC) £ % {vis% - BSC =& 5
H — rituximab 75 % fe rituximab & & HDMP vt $i o s;ﬂfr,p,}% TER AT
ol WABEM o LA AMEF 235G 17p 424 & TP53 AFIR M
BHEHAR -

PR R - BERY R L %4 (50 # ) s BF A A (partitioned survival
model ) # ¢ & 454 PFS~ A i B for = I chid Bk i o 0317 e it B
AR EDFEREDH S 28 2 > gt fr venetoclax SR EH R R - R oo REER W AR
2T e RS LA EF RPN S BRERGE DR F B
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#3] ¢ chvenetoclax arm £ 17p 4 4 & TP53 A FIR R hR F HiRk %
#cq 2 (pooled) = B venetoclax 2 (M13-982, M14-032, M12-175) : # £ 5 17p
i 4 & TP53 A #F1 % % é, * ek S ¥Eca B3 M14-032 and M12-175 #5% o ﬁ‘riﬁ
11 Cox VB b & B u]‘_; FARAFRES OS Sy TV FL G e £
17p 4% %4/ TP53 X %1 OS b &+t o

BSC arm 384 » Fe 7@ 4 CLL 116 phase Il 3# 5 o rituximab arm o & *%72 5
it FOlicyR B Y Rt gy 12 vt i venetoclax fe BSC ~ & feis R 0 Flut e
% p venetoclax 7single-arm ~ CLL 116 &5 < rituximab arm 4= CLL 33 ;2 #ic
YgenH 2 R 450 g (Naive indirect comparison) s4-#ic > * >N pERF R anvh di
PFS 4 OS o &t - H @& * Weibull & 4 > & 587 10 # 'rﬁ.";uiéi" 2 12% > & 10 &
sPFSrate & 2% o @ BSC 7 0S 374 » i 7 14 4% 2 % NICE hidelalisib ¥ 3¢
garituximab H - J5% arm %%k 0 * Weibull ¢ s ¢ P#& » TP Y TAR }«;*/,,\
WIREZ TR U SO ATHEHNEG e L3 AFIRRDRF A BB w4 1T
ghde > 2 B g - et R 0 R3OS Y oim#cs 1317 B oo

Eivw s @02 M14-032 and M13-982 8% » #7# # ¢9 EQ-5D-5L #icdy o
Fhofgis T ot B 5 0853 &t s e B4R B 4 w;%;; 0.6 & 1B %
*E A EBESEERRD > RSP B R Hoaxt mmfvrﬂ?‘ PFS
pF % 0.853 1 0689 Eitis 5 0.6 1 0.485-

AL FRER S AT 2 3 2 F e A o 2 BSC ehF A A7

¢ AR RFEH 5 FID R IR P FLE R ALY LS o A RIS fRr ¥ (Tumor
Lysis Syndrome, TLS )ss &4 & 2 # ¢ > A4 ¢ mIEp TLS enT 3a% * 4 2215
B - P REf - AR oRE S U RRPRET 2 AP o

Boistfd 17p 4% & TP53 AFIR RN XY o F A 52 BSC v g

# ICER & 5 63,147 #43 (3 £ & ~=148,166 # 43 ; QALY= 2.346) > & frif fr

infprt o HICER @ 5 69,114 # 48 (3§ & £=164,641 ; QALY=2.382) - @

7 5% 17p 4% & TP53 MR k4 ¢ » 4 52 BSC v fidl ICER &

69,576 # 43 (i £ % »=236,950 # 4% ; QALY=3.406)> @ fri {riss 481t » ICER
&5 64,195 4 (3£ ~=257,388 ¥4t ; QALY=4.009) -

PCECR A AT P B e e 4 0 R Y shddic kiR 0 A BSC &
% p CLL 166 #% &imxﬁci*’a F72 % &3 &45% venetoclax > F & 475 é.iﬁ
i & #% BCRi - F]pt & CLL 166 2% v idelalisib = > ¥ i i £ ¥ < BCRi «
E #ﬁtp,\;,@ T L FRATRRATE S ¥ BSC Y ol fE TG
#L‘xf;‘:ﬁ;z MM R ek e Ao 0 AT a0 M5 0 BSC oo B
BT R o Rk it Bk R0 L) o £ AR RO

38/53



107BTD05007_Venclexta

Bod ERARA G 50 - ik X > FIHA P venetoclax S8 T 1945 A F1 %
ok R ATEE e ¥ b {2 P e venetoclax 4p vt e £ 4 4 & o 1B QALY AL
AEHEFRE R LENRRER T TR Ao

@ BSC (H - rituximab ;5 fr rituximab & & HDMP) # SMC T4 & 33%
27 i3 A hfesk 447 9 BSC» SMC fk % R )0 H & iR = & AR A
¥ A B3 FIfE - alemtuzumab ~ BCRi (idelalisib and ibrutinib ) friz fm¥e #% 45 o %
- fEBCRI AR X pe 2 i % eng K - @ % ¥ - 8 BCRi 1 7 it LIk 7 it
e R E o B BHCAPFR RPN @ % 0 PRS B fEnt BV LAk L nR
HEEL M IR H okt (B g T SE E e i en— AE R B ¥t Bk

1B eh o

ARa oo & R €4 gl venetoclax hF e Flt 3 SMC A ek ka3
o iR AEE 3 S Ay (cost-effectiveness ratios ) » ie e, d % venetoclax
LFHES SMC 7 gk v? H% L 4 Ao

5. T3 T EApM v‘}l%;
(1) x>

A 3p 4 * >t 3&F CRD/INAHTA/Cochrane/PubMed/Embase § + 7 AL B 2 = i
WP AT o

1T 3] PICOS fas #0F i 12 » TIF B & AN RATELHFET 254
¥ (population) ~ i > % (intervention ) ~ % »c ¥ P& & (comparator ) ~ % % i
24tk (outcome) % 7= 3 -2 > ;2 (study design) > H & ix it F@ 4o @

Population s o~ 1% 1 chronic lymphocytic leukaemia

Intervention venetoclax

Comparator A%

Outcome A

cost-effectiveness analysis OR cost-utility analysis
OR cost-benefit analysis OR cost-minimization

Study design

analysis
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& BB+ it 2. PICOS: i% 8 CRD/INAHTA/Cochrane/PubMed/Embase % ~ }gie’;?
FLRE > 22018 # 5% 18 p » 0 (M43 ) Wi Mgz 74x > 5 ‘7\“”? 2
Mgk o

(2) #F %

o it B E ek At v)]?cgql RBEFIHF T GFES > WA Embase S & 4P
&éwﬁ BN T L AT

s

% — B Alsaid % A e 3 [25] > 02 £ R enid %’* gk > 1 2 Venetoclax {v
i n ¥F e (Hematop0|et|c Stem Cell Transplantation, HSCT) LA A BN VA <)
% ¢ HWAERFa: % (17p deletion) shfh 4 H & A BB M sk it 9 w5 (RIR
CLL)-# 7% T;fz% M- i 7 o ik en g ¥ % H#73] (Markov model) » 3715 #p & 2%
5% 4 > Kaplan-Meier 3+ & & i 5 7% 8 (PFS) ~ &8 5 =8 (0S)d 4 » 112
Weibull 4 ¥ ¢t 3& g fie > EQ-5D »x* Eenkih 5 # 3 v}ﬁ‘%ﬁﬁ.—' o XA Ak P
FRFEKLS %N AN e ELEETRE L &£
(Quality-adjusted life year, QALY)¥# 4 & & (life year, LY) » 3+ 5 Venetoclax 4p #&
> HSCT v ICER &2 ICUR (incremental cost-utility ratio) i& » & 5 12 % 2000 =t
¥ s & M AT R R 4 47 (probabilistic sensitivity analyses, PSA):i& {7 Fx >t
(validate) - 7= 7 %% %1 > = FE Ila B 578 (3.7 #) > Venetoclax +*
HSCT £ 7 I&%“ & uj’f B2 &3k E P o Venetoclax » v+ HSCT i 4t - Venetoclax
APt HSCT = A Fav 43 &4 360,955 % ~-m»czZms HHE LY 5 064>
#ME QALY 5 0.39°ICER & 5 &£ #F & LY ¥ & 4 564,054 % ~ > & ICUR & 5 j&
#Ax QALY ¥ &% 925,628 £ ~ - F]} A R/R CLL 17p # 4 mﬁ,i % 1'}5 )
Venetoclax v+ 4= HSCT & 7 & ¥ chfes S} & o

¥ o h AP EHTFER[26] ARSI T A F R & RR
CLL &7 -t 4 Venetoclax fr# = &enih i & 4 05 (Best Support Care,
BSC) > 12 B % - S~ 5 - s ha AR wEF o flkihiHw
R 7FF o B>t 17p 4+ 4 [TP53 A F1 % % 7 R/IRCLL #B M HTASRZ - &= 7%
FUETAFALEFRHEL 20 Eos g o BRI RDOFED ¢ 7
Venetoclax ~ BSC -~ ibrutinib ~ rituximab ~ bendamustine ~ idelalisib ~ ofatumumab -
Ry RT3 17p 4~ A [TPS3 A FIR ¥ CLL R4 ¢ » @ * Venetoclax i
»* ibrutinib @ Venetoclax V.S. idelalisib/rituximab » ICER i& i $12,212 7| % /QALY ’
Venetoclax V.S. rituximab/ bendamustine s ICER & % $21,485 7| % /QALY - @ %A R/R
CLL izle > AaviaX - fA sk mf#FF > @& * Venetoclax &>t ibrutinib :
Venetoclax V.S. ofatumumab/ bendamustine> ICER & % $9,931 7] 2 »\enetoclax V.S.
rituximab/ bendamustine 2. ICER i& % $39,085 71 % /QALY - 12 2 Venetoclax V.S.

idelalisib/rituximab 2z ICER & % $12,212 71| 2" QALY - F]} ##7 3 A i A aix
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sl d; > Venetoclax * »+ 17p 4% 4 /TPS3 A FIR #HR/RCLL & F » v-d2p i R
,}; H s JhkH - BEE S AE TS KER

6. EHFRELLN FhEF L T

ERHA A A KE R & 5 venetoclax 2. R oF 2 T Fiupvzgk o

AR BRMIRE

(- )5 f 4

1235 2010 # % 2015 & el % je & R 4R 4 BEor o RS 3 CLL *Rp 0
4 SR uRae @ H 4[5, 27-31] o 145 B AT 2015 £ B F e E R AT
BEDELREMT RS L BATE B R R 163 4 o fhd b opd 2 B R AkGD
833% - ez FAELF A 087 4 > F AP BIH 2L Fd BT
T4 66 o 2L T0 o hp B ARLISR LT 0 iR b ik 52.15% -
H = A R e (25.77%) ~ e io 5 (15.34%) ~ 3 fopRE(11.04%) » 225 1 ¢
3 F s e ik 42.33% -

2 ¢ §8% B (chromosome aberrations) = B &4 & 4o i T & hip s TS
Ao BG4 %17 Hhd MekFa L (17p deletion) s & 38 F i NIRgE R T AR
BAB2 - AP LET > ARTF F 17 HE I MEFEL 05 10% 0 ¢
PHCHEN 3 14 & BF MO E A FIRE g £ [33,34] -

BRI DIRA o A AR IV e 2 AR R A ERAH b)Y
CLL ehf e 3 ® £ 40« §245 2016 4 >\ iE B ' F R St £ 4F > Floi i iy~ 2
e k2 G (ICD-10CM:C88-C96) # * 2 ik k&M ~ &% >

2R F RS RERL N 46.84 BBL[35] - A RERF SRR ED 10 4 F
Fe kAR L 4 1102016 # % é\ﬁf%/iﬁ * (TP 09 i ops (ICD-10CM:C91-C95)
F R TN 46 805 & LA L F(101-105 E)E 7.2% @ A R e
5.49%[36] -
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*%éﬁﬁﬁiﬁﬂ%%%@ﬁkﬁ’“+$éwgi%%*¥&@%%
FoRl3 FEP G YR L EFRRUNEA B B RAGIIATE Bl A2
%%i%@ﬁ%%%%ﬁﬁkﬂiidﬂi EHRPH R EL YR RN e

195 & 5 % WHO ATC/DDD Index 2018 4% = T #8 5 LOIXX- T LO1X
OTHER ANTINEOPLASTIC AGENTS | #1 " L01XX Other antineoplastic agents |
B A gl e FFRBFH - ZEOMSFTEAL FAR BT LOLXX
Other antineoplastic agents ; #f ~ 7 47 ¢ if &k 7 &-78 &5 idelalisib(e ** 105 #
117 24 p poeadd) A Hw 2 ’ﬁ 40 IF 3§ B &8 e0F rituximab(L01XCO02) -
ibrutinib(LO1XE27) ~ ofatumumab(L01XC10) - % % 39 & i%* % 5.38 Jefiie > pow
ibrutinib & K A & @ * SN0 K MM T TR L oo ofatumumab & 3 » i i%
oo B 0 F AP AT S A o rituximab Bk S TR R
SRR ECRE RS LA g

(Z )33 58

gk BERE RGBT F Venclaxta® (Venetoclax) i # i=
REHER T IE - Bt AR TR - RS E T 17p 44 ol
'Hiﬁtw e Ji:]fa‘s(CLL)é,'*J 3 5 2019 1 2023 & #-3 22 =3 26 Ti,&—g PR

EHELT BRI AR  MRFEREAPRIE T AR EREF O
5- F2542008 ~ 2 %7 #7900 Ao pow kRS H S F¥A CLL % -
WipKhibhppEtdg2a g o j 2R o FABRRERY FL
G RAIREHART ERRLMBBE $- ERHHY3600F A1 5T
R4 5 7,000 § Aenk A

L%Ei"%zé‘f%/\%f‘]‘ﬂ\ '»(E }%/é‘,’%}% i’iﬂ‘gi}'{-)»_]_'l’— ﬁ/p}%‘\—‘—qﬁ 17p
A BT Y s i (CLL) A % 2 3B 0 47 5% e & R & 2
’Fg’_?lj-&r"\' :

L fefig®pizid W AENEREEREHFRDD FoRET > R
¥ ¢ 3 12 Chlorambucil ~ Bendamustine -~ Fludarabine & &
Cyclophosphamide(FC) 2 % rituximab-based ;% % & > I & S4B~V 0
FARIE i b 120 538 0 JHB- R TR o
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2. prEdER  EREEHBRTFELLE Y FARIS £ T 150 £ 4 v
02 W% 2010 # 3 2014 #2_ g FieEdF2 CLL e 4 F 5 45 4
+ £ F(CAGR)1.4%7 5 2019 % 2023 & e CLL % 4 A #ico 3p i3 eV iy & 3
#&%ﬁ{ﬁ%ééiﬁ BFeh® BAT 7 B % A ARMBR Y 2R K g Bk &
* FEEN LKA HIE 60% 0 A B BERICEF LG 40% 0 AR
BREFPRF AT ELE RN NR A ]G 33% 0 BFEX CLL R 3&
£ — AR & rituximab-based Jo R 6 € 7 40% & M B~ B Z ALK JEX -
MicK e CLL &% §7 30%E ’«a/\%v o od R NEISRET
& gk FlHE R ricffpi f B3k 17p BRI FF-FEI 5T F 5 80%% 90%FF -
FBEX RIR CLL £ 3 17p 4 £ a0t &) 5 40% - rﬂ“ﬁéi—?}’;}&l’é ART E 2
P EEAREF-F 24357 £264 -
3. @ Afdrin 2 “gi«ﬂg&:‘ﬂ\ £ l""‘k'g‘y\"fw’#Vﬁiﬂfﬁiﬁk’/r%%'ﬁ
ZEEFLED o FINBERATRP N FEREFE P EFEE - £ 80%2
7 # 100%FF oyt g 5 2019 T 2023 & @ * A 5 A s v - & 17 4 3
& 26 4 o
4. r*FEREF PRERF RRERETGRE BERGHBFF RO 2
(& p&AHEA0Mg) 7l E*pEY @& PFAEHRRFZRS*
e & i 558 (Progression-free survival, PFS) 16.7 & * [37] » & 17 30
AR OHGAERPCEHEPART EEREF 9L 5 - £414200F
A3 5T EMNTI00HF AR o
5. ﬁ%%%wﬂﬁgﬁ-@ﬁﬁﬁ&i%ﬁ%ﬁﬁﬁ’iﬁﬁﬁﬁmﬁ
Chlorambucil\Bendamustine\FC 12 % rituximab-based ;¢ 2 & o & R/IRCLL
ZRE R ZRSRICA PRI EF AT ERG R el T
1:'%’?;11 MB-REREREY LS - #6708 1 57 £990F ~ /o
6. Hisp PEEGRE LR R RLEEE 174 4T B .‘:}1\)\ ES ’g‘;}grﬁg %:),%:?j ozt

l-t.\

Hod MARLCIRIGR O RERYEWI LA BFRF T KRS T

ER NP/ S :EE“-’ ~ IV drip ~ %,,;%I,ﬁwh%fia% g;";“r%/f@% 2 FEEIRIEY o

SRR LRI ﬁ14afu“ E20F AR 3 FTA DI FIA S
B

W ATp B4 4 2 B o % F & AE A TR ’wrrﬁ's—»{if $-&63F %2
$IETBYAR

7. MBEEIERYUATRR A G A AEr T AF LD
25 1Tp a4 ol it = sfite 5 pCLL)R F pREATHRA KT &
FA DA 4400 % 7900 F A A R TEF RS KL 830 A

,—;J._’g_;_ﬂ;g%ﬂjq:rmm__;,}aaﬂéfg,145|E%j§§%K]i -
b T

i“ﬁén«& 7000& 7 o

I
A
i
=

N}
E&\
ok WS

4

SHEFAMBB PO G UATE B RAET AREL T BRI ARLER D
Prido U EF AR AR F A RRER B WS EE o AL S
ERF TRT OB AT R AT
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ﬁ%%*%&:iﬂémarﬁiiwﬁﬂ%ﬁﬁﬁﬁ’wﬁriﬁgﬁ%
3 MUSRr 2 B 17p Ak & i T e & mp(CLL) R & o B % -
WL b sy e LB om ARTRA R B RERRPEART B AREG AP
Wip ok =2 5 > ¢ 3% Chlorambucil -~ Bendamustine ~ FC 17 %
rituximab-based /5 f e & o SEFATRA B RIS 0 B R FIM AL G
BB AR TR ISk Bk BHEE -

R SRR Rl R e L LA AR L EE R N
EXEFREART ERF U LEER TSN DL AL AFLL A
P o iR m#r]v%’uﬁ«mAﬁ:istﬁﬁ FRERHEL A B 2L
AmApMiTE ki onfdyy o % 2013 £ 3 2017 iR E A2 2 A0 ¥
FFER P B E- A XL EL R KT R L
(ICD-9-CM:204.1 » ICD-1O-CM:C91.1)LﬁP‘ A g TrAg &k 5 (6.5%)4E B
ARI & CLL F 7 A fce DHURFIPN 2 prEftdg 1195 10%:0 CLL o5 4
5 17p k4 4G A KT & 17p 242 h CLL B4 %o 3+ 2019 & 3
2023 &2 P &EFH A #i s E107 A 2 %7 #1137 4 o

¥ —

o AfcdT AR R N RERLEAS R Kﬁsyx,xmﬁ g b et bR B B
%#ﬁﬂﬂ’%ﬁaﬁsofii&’%a»ﬂ%7ﬁw’ii Fruie®
PEARZ B B3 R %‘ f'—7r

W HenEp S E o F]p AR i‘]‘/’\i‘zﬁﬁ?? s
T B FPE RT3 th CGEFAARRRAY o AL A AHAED
(base-case) 4 47 » fik P 1}- % - # 60%% %7 E 100%FF - TE s A %I
EV AR ﬂxWAgz;“—ﬁmM&i?ﬁzﬁmls?&FEo

AEERER RBIESRY AT B2 RERFREL TR RS Y
PR BT AP (PRS=16.7 B 7 )ik Aty > N ROEHE R
P rBHENART EEREF N H- #164R_~3 %7 #6439
fféif’& °

AP B E R B L«*-;iq—%‘lis;\;&t MR GEREFERBRIRG p e @
IfL}i /r»),%‘_ﬂ_@ ei A""ﬁ‘fi%%’ﬁ%ﬁ-ﬁi% =R 'E_;'L-E’f P AR L SRS
CERLRN AR SR & TS 5N S SRS SRR RN
AR RE ERFRELER ST EGE E L AL ERL L
W ETHEZ By B3 - R T iaE A R B ES I
R R B ERED LN - ﬁ2m0g£i“zﬁ5%oamﬁ

R g2 @4 2R E R M FRFY e THSF LRI RT éﬂ
“wa‘%wﬁﬁi’%ﬁrw;uiﬁpé1§$i& HEWE
%,%‘3% KXo AR AR ILTIS S LIV R Tl AR “’ﬂ%j\
B AT RS T AL B R cnE 8 %&:}% BE & FEFE R F N
B irsteny v 1031 B0 1R B B E A 2 FERIEY 365 B/
T BRTIEE FARI 3R 0 - & 6 BRAT - B 09 A o R
ﬁi&@$%@2%§%%¥i%éﬁ““ E73F~31%7 #1608~
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WMo EH A L26 AT BT EH 4 379 G

AR RS D RAET EFETAR R AT o
(1) ™I @ BED EF 5 %- & 50%% %7 & 90%RF B ™ > il &
RTIEF R @* A AHE F- 2nb3 A3 57 #1123 A2 F o &
FEREPLF-EDI2RAIFT ED394 RAF o AR

BYLE ¥ - fciaﬁlOSnaf‘ui”‘ EH 4 340 AR o
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AR ww g d R FR PR EROP R HTA 48 LR ERER
Venetoclax * »t i 4§ 3 iofr 2 Btk = shitd & om K Hoka RiER2 %
Mgt gakY R HEFF 2R MM EREY e IR SRR

B LSV A

B REFRARER RS

B e ELREEL AR

4t £ 4 pCODR | # i %% 1 venetoclax * * 4% & 4% 3 % - #i5% % 2 RIR
CLLEF 17p &% 2 sk = o i & 4

&= PBAC 3% % Venetocla * »t £ % % #% 1 - - 4& kinase inhibitor ;5
B % Pz, RIRCLL » 7 23t 17p 4 4
# & NICE 1. 3k % venetoclax * »+ 7 if * BCRIi & # < BCRi {4 ERERR

Eitz 3 17p 44 & TP53 A% % RIRCLL
2. 3k X1 venetoclax * 2t 4% it fo BCRIip B 18 7 5 5 &
btz 2 &5 17p 4 4 & TP53 A F1% % R/IRCLL

# e SMC  + &= B NICE

AR FOR AR B R A0F hita o X A JES K & Venetoclax 4p B 2 5
EEAT B RET A AR Fn R EIE L B A N A F i iEE o

BRIRTR e o ERF UATH B G AHEFRY AL 0 T R ko
BRI RS S AN AF T AT ROEBERD L7 AT A EL R
How AL LGBE RFHPLLE Y RIIABER ﬁ%ﬁ’ﬁéﬂﬁﬁ‘
Beiadi v { 2 6 R afap it A @imﬁg/”\ﬁﬁ g*]‘?g?\;;qi ERS
EREEFTLIR o AFLERB DAY ST £ ﬂﬁ”%’*f@%’“!‘l
ZHEF RN AL EE R R P 2019 £ 3 2023 & £ % THRx A%
R R A Bk B - Eh64 L1 KT £4137 4 o *:‘é'z.%:ffjﬁ%ii‘f VLR e
ZREGURPE G ASARTI EZ EREFFT R AN5 - & 154 g2
FITEDAZ9 A AE G RS AR S E R BB ER 0 L2 L
HE L F R 2 E Y @ﬁ’;’%’“ﬂ\%i:@@ , ﬂLIL A kI Eh

R Beh

ANV =L OE .&/Trn

pPostiy 17p4+ 2% CLL & H P ipfoes 2 & 0 *
fL‘.‘)I%“;:;’;‘_’?E'FFmL;; V\I‘jﬁ;i—rﬁﬁ@ﬁirﬁ;Iﬁ’ﬁ&hﬁB&i‘ Lﬁgﬁ—%"mﬁ
};—a‘;uiosz*,ﬁ NEEFEERERATRE CERART EV R Y AR A B
- EMB3 AL HT ENIST A B HEIPMBRREY L 5 - EH 4 1.05
;—gh;bi%ij&igﬁ?;.%ffé;u@o

S
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