ReachMD

Be part of the knowledge.

BL1E

Bhat ﬁit‘
MM ReachMD CME, &7 Seema Bhat f#i+-.

Abramson f#H+::

& Jeremy Abramson {8+,

Bhat ﬁit‘
Abramson {#+:, FATE JeR BE— T 5 B HER B ESE LAY BTK #0550 5 i 15 12E F 1)
CLL/SLL 2 bk Ly 3 VR IT 7.

Abramson f&+::

). AENESAE, RIN T E0IEIRYT 7 RAER EE, WH, CLL/SLL MbsERIaaa T =18
3t BTK 5], —BORAVE RS TIES 2 H0EAT B JE (Zanubrutinib) =k - e
(Acalabrutinib), Bf#ifH4:%31E5 (Venetoclax) A2 B HT (Obinutuzumab) #HATERIE
T, TEWRA BRI SZ GO T RrEE— . 4 ARk R AR HERT AR V6 97 T SR A 5 S s 97
2%, ANEAEE B RIHE R BTK M5, (HHEHE TRIANGLE %, FLAh BTK i 7) iE
KB 2 HL A I —ERIRTT -

PRk, HBATHELE CLL BE 2RI AR, Skbn EECE AT TR TG SR A 195%
5 730 BTK $ifil51a7 7, I B2 m A S AR A 1k 7R Aa 7, I8 RATHE W 2 5UH
I3 — T 32 L A 34 BTK ffil50] . R EF IEAERF 832 BTK fil5iay7 JF BAER MG ST
LR, R ARANTE R 2SRRI (Venetoclax) MELZER#.5T (Obinutuzumab).

X FIEFE 2 4E 434w (Venetoclax) F1ELZEk¥iht (Obinutuzumab) 1697 80 ILE A A H B
BRI B, FATEF SN BTK M7 B, mfEE w24t
(Venetoclax)/B 2 gk bt (Obinutuzumab) 677 JE VIMGZMIIGEK:, BTk AT A4k SR F X
Fhy7 . HETRK IR AL R T 4= 4650 (Venetoclax)/ B2 2k i
(Obinutuzumab) FiFLf BTK #lilVaTT, EREIABE RS . (HX T I, AL
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br BB USRS, FEZMFEAERE (Pirtobrutinib). dEH44 BTK #is5)50R] 35 &
# (Lisocabtagene maraleucel, —## CAR T 4ifiuyri%) .

XTSRRI R 8, [FRE, A R A AT BRI SR R P 3 BTK 75, 312
WEAR BTK #filF. (22, afBFHERA BTK MflF s mE UG i, X EukE i
BTK il BAMEYE, IAFATH BT G YT 77 2RI BTK fif Rt 4h & & e
(Pirtobrutinib) sl CAR T 4ifeyriL+ry—7Fr, R brexucabtagene autoleucel 57|

#ih % (Lisocabtagene maraleucel).

Bhat {§+::

IRFEIIMEIR . FRATVHASEE B — L8 2 5 3 B2 32 I 2 e 7 VR BT T iR T I R /e va v CLL &
& BRI, BHE BTK B4R W (Venetoclax), AMUSUAE T —4k CLL iRI7H#
JR, BT ERIAIT N R SRR IR TS PR AR E R T AT . B
X SHL R 20t SR/ MEIR PE CLL A 250, AH R FE TR TE (R R A RO 2 FH i R e %o T 52 R ke
i, XTI AR AR B R, sURTE — 2R T bR, R B R R 3t
T L o

P2 LA BTK S50 ML it J B B TA77E BTK 48, RhiE &5 4 id 4 HAb LA
BTK M7 RIEH . 4E534E7 (Venetoclax) 54 CD20 H17 FEFUAREL & {3 F 45t 2 1 6 1)
EH, H%EF] ASH 2024 FAAAR) BRUIN CLL-321 WFFas 8, Wny PG R AR AT
BTK |55t +6 /&% Je (Pirtobrutinib).

oA [ 2 7 R B AR . FRATIEERET VenR +/- A& e (Pirtobrutinib) #F 7
(BRUIN CLL-322). #J5, H—FdEHAr BTK ##7) nemtabrutinib (BELLWAVE-010)
BRI T

Rk, AT Eah SR, 1% TP53 AR 17P Gk CLL B2k BTK #fi5)
FREIT R T . AR, UAATIERSZ 350 BTK $0I550 G B G kR, ARG ST
JiiFse iRt (Venetoclax) hiyit CD20 HsgfEdifl. (HRYE BRUIN CLL-321 5t iI%
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i, BATE =TT AH BRI BTK 7). (HFEFE, XA — AN IR ST R i, A2
FATPHRE R BE X e FAT R G Rk 1 2 3 SR S 4 36 T T3k

Abramson &+

7el), FFEE Bhat LW, HIRAVEVIXISEIN Eefih TP53 5848 CLL S n, FiEH S
i fa) TAE gl BTK #7, [R5 feis H BRI 4E 2398 70 (Venetoclax)/ B2 2k $it
(Obinutuzumab) Erlae Bl . i, EEwk, FH4REw (Venetoclax)/ B2 2k
.47 (Obinutuzumab) i) TP53 AR &3 1o R AL A7 15 br EAH A AVES, W2 At TP53 B
AREELE. Pk, AR S BEWE, WA B XRER A VRYT, IBA4ERE
(Venetoclax)/® Z k541 (Obinutuzumab) XHBATRULZE 5E & A ERIATT ik, (B B #
I, AR 15 HE I AT BE 75 2246 FH L BTK 4141 751

Bhat ﬁit‘
WA, TR NHHE FHERE AT RS St BT 01500 5 o8 5 3 2 1) CLL/SLL M40 itk 298 B ia
T ITVERAT I — AR S A 1Bl . RS
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Bhat T@it‘
MM ReachMD CME, &7 Seema Bhat f#i+-.

Abramson &+
FsE Jeremy Abramson f# .

Bhat T@it‘
Abramson &+, FRATIAERIMINES) 1 H A3z =40697 1) CLL/SLL A4 itk (e 38 1
A I RIS TR o 8RN E bk R T 4G, SR e 32 i CLL.

Abramson &+
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IF) e TR R MEEAN M 8 85, BATIEE = 2R M T A SR AW ] ik +E. 3R
ATE RN BTK M7t Fe 47 €% Je& (Pirtobrutinib), ‘&/&7E BRUIN {46 [ 54t L3575 FDA
#eHER . BRUIN X3 AN T 90 Bl E K MEEHMIMK R B, i BE #3234 BTK M1
HIFGYT, H RS HEE X FGTT RG MR XS R K BB R, AT
B2 I R AL BRI AN = RIATT, RAE WL, BAZREN 58%, TEAEZMEN 20%. E—L
B, XA R FEAEN, PLRRRRS MR 2 4, A ABER TP R A A7
N7 AH

B 7 AEILAN BTK #0546, FATIEA AR CAR T 407 ikid H T iX A B, efi12
brexu-cel A liso-cel. Brexu-cel &#&7E ZUMA-2 356 12l FIRAHEAER), X IHAEe
47 68 FIRE 2 LA BTK I HNGIT H B . IR RFRRZ WP A BRI IT ARy =2
BT, RRRSERZMRR BN 93% Fl 67%, AEE E. XML REAEN, AL
FREm a2y 28 AN, BB AR P AL et R AAF N 26 M H .

e, HEMZ, brexu-cel 5AMMIR TR EE A AL R G RIS K MK, 15%
fEE 2 HPU™E CRS, 31% HEHE NI EME RGN, ERRNMEE LRSIV

LRI Rl

HFh CAR T 4liffey7i% /2 liso-cel, /27 TRANSCEND 4t itk L8 o 70 i Bk fili b 3R 4541k
#ERT . XTRE AN T 88 HlEE, R, JLFHHT & # G2 BTK MiflFGsT. X
e SR B M AL BRI T FIRE N =297 . BMAZEE A0 83%, CR #4 72%. KIHFFL
I L Rt (a0 16 AN, et Ay 15 M. PFS H g2 Sems [ U7t
brexu-cel i) ZUMA-2 W7kt R, (H i T BB R, DIARME R iX /2 7552
CAR T 20 AL iy &5 R .

B € 1 — 1 mi 2 liso-cel MM SZVEE LT, AP 7RISR G AL 2 R GERIE I A R A
fik. liso-cel /™ # CRS KAEFIN 1%, M™HEMEFHEIKAEE 9% HEEF.

PR, X e A T A SR F R B & Jeé (Pirtobrutinib). brexu-cel Al liso-cel /£ 53540
BTK 3l 5515 i) = R BUG BL6 7 1 = 2K EH
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Bhat 11, %&aea3ATIHIF CLL 15?2

Bhat #1::

UFf, =TVETR ) CLL M3l s R WUE XA M 2, IR R A TE 2 540 BTK 377 A

BCL-2 545345 (Venetoclax) EmiEA prikfe. A1H A PR FDA LAt 259 M T
XEEEE, R MITAT S 2 (Pirtobrutinib), B RAEIAN BTK M1 & HhnEit

e TVA T B B2 M LA VA T CBLEE BTK 317080 BCL-2 ##I7)) 9 CLL 2k SLL

F . XIHAERLE T BRUIN 1/2 BRI, 7EXTHF T, PRS2 204 BTK 30617 B 4

TREE MR 80%, BEATEARFEZIT 445w (Venetoclax) B 1 SR LE iR A 1E & .

5B A2 455450 (Venetoclax) 9T B ML, RiEid 45346 w (Venetoclax) 1697
BEMTH RN ERK, R etins, W& e (Pirtobrutinib) Mt 52 I 4f .
FYEMBMER (i) MERARRM. 3.5% MEEREGRIE, 1.4% ©EEHIOE
EIR B

FDA & ftb#E T liso-cel FT20Bh CLL/SLL B RHK. X/ —Fh CD19 sEi CAR T 41
fayrik, HAHERT 1/2 ¥ TRANSCEND CLL-004 #F5¢. XI5t CR %y 20%, I
HAE CR SEBHF, G FE ATER.

g, BLERUERATS REGHE MR N A . UTSHER R RHE, Abramso . T A1
YeHr
R

Abramson {8+
XMW ReachMD CME, /& Jeremy Abramson {8+,

Bhat T@it‘
2 Seema Bhat f# 1.
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Abramson f&+::

IERATN—% CLL B RBIFIES R IE. XEREHM— LM, X4 76 & LME 4
R T YER TR (Venetoclax) F1E-ZER#47 (Obinutuzumab) 14 CLL HIHIEEIRTT
e ) CLL A 13q #RF1 12 5 s ffk =1k, —ARNFARE/RIFIE TP53 A&,

W5z T 4R FE5 (Venetoclax)/ B Z 2kt (Obinutuzumab) 697, R1G5E2MH, JERFSE
TV, B 3 F)5, Rk, JFRXEIDRIER I, FTERT. S, P9R4E 13qg 6t
RN 12 Stk =4k, #HE AR RS TARKPR TP53 A, Mit, A T 5
254 )2 (Zanubrutinib) #ATVETT

WARTS T S, (HIR)T 1 ER B R R . I BT T A, AR
BoRHE EAKCER) TP53 /A2, [FIREERE BTK Ftai 481 RAZ. M, MKk R
of, RUEMHEL T AT YRS LM E, (EAk ) ECOG RREIREN 1, SR HIIRER 4T .

Bhat {§+:

Abramson #+:, R L, XAEFEENEAIGNE CLL, FoNEFH Rz 4E =487
(Venetoclax) LALLM BTK #0777, BIEmEG AR, AT BTK ¢4, #i1H
HIE WA FDA #tHER A TSR B I =27k, BINiEAi & & e (Pirtobrutinib) #1 liso-cel.
MEFEAi & # e (Pirtobrutinib) jf&—#rAE3tAr BTK fidils, w4k Er A= RA C481 SRAZ MY
BTK. EXIMMbIFR= 40 BTK RABA R, I HAE NPk SR, enzartde s
.

FDA Jinigstt it 3oAi & £ )€ (Pirtobrutinib) Fl 677 #5321 iy A s byl LA EBEAEIR YT (R85
BTK #dfil51#1 BCL-2 ##il57) # CLL 8¢ SLL &3, XUiflkifE2%: T BRUIN 1/2 BB FT 2,
R, Hrpfh CLL A1 SLL BAB 247 BIBRERZ ISt BTK a7 (K B . £ I 5T
o EMEAVE RS SRR 72%, PAEREEAAMN 19.4 M H . BT R LA,
BIfEM S BTK K2y —2, AW WM — L5 . ERESRE, OIEFIF RN
X, 1Z 2R BARMK.
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Liso-cel t3k73 FDA H#Ht#E ] TIRUANDNEMERTENRE . 2% M2 ——r T CLL 5
SLL &3 Bk & Pl 2 ke CAR T 4ifyrik. hsEdtu gk T TRANSCEND CLL-004 X% .

R B AT XA VR 1 . SR8 45%, EREMFN 20%, e E
B RA LR ARG fERZHUEE PSR TR S LRI, I —FEE

Bl stt, JLPEiER.

W2, BATZAFTAEIZPIRGTT I3 TP i e e ? — DN EEHBERERE Z etk G
BTK i 71) — PRI T2 FPEPE (1, (AFEAi &8 (Pirtobrutinib) M3 EAH 24, H5 T4
Zj. 5y—7J7M, CAR T ZHMy7iZ 5 i 7 RER AL P R REVEAH O, BRI AR T ] F) oo ik
7. BFILBIVEWAERE, LIz CAR T 4TV 75 1tk A AIE B

Hoth 75 2255 18 (1 D 3R BB 40 AT CAR T 43 B 75 RIS TR 0F T 2t Fe itk . it
CAR [WEf[RIG PRI B, MAEME e (Pirtobrutinib) wRE& B AF LS. 7FEH B EH K
AU BN G SR SCE AR

Bl S RIRYE, 0 RGN R B KW E XA VE B, it & e (Pirtobrutinib) A1 liso-
cel HEA RNRIT T3 0T EFE NI 25 R8I AT 3 R 2 2R

Abramson f#+:

KR, AR FYOIXFE I T B — R R B 2 B I AR T A AR e b Ak, SR &

BIEMIRRYT e tEBERE, I vEM FISH DL A B2 A B, BB REsBA
AR, Bl 17p skRER TP53 RAZ . X323t BTK il 7HG YT 80697 5 1 2 e i
B, BAESTF 4R BTK MIHIFIHTIEREE, Bz B FEIRIT PIRE e BTK EHtaEiE 481 R

FEMZIRTT IR REAT RN, BEEINFERIA He . BILEANFERIRZ, QRN B HE XK
CAR T 4Hjflinyr s %, Bl liso-cel, (EAATRHIN3E IR Bl 24245 7 CAR T U2 A%
g, AR HIEMHHMSTAEEE (Pirtobrutinib) {Evidirrik, #HBFEMATEESZ liso-
cel i IR Al AN 0 o
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o 7, BATRIES AR 1o A B A el 2 A3 491 (Bl Boxt 3 s B o AR IR R g Use

A%

Bhat T@ﬂ:
MAH W ReachMD CME, &7 Seema Bhat f#i+-.

Abramson &+
FsE Jeremy Abramson .

Bhat ﬁ:t‘
FEIX KR e, JRATEE A 41— S aT ge A CLL SLL AN 4 i bk L2 6 45 B 1 feoB 4L
o

Abramson i+, SRS YR ECH BRG0P L 100 SR BTl 314 2

Abramson f&+::

R, HATA R 2 N AEAY BTK #iH)5A% IEAE AT b, 1RSI0 g ) (1 2 R R &2 0h
M RVEAEBTE CLL B . filtn, X oR&in B, ATE LB & E e (Pirtobrutinib)
FIBEALN BRI, B — T4 N BRUIN CLL-313 ffF 58 Lhig Tt & & e
(Pirtobrutinib) 5#54 %777 (Bendamustine) /AIZ# ¥ (Rituximab) , & i
BRUIN CLL-314 5t bbi T MAEA & &2 (Pirtobrutinib) S53t4 BTK #5445 ¥ g
(Ibrutinib).

X RMEEERTE CLL &3, WATER B LR . A —5i4 )y BRUIN CLL-321
WK, L8 TIESTAT B R (Pirtobrutinib) 2 BRI L ILH B (delalisib)/FI% 1
BPr (Rituximab) 5t BR. #A /572 BRUIN CLL-322 #F70, XA 78 IE(E PS5 e sz 48 45
fE3¢ (Venetoclax)/FI% 5 #.41 (Rituximab) fEE AL, EHERIET (Venetoclax)/Fl% i
g (Rituximab) FIIARLFCAi & & 8 (Pirtobrutinib) FIT7 2. FRATHISEE 3 7 HRIEBITE 5T
BRUIN CLL-321 HWIP4E, XUt 5kt e & 28 (Pirtobrutinib) 53R 5 8
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(Idelalisib)/F| % # #41 (Rituximab) sk BR #H7T 7 i, ANHATEL, HUDAEEH I 2547 1)
ASH Fox EAMX —HdE R, e & E e (Pirtobrutinib) 2100 T 304G B
(Idelalisib)/F| % ¥4 (Rituximab) 3¢ BR. HEAfkii, MtitAi&E & /e (Pirtobrutinib) i
M HE R AN 14 AN H, WA B (Idelalisib)/F% 5 #4710 (Rituximab) % BR A
8.7 ™H. kb, MHATLAIEHE (Pirtobrutinib) i EFHAEGFNN 14.1 AH, 1 LR S
B (Idelalisib)/F|## #4571 (Rituximab) = BR & 7.6 1~H.

BeAk, FATEE 5 —FdEL BTK #57 nemtabrutinib F%dE. HalA JLIE X REHEE
RYEMEATE CLL &5 nemtabrutinib 7 IR T .. ST RE&¥E CLL, FATHE
BELLWAVE-011 5t tbH T nemtabrutinib 544 % 8 (Ibrutinib) =i £ # &
(Acalabrutinib).

T EEAE R 298 L TP53 9948, W — Wil (BELLWAVE-008) %/ nemtabrutinib
A0S G T IRT T B, BTN FCR 8 BR, EKBUGR TR T A& B . 4R

Ja, MFERMEIREEE, BATE TR (BELLWAVE-010), % nemtabrutinib In4i%+t
75 (Venetoclax) 5444t 7% (Venetoclax)/FZ & 4 (Rituximab) 347 1 HLk.

AR S — sk 1 BELLWAVE-001 W 5CIAIEAEE, X AT 97 IEAE M 824 5%
nemtabrutinib FZVAITIIE KM CLL B, LibH LEMER 481 BTK =48, fEiG H£E
i, RATE B PR RN 56%, LM EREERE A 26 NH .

SRR R I B R, FRATHE — S EFEREAT R 2 BIR 3 AR BTK #li
W, AT 3 #1 BRUIN MCL-321 W5, ekt T AEAi &% 2 (Pirtobrutinib) S5 &%
4Lt BTK #iil50, B4R Je (Ibrutinib). Fi# e (Acalabrutinib) =% Am & 8
(Zanubrutinib).

UEAh, X T ER SR R, DR E e (Pirtobrutinib) B&4E5 165

(Venetoclax) HI#f7t. —HitFEAmE & e (Pirtobrutinib) B4 brexu-cel W5, &, &
A — WA & & JE (Pirtobrutinib) B& XU R IEFUAKS 2 4T (Glofitamab) HIRFFT. I
TEERAEARZIR AR B, A —BUEET IR T & & e (Pirtobrutinib) & F|
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ZH P (Rituximab) FIBETE. Bk, AV 2 IEEREATRARL Y BTK lfI7F1i6R7 CLL Mg
MR Rk, AT AA

Bhat {§+::

XEEHR AR 2 NIRRT IS . 3P T CLL S 5, — ML RS IaT IR B E 7 Tk
(7518 & g« AMPLIFY BFACHIBEAE ASH 2024 3T T A, X210 3 Whike, i
% Jé (Acalabrutinib) In4:Zs+E 7 (Venetoclax) B4 AN EE & B2 2k B
(Obinutuzumab) 5 A REEITIRAE — 2R TG X e 17p $RREL TP53 RAR M E & £ 1)
JYRL FETIXIWTFT, FRATATBEAR DAt 6 258 AL AE ) v >4 IR 2 ST AT TV

PEAi# )8 (Zanubrutinib) Bt4& sonrotoclax [AAE L BIFHIT 3L, MM &2
(Pirtobrutinib) 1E7E—ZiGy7 SURBEAT MY, IFHAE PVO #TFTH ISR 72 ANIBH 4 R, £
RAEWT, RIEERIFIHE R BRUIN CLL-321 #F78, AT AESE BIMTA S5 e
(Pirtobrutinib) &#m 287697 . Fk, XUEkE ASH 2024 [1)— B A St E LWL,
BAKIN S, EWEHTY, FFE AN, &3 EPCORE CLL-1 i&50H 3 nl 5 Z Bt
(Epcoritamab, —MXURERMESUA) MR, RIRZEIE. MEAEEET CR RHE LS AR
RZ, IXREETE A i XS 3 n] DUE B . X IR 70 sE b B R IE TR 4E 234578 (Venetoclax)
ikt € ¥ e (Pirtobrutinib) #H7—4 A\ NAEHAHE.

BTK B2 — MBI REA MR BTK B Rl st R Bon g il 75%, JFHE
FHERRZ, OEEEIRIEFR,

AT RGP IRARIX B, Ay IR TR Kook — L8825, Bt i e .
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