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B Cell Maturation & Lymphoma Pathogenesis
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4. 1.2 3 B4R B W~ % (High-Grade B cell lymphoma) : #¥YC~ BCL2 & BCL6
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R-CHOP = % % mitrfp= Nz, &L Leand & 21 = - =x (R-CHOP-21) » &%
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R-HyperCVAD - & #* R-CHOP 4= R-DHAP 2 R-HyperCVAD - :iZid ¥ “§1s:E 7 %
HE R fop Wi B OE FSR o T E SRS A PR R L du
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% 5.1 ¥ NIL e B F LA RE > H

DLBCL (&L 12+ B m*# = &) € & fohk %

Regimen R-CHOP Pola-R-CHP DA-EPOCH-R
Full Name Rituximab, Polatuzumab Dose-Adjusted
Cyclophosphamide, | vedotin, Rituximab, Etoposide,
Doxorubicin, Cyclophosphamide, | Prednisone,
Vincristine, Doxorubicin, Vincristine,
Prednisone Prednisone Cyclophosphamide,
Doxorubicin,
Rituximab
Target Population | Standard Risk Intermediate/High High-Grade B-Cell

DLBCL (IPI 0-1)

Risk DLBCL (IPI 2-5)

Lymphoma (HGBL) /
Double-Hit; PMBCL

Pivotal Trial LNH-98.5 / MINT POLARIX CALGB 50303
(General DLBCL);
NCI-97-C-0139
(PMBCL)

NCCN Category 1 (Stage Category 1 (Stage Preferred for HGBL

Recommendation | I-II, low risk -1V, IP1 >= 2 with MYC and
BCL2/BCL6 rearr.

ORR (Overall ~75-80% 78% (CR rate) ~70-80% (Depends

Response) on subtype)

PFS ~70% (2-year) 76.7% (2-year) No benefit over

(Progression-Free)

R-CHOP in general
DLBCL

OS (Overall
Survival)

~70% (5-year)

No sig. diff. vs
R-CHOP yet

No sig. diff. vs
R-CHOP in general
DLBCL

Loigietm® B- & (1L) vk > %

R4 R R F T ARR | FF S R am 4 (k GELF & BNLL b)) -
R LR TRBEE ) R




* R

Components
B IRL

NCCN Status
Patient Profile

Bendamustine + @ R-CHOP
Rituximab (BR)

Bendamustine, Rituximab,

Rituximab Cyclophosphamide,
Doxorubicin, Vincristine,
Prednisone

T i (Category 1) 7 iE (Category 1)
PR A iR E FRART SREL S B e

Obinutuzumab +
Chemo (G-Chemo)
Obinutuzumab +
(Bendamustine,
CHOP, or CVP)

# i (Category 1)
AR EF 319

P A R Y S R %~ % (DLBCL> 3B &) H## L §H
CHOP - BF R REE RIS LA A TR D
- T
Pivotal Trial StiL NHL 1-2003 GALLIUM
Comparison BR vs. R-CHOP G-Chemo vs.
R-Chemo
ORR/CR 92.7% (BR) /39 91.3% (R-CHOP)/30% 88.5% (G-Chemo) vs
8% 86.9% (R-Chemo)
PFS(CR/PR) Not reach/53.7 571 1 */30.9 i * 3 FaEEE 3ES
B2 80%(G)# 73.3%(R)
OS at 5yrs 91%/80.1% 80.1%/75.4% S rERFLR
CR/PR%
Toxicity Note ' R-CHOP # > 4% -4 5% {7 149 & Higher infusion-related
FHALEA  #HE A ERE HMBROOFLIIRF reactions (IRR) and
B2 e infections than
Rituximab.
v Rituximab 3 #.%
z’v’ﬂﬁi%J'}i#E & & (IRR)
NHL & | = %8 2 F Y LA SRy
)
DLBCL A R-CHOP Rituximab, Cyclophosphamide, * 7 o bl eh- ML

Doxorubicin (Hydroxydaunorubicin),
Vincristine (Oncovin), Prednisone

v R

Pola-R-CHP Polatuzumab vedotin, Rituximab,

Cyclophosphamide, Doxorubicin,

gt DLBCL &-
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Prednisone
DA-EPOCH-R | Dose-Adjusted Etoposide, Prednisone, B 50 B W
Vincristine, Cyclophosphamide, kT Bfr- £ 3
Doxorubicin, Rituximab k' DLBCL -
i€t | R-Benda Rituximab, Bendamustine F AR L FL
R - Hin R
R-CVP Rituximab, Cyclophosphamide, 3 Ak eratdp FL
Vincristine, Prednisone - sk (28
G EFER)
Pwmv% | A% Alternating R-CHOP and R-DHAP g~ DRgkR R
#*T (Dexamethasone, Cytarabine, Cisplatin) om A e A
R-HyperCVAD | Rituximab, Cyclophosphamide, EgE o~ PRR
Vincristine, Doxorubicin, Dexamethasone, | % J5 * < & 34 E
alternating with Methotrexate, Cytarabine | /v

5.2 Wirichk BT I EF R
Tiein e &7 Rl CiEH o g AP EHFHHI L e B INEL S TL
FRUR BB R A 2EFET

p 1T Fri o

5.2.1 BTK #ri|#

* @ %t g fajpps (Bruton Tyrosine Kinase) & B w2z < %8 (BCR) % 5Lil B ¥ b
B AEps 32U B 8 B e Y FEE T oBTK #rd# A v R 2+ EF
VOISR AR sl o JEA IR T Bl e s ch s B o

e ¥% ! Ibrutinib (% - &) -~ acalabrutinib, zanubrutinib ( % = &) o
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/8548 FL 4e SLL -
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s g3, & 2022 # 4 0 21 pEolgp  §EMeSES
(FDA) "tz %4354 R ¢ (ODAC) 7 P 3% ° %énp&ﬂﬁ T

—3Nr%$iﬁJ’%wmﬁ FIEST SR TRAFARM T G BELR T
E8 (PFS) * 3 B ¥ 5 A REMEED (0S) 4rv it £ 5% 4

¥4 R4 i R Pk i (2025/2026) 3R HE AT
ERES WER7; Rl A FEILEST A%
Idelalisib ||CLL, FL, SLL WA T G o R T
(CLL) 2
Regulatory

&wwwwﬁi@(aL»
Duvelisib [# ® @ # = % (SLL) ~ jhie
P % (FL)

R R e S et :])%/f} burden/OS concerns
= fwre k= B (CLL/SLL)||E ¥ B4 /BG5S

(0S)
) (CHRONOS-4)
Copanlisib ||[FL Withdrawn @ #r®
P Frinihiteh 4 R
) UNITY-CLL #5%
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R I A
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o Next-Generation Anti-CD20 #4§ : Obinutuzumab ¥ Fo8 - fipE A 1 421t e
CD20 #uk¥ » 7 %3 -t fU* rituximab ¥ Fo{ g N B A Hwmre G iTr o
o FREPFFELEM (ADCs) @ BLEF ¥ farehime 3 P8 (P F) &
- AR N T B & G T R0 hHE Pl dRAe ok o i;:r% (S FELE &
edr P REEI R KA R AR RS2 LEE - b3 ¢ 3
o Polatuzumab vedotin : t&#= B ‘w2 } ¢ CDT9b > £2 i 5 ¢ 5 F 2 5 &
#* 375k DLBCL o

o Brentuximab vedotin: k¥ %L+ we = B (ALCL) e Al@
AE N HT Bamre 2 iEa (D30 o
o Loncastuximab tesirine : i&¥= CD19 > * %55 4R % /¥t 54+ DLBCL -
#—in CD20 kS &% (ADC
(Next-Generation Anti-CD20) e
Rituximab (S787#) Obinutuzumab \\% ¢e RRRE 1 YY)
B e -4
wEy €6
R F RN R EE ORI ESR
HREERR - HO2588

{ Polatuzumab vedotin ) Brentuximab vedotin Loncastuximab tesirine

S e n"'-.l’i Y N ;a i
NK cell A At aoc gk co79b ADC ¢ CD30 ADC gpCDI9
(f'/dé . 3 /Ly‘ 3 \ ,)\ :‘"{- %) /. -'\\\';
+~ | @-@) | @@ @-&
\ / \-..-1/ e \ /) \ e/
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-’ (Cancer Clinical Trials & Prognosis Indicators)
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