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2025-01-0612 37 % = %%

2026-01-08i3 37 % ~ 4%

o Y

AT }5’%

R T RS S BRI B % = % (DLBCL) 5o P %
it B k™ Hodgkin’s Lymphoma: % 4 & 5 37

iU A DLBCL: % AL & i3 37

it B fi™ Follicular Lymphoma(FL): % 4R & i 37

i* % Jiw™ Peripheral T-Cell Lymphoma: % 4R & i3 37
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i A BN 4

(= ®BPLRdp s & #—7 2 & “ g (Hodgkin lymphoma))

Y Tk & Tk A 3
——| IO s A4 A AT }—

TRk i

® By kil

® = >ipitic Bt & HT B LS TR A

® ESR #

® ssi (LDH) — 2
PR ® PET-CT# 7 %7k PV A
B2 o e (iLg &) *“*

® s (Uric acid) Pt

® il B ~ Co 4k 2% b4

® [(-2/csk B (FR )

o A k(i

anthracyclines#g % 1) [T
A ESHT R

31 1.B symptoms:fever, night sweating, body weight loss.
2.5 #P3F {5 24 T &:1.Age<50y/o, 2.ESR normal, 3.Stage I-II, 4 No B symptoms, 5.No bulky disease.
3.9 16 3 2 )5 :ESR>50, Bsymptoms, Nodal sites>3. Bulky tumor(= 10) or large mediastinum lesion(MMR>0.33).
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( % H# R 475 £ #H—CLASSICAL HODGKIN LYMPHOMA(CHL) T84 2 # )

Clinical stage Bulky Mediastinal Disease or ESR > 50 or Guidelines page
g >10cm Adenopathy # site >3 pag
No No Favorable Disease
Favorable/

1/1IA No Yes Unfavorable Disease
Yes Yes/No Unfavorable Disease
IB/1IB Yes / No Yes/No Unfavorable Disease

I-1v Yes / No N/A Advanced Disease
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i A BN 4

(= ®BPLRdp s & #—7 2 & “ g (Hodgkin lymphoma))

((.f':gff%‘iil‘]pi;: THRR AL KT )

¥l
Ak i
| ABVD 2@ A |
+ ky FRAT Ry N
—>| ;}% — i B
5 g el | £ AT o
EE N e -
U B T n b o Py
1 ™ .. ™ p
(PET-CT) I R e - 1 ma
(Consider) ) 2. PET-CT
3. bR
— ABVD 4B %A [—
¢ P, N
nltrt ot LB AR g g
Gkl o ’ ARt 43 453
4 VA SR SEY
o sy s itd
1.5 P TF 8 24 &0 1.Age<50y/o 2.ESR normal 3.Stage I~I1 4.No B symptoms 5.No bulky disease z Z}‘?& f’zgioﬁ s por
312 Rituximab may be added electively (self-paid) if CD 20 is positive in IHD stain. 5' ;;El o i
. R e R

3R BERFRARTEEALFF Y RIFALFIoR 2 p MBS
324 Clinical trial is always an option of treatment.
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SR ETER

(H® B £ 3B—w A & < (Hodgkin lymphoma))
(eshalfi: Bsim 4 & <3y

%)
Azd i B PRy
% AVBD 2= PR TN PR \ [
™ ez —{ ABVD* 2% (% 41 A2+ & AVD* 4= (£ 618 42)
- Vo % (No initially bulky) & ..,
| ,| #AVBD>2 * *ABVD® 6if 5t 42 Jo 2832 8475 B (initially bulky)
p2LAE 14 ABVD * 37 FAR2F B
o 244 — L i
3 S f/%‘(%}_ el by
A F
(PET-CT) > /A & %,{K”:é:ﬁn]’ié;:}%ﬁl

F[
By FRAT ST |—" PET-CT

R
PET-CT
dtic R
BRI SRR A e £ 2
FAo i iR

CTRR R

. Anti-CD30E th4aat

R e R

321.Bulky tumor>10cm, £* mediastinal mass ratio>0.33.
A2 BEFNAMTER D ? By I FHECEILSHEE p iR BE

VWP WD R
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(= ®BPLRdp s & #—7 2 & “ g (Hodgkin lymphoma))

3

<<,f‘:_5_‘_ff#iﬂ‘]pig AP A L SHTRB)

—> £ 4t ABVD #2

Ao b R o
— 2R
£ 20 > WA F R
SILIVH [ ABVDH = =7
Gl
(PET-CT)
NERE
o &

LCE AR D V25 R AR 0 i 7 £ 373 (PETCT) «

0.2 6 AR o

I3.E & FRR i:}ﬁ bukly tumor >10cm, # mediastinal mass ratio >0.33.

PARBRNARGEMAO I FEY CRIFHE D LioR 2§ W0 B

215 Brentuximab vedotin® $% & % ¥ - Rk s S N o

BEERES

s L% (No initially bulky)#*
4 2
FIABVD f 354 b5 7% (initially bulky)i?
L2 (No initially bulky) s
Jp 353 55 % (initially bulky)

", TREERLEEALL A SELIEER o BREPRTS
i A BN 4

*) H By R BTy l—" PET-CT }—Em

mE
PET-CT
i

1. BAEH 08 + AT e 4 i

2. B i g

3. TRk R

4. Anti-CD30¥ kw48 Brentuximab vedotin® ( p
5. B0 (FF)

6. Hbtic

)
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Copals

Tehk A 4

ERESRY

5 1A%
(non-bulky)

)?:] u}Htr.v 4»;}_,;7,;[];_&1

% 1A, [TA#
(non-bulky)

% IB, 11B#p &

% IA(bulky),
[TA(bulky or
non-contiguous)
(bulky)

R R A
+ Anti-CD20 ¥ a4l

1. i B +Anti-CD20 ¥ r4n

5 I1I-1vey

LR SR

2. fn 3o fy

LR

LB R D 2K R AT iR 7 E AT (PET-CT) -

BEERES

(PET-CT)

51 % #— £ £ X (Hodgkin lymphoma))
HFEEHKTRIAPAEVHT )

b AREY

_.{g;;a T Hide B ‘

EAE

SELIEER o BREPRTS

B2
~

el

1.
2.
3.
4.
5.

W

= T‘\;’,_\—'}" W

l“"' Fioh
e R
fodio R GER)
TRk R

%
%J
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TRE ALK BRI SELIEER o BREPRTS
() ETER

(H= BBk & B—RALHB~ 0% ¢ % g5 (CLL)Y | # © 0% 3 = 5% (SLL) )
TRk 16 & TRk A 4 LS EIEY

TRk £k H BE ‘
® Bk —>{ SLL(Ann Arbor4 #/ 1)
® iy 1. et g P
® it i fix(LDH) 2 T -
O FFEIMHII I IRAF 2o
T 4T APET-CTGRLE &) —'{ SLL(II-1IV) oA }—* BE
o FhEFHE(RER)
® ik (Uric acid) T CLL
® it WB O > Rais #(0-11)
® s\ g th(CLL ) ! CLL(Rai4 #7 0-1V) Binet4 # (A~ B)
® ESRGE#H L) —> (Binet4 #/ A,B,C) & — L . .
o il BE(EEY) SLL(Ann Arbor4 # 1I-1V) CLL ; ‘Ii:gﬂm CD20% i
® Coombs’ test(:E # 1) — Rais # (I11-1V) 3. Obinatuvzumab(optional) #2
® Immunophoresis(iE % 4) BinetA # (C) 4. Ibrutinib #3(if 17p deletion or TP53mutation)
O [-2p03 v (EHM) 5. Venetoclax ¥4 (if 17p deletion or TP53mutation)

R U T ok
1.Fatigue(severe) 2.Night sweats 3.Weight loss 4.Fever without infection

*Threatened end-organ function al iR EFRRAZERA D %’fr%ﬁ frdg & i s lmre RGP
*Progressive bulky disease(spleen>6cm below costal margin, lymph nodes>10cm 212 Obinatuvzumab ™ ;,,‘ g ERE R gy T e
*Progressive anemia 3. Torutinib¥ # & % ¢ -2 ‘ﬁ%ﬁﬁ%«?&‘-l S ERT o

*Progressive thrombocytopenia 214 Venetoclax ¥ 3 & % E« 15 GRE R S N
Gazyva(Obinatuvzumab)(optional)
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TRt &

RS R il o

L= )

TR

¢ B

© R AP

* fp4 & pF(LDH)
* PET-CT# T "7

&
o F R
* i pk(Uricacid)
o LB~ C
S
o P-2icrk oo (E
o %)

[ =

AL R ALE R4 D Y et GAIR T H e 2 BB -

ERES
ERIED

rﬁ'\@ﬂit?l}ﬁhﬂm*»\
- RENE

SELIEER o BREPRTS

L

PRy
EH (51
% M-IV

2. BAE I Fiogt
BOREA (R 4

L LR )
4 % fob g i

iE B &#* HH b

% (Follicular Lymphoma) ) | Grade 1-2
A &SR
BEBT EP
Bz
- LR 2

1. o 3Ry RLPAN N
2.Anti-CD20 VeI 2l

H ks o TRARE e - TR E -

(R SEY -5

b s Ry

1 LuTIS T E N
*T&%Wf}*’%ﬁﬁ4s~‘ B - =
R *ﬁ.&y\ FLEp- TR ks |
1.5 FATA i E - R TR
2.EE B BT B e
L *sr&);k LH W TRETR S E - L 5 o g
30T Rl
RO LN [
4.E % g
(Tt 1Y 5505 6~8 10 42 ARE] 3. TRA &
,Bulky 2. TR SR 2 !
disease) 3 AR 5. X #R 4
SHEFE F Jg s
WA F R L

212 Rituximabd¥ F# 5 f F = B9 *5dv— =0 0 - E 0 W ¥ YR MOk % (GLHI) -




(o
Tk # 4

)%:/f&“_

Tk i
Bt
T 3

*§ft ¢ & f5(LDH)

*PET-CT:&" 7 "%t

* Fk pe(Uric acid)
< LB~ OV i
&

o kg P (ERMY)
o B-2icTk v (GE 4

1)
C R (e

anthracyclines#f 2

)

LA B o

*Rituximab## 4 4+

BEERES

Tk & 3 AL A ie R
R
(<7.5cm)
Stage | |
I-1I
L, B~ R
(=7.5cm)
Anti-CD20
H piti+
Stage o #‘i ’?}2
> LIV FE R
3~4 53
[CRET/ 2

R | i iE

Anti-CD20 ¥
P+
e 3~ 18
iR E

Anti-CD20 &

| g

FI"\:' lr},%’; }%

- W:'xgﬂ)iti’lhimu*»\
RETE

CR

R

II

%; Gr.III(DLBCL/FL Gr.III) )

SELIEER o BREPRTS

o

|
!
o]
i I

@

B —
-

% & Anti-CD20 B i+ Lt
total 6~8 cycles

‘ ISR & 3%
% = Anti-CD20 ¥ kol + 1 G 2L CR
total 6~8 cycles
% & Anti-CD20H thyihd+1t Py

total 6~8 cycles+3% & ip

% + Anti-CD20 2 g8 +1
total 6~8 cyclestx b7 K

—>{ SD+PD

% = Anti-CD20 5 $kF 48+ % total
6~8 cyclestcid i fr (E + *68;)

Lfrp it

2.3 HEEF
3905 %

4.5 foip g

Biotd B e
T +ASCT

MPisd Z B0 5T - o B Wi R i T (G-I .

{1
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BEERES

LTRI 5%
2.1 4 5 kAnti-
CD20¥ k4248
3. NI
4L g b

LA TR
.

C (s R E

2y & &)+ Anti-
D20 ¥ k48

ST

TRE B R BRI A

B TR

SELIEER o BREPRTS

= % (FL— DLBCL) )

E'/a/r_},%

LTeA %
MR E IR
3o 4

‘rﬁ"’?"a LB LR B ER e S

L%
2B AR F R e
3T &

LBAHECE R Rwe e

20 il

KR

LEZ
2L B - R R e

3.5 ol

4.3 54k
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EETERR

SELIEER o BREPRTS

Co ™ HBP R+ #) —§ 290~ 2040 M ° % (Gastric MALT lymphoma) Lugano Staging

Lugano Staging System for Lugano Modification of TNM Staging Syste‘m .
R N R Adapted for Gastric Tumor Extension
Gastrointestinal Lymphomas Ann Arbor Staging System
Lymphoma
Confined to GI tract 2
el I ,=mucosa, submucosa Ig T1 NO MO Mucosa, submucosa
age
£ . . I T2 NO MO Muscularis propria
I ,=muscularis propria, serosa
Ig T3 NO MO Serosa
Extending into abdomen
Stage 11 II ;=local nodal involvement g T1-3 N1 MO Perigastric lymph nodes
II ,=distant nodal involvement g T1-3 N2 M0 More distant regional lymph nodes
Stage IIE Pepetratlon of serosa o involve e T4 NO MO Invasion of adjacent structures
adjacent organs or tissues
Dlssermnated extranoda.l T1-4 N3 MO Lymph nodes on both sides of the
involvement or concomitant : .
Stage IV © supradiaphraematic nodal diaphragm/ distant metastases(eg, bone
sup phrag v T1-4 NO-3 M1 marrow or additional extranodal sites)
involvement
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CAE T2 TESE T T P

TRt A

PR L ST ST ST
7 PR AR E2E O PR RI(E W FOR 1
Bl TRE S F RS R AR R
4% $ * Rituximab ~ 7 B3| X 4p M &
#

S/ 2 v E R T TR R A
H 5w R

AZF AN ARE(AF )T 5 BNl 8
TSI HF S R (TR MRS (AoRE T 1Y )
FEFPGRTR)

4o % 7 & Anthracycline s 42 7
MUGA# #5 /- %42 5 ik ﬁdf;

CA5% 3 4p B 7

® MW H LAY TR s L)
® 4f1ii i & (EC OG PS)

® CBC - v s 3 A% ~ & ] 2t i

@ 4 it

® LDH

[

Thk & 2

m'\ewitmm»r- A SELIEER o BREPRTS
(=) 2’z 7 %

% (Gastric MALT lymphoma)})

A =5

| S1-I1 IE%
3 P ()

PR I R

%1~11~1IE®
TP )

1.3 8435 5 (30-33Gy)
2.Anti-CD20 ¥ th#48(F %)

3.1 Fr +Rituximab( f %)

4.0 4148 i Fie R (TE )
598 i Sk

BEBLREES

cli actice Guidelines.in Oncolog

1.1t 8 5% +Anti-CD20 H 48
235 fy o
3%%—3 Pole
4.0 H i 5
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", FRAEEATEEAMWEA SELIEER o BREPRTS
TR ETEBR

(" BB RS H—T 0% 0" )

{ (Cutaneous T-cell lymphoma and T-immunoblastic lymphoma are not included) )

TRt B Tk A 3 ESESEY
LI [ SEY SRS IEY Saki
L SEY PRI PEE

— ALCL,ALK(+) S .

Tk iR 2.Crizotinib(optional) 2
3.Anti-CD30¥ $h$248
* Bk ‘ 1I-IV H LB LK 6 b (il?(ljD30(+)) Lot
TR 2P 44842 ;2% (Chidamide) 3
+ fvpid & p¥(LDH) S ol B
« PET-CT& ¢ 75 %7k 670 25
L wrd
o LB~ CF Rk
e 4 omr
| ,| PTCLNOS

PiiEwd

-1V H i8R AT R }_'

ALCL,ALK(-)

B H s A \

#*1.Treatment with diffuse large B cell lymphoma without rituximab.
312 Crizotinib ¥ & % ¢ 32 [ % > e 7 o
313.Chidamide™ ## & & ¥ 3% TRPF4 L% 2 5N (7 o
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E@EW{?E&MEH»\ FALEE o HRBH
x A
(= AP R 3 B—RR LA B 3% 3 = % (DLBCL) )

STAGE FIRST-LINE THERAPYP
—>| smIPI 01 H RCHOP x 3 cycles }—v g“éeTr;QTreStag'”g with BCEL-4

Stage |, Il Nonbulky
(excluding stage (<7.5 cm)' Follow pathway below for Stage
Il with extensive :;| smiPl >1 ‘—' Il with extensive mesenteric
mesenteric disease or Stage llI, IV
diseaseh)iikl Bulky —

(27.5 cm)!

Interim restaging with
—>| smiPI 0-1 H RCHOP x 3—4 cycles }—' PET/CTO BCEL-5

Stage Il with extensive

mesenteric disease” First-line therapy Interim restaging with PET/
or See Suggested CTa or CT after 2—4 cycles BCEL-6
Stage Ill, IVikmno Regimens (BCEL-C) y
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(B = B & F—RAIE* B %3~ % (DLBCL) )
WORKUP

ESSENTIAL:

» Physical exam: attention to node-bearing areas, including Waldeyer’s ring, and to size of liver and spleen
» Performance status

* B symptoms

« CBC with differential

+ LDH
» Comprehensive metabolic panel
» Uric acid

* PET/CT scan (preferred) or C/A/P CT with contrast of diagnostic quality

» Calculation of International Prognostic Index (IPI) (BCEL-A 2 of 3)

« Hepatitis B testing’

« Echocardiogram or MUGA scan if anthracycline or anthracenedione-based regimen is indicated
» Pregnancy testing in patients of childbearing age (if chemotherapy or RT planned)

USEFUL IN SELECTED CASES:

» Head CT/MRI with contrast or neck CT/MRI with contrast

* HIV testing

* Hepatitis C testing

* Beta-2-microglobulin

» Lumbar puncture for patients at risk for CNS involvement; see BCEL-A 3 of 3

* Adequate bone marrow biopsy (>1.6 cm) + aspirate; bone marrow biopsy is not necessary if PET/CT
scan demonstrates bone disease. Bone marrow biopsy with a negative PET/CT scan may reveal
discordant lymphoma

« Discuss fertility preservationd

SELIEER o BREPRTS

First-Line Therapy
(BCEL-3)

BEERES
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SELIEER o BREPRTS

FTRE WAL E SR EEA
@ RETER

(H° BPREP—REILL B w3~ % (DLBCL)

STAGE | (smIPI 0-1; Non-bulky; <7.5 cm) END-OF- FOLLOW-UP
TREATMENT
RESPONSE
complete Clinical
| response’ RCHOP x 1 cycle (total of inica
(PET negative 4 cycles)< or ISRT! * H&P and labs, every Relapse | [
[5-PS 1-3]) 3-6 mo for 5y and <12 mo
then annually or as
RCHOP x Complete clinically indicated
Partial 1-3 cycles response’ Imaging®
) _|-' (total of 4-6 (PET —{ + C/A/P CT scan with
Restage | response’ Repeat cycles) IS negative [5- contrast no more
with (PET possltlve biopsy" RTtor ISRT! PS 1-3]) often than every 6 mo Relapse
PET/CT [5-PS 4]) T for 2 y after >12 mo BCEL-8
after 3 completion of
cycles of End-of- PR’ or treatment, then only
RCHOP* treatment Progressive as clinically indicated
re_staglng disease
AL (PET positive
N [5-PS 4 or 5]) || Repeat biopsy"
o response or |
Progressive BCEL-7
— disease' bRiiz(:?:
(PET positive
[5-PS 5])8
BEDRES 507




CH = B R % B—RR B4 B %3 = % (DLBCL) )

FTRE BRER SR A
B TETER

biopsy-a@
L

SELIEER o BREPRTS

BCEL-7

Relapse
<12 mo

END-OF-TREATMENT FOLLOW-UP
RESPONSE
Active Clinical
surveillancor « H&P and labs
Complete Constlder every 3-6 mo for 5
response’ ISRT to dth
(PET initially bulky [— Y 2N¢ en
negative disease or annually or as
[5-PS 1-3]))5 | | isolated f;ggi:g’w'”d'cated
s!f[eletal » C/A/P CT scan
sies with contrast no
more often than
Partial every 6 mo for 2y
response’ after completion of
(PET Eipzaz,aa treatment, then
positive [5- psy only as clinically
PS 4bb/5])S indicated
L,| Progressive | || Repeat
disease’

Relapse

>12 mo

END-OF-
E)T(?'EESIT\IIIEW&TEZENTERlc FOLLOWUP  TREATMENT
THERAPY
DISEASE" OR STAGE Ill-IV RESTAGING
DISEASE RESTAGING AND
ADDITIONAL THERAPY
Complete )
porse | S
E5P_ IIEDL r:‘*_g;]‘;g’e therapyY to treatment,
™ or partial > a total gl rep(.acfat all
response’ of 6 cycles posmve
Restage (PET positive (category studiesyu.a@
with PET/ [5-PS 4%/5])s 1)
CTorCT
after 24
cycles of
first-line
therapyy2
No response’
N

or progressive
disease’

—'{ Repeat biopsy!

BEERES

BCEL-7
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CH = B R % B—RR B4 B %3 = % (DLBCL) )

RELAPSE/

REFRACTORY DISEASE

ADDITIONAL
THERAPY

Candidates for
CAR
T-cell therapy

—>|

CAR T-cell therapy with
bridging therapy (BCEL-C 2 of
7) as clinically indicateddd

FTRE ERE SRR A
PETER

RESPONSE

ASSESSMENT

SELIEER o BREPRTS

Relapsed
disease<12 mo
or

Primary
refractory
diseasec®

Follow-up (BCEL-9)

BEERES

Non-
candidates
for CAR
T-cell therapy

Follow-up
(BCEL-9)

Consolidation
_,| Complete || with HDT/ ASCR
response’ 1 ISRTH
(optional)
Clinical trial or
Second-line therapy; see i
Suggested Regimens (BCEL-C | || Partial

20f 7)

or Palliative ISRT' or

Best supportive care (NCCN
Guidelines for Palliative Care)

response’®®

L

No response or

progressive
disease'

Relapse #2
or
Greater

(BCEL-9)
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(H= B2 REP—RLIEL B w3~ % (DLBCL) )

SELIEER o BREPRTS

INTERNATIONAL PROGNOSTIC INDEX? NCCN-IPI¢
ALL PATIENTS: INTERNATIONAL INDEX, ALL PATIENTS: RISK GROUP
» Age >60 years e Low Oor1 Age, years Low 0-1
* Serum LDH > normal ¢ Low-intermediate 2 >40 to <60 1 Low-intermediate 2-3
» Performance status 2—4 * High-intermediate 3 >60 to <75 2 High-intermediate 4-5
« Stage Ill or IV « High 4orb5 275 3 High 26
« Extranodal involvement >1 site LDH, normalized
>1to <3 1
STAGE-MODIFIED INTERNATIONAL PROGNOSTIC INDEX (smiPI)P >3 2
INTERNATIONAL INDEX, STAGE I ORI Ann Arbor stage llI-1V 1
STAGE 1 OR Il PATIENTS: PATIENTS: Extranodal disease* 1 *Disease in bone marrow,
- Age >60 years . Low Oor1 Performance status 22 1 CNS, liver/Gl tract, or lung.
» Serum LDH > normal * High 2-4

» Performance status 2—4
+ Stage Il or IIE

BEERES
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(H= B2 REP—RLIEL B w3~ % (DLBCL) )

PROGNOSTIC MODEL TO ASSESS THE RISK OF CNS DISEASE!

.

RISK FACTORS RISK GROUPS
« Age >60 years * Low risk 0-1
* Serum LDH > normal * Intermediate-risk 2-3
» Performance status >1 * High-risk 4-6 or kidney or adrenal gland involvement

Stage Ill or IV
Extranodal involvement >1 site
Kidney or adrenal gland involvement

® Additional indications for CNS prophylaxis independent of CNS risk score

» Testicular lymphoma

» Primary cutaneous DLBCL, leg type
» Stage |E DLBCL of the breast

» Kidney or adrenal gland involvement

® Role of CNS prophylaxis remains controversial but can be considered in patients with high-risk factors based on the aforementioned

criteria. If CNS prophylaxis is used, options include:
> Systemic high-dose methotrexate (3-3.5 g/m?2 for 2—4 cycles) during or after the course of treatment® and/or
» IT methotrexate and/or cytarabine (4—8 doses) during or after the course of treatment

BEERES
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TARE LR R A
PETER

(= B HEEB—REIEL B~ % (DLBCL) )
SUGGESTED TREATMENT REGIENS 2P

SELIEER o BREPRTS

FIRST-LINE THERAPY

Stage |-l
(excluding stage Il with extensive
mesenteric disease)

Stage Il (with extensive
mesentericdisease)
or Stage llI-IV

Patients with Poor Left Ventricular
Functionefg
(all stages)

Very Frail Patients and Patients
>80 Years of Age with
Comorbidities"? (all stages)

* RCHORP (rituximab,®
cyclophosphamide, doxorubicin,
vincristine, prednisone)

* Pola-R-CHP (polatuzumab vedotin-
piiq, rituximab, cyclophosphamide,
doxorubicin, prednisone) (smIPI
>1)d (category 1)

Preferred regimens

* RCHORP (rituximab,®
cyclophosphamide, doxorubicin,
vincristine, prednisone) (category 1)

* Pola-R-CHP (polatuzumab vedotin-
piig, rituximab, cyclophosphamide,
doxorubicin, prednisone) (IP1 22)¢
(category 1)

Other recommended regimens

» Dose-adjusted EPOCH (etoposide,
prednisone, vincristine,
cyclophosphamide, doxorubicin) +
rituximab

Other recommended regimens

Other recommended regimens

(in alphabetical order by category)

+ DA-EPOCH" (etoposide, prednisone,
vincristine, cyclophosphamide,
doxorubicin) + rituximab

* RCDORP (rituximab,
cyclophosphamide, liposomal
doxorubicin, vincristine, prednisone)

* RCEOP (rituximab,
cyclophosphamide, etoposide,
vincristine, prednisone)

* RGCVP (rituximab, gemcitabine,

cyclophosphamide, vincristine,

prednisone)

RCEPP (rituximab,

cyclophosphamide, etoposide,

prednisone, procarbazine) (category
2B)

(in alphabetical order by category)
RCDOP

*  R-mini-CHOP

+ RGCVP

* RCEPP (category 2B)
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(H= B2 REP—RLIEL B w3~ % (DLBCL) )

CONCURRENT PRESENTATION WITH CNS DISEASE!

 Parenchymal: systemic high-dose methotrexate (23 g/m2 given with RCHOP cycle that has been supported by growth factors). Different
schedules have been used for the integration of high-dose methotrexate with RCHOP; however, the Panel prefers day 15 of a 21-day cycle.

« Leptomeningeal: IT methotrexate/cytarabine, consider Ommaya reservoir placement. Systemic high-dose methotrexate (3-3.5 g/m2) can be
given in combination with RCHOP or as consolidation after RCHOP + IT methotrexate/cytarabine
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SUGGESTED TREATMENT REGIMENS 2.t

SECOND-LINE THERAPY®.ik

(relapsed disease <12 mo or primary refractory disease)

Candidates for CAR T-Cell Therapy

Non-Candidates for CAR T-Cell Therapy

« CAR T-cell therapy'
» Axicabtagene ciloleucel (CD19-directed) (category 1)
» Lisocabtagene maraleucel (CD19-directed) (category 1)

Bridging Therapy Options (21 cycles as needed until CAR

T-cell product is available)

« DHA + platinum (carboplatin, cisplatin, or oxaliplatin) +
rituximab

» GDP (gemcitabine, dexamethasone, carboplatin or cisplatin)
+ rituximab

* GemOx # rituximab

* ICE # rituximab

» Polatuzumab vedotin-piiq + rituximab + bendamustine™

* ISRT (can be used as monotherapy or sequentially with
systemic therapy) (NHODG-D 3 of 4)

.

.

Preferred regimens (in alphabetical order)

Epcoritamab-bysp + GemOx™°

Glofitamab-gxbm + GemOx"°

Polatuzumab vedotin-piiq + bendamustine™ + rituximab

Polatuzumab vedotin-piig + mosunetuzumab-axgb"°

Tafasitamab-cxixP + lenalidomide (excluding primary refractory disease)

Other recommended regimens (in alphabetical order)

.

CEOP (cyclophosphamide, etoposide, vincristine, prednisone) + rituximab

DHA (dexamethasone, cytarabine) + platinum (carboplatin, cisplatin, or oxaliplatin) + rituximab
ESHAP (etoposide, methylprednisolone, cytarabine, cisplatin) + rituximab

GDP (gemcitabine, dexamethasone, carboplatin or cisplatin) + rituximab

GemOx (gemcitabine, oxaliplatin) + rituximab (if unable to receive epcoritamab-bysp or
glofitamab-gxbm)

ICE (ifosfamide, carboplatin, etoposide) + rituximab

MINE (mesna, ifosfamide, mitoxantrone, etoposide) + rituximab

Useful in certain circumstances

.

Brentuximab vedotin for CD30+ diseased
Ibrutinib” (non-GCB DLBCL)
Lenalidomide + rituximab (non-GCB DLBCL)
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SUGGESTED TREATMENT REGIMENS 2.t

SECOND-LINE THERAPY®ik

(relapsed disease >12 mo)

Intention to Proceed to Transplant

No Intention to Proceed to Transplant

Preferred regimens (in alphabetical order)

« DHA (dexamethasone, cytarabine) + platinum (carboplatin, cisplatin, or
oxaliplatin) + rituximab

» GDP (gemcitabine, dexamethasone, carboplatin or cisplatin) + rituximab

« |ICE (ifosfamide, carboplatin, etoposide) + rituximab

Other recommended regimens (in alphabetical order)

« ESHAP (etoposide, methylprednisolone, cytarabine, cisplatin) + rituximab
* GemOx (gemcitabine, oxaliplatin) + rituximab

« MINE (mesna, ifosfamide, mitoxantrone, etoposide) + rituximab

Preferred regimens (in alphabetical order)

* CAR T-cell therapy (CD19-directed)l (with bridging therapy as needed; BCEL-

C 2 of 7) (if eligible)
» Lisocabtagene maraleucel
+ Epcoritamab-bysp + GemOx™°
+ Glofitamab-gxbm + GemOx"° (category 1)
+ Polatuzumab vedotin-piiq + bendamustine™ + rituximab
* Polatuzumab vedotin-piiq + mosunetuzumab-axgb"°
» Tafasitamab-cxixp + lenalidomide

Other recommended regimens (in alphabetical order)

+ CEOP (cyclophosphamide, etoposide, vincristine, prednisone) + rituximab

» GDP (gemcitabine, dexamethasone, carboplatin or cisplatin) + rituximab

* GemOx t rituximab (if unable to receive epcoritamab-bysp or glofitamab-
gxbm)

* Rituximab

Useful in certain circumstances

» Brentuximab vedotin for CD30+ diseased

* Ibrutinib" (non-GCB DLBCL)

* Lenalidomide  rituximab (non-GCB DLBCL)
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SUGGESTED TREATMENT REGIMENS a,b

THIRD-LINE AND SUBSEQUENT THERAPY

Subsequent systemic therapy options include second-line therapy regimens (BCEL-C 2 of 7 and BCEL-C 3 of 7)
that were not previously used.

Preferred regimens
« T-cell engager therapy

» CAR T-cell therapy' (preferred if not previously given) (in alphabetical order)
¢ Axicabtagene ciloleucel (CD19-directed)
¢ Lisocabtagene maraleucel (CD19-directed)
¢ Tisagenlecleucel (CD19-directed)

» Bispecific antibody therapy (only after at least two lines of systemic therapy;
including patients with disease progression after transplant or CAR T-cell
therapy) (in alphabetical order)
¢ Epcoritamab-byspn°
¢ Glofitamab-gxbmn°

Other recommended regimens

+ Brentuximab vedotin + lenalidomide + rituximab (for CD30+ disease)d

* Loncastuximab tesirine-Ipyl®

+ Selinexor (including patients with disease progression after transplantor CAR
T-cell therapy)
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» Lugano Classification for Hodgkin and Non-Hodgkin Lymphoma » Lugano Classification for Hodgkin and Non-Hodgkin Lymphoma
Limited e Advanced oL
Stage Stage Description Stage Stage Description
| Involvement of a single lymphatic site (i.e., nodal region,Waldeyer’s m Involvement of lymph node regions on both sides of the
ring, thymus, or spleen) diaphragm; nodes above the diaphragm with spleen involvement
£ | Single extralymphatic site in the absence of nodal involvement (rare Diffuse or disseminated involvement of one or more extralymphatic
in Hodgkin lymphoma) organs, with or without associated lymph node involvement; or
- - noncontiguous extralymphatic organ involvement in conjunction
I Involyement of two or more lymph node regions on the same side of v with nodal Stage Il disease or any extralymphatic organ
the diaphragm involvementin nodal Stage Ill disease Stage IV includes any
Contiguous extralymphatic extension from a nodal site with or without involvement of the CSF, bone marrow, liver, or multiple lung lesions
IIE involvement of other lymph node regions on the same side of the (other than by direct extension in Stage IIE
diaphragm disease)
Ilbulky | Stage Il with disease bulk Note: Hodgkin lymphoma uses A or B designation with stage group. A/B is no

longer used in NHL

« Stage Il bulky may be considered either early or advanced stage based on
lymphoma histology and prognostic factors (see discussion of Hodgkin
lymphoma prognostic factors).

The definition of disease bulk vanes according to lymphoma histology. In the
Lugano classification, bulk in Hodgkin lymphoma is defined as a mass greater
than one third of the thoracic diameter on CT of the chest or a mass >10 cm.
For NHL, the recommended definitions of bulk vary by lymphoma histology. In
follicular lymphoma, 6 cm has been sugge-sted based on the Follicular
Lymphoma International Prognostic Index-2 (FLIPI-2) and its validation. In
DLBCL, cutoffs ranging from 5 to 10 cm have been used, although 10 cm is
recommendded."
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» Modified Ray staging system (for CLL/SLL)
Stage Risk Findings Survival(mo)
0 Low Lymphocytosis only >120
| Intermediate + Adenopathy 95
1l Intermediate + Enlarged spleen and/or liver 72
1] High Lymphocytosis + Hgb < 11g/dI 30
v High Lymphocytosis + PIt <100,000/uL 30

»>Binet staging system (for Chronic Lymphocytic Leukemia)

108 (3 ) BurR %
Stage Hemoglobin Plateles Enlarged area
A >10g/dL >100,000/mm3 <3 area
B >10g/dL 2100,000/mm3 >3 area
C <10g/dL <100,000/mm3 Any number
107£ ()9 LB 3
Stage Findings Survival(mo)
A Lymphocytosis only >120
B + Adenopathy 95
C + Enlarged spleen and/or liver 72
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» Durie-Salmon Staging System (for Multiple Myeloma)

Stage Factors

with All of the following:
* Hb>10g/dL
« Serum calcium normal < 12 mg/dL
| » Bone x-ray: normal bone structure or solitary bone plasmacytoma only
* Low M-component production rate
1gG value < 5g/dL
IgA value < 3 g/dL
Bence Jones protein < 4 g/24 h

I Neither stage | nor stage Ill

with one or more of the following:

* Hb<8.5¢g/dL

» Serum calcium > 12 mg/dL

« Advanced lytic bone lesions

» High M-component production rate
1gG value > 7 g/dL

IgA value > 5 g/dL

Bence Jones protein > 12 g/24 h

Subclassification Criteria :
A : Normal renal function (Serum Cre level < 2.0 mg/dL) (< 177 umol/L)
B : Abnormal renal function (Serum Cre level >2.0 mg/dL) (= 177 umol/L)
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First-line Therapy (Classical Hodgkin’s Lymphoma, CHL)

EBERMR

ﬁué

= A = m 5 R BEER &Iz )
B e B =P (mg/m?) pay! 5 5 RS K& U EIEE SRR
Doxorubicin 25 IVD D1,15
Bleomycin 10 unit IVD D1,15
ABVD Q4w 2-6 1-3
Vinblastine 6 IVD D1,15
Dacarbazine 375 IVD D1,15
Brentuximab
vedotin 1.2 mg/kg IVD D1,15
Brentuximab Doxorubicin 25 IVD D1,15
vedotin+AVD Q4w up to 6 cycles 4
Vinblastine 6 IVD D1,15
Dacarbazine 375 IVD D1,15

BELRIES
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Second-Line Therapy (Classical Hodgkin’s Lymphoma, CHL)
{EE 4% =% HIE g .. X
N 7 = & [ P 5 \;:g 7 z =
B e B =P (mg/m?) b [apediSiE PN | BERRH ek
Dexamethasone oral /IV: PO/ IVD D1-4 2 cycles
40 mg (transplant)
DHAP Cisplatin 100 VD 24h D1 Q3-4W 56
2-4 cycles
(High-dose) Cytarabine 2000 IVD Q12H D2 (nontransplant)
Etoposide 40 IVD D1-4
ESHAP Methylprednisolone 500mg IVD 24h D1-4
Q4w up to 6 cycles 7-8
Cisplatin 25 IVD D1-4
Ara-C 2000mg IVD D5
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First-line Therapy (Diffuse Large B-Cell Lymphoma, DLBCL)

EBERMR

WLUE

B e B EZ (mﬁgiz) 7K [apeiSiE ¥ BB BERE Xk
Rituximab 375 IVD D1
Cyclophosphamide 750 IVD D1
X001 RCHOP Doxorubicin 50 IVD D1 Q3w 6-8 1
Vincristine 14 PO D1
(max:2mg)
Prednisone 100mg PO D1-5
Rituximab 375 IVD D1
RCDOP Cyclophosphamide 750 IVD D1
(For poor Left  Lipo-Doxorubicin 30 IVD D1 Q3w 6-8 2-3
Ventricular 14
Function) Vincristine : PO D1
(max:2mg)
Prednisone 60mg PO D1-5
BEDRES 523



&3~ B (DLBCL) ™ % 3 R 4p 3

SELIEER o BREPRTS

First-line Therapy (Diffuse Large B-Cell Lymphoma, DLBCL)

=y I v N \
N ] B & &S [PasS p \$ b= z =
B IE B #H (mg/m?) ® LopERiSIE & bl EEE Rk
Cyclophosphamide 750 IVD 1h D5
Etoposide 50 IVD 24h D1-4
Doxorubicin 10 IVD 24h D1-4
X003 DA-EPOCH-R Q3w 6 4-5
Vincristine 0.4 PO 24h D1-4
Rituximab 375 IVD 12h D1
Prednisone 60 PO BID D1-5

*Etoposide, doxorubicin and vincristine in one bag
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Second-Line Therapy (Diffuse Large B-Cell Lymphoma, DLBCL)’

= EY oy g g L. o i
gf%@ ] wg (m'qﬁz) e Epeg R EE omRm
Dexamethasone oralr:\g/: 40 PO/ IVD D1-4
DHAP + Cisplatin 100 IVD D1
Rituximab (High-dose) Q34w 6
Cytarabine 2000 IVD D2
+ Rituximab 375 IVD D1
Etoposide 40 IVD 2h D1-4
ESHAP + Methylprednisolone 500mg IVD D1-4
X005 (E_ItEug_rlnAag) Cisplatin 25 IVD 22h D1-4 Q3-4W 6 7
(E'}',%:rg;f]‘z) 2000 IVD 3h D5
+ Rituximab 375 IVD REEEMIETR D1
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First-line Therapy (Peripheral T-Cell Lymphoma)

HE

EB %M o o N ‘
N ] = & [ JERS pEES = z =
B IE BH 2R (mg/m?) " BERE & RS BEEY Xk
Cyclophosphamide 750 IVD 30min D1
Doxorubicin 50 IVD 30min D1
X002 CHOP 14 Q3w 8 1
Vincristine X PO 10min D1
(max:2mg)
Prednisone 100mg PO D1-5
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First-line Therapy (Follicular lymphoma, FL, grade 1-2)

EBERMR

nE

N 2 28 A 5 pRiE AR me e
B e &7 P (mg/m?) 71 [apeiSiE XE 2| R Xk
; Bendamustine 90 IVD D1-2
xoop ~ Bendamustine x Q4w 6 12
Rituximab Rituximab 375 IVD D1
Bendamustine 90 IVD D1-2 Q4w
Bendamustine D1,8,15 (Cycle1)
Obi o 6 3
*Obinutuzumab™  opinutuzumab 1000mg IVD Q8W
21 (Cycle 2-6)
Rituximab 375 IVD RBIRHE D1
Cyclophosphamide 750 IVD 30min D1
X001 RCHOP' Doxorubicin 50 IVD 30min D1 Q3w 6-8 4-5
Vincristine 1j4 PO 10min D1
(max:2mg)
Prednisone 100mg PO D1-5

"Second-line (The first-line regimen is not repeated)
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First-line Therapy (Follicular lymphoma, FL, grade 1-2)

LB #M s EIR o . ,
. 4 &z R JER B Bz &
B IE BH = (mg/m?) pa HERE PN $8 BREH gk
Rituximab 375 IVD e PR R D1
Cyclophosphamide 750 IVD 30min D1
X004 RCOP* 14 Q3w 6-8 6
Vincristine ; PO 10min D1
(max:2mg)
Prednisone 100mg PO D1-5
ituxi #
Rituximab® Rituximab 375 VD D1 aw 4 7
(for elderly or infirm)
Rituximab Rituximab 375 IVD D1 Q8-12W 2 years 9

*Second-line (The first-line regimen is not repeated)
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Third-line Therapy (Follicular lymphoma,FL,grade 1-2)

EE &4 i 7l & o . . o
B B By (mg/m?) i HERE ¥ EES BEREY ek
Until disease
Copanlisilb* Copanlisilb 60mg IVD D1,8,15 Q4w progression or 8

unacceptable toxicity

*If R/R to > 2 prior treatments
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