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FRHST AR AE 2 AIEOP MH’96 HIF5E 7R IR fE M A 253 ABVD fLJ7J5 CR RS Y
15 4F OS 1 EFS i 100% F1 84.5% """ 2/, COG-AHOD0431 5% $2 /k AV-PC 75 % BRIl y7
OS iK% 100%, {H/E 1 7RIS PET P, JAIT45 sk 3R15 CR WA S TRUT M, H 2
4 BFS AU 65% s

c. MEdl: AOTFFEHGT a7 CR J5IUH 7. GPOH-HD 95 J7 %3 K ] OEPA/OPPA x 2 +
COPPx2 iAJ7 JL# HL, HfEfis A CR G A UMY, 54F BFS R FHOT 4, (A2 0s L2,
COG-0942 fiff 5% % H COPP/ABV +RT (21Gy), CR J& A Jit J¥ EFS fik F JiL J¥. i COG
AHODO0031 BEHLIRIG 25 F 48R, 2 A7 FE ABVE-PC 16975 CT i Bn e i G4 512
iz 60% ), 4RSEAT 2 A7 FE ABVE-PC Ji5 PET 45 BL [ H 9230 CR M L, W7 5 A 0T
EFS Joi & 250, (Rl — 0 Wrdm AR A P2 Wit A 20 sk T~ 1139 B R b Bk o7 # 1
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J5 [13, 14]0

d. FEfELL: FRIREEILST +RT 2bRfEPE, COG AHODOS31 7 & )L HL I it % i Kl ABVE-
PC x 2 MR JG#AT CT 8 PET-CT ¥l TRINE L hy: 2 P REITf CR 83 PET-CT ]
M (ZYERIPA 1802 4), AWM. PN A4S 2 97 #2 ABVE-PC 5. ik
18 S RSN 2 AP RR R IR + (KR FRE (IV) F1 2 2 ABVE-PC Jr #40WT. Kitgemie
SR NIITE ST o 4 4F EFS H1 OS 439124 80.3% Fl196.5% >, COG-59704 1Al 36 41 1 1Y
BEACOPP J5&iGJ7 /G )LE HL, 54 EFS 94%. SR, 16Y7 A iidls | m R a makk
S IR D T O A LB HL R e 0L
MBI HER HL (NLPHL ) 020!

Il G387

RfE  AV-PCx3 AJrEE (2A KIEHR) SERYIRR OIS (2B JEHE)
= £
COPP/ABV x 46 7 +RT (21Gy) CVP % (2B ZiFH)
(2A ZEUEHE)
o

VAMP x 4 72 (2A ZK9EH)
hfg  [Rlgs HL
BfE Az HL
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R B | et Il et mf
i1

R OESE  ES T asRE T =
H®ZHmr AR $AW7 +RT (1A ZKEHE)

(Fy ¢
HAbE AxfEln SRy + IO Tk A 28 . ARyt A Bk
HL & AT AR Byt GEEH#ITIRRIRE, MAAT RS
(2A JUEHE ) Tk R )
(%]

KT ILEE HL R HBRAERST PTARFHA A, RI5H 10%~20% i NSRS . 5% / AEiR L8
HL R B RGAT T 3R TR E B A7 o A7 5 SRR FEIOR T REAEAYT (R A 5C
S HBARIT 2 HHT AR R 5, SR A SN RIE, (R ek, %
PERA A 25 20,
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243 BRWLSISHE

AV-PC
2% (ADM) 25mg/m’ FpkfErE d1~d2
KFH (VCR)  1.4mg/m® (F K 2mg ) [ diicaen d1, d8
53 HER
RJEHS (Pred) 40mg/m’ 4 3 IRk d1~d7
H@EEEE (CTX)  600mg/m’ Hh ki d1~d2
VAMP
K& (VLB) 6mg/m’ fiidiejizes d1, di5
% (ADM ) 25mg/m’ fidiiejizes d1, dis
&4 JHEE
RS (MTX) 20mg/m’ fidi¢jizes d1, dis

W e (Pred) 40mg/m’ o 3 iR di~d14



ABVE-PC
f7#% (ADM ) 25mg/m’

k&R (BLM)  Smg/m” (dl)
10mg/m® (d8)

KFEF (VCR)  1.4mg/m’ (F K 2mg)
RAEIATE (VP16)  125mg/m’
KJErs (Pred) 40mg/m’

HEBERE (CTX)  600mg/m’

\Y

SRR (IFO) 3 000mg/m’
KA&%HE (NVB) 25mg/m’

BHER

7 3 A ik

YA T5RT A
d1~d2

d1, d8

dl, d8
d1~d3
d1~d7

di~d2

dl~d4
dl, ds

KyER

£33 HEE

A3 HERE
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ABVD

fE: 2% (ADM ) 25mg/m’ F kAT di, dis

k2 (BLM) 10mg/m’ R d1, dis

KFH1Em (VLB) 6mg/m’ AR d1, dis L
KRB (DTIC) 375mg/m’ T d1, dis

COPP/ABV

FEmENE (CTX)  600mg/m’ H kiR dl

KFHM (VCR)  lL4mg/m’® (Fk 2mg) KA E d1

WREM (PCZ)  100mg/m’ 433 IR d1~d7

RJEFS (Pred) 40mg/m’ 7 3 AR dl~d14 4 REE
&2 (ADM ) 35mg/m’ fiidicjiRen ds

k&% (BLM)  10mg/m’ idii<iiats ds

KFEHR (VLB)  6mg/m’ kA ds



OEPA

KB (VCR) 1.4mg/m* (HK 2mg) i< aen d1, d8, dis

ACIAT (VP16)  125mg/m’ o d3-6
B4 HEE
wJers (Pred) 60mg/m’ a3 KAk dl~d15
725 (ADM ) 40mg/m’ KA d1, dis
OPPA

KHEHH (VCR)  14mg/m® (kK 2mg)  #kdEE d1, d8, dis

WEREME (PCZ) 100mg/m’ 7 3 IR Mk d1~d15

4 FEE
iRJEFS (Pred) 60mg/m’ 4 3 AR d1~d15
fEEZ (ADM) 40mg/m’ i ciiRen d1, dis
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COPDAC

BlERE (CTX) 650mg/m” Ak d1,
KFHb (VCR ) 1.4mg/m* (K 2mg) kA d1, d8
T4 FEE
iR (DTIC)  250mg/m’ Tk e d1~d3
iKJEFs (Pred) 40mg/m’ 3 Ak d1~d15
COPP
Wl (CTX)  650mg/m’ kR e di, ds
KFHi (VCR ) 1.4mg/m* (FK 2mg) Tk d1, d8
4 FEE
WREM (PCZ) 100mg/m” 3 R d1~d15
e (Pred) 40mg/m’ 3 E R d1~d15



I T A T T

FEmERE (CTX) 500mg/m’ bk

KB (VLB) 6mg/m’ ke d1, d8 A3 HEE
KJers (Pred) 40mg/m’ i d1~d8

SEWh

[ 1] DHARMARAJAN K V, FRIEDMAN D L, SCHWARTZ C L, et al. Patterns of relapse from a
phase 3 Study of response-based therapy for intermediate-risk Hodgkin lymphoma (AHODO0031) : a
report from the Children’s Oncology Group [J] . Int J Radiat Oncol Biol Phys, 2015, 92 (1) :
60-66.

[2] KELLY K M, COLE P D, PEI Q, et al. Response-adapted therapy for the treatment of children with
newly diagnosed high risk Hodgkin lymphoma (AHODO0831) : a report from the Children’s Oncology

BH(B3ERD S



BH(B3ERD S

[3]

[4]

[5]

[6]

Group [J] . BrJ Haematol, 2019, 187 (1) : 39-48.

KELLER F G, CASTELLINO S M, CHEN L, et al. Results of the AHODO0431 trial of
response adapted therapy and a salvage strategy for limited stage, classical Hodgkin lym-
phoma: A report from the Children’s Oncology Group [J] . Cancer, 2018, 124 (15) : 3210-
3219.

KAHN J M, KELLY K M, PEI Q, et al. Survival by race and ethnicity in pediatric and ado-
lescent patients with Hodgkin lymphoma: A Children’s Oncology Group Study [J] . J Clin
Oncol, 2019, 37 (32) : 3009-3017.

CHESON B D, FISHER R I, BARRINGTON S F, et al. Recommendations for initial evaluation, stag-
ing, and response assessment of Hodgkin and non-Hodgkin lymphoma: the Lugano classification [J] . J
Clin Oncol, 2014, 32 (27) : 3059-3068.

DORFFEL W, RUHL U, LUDERS H, et al. Treatment of children and adolescents
with Hodgkin lymphoma without radiotherapy for patients in complete remission
after chemotherapy: final results of the multinational trial GPOH-HD95 [J] . J Clin
Oncol, 2013, 31 (12) : 1562-1568.

MAUZ-KORHOLZ C, HASENCLEVER D, DORFFEL W, et al. Procarbazine-free OEPA-
COPDAC chemotherapy in boys and standard OPPA-COPP in girls have comparable
effectiveness in pediatric Hodgkin’s lymphoma: the GPOH-HD-2002 study [J] . J Clin



Oncol, 2010, 28 (23) : 3680-3686.

[ 8 ]| DORFFEL W, LUDERS H, RUHL U, et al. Preliminary results of the multicenter trial GPOH-HD 95
for the treatment of Hodgkin's disease in children and adolescents: analysis and outlook [J] . Klin Padi-
atr, 2003, 215 (3) : 139-145.

[ 9] RUHL U, ALBRECHT M, DIECKMANN K, et al. Response-adapted radiotherapy in the treatment of
pediatric Hodgkin's disease: an interim report at 5 years of the German GPOH-HD 95 trial [J] . Int J
Radiat Oncol Biol Phys, 2001, 51 (5) : 1209-1218.

[10] METZGER M L, WEINSTEIN H J, HUDSON M M, et al. Association between radiotherapy vs
no radiotherapy based on early response to VAMP chemotherapy and survival among children with
favorable-risk Hodgkin lymphoma [J] . JAMA, 2012, 307 (24) : 2609-2616.

[ 11 ] BURNELLI R, RINIERI S, RONDELLI R, et al. Long-term results of the AIEOP MH'96
childhood Hodgkin’s lymphoma trial and focus on significance of response to chemo-
therapy and its implication in low risk patients to avoid radiotherapy [J] . Leuk Lym-
phoma, 2018, 59 (11) : 2612-2621.

[12] MARRK C, CONNORS J M, SAVAGE K J, et al. ABVD chemotherapy with reduced radiation ther-
apy rates in children, adolescents and young adults with all stages of Hodgkin lymphoma [J] . Ann
Oncol, 2017, 28 (4) : 849-854.

[ 13 ] CHARPENTIER A M, FRIEDMAN D L, WOLDEN S8, et al. Predictive factor analysis of response-

BH(B3ERD S



BH(B3ERD S

[14]

[15]

[16]

[17]

[18]

adapted radiation therapy for chemotherapy-sensitive pediatric Hodgkin lymphoma: Analysis of
the Children’s Oncology Group AHOD 0031 Trial [J] . Int J Radiat Oncol Biol Phys, 2016, 96 (5) :
943-950.

PARZUCHOWSKI A, BUSH R, PEI Q, et al. Patterns of involved-field radiation therapy proto-
col deviations in pediatric versus adolescent and young adults with Hodgkin lymphoma: A report
from the Children’s Oncology Group AHODO0031 [J] . Int J Radiat Oncol Biol Phys, 2018, 100 (5) :
1119-1125.

KELLY K M, SPOSTO R, HUTCHINSON R, et al. BEACOPP chemotherapy is a highly effective
regimen in children and adolescents with high-risk Hodgkin lymphoma: a report from the Children's
Oncology Group [J] . Blood, 2011, 117 (9) : 2596-2603.

MARKS L J, PEI Q, BUSH R, et al. Outcomes in intermediate-risk pediatric lymphocyte-predom-
inant Hodgkin lymphoma: A report from the Children’s Oncology Group [J] . Pediatr Blood Can-
cer, 2018, 65 (12) : €27375.

APPEL B E, CHEN L, BUXTON A B, et al. Minimal treatment of low-risk, pediatric lymphocyte-
predominant Hodgkin lymphoma: A report from the Children’s Oncology Group [J] . J Clin
Oncol, 2016, 34 (20) : 2372-2379.

APPEL B E, CHEN L, BUXTON A, et al. Impact of low-dose involved-field radiation
therapy on pediatric patients with lymphocyte-predominant Hodgkin lymphoma treated



[19]

[20]

[21]

[22]

[23]

with chemotherapy: a report from the Children’s Oncology Group [J] . Pediatr Blood Can-
cer, 2012, 59 (7) : 1284-1289.

MAUZ-KORHOLZ C, GORDE-GROSJEAN S, HASENCLEVER D, et al. Resection alone
in 58 children with limited stage, lymphocyte-predominant Hodgkin lymphoma-experience
from the European network group on pediatric Hodgkin lymphoma [J] . Cancer, 2007, 110 (1) :
179-185.

SHANKAR A, HALL G W, GORDE-GROSJEAN S, et al. Treatment outcome after low intensity
chemotherapy [CVP] in children and adolescents with early stage nodular lymphocyte predomi-
nant Hodgkin's lymphoma-an Anglo-French collaborative report [J] . Eur J Cancer, 2012, 48 (11) :
1700-1706.

WIRTH A, CORRY J, LAIDLAW C, et al. Salvage radiotherapy for Hodgkin's disease following
chemotherapy failure [J] . Int J Radiat Oncol Biol Phys, 1997, 39 (3) : 599-607.

COLE P D, MCCARTEN K M, Pei Q, et al. Brentuximab vedotin with gemcitabine for paediat-
ric and young adult patients with relapsed or refractory Hodgkin's lymphoma (AHOD1221) : a
Children's Oncology Group, multicentre single-arm, phase 1-2 trial [J] . Lancet Oncol, 2018, 19 (9) :
1229-1238.

YOUNES A, GOPAL A K, SMITH S E, et al. Results of a pivotal phase Il study of bren-

tuximab vedotin for patients with relapsed or refractory Hodgkin's lymphoma [J] . J Clin

BH(B3ERD S



BH(B3ERD S

Oncol, 2012, 30 (18) : 2183-2189.

[24 ] HARRIS R E, TERMUHLEN A M, SMITH L M, et al. Autologous peripheral blood stem cell trans-
plantation in children with refractory or relapsed lymphoma: results of Children’s Oncology Group
study A5962 [J] . Biol Blood Marrow Transplant, 2011, 17 (2) : 249-258.



LEES

EFEMHERE 2014 ili Lugano 5 EkR
1R S B — R LSS X B RS, A '¥'/H€H7? FIRIAGFSIHADLESMEE /06 (1E)
I ZERER—O, REPAEEZMELEX, SOMIRREIC 1 4558 E /#8060 (TTE)

I ZERAUHHEESXAERIRS N (D, SRR 1 DAEESME /36 (E) i
(ms) sf—FHAHZRA (MSE)

M1 AT MRS i e 32 2

M2 AEKE . B HRBERELZ R

NV SREBHESEEBIERIC | ABCEZMESMEE , R ESOR Rk 452 R

A TRk

B & (RIEMIE 38°C), WIME. 6 1 H PABE K AARTE T 10% Lk
E SN2 R, AR B RREL, /B S A S AR AR A
S

BH(B3ERD S






3 {HESEHERE




3.1 ARITETIEM

- | 575 I

B E Y vk

TERERR R
FUF, B, B,
Rk, R EFS, &

gk
TRMEAA «
ATRAED R, 4Bk
WRELAS | L I BRAAAE |
RN

L% #, CRP, b4,
B FIR, SRR (R
GaRE + LG RE), FREEE
etn (Z R s
B, MEREIRER . R
T EBJiaE . CMV Jid |
Torch HiiiA), JR. fEH#L



I T BT T

Mg

Tz
&
1=

i

Xt

ES
gl

IR (2:3%)

DHE L DAPEE, WEE +  PET-CT
G + AR CT

2 OIS, AR, B E B R e
itz

S AL g, WA R, IR L S g Y
A, SRR A A I SR AR

Murphy ( Stjude) 43+

B (F, . W
LI, SR TE. o
e NE AN e A
N . JRAERAL)

B BE C-MYC F A &
(FISH Ji#)
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3.2 RIEISH
| vmms | wmes | namm

REUAZY  TIBEMR A 2 PR VIO AS 25 O SR E A

iSpaEae B 07 e o0 R i i s FRH % K i B A A
(UL O L)
it e B B R 7K it = 4
SERGAT

IHC CD20, CD3, CDI0, Bel-2, Bel-6, TdT

MYC, IRF4/MUMI, Ki-67

bineawii)iof CD45, CD20, CD10,
CD3, CD5
kappa/lambda, CD19,
TDT

mEKKE t(8; 14) (q24; q32), BCL2, BCL6 % [H & HE #

PRI FISH #: MYC JER EHE i, EBER-ISH, 11q & %

il
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RIS R

I3
11 3

383

Vi

EITEBRJLE NHL 5 # & % ( IPNHLSS )

AN (HRELAS . AN R, BRAMA R AR AL
FAASGES MR B DX O 45 R AT
FRVLEM = 2 A~k 25 X iR AT

Ik T B ImEME CRAERIE ) + M50 RIEM L2 R, MR, R
B R K SR ™ B I e A A T

FRNLLEFN/ SHRALT = 2 ANEEME (FLAEEE AT BEE SN B IR )
FRNLET = 2 M E A X R

AR AR (AR . BiT] L Al B e i)

RN BB A, AR, B B SRR, AR IR
AEATOLTHAE S5 BB IS AS , A5 IR AR AL TR AR
AL [T P EZS SMR AR / B AR DXk L 450

BT _EsRRAR PR R s 22 R G RA0 (IVHH CNS), BHERIE (VI BM ) sl Fi g
BERIE (IVH BM+CNS )

R H BB A 05 A
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HHEFRMMEE 7 BRSO AR = 5%, BT A 44T A
T BTN R AR RIS A5 7 1k 5 S E TR PR A -
BMm: A CRER ik IR AR i o )

&

%];

BMi: HHEGRERI L AN (e s U AR AT . ARk R 4 f 23 L)

H
BMe: E#EANALEAL# 0k FISH 04T FHE (R bk L At i 43 L)
BMmol: H#65FAEYFH A (PCR &6 HHERILKFE)
SR MARAL R RER FIAE R )7 264 (PBMm, PBMi, PBMc, PBMmol )
TEEAT 2 AL BE SRR S B B K T R BERAE
FIRMZ RS (CNS) RILE X
FARFPORUESE CNS Itk (40 CT. MRI)
AN R PR RS 725 A T 14 i ot 28 e
1D A5 AR 4T A5 2 G ) 3 4 A 4
FE L CNS RILNAFHE A . CNS FEYE /fudk, CNS BHME / #Efe, CNS BHME: / ZiHE4ni
i (CSF ) ARBL: CSF PR L4V bk 88 41 T 252 M Ak A
CSF Kl £ F (T 50 1 i HEAN i34 1 % 1 CSF FHE
CSFRBEAHT (R, AR RNE)
SR BRI, AT AR A A AL ARSI v



CSFm: MGEWROEA2=ME CREFE SO HEN AL /ul)

CSFi: WG eERA L I (e 8Ub a4 AR 87 . Rk LR 4t A 43 L)
CSFc: WA RANNEEE-E FISH 20 BHdE (CRErE ik LR 40 & 43 H)

CSFmol: MWy T AEY2AHR A (PCR Al FHEEILKT)
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JLE BL BIRIT 58, FERMEGE BYTR ., HORFGER R R TR 2097 FHER L
BT IR 7 % B4 LMB BME4L D7 M BEM BMEA TR, B X P47 EMH, JLEE BL
PR3] T MR BE A4

3.41 LMBMEAHZE

LMB PMEA T ZFELL 89 HE N EHE, TeMbIERl I XARLRIEA: 1T 96 JrZEM 02 4, Sk
1B LMB89 77 TR A/B/C 3 MAITLEE) 5 4F EFS 2090 98%. 92% K 84%; 89 J5 %+ C 40K
N A2 NI YT, D8/ NS (I % . 1M 96 75 %8 I 02 J7 RIIEAE 89 )7 RIIEAL AT T
B R REBESE , A48 C AU ASBUH SRR, B MTX R, il i i ieE s [Red
P R AR AR 758 B X6 TS S . SR SR R, BOH AT . 384 MTX 5 & T DAAR 4T b
TRl KRYT PR R Ge 3z R, ARIBARARY 7 i 1 R s i N e S A Ae e, Bk, HAm
MR T EA L LMB89 )5 AE N L BL FEANAYT I EE, A EU ST .

AP E LMB89 HEFEAUTNG: OFH HD-MTX Flam & (SR % 0ae), L
B MTX AT HIDEIET %, BARIIR . C 41 ONS+ % A KR & B MTX 0 Sg/m® 4, A7 2 MTX



¥k 8g/m®, i C 40 CNS-Ji5 A5 UK FH MTX 8 3g/im®, A7 EH8 Sgim’s BUH C 4099 A BRI
@5 —A ek B SR TOE N E T, K COPADM JLIENIGYT B9 R 25 25 Wy V2 15 ) iy 60mg/m?,
48 /NIRRT O BRI 30mg/m®, 6 /NE, 4 2 KETE. BRI .

A COPAD( KAl . FRRATLNE . ke
SEAVIGA T ~ T T4 FEZE) — COPAD
B4 COP (KFH#iw . KJehs. Huimthe. A& by

KFTEEYBEM T~T HHNESH) — COPADM (K & Hi k.

W, B A RGR ARG . RE . FaER. Pl

COF BEwErh A ve . ® NS — COPADM — CYM

< 25% BT~ TV CHP 00 04 o R . 8 0N TR 5)
— CYM — COPADM, % B 0 31
A 3g/m’

B (B3R



LMB #MEBTTE (Zi3%)

c4

B B8 P B R An i >25%
FEAEE Kk (A~ AL
B >10cm 5 >4 MVE
123H), fE7E CNS 1/ 1%
LRI, LK A4
B 20 VA 9T B A B
(COP J7 Z4by755 7 Ky
Sk /N <25% A1/ B8
WA AERR B kL)

MER /SRR

COP— COPADM — COPADM — CYVE
(/IR o B A L L R )k BT
RIBI ) + S — CYVE — M1
(KEH . ABEEERE . e, FRa
B HERS | BNTES) — M2 (BT
MR . AT — M3 (KB
WIehs . RaAKER. AR — M4
(FPRRMIT . ARFEIATY), HHZEne 7t
7 5~8g/m’

ENBAEA: RHCHITE
2% C 4l . R+ICR, R+EPOCH

M ZH Bt

FI AR i T
20 M A% A
WA

CAR-T
Tgy it B

Bel-2 il 7]
BTK 4l 5]



[E%]
ARG T BTG A s A A S B T RE SR s S R, J7 S O A28 S i i
MR LMB89 7 (A4H)

COPAD
CTX 500mg/m’ d1~d3 (43 2 UKHTE)
VCR 2mg/m’ ( max=2mg ) d1, d6
Pred 60mg/m’ di~d5, WiHE 3 K
DNR 30mg/m’ d1~d2, 6h fiE

MELMB89 =X (B4AH/C4AH)

ik COP F %
CTX 0.3g/m’ d1
VCR 2mg/m’ d1
Pred 60mg/m’ d1~d7
BEESS MTX+Dex dl (B4)

MTX+Dex+Ara-c d1, d3, d5 (Cc4l)

B (B3R



MR LMB89 7% (BA/CH) (Zi5k)

5t/ 5%

COPADMI J5% (d8 i)
VCR
HD-MTX

CFR
DNR
CTX
Pred
BEESS

COPADM2 /%
(BRLAF 3 fi41hA] COPADMI %)
HD-MTX

CTX

2mg/m’

3g/m’ (B4, C41CNS-)
5g/m’ (C 41 CNS+)
15mg/m’

30mg/m’

0.5g/m’

60mg/m’

MTX+Dex
MTX+Dex+Ara-c

3g/m’ (B 4])

5g/m’ ( CNS- f) C 405 A)
8g/m> ( CNS+ HJ C 4% A\)
lg/m’

dl
dl, 3h

dl, 4h

d2~d4 (MTX 24h ;i)
d2~d3, 6h%iE

d2, d3, d4 (4r2K)
d1~d5, W3 K
d2, dé

d2, d4, d6

dl, 3h
dl, 4h
dl, 4h
d2, d3, d4 (43 2%)



BER LMB89 7% (BAH/CH) (Zi)

B HILFIEIT
CYMI/CYM2 % (5E4HlH)
HD-MTX 3g/m’ d1, 3h
Ara-c 100mg/m’ d2~d6, 24h FFEEE S
B P MTX+Dex d2

Ara-ct+Dex d7

CYVE2 f d1

C A LRI
CYVEL/CYVE2 Ji %
({X CYVEI J5 B in MTX KX ¥ 4 13
51
Ara-c 50mg/m’ d1~d5 ( 8pm~8am )
HD-Ara-c 3g/m’ d2~d5 (8am~11pm )
VP16 100mg/m” d2~d5 (2pm~4pm )
HD-MTX 8g/m’ CYVEL J5 d18~d15

MTX+Dex+Arac (H5P35) 15mg+4mg+30mg/ X MTX Jii 24h

B (B3R



MR LMB89 7% (BA/CH) (Zi3k)

5t 7%

COPADM3 % (fU B 4k N\)
(BRLAF 4 fi5hA COPADM2 J54)
ADR

BEESS

M1 J5% (X C 4EA)

(BRPAR 4 fH5A1H COPADM2 J74E)
HD-MTX

CTX

ADR

BN TS

M3 J5% (X C 4N
VCR

ADR

CTX

Pred

30mg/m’
MTX+Dex

5g/m’ (CNS-)
8g/m”> ( CNS+)
lg/m’

60mg/m’
MTX+Dex+Ara-c

2mg/m’
30mg/m’
0.5g/m’
60mg/m’

d1/d2
d2

d1

d1

d2, d3 (43r2k)
d2, d3, 6h

d2

dl
dl, d2
di, d2
d1~d5, Jfs 3d



MR LMB89 AR (BH/CH) (£4LK)

M2 K M4 5% ([L C AHA)
VP16 150mg/m’ d1~d3
Ara-c 100mg/m’ d1~d5

W CTX. MWEMENE; VCR. KARFK; Pred. IKJEMS; Dex. HLFEARNS; MTX. H&{WERS; Ara-C. FilHE 1
CFR. PUEUMR%5; ADR. B5Z; DNR. L4175 25; VP16, MKITIAF; HD. Kl

[ %]

LMB96 77 % J& LA 89 & W R # AT R . (D7E B 4R C 4 AW A BEHLAT B2, 207 %
B ALm AR 4 IR AL, o —ANBEALX BEJE K COPADM2 Jr % rp R SR B MR e b -, o — A
BEHLYT RS 25BR M1 e Q% C AU Ao 4 AXHHRAL, 43BN bRUEIRITEL, fhyriiam 4 - R
CYVE HAgpE i RARFCIAT e, FFEBE T M2-M4 5%, HIFEAn ™. A 40% A EFS 4 98%,
B 4155 A 4 IBEPLATFEZE EFS 20518 91%. 92%. 93%. 93%; C 4L/ A CNS- 20 bR iE T = Ab)T
20 RALS PR 2 BFS 23500 94% . 86%, C 41 CNS+ 20 (KR 22k 720 Ko Aby v i 4 EFS 4331
84%. 72%.
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3.42 BFM95 5=

BEMO5 J7 % H AG E Pr_E 3w L BLALIT . Z M EIr 3845t . A 4% A 5 4
EFS 4 95%; B 415% A R2 F1 R3 413K A 1Y EFS 254 94% . 85%; C 41% A% EFS K 81%, HAK
FTEUT,

Il %% Il 2%
BFM t#E4 M
N ENES | BIETF -

RI 41 A (Mo ZEXRAN . HAUERS S00mg/m®, IRATIAFH .

LA AR e A bIBs  SEERBhmERG . BOpEMET . SdEg)) — B (e
WS, BN | BRREBERG . PIREITE. 2R
FbA . BEEEST)

R2 4 BUATE V (Mo ZEK A . PRBEMEM: . 0 4 5))

TR MR RS2 4] — A (KRB, MR . FEMENS | RITIA

FRoGIHH H LDH<S00U/L . SFIuflbie . rbEpats . B5Ess) — B (b

FERM . RS | FRBEBEN . PTHEIRH, £
FILE . AT I e%#— A—B



BFM95 72 (£i3%)

Il 8, Il 25
A I

R34 V— AA (KB, Mgk PEus . Kk Fl 2 &
Il ] H LDH /K 3 500~ JCIAT. SFEOBEMERG . BOMEAR . Wi dg) 2t
1 000U/L — BB (MWZERMS , I EMERS | SABEmENE . Bt

VI + AR, B MO, 23R BNTEST) — CC (MZEAKMA
TR, JfHLDH KFEMY:, I, KIEHH) - AA— BB

K- <1 000U/L

R4 41 V-AA-BB-CC-AA-BB-CC Al 2 &
T/ IV 39 + {7 45 100 LN
9, LDH = 1000U/L,

AR PR
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HGIT

i FEARA

CTX

B PG
Course A

Dex

VCR

IFO

MTX (4h %i7E:)
Ara-C

VP-16

LEARER D)
Course B

Dex

VCR

CTX

MTX ( 4h %ivE)
ADR

B PG

BFM95 2

5mg/m’, 10mg/m’
200mg/m’

10mg/m’

1.5mg/m” ( max=2mg )
800mg/m’

1 000mg/m’

300mg/m” (432 ¥K)
100mg/m’

10mg/m’

1.5mg/m’ ( max=2mg )
200mg/m’

1 000mg/m’

25mg/m’

dl~d2, d3~d5
di1~ds
d1

d1~ds
dl
d1~d5
d1l
d4~ds
d4~ds
dl

d1~ds
d1
dl~d5
d1l
d4~ds
d1



BFM95 7% (£i3k)

I

Course AA

[6] Course A 7%, & T

MTX (4h %i{i)

FENESS 5 000mg/m’ dl
Course BB d1l, d5
[7] Course B 7%, 1IN

MTX ( 4h &ivE)

LETANE D) 5 000mg/m’ dl
Course CC di, ds
Dex 20mg/m’ d1~d5
VDS 3mg/m’ ( max=5mg ) d1
Ara-c 3g/m’ dl~d2, ql2h
VP-16 150mg/m” d3~d5
BN EE Y ds
[ %]

RS T R s A7 A SRR RE SR S LT R, 7 S O A 2 BB I
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A4
LMB89
NHL-BFM95

B4
LMBS89

NHL-BFM95
(R2/R3)

cH4
LMBS89
NHL-BFM95

BEFARTEERENTAYRREHRTLL

Bkl PRED/ CTX/ IT
. VCR| MTX | Adr | Arac |vP-16]
mg/m Dex IFO (%)

720 3 000

100 1 000/
(HBZEAAN ) 4000

1440 5 800
240/340 2 400/2 400
(M ZEAKFS)  8000/8 000
1 740 6 800

440 2400/8 000

(L ZEKFL)

6/6

6/6

2 000

15 000

4000/
20 000

24 000
20 000

120
50

180

100/
100

240
100

600

1 000

1200/
13 200

2450
25200

200

400/
900

2500
1400

5/10

10
11
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JLEAMF AR ALCL 45512 R IL, ZHEA 25k, ATRLHLH EG; Tl R B R
Sy WHEIR ; CNS FIEHERZ RIFAHR UL —Rop ] il LI BN SN i i 32 2, 2 A
R E AT PET /2L NHL (I AL M B FR 58 0SS .
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4.2 FRIBISHL

AR LU 7

IHC

pieaweiliil
TR I R AGHIN

Al B AL DI B DI BRI A OR
FIIRE)

CD20, PAX5, CD3, CD2,
CD5, CD4, CD8, CD43,
CD45RO, CD30, ALK,
EMA, #Hffi#5-F, EBER

23 0T 2

v TCR %t H = 4,
t(2; 5) (p23; g35);
FISH #6: ALK [ &4



[iF% )

JLEE ALCL /5 JLE NHL10%~15%, 90% LA 3 | B B K ALK B ge ik 4 . Hodr (25 5)
(p23; q35) 5 85%, BIEM NPM/ALK flvA 8 H; HAy 15% Wl B ALK W HAB S . W%
Wnl K DUSP22.P63 “5 HAbIE R k.

4.3 4Hj

Z W EPRLEARET S DR RS, IR 2.
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< MEIVH
PIRIRIT R (R / Z %)
SRR >25% ol B AL

NHL-BFM-90 K1 arm
FRE-IGR-ALCL99

NHL-BFM-90 K2 5% K3 arm
FRE-IGR-ALCL99 MTX3 arm

[GF
TUHEE
SR DR 3 4 AR AR

FRE-IGR-ALCL99 MTX3
arm-VBL
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AT AL

[EE=eid IR 2]



[ £ ]

LA /DA ALCL & /&5 AW IO A 772 (DFS) 60%~75%;  H i i JCERIE 52— 1677
AN RAL T —FA YT J7 %85 NHL-BFM-90 # Ay J& FRE-IGR-ALCL99 1 iif & ; FRE-IGR-
ALCL99 FHLAF 5T HHE s, KA (VBL) ANBERZ4R = BFS, H AT LR & & iR COG-
ANHLO131 FEHLIFFEIESS, APO 7 483Eml 3 hn VBL, HfEMmaEml e, Aheimamrs®; b
Bl H AT S @20 VBL; FRE-IGR-ALCL99 FEHLBFST FFIESE, MTX3-arm (Y745 MTXI1-
arm MI[F], HERIEREDN; —&BI7 RN, #HR /2 &ILEME DA ALCL B RRALE RN
40%~60%; H R TCHMER 80097 %, BARIAYT IR 1 4 AT T BU O & 5 UE1 T A
Bl SEIEIN G T ANMIRS A, &P TFBUS 2 VBL, sifbyy, A8 apumvmsEi e, al L
. Wil LA A A AR BT A AE o ERBE L7 A RRABIGEIAY, AP i T4 ia
HRTREIL T A B TAfstt; T JLEMET 4 ALCL, FREHAL (< AR 25%~30%) A~
SEBIRIRTT R I
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ERWTEE
JLEfME DL ALCL {R 548 FRE-IGR-ALCL99 77 () NHL-BFM-90 K1arm %)

BE | T4 FZ5A ]

P (5d)

i FEA A 5mg/m’/ 7, q.d. dl, a2
Smg/m’/ 1, b.id. d3~d5

IR 200mg/m’, lh dl, 42

Course A (21d)

HiFEARNRN 5mg/m’/ 7, b.id. d1~d5

FH s 0.5g/m’, 24h dl 1. MTX J&, CF 12 mg/m’/ 7, 48h,
[ BFRAY 10% £ 0.5h NTE A, 54h; 40 MTX HEHHAER, RR2ifn
T 4% 90% ¥ 71| it £ 23.5h F F] MTX ¥ JE <0.3umol/L (7%
WAl Bebl g IE) 5
[ Zk. 2. W MTX ¥REE, 24h, 48h, S4[H]
CCr> 60ml/ (min * 1.73m”); F% 24h, E3 < ARBEHLAREAE
ALT< 3UNL ]

SR 800mg/m’, lh d1~d5 MTX Fif;

Mesna 160/m*/dose, Oh, 4h, 8h



JLEMF D E ALCL IR fE4H FRE-IGR-ALCL99 772 (BI NHL-BFM-90 K1arm 772) (£:3K)

B/ 151

(R oREs
RILIAH

Course B (21d)
i FEAKHn
SEEAL 3
L
(IFe S
BENEST

(%)

150mg/m*/ 5, q12h x 2 5l

100mg/m*, 2h

5mg/m’/ #, b.id.
0.5g/m’, 24h
200mg/m’, lh
25mg/m2, 1h

d4, ds
d4, ds
d1

di~ds
dl
di~ds
d4, d5
d1

1. MTX JF6T% 5 2h;
2. =Bk, FIEARIEER

CF [r] Course A FH%
MTX Rif

[7] Course A

a. PFEIG, d6 JTth A %; USRI, 16 d22 JF1h; 3 N7 (A/B/A); f—yriRITHE
SHud% . ANC>0.5 x 10°/L, PLT>50 x 10°/L #l ALT<3ULN;

b. I EWPEAT 6 7T (A/B/A/B/A/B), Bl NHL-BFM-90 K2 arm 773, Wl T JLEAIFH />
4E ALCL 154

BB TFE
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JLEMEB D E ALCL B &4 FRE-IGR-ALCL99 MTX3 arm 7%

a5
FE /%Y FIE/ B8R . it
B i8]

P (5d)

HFZERA Smg/m?/ ], q.d.
Smg/m’/ 7, b.id.

AN 200mg/m’, lh

BT

Course A (21d)

HiFERFRN Smg/m’/ 7, b.id.

FH 24 3g/m’, 3h
[ 2k
CCr>60ml/ (min * 1.73m’);
ALT< 3UNL ]

SV 800mg/m’, 1h

di, d2
d3~ds
dl, d2
dl

d1~ds
d1

di~ds

=HR, A EAREAR R

1. CF 15mg/m’/ 7, MTX JF {4 )5 24h
A, q6h, FFLLAE R E MTX W B <03
pmol/L (ABEHLAFHARME ) 5

2. W MTX ¥k FF, 24h, 48h, &Y 4 i) f@
24h, FE3| < RBEHLES AL E

MTX Rif;

Mesna 160mg/m*/ 5|, Oh, 4h, 8h



JLEME D E ALCL B/&4H FRE-IGR-ALCL99 MTX3 arm F % (£:3%)

Ry
VEJE L] FIE/ 8K . #iE
it i8]

B 150mg/m’/ 7, x 2 7 d4, ds
WA 100mg/m’, 2h d4, ds
Course B (21d)
HFERAL Smg/m”/ 5, b.id. d1~d5
SR L s 3g/m’, 3 d1 CF [A] Course A JH]i%
AN 200mg/m’, 1h di~d5  MTX A
(TFe 25mg/m’, 1h d4, ds
[F% ]

a. PHER, d6 i A FE; VIR, 18 d22 JFiR; 3L 6 497 (A/B/A/B/A/B); H—J7
I U 554335 . ANC>0.5 x 10°/L, PLT>50 x 10°/L Fll ALT<3ULN;

b. % —> Course B #2, %7 FE dl Ml A VBL 6mg/m* 7| (I K5 & 10mg) [ A/BV/AV/BV/AV/
BV ], H4a#B 6 ArRasdinsE 3 Bk, £E 15 VBL 6mg/m’/dose (H KFlH: 10mg), BJ7
T 14, EI4 FRE-IGR-ALCL99 MTX3 arm-VBL J7 %

BB TFE
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JLEMEF D E ALCL 5 &4 NHL-BFM-90 K3 arm A%

P (5d)

HFERM 5mg/m”/ #, q.d.
5mg/m”/ #, b.id.

BN 13 200mg/m’, 1h

Course AA (21d)

HIFERA 5mg/m”/ #, b.id.

FH e 5g/m’, 24h

[ 24519 10% 7€ 0.5h N A, T4

90% FIFIETE 23.5h IIEA ]
[ Zk.

CCr > 60ml/ (min - 1.73m*);
ALT< 3UNL ]

SSIBEmEIE SOOmg/m2 , 1h

KA 1.5mg/m’

Bl 150mg/m’/ 7, q12h x 2 5
[EIRIERER 100mg/m’, 2h

B PR S

d1, d2
d3~ds
d1, d2

dl~d5
dl

d1~d5

dl
d4, ds
d4, ds
dl

1. MTX J&, CF 30mg/m* #|, 42h, $RJ5 CF
15mg/m’/ %, 48h, 54h; & MTX HE it 4E
R, LR MTX Y <0.3pmol/L (7%
Bl el fE) ;

2. i MTX ¥, 24h, 48h, =45 [F 24h,
HE < ARPHlE i E

MTX Fif;

Mesna 160/m*/dose, Oh, 4h, 8h

e Kl 2mg

1. MTX FFiRi )5 2h;
2. =B, FIEARYEAE R



JLEMSDE ALCL 57&H NHL-BFM-90 K3 arm F X (4:3%)

LEIET)

Course BB (21d)

HhZERAR Smg/m’/ #, b.id. di~d5

FH s 5g/m*, 24h d1 CF [f] Course AA Ji#:
I 200mg/m>, 1h d1~ds5 MTX i}

RKFEH 1.5mg/m’ d1 R 2mg
[T+ 25mg/m’, 1h d4, ds

L PSpER h) d1 [F] Course AA

Course CC (21d)

HuFEARARN 10mg/m*/dose, b.i.d. d1~d5

K-# 3mg/m’ d1 IR Smg
[GIpiEHiINES 2g/m’/ 7, 3h, ql2h x 2 #| d1, d2

iSi=(ERz] 150mg/m*, 2h d3~ds

B P d1 =, FEARIEAE
[ %]

Pl ZESE, d6 FFlh A %, VIE&ITHE, 76 d22 Fih; 3t 6 M7 ( AA/BB/CC/A/A/BB/CC);

IR UG 3 . ANC>0.5 x 10°L, PLT>50 x 10°/L Fll ALT<3ULN,
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5.1 MEAMEIE

IR fELE A AE (tumor lysis syndrome, TLS) 4352802 TLS MlIGIR TLS, 2WikriE L& 1.
JLEEANTE /DA LR M / R (B-AL/BL ). Ik EUREZH I L8 AnoRiE K B itk EOs 8 Tk
A TLS IR e ABE (36 2). BB oIRYTY TLS I AR B FG KAk . AR . Bl /D IR R R sk b in
PREGHEM LA K 25 U1 Wi A B ot A BT (32 3)),

EAFE A, BV IERAEE, 5 A 2 & AR B A B 2 I AT, g
BE A B s e K MR E Tt . TLS 57528 B AA YT I ik 15 At J5t 8 2 35 2Pk W i 4
AHTR], AR A SR A, PRI IUE i & B R AR YT KURARAIS , 8 imoiE ORI ARG
AR AT



125 PRI ILAE

1e5 AT I

o5 B AL

AT

e LTLS. SCE s MRA M Lr A AE s CTLS. I R IR i A

&1 LTLS #0 CTLS L HfkrfE *

Ktz LTLS & ZARiE CTLS 4y ZtnifE

PRI >476pmol/L s[4 ) L IE i {E = B 5

SAEERIME T >25%

B2 >2.1mmol/L (JLEE) % 1.45mmol/L (HEA);

BUEERE T >25%

4 >6mmol/L ;

SRR E BT >25%

45 <1.75mmol/L, &F45 <0.3mmol/L;
SAHERIE N R >25%

Al e s RS R GO
%Y

] RE B RIS IS |«
DAICHE, PRAE, HhidE, MRENLA S
= (FRER. Bt s, JLRhhiE.
T AR AE B | TSR AR B . B
RAE | MREAREL SR, RlE;
E RS a0]

SRR X

I3 ILEF_E T 26.5umol/L (5 > 4% 4F 1%
B/ MEIE R EBR 1.5 4% )5

/PR [ 6h pRHAE <0.5ml/ (kg h)]

BAE, " LTLS 7586 — 24 /NN 2 TEE 2L FAR

YR MRAYT RT3 KEIRYT)E 7X); CTLS 7 LTLS Ak L, IHEMUEF &, s, OHREBET Pt —I0,
* UNSIAY TR Be JGARIS / VR B IE H (8 L IRARE, BB N hRifE: 1~12 %, 61.6umol/L (3B /A ); 12~16 %,
88umol/L (% / ZeAflla]); 16 %, 4 105.6pmol/L, % 114.4umol/L. . SPERfifs— B, EIR[2Hr CTLS.
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5 P A B B S e (B S - b 2
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5 P A B B S 30k (B S\ T 2

x2 IEMSLEEETEHEENERIRESMIRRESH

= o 322 o, V> 2z 19 o 1&&[@
B (ZER>5%) RERE (REZE 1%~5% ) (B <19 ]

Jiif5 B-AL BL I/ &) +LDH<2UNL RERTIESITEPN
BL I/ Vi
BL I/ Il #] +LDH = 2UNL

NSRS i o NS || A\ WRELRE4R R T/ T8 +LDH<2UNL
WREEEN Ak g 1/ TH +LDH =
2UNL

5] 25 40k B 982 T/ IV 3 +LDH = 2UNL

DLBCL Ill/ V] + LDH = 2UNL DLBCL [lI/ IV} +LDH<2UNL
B-AL. fA#RF F M BL. HAERFM BB DLBCL. )ik B 4k (U5 LDH. FLRME AR ; UNL. 5

{E PR,



x3 WMpEETILEMS D EMERBESIEN GRS

L. ROl R B IIREZG Y, Wi s R SO i B IR AE R
2. BRAGIBIABERR AR A

FRfERA :

1. B 4~6 /N B A

2. HF 4~6 /NBAREI AL A L R R AL 5

3. FRguoe

hERA .

1. fF 8 /NI A AW 5

2. & 8 /NG I R . IRIRFNIILAT ;
3. FELOHER

1. fLJ7RT 6~12h JFUf

2. WIS . BEAER

3. EfEH A 3000ml/ (m® - 24h) [125ml/ (m® - h)], 5% #iZ4 1/4 ik (i
NaCl & 15 0] LARE AR R ARt A AU )
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PR PR ER

{55 M £

WA AT L EMS D EMERRESENIGKRIERE (8:8)

1. mRZEK GEJR) AR 0.5mg/kg (FiE);

2. H#E&mE 0.5g/kg, 15min [84fE

BEKIE, PR [JRE <2ml/ (kg + h)] & RILEEE, AHE

1. EfEm N BRI, AR 0.20me/ke, Filik 30min, &H 1K,
T2 5 Ky i FHLAR SIS TG 31 Ve 5

2. AR ATEE I BIERE, 300mg/ (m’ - d), FH 13k, HHR

- BORIRBERRAN T (WA T TLS Fat: B i) ;

. BRI ER 0.1U/kg+25% i 2ml/kg CRTRPEHE TG ;

- SETRIMBGE AT, A ADRIRES i (o FH AT DARSAR AR R AU R DL T)

. BRAIBERRER A (T4 IILAE ) 5

2. JofERAE T

3. AIGRIRE, 10% 2RSS 1~2me/kg, LAZEMAER (FCAUE 14515
FEHAE)

1. WHATE;

2. WSROI AT E (TG pH ) ;

3. AR FRIAT LI, AAEIR pH <7 B, W] HERE 2

O R S

—_
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[ 1] CAIRO M S, BISHOP M. Tumor lysis syndrome: new therapeutic strategies and classification. Br J
Haematol, 2004, 127: 3-11.

[2] HOWARD S C, JONES D P, PUI C H. The tumor lysis syndrome. N Eng J Med, 2011, 364: 1844-
1854.

[ 3] RAHMANI B, PATEL S, SEYAM O, et al. Current understanding of tumor lysis syndrome. Hematol
Oncol, 2019, 37: 537-547.
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5.2 LREEEHKEBSESHE / LHREBLZSA

YWz ), JLEIRER ke UHIEATAR T Wk RNk %), T A0 2otk ik e an i
ML AN A 4 i 2 P B I8 2B 1iE (superior vena cava syndrome, SVCS) Fl/ 8 FZ\
M 25 G 1E (superior mediastinal syndrome, SMS ).

LR IR B AR S PR S IE RIS ORI I PR IA YT R 43 A A A AR DG B A BRI LSS DAl
AL (32 1 3R 2), “IR/IMRZEEMIRAE” BRI LA B b BE2: MR 7 Je I i KA 19 7% 52 5 B s mf
RE R IR IR IR LR B TR S AL EE (R I 1),

Fz1 FRIA SVCS/SMS HEFHIR &k BIER)LHRERRE DR

] R

R A AR R BEAERER , NT 70% AETRIBRT 70%
fE - TOE. M RE TR SEMEIE/NT 70%, G
RIMAE A
Pl AT 7 A A A AU Lo T ZE
SE - TOAEIR R i A IR
kN Wi 2 21

i e bk 36 25 & 1E (superior Vena cava syndrome, SVCS); -2\ F& F 38 5 & 1iE ( superior mediastinal
syndrome, SMS )



F2 XA SVCS/SMS BEFMNE Sk BEEILHREEIE

1. PRI R

2. VEHET Bk ki i

3. LUPRBA A IR A
SR P PR P75

4. R I

TR

TREA AT A S APERR A= B L A R

1.
P RSB LT sz R MR T IR A RERE AR T ARIR T ;

[\

JRRT R SR R PR S AL TS R o bR e 5

3. YUATE S BRI T ARIBUHSEARRT, SR AU

- BRERRANRE L LR R AR M 5

2. WPACR A AR o3 A 5
KIS I = N 589 WA N 23E VA B = SRl sl Oa s R
5. 2RI BABERS BE 1. JBCEEE R ;
o (—HERAEMIF 2. BrEEXER;
Wi 38 ) 3. P ST ARSNERTE A (ECMO ) (ST RRIES S 2 BT 45 )
4. P IEH I FART 1
i e DK R 30 25 A fiF (superior vena cava syndrome, SVCS); | 9AB# JE i £ & fiF ( superior mediastinal

syndrome, SMS )
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15U B B o A (B 3\ 2

R

ﬂﬁiﬂ@&%ﬁ Esvcs Bk SMS , MRS, BRRMB/AEREA .

o MR
o LRTRE (KM, MR LA, SAUBERER/RARTHREHS )
(BEHE: B BRI )
" RS
FTELBH o BBEHE CT CERMEMAL) 5 ORE; ORERAS
o BRBESMPHEZ: : PRABRBRRIFAR B RS
Fife : I ;
o R EC N
o ZRHIAT OBBRBE BUTHLT)
Y
Jebe A BB
I
Y Y
W7 | Bfe: asofyr | [1EfE: WK (<4sh) L
| EZR Gy TR B R R, MBI R AT |

B 1 RIAHLERBIKEBLRSEIE (SVCS) S EMREBLAIE (SMS) HAHR

PRAEMBILEIZHEAERE (F: RBEERBEESEARBIN “RELBIEET”)
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6.1 KHERIIRKETIES

1. Jitd

2. KAk AG A

3. IR
4. I E kA

L. A e Sk ey

2. J& MTX il fi

1. — BRI K 4f . Karnofsky (KPS ) HIREARAIES> >60%

2. Jore

3. JCIR PR R

4. JohR AN EARRE

5. FElk. BhiRoTEE

DR : EF = 50%

Lo 4iis EFHEEH, WBC>1.5x 107/L H ANC>0.5x 107L H PLT>50 x 10”/L H Hb>70g/L

2. AF3l: ALT & AST<5 x ULN H. TBIL<2 x ULN H. DBIL<2 x ULN

3. B s (Ser). PIAELEFREBRZR (Cer) KHiUfili S /hekigid 3 (eGFR ) E[RAFIK
IEFERE, A 2R B AT RE AN A AL B R a3 B &

(1) AFE4ERYET Ser (pmol/L ): <2 %, 35~40; 2~8 %, 40~60; 8~18 %, 50~80., Scr A EA (7 HLE,

1mg/d1=88.4umol/L

(2) KIE Cer (ml/min) =

Cer x 1.73m’

LFRAREIR (m*)
Ucr (umol/L) x 24h g (ml)

(3) Cer (ml/min) =
Cer (umol/L) x 24 x 60min
Kx &£ (em) x88.4
(4) eGFR= (K %, @i%=0.55, 5% =0.7)
Ser ((pumol/L )




5. &IHZ

6. Tk
7. WER

AFIERSRIBTTAES (835)

4. JR pH>7.0

5. A SRR T MTX RIS BEAH G IE R 22 25 PRGN

(1) 3 H LU S MR 5 (MTHFR ): A1298C/C677T/ATIC C347G

(2) JEPEMERZ A (RFC, SLCI9A1): GSOA

(3) ATP 45 & & L % C2 (ABCC2): —24C>T A HLIH & 1 % iz £ ik 1B1 (OATP1BI 1{
SLCOIB1): 521T>C

6. K55 H 24 (high dose methotrexate, HDMTX ) fij 24h {52 F AL E 24

(1) P OURETE) . Hngsiit, SUmEss A

(2) FARBEIEZHE, JEZBAIRIE, U)W 25 ik i

(3) BAZERIME, PEFCHMESSE T A R E 6] BCRP /S MTX #iz, S8 MTX it

FER, R A A

(4) AEfSifRbiRzy GEIR . ks, SULIEIPMZEEA) A MTX SRR, R s A

(5) HREEMEMI AN MTX #E, WEE MTX 1k

(6) MTX AIBETNAHRAE, 2510 Wi A mdk

(7) EOGRRSAIS RGBT N, FEsi bk fead B H GRS

(8) WMz B 2R I A MTX IfiL 24 v B Ak

(9) TKI 2:5% MTX HEHHIER , w4

7. T FHI 2 B A S IO i 1]

(1) #5247 24h 5J5 10min (BRI, ARG ASZE (TR P

(2) FHITABERER 10d 5 ] MTX 20 MTX J5 24 /NI T & BER R, Rl &k B s S s

B BERTERITE

(%:’; )jgﬂtﬂﬁ’ﬁ& R R . KAEWISILT 25155 0] RE MR AL MTX ROFRICR, & A
[H]l% 24h,

(4) FERZAMER A HDMTX, B8t S A H MTX HEIHER , 58 k7 5

B4 # PICC 8 CVC B & ik
57 HDMTX [RFEPE S R EE B B i i A 5

—
=
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6.2 AFIERIIRKMERTR

HDMTX A7 7 %€

WIES

(LBL ) NHL-BFM90

(BL ) NHL-BFM95

(BL ) LMB89

FRE-IGR-ALCL99

He AT

SRR (i (a))
Sg/m’ (24h)
2g/m’ (24h)
lg/m’® (4h)
5g/m’ (24h)
8g/m” (4h)
3g/m’ (3h)
3g/m’ (3h)

fifiite (h)
0.5g/m* (0.5h)
0.2g/m* (0.5h)
0

0.5g/m* (0.5h)
0

0

0

i (h)
4.5¢/m* (23.5h)
1.8g/m’ (23.5h)
lg/m® (4h)
4.5g/m* (23.5h)
8g/m” (4h)
3g/m’ (3h)
3g/m’ (3h)

DS i 2

[

30 -l

14

RS

2y 1. AR E

o (1) BKECE OSSR MTX R 0.9% SALsESg+, Bl 30ml 253, B A—Utk 50ml

fi OGRS AR

BHO(2) 4 MTX INZE 0.9% SALAESHRh, B 94ml AIZH, 2B ABIA—UtE S0ml BG5S b

2. WA AT 4 MTXNZE 0.9% SR, Foak 80ml ( 8g/m®, #Hi 4h, 20ml/h ) B 60ml
(3g/m®, #i 3h, 20ml/h) MIZ5H, ZrBEAPIA—UNE S0ml BGHHTHE

3.t ] AR A% B 1 S R A P

L. B 2 S A I — R MO TR T IE KA, ARG A TSR

2. AHRAAIENTEE: SRR N 60mlh, RLAMFEARE R 4ml/h

3. WA AR TR EABE R 20ml/h

4

5

HESN

- RPN A A R ROR B =S EERT AR — A PICC
CETEIE SRR PR NS 2 T R R . A TIOANE S, R RER LiE R &4



6.3 XF=HRFRKLHFI=HE

ARG A A LIS B A R 40 T 2451 ik

#Z1E Cer (ml/min ) WIE MTX AL IE
>100 100%

80~100 80%

60~80 70%

40~60 50%

20~40 40%

ARG - —J 7 48h (1 MTX ¥ (B I4E 5 827 B A 37 i
E—JFFE 48h MTX ¥ ( umol/L ) HDMTX it 4% 1E

<0.5 +20%
0.5~1 TeoiE s
>1 —20%
R 24 L TR 4 2305 24 30 5 P 2457 e
FEF LA A
7 F L pU A R4 SR ( MTHFR ) 677C>T T EEREAR,  REtnd

1298A>C
ATP 456 &A% C2 (ABCC2) —24C>T ARG, M2 EE R, N RE
ATP 456 & W% Bl (ABCBI1 ) 3435C>T ARG, MG, DR il
HHLBAE 4520k 1B1 (OATPIB1  ¢.521T>C THEREE R, M2k, #EtERm
& SLCO1BI )

R T TEARE SR A HDMTX il 46 Sy R4l , (Uts%

B BRI 2 e =

=

RFH
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6.4 MERBHAE

AR
it

DU RS
2 ARAS

CF i H0r %
MTX &
Sg/m’ (24h)
2g/m* (24h)
lg/m* (4h)
8g/m’ (4h)
3g/m’ (3h)
B/

P e U &0 AR (leucovorin, LCV ), iR 76 fF Al B8 455 0 LCV A REEAEH, LCV K
T1/2 & 6~7h

calcium folinate ( CF ), LCV F CF (435 ] LA &5 45

L-calcium levofolinate ( L-LV ), JfZPUSMHER (THF ) A9 5- H BEfrA: 9 A0 e S A 4 R
AV, JELCV MTEHEER, L-LV M4 E e TR, L-LV 4G AR T
LCV, Z5MZE4EET LCV, Ifi2¢ L-LV i T1/2 4 0.5h, L-LV {UFHEE LCV i—2F,
LCV., CF Il L-LV A& FER, S Hle e e an s g, Fokil/s 24h P

FEiR Rt (MTX FFURSE)E) Rl CF fiftk 6h J iy
42h, 15mg/m’ q6h, %K 1 CF 7 AR 9
42h, 15mg/m’ MTX IfiL i B 357 75 %%

24h, 15mg/m’

24h, 15mg/m’

24h, 15mg/m’

FEREIREEIR N BB . BRI . WHARAE . CERE . PR IhRESEER TR RN, RS N
fEKGREATREL, JEHUE Ser #Id 2T 25umol/L BK 1.5 A5



6.5 MTX MiREEMUEIES CF B A R

MTX (4 1l 2 9 BEAGHI 7 i

SRAEHT (] HDMTX # ki 45 s if (7 fif MTX Wik s fa S ik ), 55 (7% MTX HE
HWEfEAL) 12h, 24h, 48h., 72h, SRR I 24 ik B G R R S, 2= /04 H I — Kk
MTX [M.25H¢ %

R S b WEFFRITRGTN, (B ASERTRH A BAR) SRAESME I 2ml, 107 (F ) SR ks
ERG, SERIASIN, F5 0T KT RA A, N HH ] B R AR, I RO AE 4 °C VKA b
T

WE T TNMRIRTRREE (FPIA ), FEAHAEHGR R A (A 3gv: (SPE-HPLC ) fw# Hi

MTX HEHEIE & A MTX Ifil 249 B Wil ) K& CF ik 58

MTX,, (umol/L)
MTX,, <150
MTX,<3.0
MTX,, < 1.0
MTX,; < 0.4

CF ROl (h) Ff ki on it
CF TT AR AR I 5] A 8 FR 5 0 58 PP BER BEAT, L% MTX < 0.25pmol/L

MTX HEMFER S MTX [ 2535 Wi L& CF fitfos 58

MTX,, = 150

MTXy, = 3.0

X TR 24h BiTE TS, MTX JFERERTEIG 42h JFUA Rkl 36h TFAMER, 15mg/m’,
q6h, IV, ZJFtRHE MTX,, JH4

HH 15mg/m’, ZJEHHE MTX,, 8%, q6h, IV, EZE MTX < 0.25umol/L

—
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MTX,, = 5.0
(MTX Hi#)

MTX,,:
&
MTX:

1~5.0

=04

MTX IR B B A K 355 CF MR (4:%)

1. 24 MTX,, = 5.0umol/L i :

(1) CF 5 MTX 554 RFC /- FAANMIAENL, 4 MTX MR EER T, CF fRuior
RAE, BRI CRRT Hy CVVH BARINERR MTX (LB AR 25 5 551
MTX I Bk ), IR KA . SRAEA CF ik

(2) HIRBERE CRIKEE G2) TEAIMIIME: MTX F3fifk PSS 28 B 5 55k ) Al 6 A 1
Y. 7£ HDMTX i vEJF 4R )5 48~60h P, X409 MTX B fEH], 1 MTX
PEFITERRZAT, CF fGRuRITmAT ; AR RIER Z fisiZ )5 2h ARH] CF,
“h CF i R pE R 0 1 Sl

(3) CF (mg) = MTX ¥ (umol/L) x {AH (kg), qo6h, #FLkiuid 1h, BIREK
2 <20mg/kg

(4) 4 MTX,, 1~5.0pmol/L i, #i FIEE%E, qoh, IV, % MTX < 0.25umol/L

# T BRI, g6h, 1V, HZ%E MTX < 0.25umol/L

5 MTX ¥ BE(pmol/L)

4 60mg/m?

3 45mg/m?

2 30mg/m?

! 15mg/m?
| xmm

24 36 42 48 54 60 66 72 78 84 90 96
MT X4 7 J FEER IS E] (ar)



6.6 K{LFWELFTE

K1k
ik ]
MTX i —4h~72h

G B MTX HE i 2E -
AT SiE-K K AR st ]

billEy [T
3000ml/m®, 24h,  1/2 % W 1K,
Bi125ml/ (m*+h) 10% %4 1k 20

R b s B A 2%o,
200ml/m” * h 5%SB 5ml/kg,
24h

BRIREEN (SB) ki Ik

Hf 1]
MTX %ijif: —4h~ Z Oh

MTX #iiE Ohr & 72hr

WES
5%SB 1.25ml/ (kg - h),
ffi R pH 4ERFAE 7.0~8.0
[FI#R kKA,
5%SB 5ml/kg.24h

R
Rl BOLIROK, R R Y
1/4~1/3, i S] i 5
12h fEE—R AR, AR
H 4 >400ml/ (m® « 12h), Wk 2%
K (G#E JR) 0.5mg/kg (B UK f% K
i 20mg ), IV;
#J6 MTX HE ik #E 3R, 48h J5 1]
1 2 bk Ak

R
B UCHE R #2500 % PR pH (JR #
) AR pH<7, EYIEH kAR
FoRER RN ; LEAER OIS
P iz s SB A AL IR I

—
=

RS 5 S TR 2 -\ 2



—
=

DS i 2

B 55

14

RS

6.7 EHMERMNS5RMERBAIERE

TR (ADR) BEMrFRES IR NCI # WL gbnifE (NCI-CTCAE ) 4.0 fR

ADR
5
Al

iiRi)i

FrohE

3~4 RN

B, B,

B i it
WSRO, WA AR, M. RSN FIIEE; sk

WAIER R (LR AR RS IR A K T R R RRWO L,

TRECAREER)

ALT/AST > 5 x ULN
B TBIL > 3 x ULN
Scr> 3 x ULN

eI 1 CF FRL 4N A 7% FI R F (G-CSF) WkH, DIk F %k
PERMERE ;. BRTERG . ANFRIRRRA IME TR SCRE; AT A8 FH s
i CF

A A R ERN 2, fr i, HIRKE, WF6eE,
H 15 0 T AT 2450

B D REAR R RRIE , # Sor Ty, KBt insE K AL RIBRAL ,  [RIA 3
CF f R Bl & (DLRGTE CF Mtk %) & &4 B Ihee s
o #% MTX42 = 5.0umol/L, ZERZELLMEBIEACIAIT (CRRT)
1032 S K - R K LGB AT (CVVH) ARSNGB MTX (I %
BT S 25 5 S8 MTX Mk BBk ) 5 A 4 1F Al LU
HRWERG CRAIKEY G2) FHnsk CF ikt (WLETHE MTX HaEEfgAbH)



THLiE

u
=

o=

¢l
5

i

MX it 6~10 7K /24h,
AREVER, KIE 7~9
Wo/d, SRMERER D
JE

WBC <1.0 x 10°/L

i ANC<0.5 x 10°/L
&% PLT <20.0

8¢ HGB <60g/L
Rk Z o >3d, I
TR B A R,
SN s AR RE
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