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@ ALL I3fEREZ. 6 FIE 20 RRANCHAE, BABME - BREER ISR LSV 20,

@ /NEALL IZTH R EFRE TRRRM LT WA E & DI ONTERARAR,

@ 124FEE X v Hrcp20 (Vy%4y) |, Hrcb22 (A Ak 4) , Hr D19 - D3 (v™=)v4/h) HEL,
@ 19 4F CAR T i &GR, CD19 Rz BRI 72 killer Tl (FA)7) 3411 HH !
® ALL 2016 4F WHO 23¥8. B-cell % 10 ffi, T-cell RITEE 1 i,

© Ytk BE O Ak, IE Ak, RS Y B Bcell ALL b5,

(D #5J4% Beell ALL |Z BCR-ABL1. KMT2A. ETV6-RUNX1., IL3-IGH. TCF3-PBX1,

Ba AT CTH 7= 72 B-cell % Philadelphia chromosome—1like ALL [G]7%E,
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ALL 13PERERE . 6 BE 20 BEANICHIE. BABME « BREER ISR LAS D 720,

ALL 1V v 2RBROME DRI Corb s 1k & - CTHEgiE, B8, Mk, Bk
BT D EMRE T, BAcid 1.2 %1 T, ALL ® 60%I1% 20 meAfiC 2w S+,
B (AT TEMD 4 THRE T, 5D 14, BT 1505 39 oD
BERNSFHFEM (AYAs : Adolescent and Yong Adults) (223  CTABIL 9,
AYAs &9 IEEEIIHIO T & & L7223 EERY & B A D 15 %05 39 o

Z LTt MITE AL 20 5T D AYAs T,

BRELR 7 ClE7 va—v, ANaiIBiESnE L,

T TP T 1212 ALL XA Z B N L & Lz,

Z o E2E TEOHR) OEF . IR — KT T E KR E 520 CRAMERNE T L7223,
JFIR % OFEICIRE STV ET,

- N ALL I BRI ARIE TRERM LT VR E & DI ONTHRA R,

W75 40 A2 T ALL O FPIT R & < #E L 1975 420D 5 FEA(ER 31%H 5 2009 £E121%
0% & 720 F L, FEidEmTRIckEEEL £,
NETIEHER(BEE (dose—intensive chemotherapy) 23 %) Crea B Mg
BohnsdZ EMZBNDTT,

ALL O/N 5 FEAAFARIT 90% T2 L £ 9725, AVAs <P TIEHIFF4ML T 50 2L BT
25% T E FEH A, /INEOIERED AYAs PR A THEA SvE Lan, A TIE
AL FRIE DTN R < L JRIRIC L D TR L HWOTY, £72 AVAs, AT

[ AR AR 21T 5 2 & IRRBEIESE T Z M L RIFET,

[ FE & A AR A GVHD (Graft Versus Host Disease : 8 F %t £9%) 75
HLMETY, FRZ 60 RUL EOfF, #HEH CIIEaTIINEgZ L o Z & TT,

12 FE I D HLCD20 (DVFY) , HLCD22 (N AR ) , HLCD19 - CD3 (L™ =) ¥4b) HIFR,

U UIilE, 2012 FREED D ALL IZxF ULIEEIZ X — 7 v M &S T2EF / 7 v —F VHU AR
Wx LfEbivka®, Hed20 (V> x42) | Hreb22 (RAFRUY) |

PLCD19 « CD3 (B — U A ) ERHBLE L7z, ROBETALLIBEDS 1 &R &
MAHTEAD EDZ LTI,

CD22 1 B-cell ALL M KERSTD 90% THRH S TUWET, D22 Hilk & HiiErEEE s mE %
B SO REESIRERE  (immunocon jugate treatment) T,

2/ 21



Inotuzumab ozogamicin ("X AR W)L calicheamicin (BUlEEAEFAEME) &
pLcD22 £/ 7 u—FAHENEE LT D TY,

NRAR YL 500 kel (calicheamicin) ZCBAICIEIE U7-Y = v MRFBUEEAE

(Bt Cp22 i) DL H b D TT, /INMEDHRITHEMERR O K ERITHIE R B D14,
YR EAE ., KRR BEBSEIE R E (METER) 1o innE L,

—A PR LB FITRAIEZ VA Y T FITEEES T, VA P& KT

YVEEL Y = v b EMES S CRE B 983 kn/h THIZERHIAE Y-V 35 L0 H LD TT,
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WEIIE (20) 2O C—RmEFITo72EDZ ETLT,
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KB IIRAEIE Baka bomb (FEEEMEGH) ESbivE L,

ZERHZIE DWW T H 7L EFEPFIC 143 10 TR b OMEL BT o T, 1ZEA L
IDSTEFAL, AX—U+—XF1E (1977 4) THEREOEBIENBEE I NS
Gmnd 0 £905,

BV R K O K EBBIEDO T b A T T S r ko BiE A

B L-EDZ T,

REVE S O M E R O3 SEIICE LW OBRBHERH 0 £9°,

Fe BRI T 2 RONED & 2 O AN B i O BRI T A2 AAL, AR HIZH% D
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IREHEDIT DD FIZE LWRROBMIE, € L ChErMdE BN R E LT,

BREEIZZ DWW ) BAZ R T\ hd L nfEofiT snsBnwc Ly,
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NERZ 72 &2 HOO0 TIE (W) &L 1B EEEE SbiFasixe)

WA R 95 & 2kmPRiZ2 BB AE LT, &E 1000m SR8 T
HDHVIAKEHEEZITWNE LTz, B TOEA. AE 3505 40 ., BEE 300 kn,
ARBTG5 20m LU, REE 300 km T/TVY, FERFHIZWLTRLS 10 P TL,

BRI 20454 H 1 HA 5 6 A 21 H £ To 82 H o ik T H A O ML A THE 1
2702 #%, #H 30 UL EORFEGED R L, KEOHBRBEGITZER: - KT -

A 33 ik, i 67 R BIEHEM 223 &, REHT 5 & 3 HBOM T,

Wik - BESF 313 E, 1| H VS 4 ERBI S, FFRBEOMT R 11.6% & 720 7,
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—BHZ L THTFOHRBENOHEA, PRI ATEZDIBICEAIFIED ZEH 5 1A
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ZOE . IBVIART THOK) ° [KkiEOERr] THEINLTHWET,
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PEF TR TV KE O ALT (Assistant Language Teacher) (22 DY mig
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HcHE R SE R EE (14 4) | BB 03 (B 14 4) |
RITEAL T ENDHY LT, AW TEREEORE (LBY) | T/hE
J&E) L= DIk D LT,

[H B OB - M2 OB I REIT 2B > TAICH DTS EHBET-T,
W\ BT 72 D MERE A T DM CBED T OB EBIC U THEHEME 2 D A,
HOBNBHIZTEAEINDL T, BICRK L THEBNLT S b OIIMEESLND
Mzt Fr o> T o b O B ZZR LT b D70,

WICHEEE -5 b DIZTHCOEEOHEZ —H BN TN 5T, |

Eib < FUELARd & BnET,

(B OEEOMELZ —H BTN HT ) 72T,

HEFD 6 4R O SR O S BRGNP AR Ll E TR m - 7o &9 T,
FEORBREIEIZIKR D X 9 R8N H Y £ Uiz, N HREATHRIT £ 3728,
INFIRARFEREE T AT HATL X D002

72 & 9 7o RIS 9 & - THIBRIFE 235975 30 372 DT,

(HHEFEEH, 22 ANTTHE 12 HTHREENRD, ZOMFELZHN 15 H L
BOERLN LD 8 HTH: ENoTz, Ha, £ 1 ANTTHERHTHEERSN?
(RETHRNTHIALYY) |

SRR THEE (M my ) £ TREEVETZOFY — oz —FTT,

ST & & AERRETO RF52 5RO i B I 3l LA . RS HURUH [E R A RS, IRV T
FOL AR (BRI R FHE ) ZolcenZ &TL,
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[H1 CD22 Hifh : ~ AR ]

(D22 & & —745 v h & ULTe_R AR AR FIRIE & | BEYER bR 1A B

& D RCT TlE, BEEMIL 81%%F 29% (p<0.001) . progression—free survival |%
5HAX 1.8 r A, BAEFRTT 7 AXF6.2 7 A, 2 FALFH 22. 8%%F 10% (P=0.001) TLT7,

Z i FDA(US Food and Drug Administration) & EMA(the European Medicines Agency)

X ALL FE3 . VST inotuzumab ozogamicin (wSZ AR @ 2020 4EEPNEEAH 133 5 1297 [ !
) OHIMIREZTFAILE L,

72721 51% CHFEMEN A D AVEHEIRH TIE 34% T, F7-RIEIERAZED 13%%<1% T L7z,
NRARFITEDY 258005 21 5k ALL O FR36 - HHAREID 67% TReaTMirHmoivE L,

2020 4 2 AKFRCRAR T 18 UL FCIXELARIN TVERE A,

[Ht CD20 Hifk - U >4 2]

—J5, CD20 (2% PN Y Y 42 (rituximab) TF, B-cell ALL @ 30-50% C
CD20 MEHINET, VY FH 2 (rituximab) & hyper—CVAD (cyclophosphamide,
vincristine, doxorubicin dexamethasone) THEREZEK<Mz b, VY FH %

PR L7220 0 b AEAFRD S L3, BAE (D-20 51k B—cell ALL TIXY ¥ FH 3
HIRBRELTEDLERE LD LT,

[CD19/CD3 —EEFF 2 T MIRFHEEHA : ©—VU %1 1]

FIZ CD19 I& B-cell ALL @ 90% CTHRHH S iuifullichiik LA L E T,

Blinatumomab (& — 1V > A k : CD19/CD3 —EEHFEME T MR EHA) 13 T Mfa &
PLCD19 FUARD I HFIZVEA L, T AR B AAAE BAERIE - MlaEESEZ R Z LET,
2 DB A FF > CTHET D LV ) b TT,

189 45| Philadelphia YefafiRfatk#iAi o Phase 2 kT A 7 /LT 43%75 blinatumomab (Z
sz LE Lz,

E—U A NOBRRITEIL, ERTAREE D 82% TMRD (minimal residual
disease) [ZMETUL 7z, MRD L i3— R, EERMIT > THLO TN K- T
WD EW)BEWTY, Phase 3 T A TATORINMIE =Y VA NEET 44%.,
MRD &M 76%. —J7, EMELFREE (1Ril) CTRUS L72Di% 25%. MRD 2tk &
2o 7=DI% 48% T L7,

/NFALL THEE, BHEMEO 10 flice— Y YA NEEH. &0 2 A LT
39% M e AR L, 27 Bl 14 1] (52%) 75 MRD & T L7=,

E— U A ORIWERIE B-cell ALL O DOTERICHEARLLIRINFFAR TE 5 H DT,
FEN BIE MPERED, il Ry Zm T ) U2 nEDZ & TT,

7277 L cytokine release syndrome (Grade=3 :0-6%). ffEHEM (grade=3 : 7-14%)
IFEE T,
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EWVIDIFTEDA & EMA X E— U %A R Z kK A Philadelphia Yefa Rz
CD-19 B5tE ALL DR, EEHRBNZ AR L E L7z,

F- 1, 2HIEEEMUTZH E D MRD BEFI CHERTLE LT,

F7-[AARD 1 kLl D Philadelphia YeafRE2M: CD-19 B ALL THFFR L72D T,

. 19 5 CAR T HfaAGE, CD19 F¥iksz BT 1 7= killer T HARE (FAV7) 3411 5 !

FZENTIE 2019 F XY CAR THIBREBREA SHIGRKIT—Z&, Zh bRk
ALLBIRDE 1IBINE 2 57255 D LT,

CAR T HlfasEE - T, /MM, HIV OEFD CART (combined antiretroviral therapy :
IV he oA VAR OZ ehbBol-oTEn, &< TCAR T HIfIX

X X THIRSZ R T/ (Chimeric Antigen Receptor T cells) & &9 D% 9 T,

2010 FEARIT 70 o THEMEIS ORI R 2 R LR E RGEE E R T2 BEN —H2H Y £97,

1 DT KRORFAETANE R L2 THE £ PD-1 (Programmed Death-1) (Z
T HmET v 7 RA Y MNREA] (AT V—R, F—bL—X7R L) TT,
AR, HREROERfER O CARBMEE L T LI EnH Y £ L1,
TR, /MRTT & A STAP FliE 23 GEREIZ 72 > CTUWNZE T, TSTAP flifld > TAY
TLXIM?) EBHEELIEEZA—F, [DAROETT L] LD ETLE,

Ol EM: T MlE (Killer T-cell : CD8) X IZ PD-1 (programmed cell
death-1) WO ZEENH Y . TV THIREA B LMD Z B LA 72 &
WELET,

— 5., AT E T fMlaDBEZ K5 T7-0

PD-L1 (programmed cell death ligand 1) W95 U H > K (ZEIKIZFH L WE)
ZEVET, JVVy MI—REBETLHIL OO TT,

T Hilao> PD-1 SRR EFMIBO®EIEZ LYy b — K, PD-L1 U KR
fEadThe THOME) SN ENFEREINET,

F 7V —RIX opdivo ERED FTNZOKEY OF O [-pdi—) (£ PD-1 O & TT,
F TV =R X — b—F1X T Milno PD-1 & U CKiller T HUIIZHE 2 BB
SHELOTT, BRAIEEES TOWHERELEN PD-1 25 U o TREZKE
THEOIRbOTT, —F, EHRMORIERSF., LYy M —RPD-L1 &

B U A0IETF = v 7 iRA v FEEIN atezolizumab (T MU 7).
durvalumab(f X 7 4 ) T,

2010 AR > TEMEREG I CBIFZIR 2R TR R OFEEDO B 5 —273
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CAR T cell (FAVU7T) T, ZiUTZeAEEBED THMIEEGZE L CEMias
BT DR ATHRZBEE T DN O TY, BHooMinsdkiE L <
WMERBT VA R—TLTH50TT, 5z ! !
ZDOZFRITE L DEEN S 2D 0L ODOBIE D HIER S LD 72901
XAT (TAF, BV MRAKRLEEER) EE50VET,

BARBZIX Y FRLOPUR IR O, I & PURGRIRIEIK scFv  (HLEH n] 28 pE Tk
T AN) ObDHEEEZ linker TE X H (T spacer Tkiller THifd LB DT,
Z OPURRRRER CRBPUR A U CRREMICHIEERN R AR L £,

CD-19 iZ B-cell ALL DIFE A EITHRBLL TWAH 728 CAR T #lifd (tisagenlecleucel,
FLUT) IBFEOERIC CD-19 XERARM T,

Z @ CAR T MM RN THIZH L7223 5 CD19 2 RFRA0ICFER. T MR i
EETEMEIZ Lo T B—cell ALL 2% F 7, tisagenlecleucel (FAU7T) &
BV HARTIX 201943 AKX S E L, ik 3411 75 3655 T4 ! !

=2 HMEELFmL2H D XA,

RENRKFHEDK;, v~ R —= ROV F ¥ - L FRyEHE T,

LT7NA~ R =R F = ABERAIZUOREERTEE L, finnd 340H,
Foy B3 HTHT Mmaz) L2 & TLT,

Z OB IR AITIGRTEE, By TFEE RFRIETINET,
WHEETIONNEEMATEAREEA. 1200 HTEHE>T&E £ LT,

LTI TEA D LB TWE LIRS LT UWTSEEEO e A YL (F37) TLT-,

L2os LRI b 200 0 TROEERE ) O X H 12 Killer THED

2=l N D DI PURERRE D & LET, Bl iEhioZ R, hiikekk
(epitope) D~¥AF 7 HilaRH (cell linage) ZAKIZ X DHuikEFED

HERETT,

INEWRT D728, (D19 & CD22 Wi 7% % —7 » b & L7z dual CAR-T iR

HLEBERINIENPHTOET,

7277 L CAR T—cell J&¥E(T cytokine release syndrome CHEFMEOREIWERANH Y £,

AT & B TR ERR, FFE - BRI 0 IEBE & D 200 NEED
BEEMANPD O ILERITEZTCOVELE, il (VX9 Lwd) &

JEEE (RED) IARESESWET, EFEHAGICTH T 20 TT 2, HFIOJIFET
BN —T 4 7% LET, EZANTOPICHEHOE (51X, 23)
EHIRL > TW=DTY,

JEVBE/ N BB AN ZRARFN e it AU T & B 2 £ 97, 372 & 280K, RS D B =
—FIEH BN £, RAMOEHFETRN TN TILE BN £EA,
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DL TRBEMOIE BT RSN E T, RIBERT 28T 57200
WLLTZ > 7D TT,
CAR T3z 78k, & E 2B NKEROULD L H 72 b D TY,

VR, 77> 7 70 hORBTREADENZ Ninjutsu, 27 &V HARE
HBOFFE L7z, BENTELS SAANSTZ 2 IHLOSFZHEAR T, i b EFEHIX
1970 FRICEH O FROIMNES CRINZBEITLIZE S 9 DO TT,
BIIZEEN TH) EEVTERERGEAINVERITITTUT-ZVES
NT—HEENHY E L, RATHLHAROEMRKETERBLIZEWVWD DTT,
FRNEEFORRINISH T E, BIFKEZRATHY ELIZo1F?

BEOKETVERD NFE) 2. [TANTLATA] OREDO— T2 DO AN
BiELZL o T, &LV o E ¢, MAMNAREN T —L L7220
P, FETHHAEANBIEERZNL D TT,

B FERITCHEOREREAENRE Lz, FEARITOa—F—23"&H- T,
INFERE STERBPEMIC TRIZE] OT vy Y EBENE L,

5. ALL 2016 4= WHO 438, B-cell & 10 ff, T-cell SRITEE 1 i,

2016 4E ALL @ WHO 5y¥ETlE B-cell 2% 10 fEH, T-cell 2% 1 FEHEIZHSIT TWET,
B-cell %25 10 fiEdH B DIT, T-cell ZNs 1 FEFEE VD OITIEEFFITEWE LT,

Z D T-cell % ALL ORI EEICHEE (heterogenous) THAMKEFIXIZIERHNZH
LDz TT,

T-cell ;2 ALL IX. # & (Provisional entity) Early T-cell precursor
lymphoblastic leukemia 721F 72D T4,

HARTER %2 535 HTLV-1 (2 & % Adult T-cell Leukemia (ATL) (Z-DWTlE
FEPNTWER A, ZORREREZZ TS ATL OFEHEARVDTY,

BARTFICRE D& % B-cell & ALL D 9 6 b AN GAMOIRE, 1 TG EOR G 2 514,
I RGN 2 f5R T REERRFEN THRELH L DICEE L,

[2016 ALL @ WHO 43%H : WHO classification of acute lymphoblastic leukemial
B-1lymphoblastic leukemia/1lymphoma
1) B-lymphoblastic leukemia/lymphoma, not otherwise specified

TN TRRB LS B2 B-—cell RALL Z#O02< A2DTWNWADTL X IMN?
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2) B-lymphoblastic leukemia/lymphoma with recurrent genetic abnormalities
a. B-lymphoblastic leukemia/lymphoma with t(9;22) (g34.1;qll.2); BCR-ABL1
b. B-lymphoblastic leukemia/lymphoma with t(v;11q23.3); KMT2A rearranged
B-1lymphoblastic leukemia/lymphoma with t(12:;21) (p13.2;q22.1); ETV6-RUNX1
B-1lymphoblastic leukemia/lymphoma with hyperdiploidy

g 0

e. B-lymphoblastic leukemia/lymphoma with hypodiploidy

f. B-lymphoblastic leukemia/lymphoma with t(5;14) (¢q31.1;q32.3) IL3-IGH
g. B—lymphoblastic leukemia/lymphoma with t(1;19) (q23;p13. 3);TCF3-PBX1
h. Provisional entity: B-lymphoblastic leukemia/lymphoma, BCR-ABL1-1ike
i.Provisional entity: B-lymphoblastic leukemia/lymphoma with iAMP21

T-1lymphoblastic leukemia/lymphoma

Provisional entity: Early T-cell precursor lymphoblastic leukemia

6. YelaKRE OB AEE, & T(EK, BBEICE D Bcell ALL b b5,

AEl, ZORFETATEIE >0 ALL OJFERICY AR R N Z N2 LT,
BT UVORFICE D E L EGRH Y T2, FUAN R RO E N0 TT,
Yt fRIT 2 5RO 46 RANIEH TT A, 3ELL EZ2EERE SV ET,

/NRVALL @ 25% T &K (hyperdiploidy @ BEEFORGKRE Y FEFFoZ L) 2
HHOIEESTT, AVAs (BEW, §4) TIELE ZHEMHIE 3% AWM THY . AVAs D
B fERTCIE TR EATEE S T,

Yea KNI T DR, 2 ROYLEARDFEFER TLEAIZS T 1 AT DI
720 FET, AHOMBHERBEINTY T5 LRI 2 KB E EHTRENLET,
T, oY EIR 1 RKEEGDHDI S T3IARD trisomy &7 0 F97,

INEDIRIIIZENDS 36 ik DRFOHFET L7273 18 trisomy TL 72,

Ath 40 HIZE T, VSD TR0 F LT, mmHEOM S 2B Wy £ L,
. HBHET S ARSI ESEE A MR T o o kE, TS AOREIN
[BEATZOHETIIERZ DD, FERRATHES E Bl EEoTWNELER
FHNLRILZEZE>TVET,

BED 8B (FACLLEY) | OEREIOZ T4~y 7 238 9ISLTT,
B - MEFH A3 BUER L%%é%%éﬁ:ﬁl/\ﬁ) JET

[SILAZH L TWELTYH, EHLEDITTL X I, AL THIZHEARIC
ETHEVDND, WV R BBOEVROLALSEHEDbNTEEEA,

9/ 21



FBLWVITORESEHICRITI I ET2RbESIEN T8V ER A,
TR LI TIEVEL X I M?
(BILESLZSELALEY, WHEEE (DK HAE) DZZABAENIT
SS5L5ZE FEVWEEHRLIAFON X ZZADISLITRIE. WD) |

L ZLICHBIZIZ Y ZET, [EE2VWXIERLASOLICZE I W) %
BTV, MEHELRILLTHo720) ZFLTEWVET,

[ZOHDOFEMBRET, EHLEI LR oz, O~ RE DT,
%wT@imﬁ_okiéu#@wA%%Mi&Dbfﬁbw%o_Mbﬂé@f%é
(ZBEDORFEHSEZ T, N LTKIZD EXIT, OIS DHRE0,
AERVZILRELDOE, ZLIZhlIn-E5720, ) |

FIOERIFTA LV FOFIZ AT U RGETU v /N (BEE) o TEIWIEKR?] &
BEFELZ, MY RoTY I FORHEE LB TW=DOTTMN ISociety DZ E72] &
SODIETFTE L, vy AN Lol TH—NEEoTWE LT,

BUBIIMERRIZIT M A E LT,

B R%Aﬁg(%ﬁmﬁﬁ%fﬁ)T%otﬁ\ﬁﬁﬁ%ﬁ%mﬁﬂﬁméwiﬁo
TTEEHRDH Y T, I W LT LT, ELDF L TIRESNA, - - ERIZ
FRE L THESIZAET LOA] 2F D TBRINE H LTHLME2 LIZEZ TWHIT ey
ROIFRANED X 5 g & 7o THIRNCIL SN TR A 9, & L TEIIEAE
SHTRAY] EEHI>DTT,

FEARZE (H2&0L L, HOaxAT o7 0) 3B TEZOBFCEENE L,
(2= T OFEDFFHLIAENIRE, BEERDITTTEoTBSD 2 AR,

Ko TWOWATEA I D EEARNCNAK Y Z 2B 5560 T, MEOITHKRLET,
T 5 EEAARIT TTHUT VWIS, BEERZRBIEL Z50VWH 2L THIK{L T

Wiz ATE, BRI Z, | EMTE SN ED T ETT,

A — &?%@ﬂﬂi&@io@%@fﬁo

(B WVE—FRDOHE Y THAT WODRBIZRH Y T
KT ERHR—LDORFTITARE Il nbE 20K
DrobHWNLHITERD LR

THRY AL ARAALARA=ETT B ATAFTAL AL AL + - |

MEMDOZ WA ZHOMIZIEESED Z L) 222 THRBE (BTFREEANISK) DOAFE |
THY ., EMBZNO N ZITEAEITRE N 2N E WD DTT,
HLE2ROTHERT 201 THRBEOARRE] . TREKRE] 1ITHIHLDOTHY,
ZZIWCHAT: TEANRE L THAZ LS, WIEAREAZSL] OFEIZRDDOTT,
—ETEZITIRbED EFLDOFE | T,
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OB NEHBEONT Ry 7 A MBS EFDEICRF R LET,

NEIATEF o T2 R, HATERE, BB 250 & AERICBER ST b ET,
JINVE S KB tubular adenocarcinoma, well differentiated group 5 & |- 7=
WL ETIE L E LR, AL OBET, £2<FEHLTHELELTELDTLE,

ﬁ%ﬁﬁ%ﬁ%L . BEOERSE (HEPSERN) CEENE L7z, BlED
WoF R I ATE W R WA ORYRFEARE A BIE S £72 2 2SIV TVET,
%ﬂ%i9oﬁxft< 720 BB K TFN D FEMBROS B STIERE TV -8 2 AD
KREEBTER (F0) I ENFELE, ZOEBOBATIIBAELRES N TOET,
V%ﬁé@r%’)%f\ N7 LTRIZD EXIT, DO ANFTHDHRERD,
MEFONEZ2AREL0E, ZEIIHIINTZESRY, | ITITRLT E£7,

21 FYOARN O EBGFMEIE SN TV D 2 & & 21 BYLOANEEIE (1AMP21 :
Intrachromosomal amplification of chromosome 21) & &V VEFIZ HT Al 9-10 k2
THRLNTEHRARLEDZ LT,

—J7. @ AHEK (hyperdiploid) (Zxf L. Beafkns 44 AR & D 722U ME A5 K
(hypodiloid) OHBEHLH Y 4,
Yot (RITIE 01X 46 A< T9, Hypodiploid |3k D L 512457 £,

[Hypodiploid (& _fEK) ]

- haploid (1K) Yetaffk 23 K
- near haploid (NH) 24-31 &K
 low hypodiploid (LH) 32-39 A
« high hypodiploid (HH) 40-44 A&

Near haploid IZZEAEEDN 24-31 K TH T, /NET 2%, AYAs & AT 1% K0 TT,
Near haploid ALL (21X RAS-activating & IKZF3 mutations 238 0 £9°,

Low hypodiploid ALL [Z¥fafi7Y 32-39 AT TP53 GEIm/N %\ ), IKZF2, RB1 72 &3
HOFET, IE<1%. AYAs 5%, BN T 10%LL LTI, FPRITEFICRE TT,

. R Beell ALL {Z BCR-ABL1, KMT2A, ETV6-RUNX1, IL3-IGH, TCF3-PBX1,

et AR D — DML DY EERIZH AR END T & ZH5E & V) E ORGSR A EiE 703
TXE9, BIAILETV6-RUNXT |% t(12;21) (q135922) D#EJH#E (translocation) T,
Z D t(12;21) (q13;922) DEMI t N#EEE (translocation) D Z & T,

WAID T > ANOFEF1F 12 F L 21 FLREAKDOEHE, RO v aND

INCFD pldpetit ChS W) THEBE, o 1T EAKRORBIZEWK L ET,
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p X a DEDFE TGN YLD HIFICTE DK DOE S TT,

HRFEIZ K% B-cell ALL ITIZFRED L Db DR H Y 77,
- ETV6-RUNX1, t(12;21) (q13;922)
t(12;21) (q135922) 1% 12 FLREAKDO R q13 & 21 FYafko
Fli q22 DERENIE Z 5 L) BT,
ETV6-RUNX1 /N ALL @ 30%., AYAs & A D 5% A0 TR 6T BAF T,

- TCF3-PBX1. t(1;19) (¢23;pl3)

TCF3-PBX1 (% t (1519) (q23;p13) . BB 1 JFYORDO MG q23 & 19 F ik
%l pl13 O#RE (translocation) T, /N ALL @ 5%, AYAs & A D 5% T
Ti&BIFTT,

TCF3-HLF % F&2 t (1519) (23;p13) @ variant TPHE AR, ALL @ 1% T9°,

* BCR-ABL 1, t(9;22) (q34. 1;ql1. 2)
BCR-ABL 1 /% Phyladelphia chromosome t(9;22) (q34.1;qll.2) T 9 % q34.1
(ABL gene) & 22 % qll1.2 (BCR gene) DHLFETHRn & & HIZHAM L
INFRD 2-5%., AYAs D 6%, AP 25%LL T3,
THARB CLEZ2H%UT, Tyrosine kinase inhibitors (2X VW P& NkEL TWVET,
IKZF1 5 #53 BCR-ABL1 & Philadelphia chromosome-like ALL O CF#%NE DT,

« KMT2A (MLL : Mixed Linage Leukemia)

MLL (mixed linage leukemia, KMT2A)Z#zJ# (translocation) (ZX V.
AL FRIMEE Y MO T OIEEF B E T, 0-1 %D ALL @ 80%,
/N E AYAs T 5%, AT 15% TH 28, MLL O P& IO THRE T,

B-cell ALL ¥ DAL, epigenetic regulator DEENZ DT Z H TF,
Epigenesis &% MBI TZBz72] WO EKRTY  AZEINTZ
BRTIEREEELET L2 L 7 a~TF BRI &L

(B 21T A F/VH: CH3) 12 K 0 BRI B
flEpEnNsZ x50 ET,
T8 B-cell ALL 2MEFRIZSIG LI W & b s & D2 & T,

. B RN TH 7272 B-cell & Philadelphia chromosome—like ALL [A]7E,
WA — T v o T OBIRTIRNTHEARIZ KXV HT LW Z A 7D B-cell ALL R[EIE S5
LT E L, THHITaREEA (aneuploidy) <0 — YLt (R HRAK

(single chromosomal rearrangement) TIL/RWD TLLRNISEEN TEX oD T,
AR FE & T 2016WHO 43 ¥H D B-1ymphoblastic leukemia/lymphoma, not
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otherwise specified EWWHDTL X 9D

Z DR OBIBTERDOE R ORI TERIIZ 2 02 vE RN PrivE T,

KHZA DO FFEIBICRETE (F—~ LT F F3I7) OFEROESFENTTEET,
YHBHIIA T U HFEN DN FHAT L, KADORTEFEIRE 100 §E5< HVO

HEENDOMND DI T LT, X —~ITF b T OIS % 520 TSI

4 NCEERICHEE L7200 T4, TENRT7NL Ny~ FLTWD] W) ICHHAZH 2 AR £ T,
BECHYA L EZ ZATERIC THNCEREL TS EW ) EERTITAWNEBnox £4,

KA YEETE 9 & vorhshent (747 ~—=x >k, BIZEL D) TL X 9D

VIR, NFERZ TR S RO TREDBE &S OUNE 7 BURSER) (2A7& % LT,
(BEEE L —) > THMOZ L sTeDNE REEEE LT,

LI TCXRALLPEEDON ST ) #1770 TY, M TEROT <

WEo3 1 OFEEM b H Y £ L, 5 ARE-eRM, B/MBERENGE S Z 2 Tl shE L,
B/ IME D ELTE HE O 9 <t < O E[EHBEIC S D F

B, WB L ZOBOFEICRY [HF X RXIDENH -T2 L5 5DTT,

T, BUMEZH SR -72D T, REXXIDENH =0, T2 LHEOFT
NIxCTlha~v—7) Eolc k5T, 2H5AFHERT~ [BORFEE] OF T,
AFfEDO NIZH & 7 v — 2 EFT 5 DI NG A> TE T blic Lo b
15 Lok [hdh, |EARON) EWIHIRIERH D F LT,

ST N—=F Y o DIF NN NET, EOIBMERD 1960 FFAUZALFREICIE D £ L7,

AR, dhlitk oK FlRE AT E L,

(B TTh, FAIeEREHEEOBR TMAEHZR S EEITEDL L TWnE T

THEY ., HEIXOTETHRBESCHOMLTL, REETI00 FHEZ%k-T2EtDZ ETLT,
BlliSEH /=% V2O TIRENFICALTEHBEOIRKE FIHEE TIT- T
HAMTZRITNTE 2 72WnWEDZ L TLz, L ULIRITIFAI 3 ez v E A,

ALRASE CILRF ATREDS IEUVR U AT S 2 R AJREZR DT,

« Philadelphia chromosome—like ALL

Philadelphia chromosome—1like ALL |% Philadelphia R MERRAIIZ Ll F 97

BCR-ABL1 f 58T (22D BRIBEMLT L 9FED ABLEETHREAE LTI OIZRDHZ L)
XH 0 EH A, Fli e & BITEML/AE ALL 0O 10%, FRA ALL ® 20%, AYAs TE—Z
EEL 26-30%Td, /MR, FATTFHRARR T2 ABLL 721X JAK2 24— > b & LT
tyrosine kinase inhibitor TPH&NBLET 500 LNV EBAKR A FTT,

Philadelphia chromosome-like ALL DB EHOHHRUIIKDO LI DONRH Y £97,

- CRLF2 H#5 : 50%., BEHTEU,
« ABL-class tyrosine kinase genes:12%, /IR & FEFEHTEZ W,

13 / 21



- JAK2 FFEEH:10%, FEAICZ,

- EPOR 2852 : 3-10%., AYAs TZ\>,

- JAK-STAT {EPEZEL © 10%

- RAS [E BHFREK : 2-8%., BEEHITZU,

F M T-ICRE &= B-cell ALLIZIZ TRROE OB O H Y F4,
- ETV6-RUNX1-1ike ALL (CD274. CD44—) : /N ALL @ 3%, F1% 2
Z AT ETV6-RUNX1 #EA & (Ll F A% ETV6-RUNX1 fusion 284 0 FH A,

- DUX4-rearranged ALL (CD2+4) . ALL ® 5—10% T AYAs |24 < T BA4F T4 0
7277 L 40% T IKZF1 RENH Y Z OBRETH AR TT,

« Myocyte enhancer factor 2D (MEF2D) rearranged B-cell ALL (CD10—. CD38+)
/NFALL @ 4%, AYAs ERRAD 7%, FHRAR,

« Zinc finger 384 (ZNF384)-rearranged B-cell ALL

/INFVALL @D 5%, AYAs &N D 10% T9, BH-RHUA (myeloid antigen) ¢ CD13,
DB ERHLTWDLZLENHY FT, Vo REBHADHEEZEHL CNDZ &
EIMAEHROIMICRE LB 2N E T, PHRITFTRTT,

9. T-cell ALL OEJFIZEEICERE, PEOARREIXIZIELEN, DBEITEE 1 DA,

T-cell ALL 431X 720> 1 fE¥H, Provisional (B%E) entity: Early T-cell
precursor lymphoblastic leukemia L7d V0 £H A,

T-cell ALL OEEJRIZEEICHE (heterogenous) THAMKEF I TITITEHNZH D

LD ETT,

SEDS LB L2 VOIERE, RS THELENRNE NI 22RO TLE I MN?

HTLV-1 1 X AR T MO s (ATL : Adult T cell Leukemia) [XEWNTIX
JUN, i, ABEE T2 VWO TTRFEEICHWNET,
YR TEFT SR CHMBNE D F L, RFEmMOIEHME (flower cell) TRAT X F L7z,

ATL 13 b & b EMRSTRFRA D RF o TV T, IRAERFRIZ 72 o TREED B yRAERFRA D
AARIZHA L, SRR A BEE O SN, dbigE, BES IR Loz o Tl
it EbET, Y~ MO SUNEEOREE (7<) fiFfkix
ZOPDOFEROTL LI M 2VEFEILOOARBILRNE R A4 7 Lice &,
TH A EEY - NEFEI 22— VT AIHFD E Lz, BENDE 300 KE OFRAENE D
HoOMo7=DTY,
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B OWOWAE RSO EIICLCHAEZ L THEINTBVIBONRT=D
BB A ABA TWD DO dh S RKEN L E LT,

ATL I EARZEGTRLET AV A, B 7¥WRE. 77V THLRLAMRICEH

ML 72> TND LS OTTAN, ZORFICAE < ATL OFEHEN 2V OIXEIMZEWE L,
HHER ==X I a b (BEAE) I IERENG & TREICER L ET0

BV RSO T AR E WO HERH Y, ZZit==F /I a bR EELEE

WO YRSV £, MR T A DNTTINHELNE ZANE-E ST,
EHRWHEETH > TERMEO D il L BnE L,

MEFARIC L D &, ==F 7 I3 b (BRERRAN) 1TKENLRL- TEXTI oI EREL,
ZLCERTHTENZIIRL, M~TFTO THEANE (F7~Y) ZMERL, S HITHEEIET
RS RFIA~E 2B L0 TR EHER L TV £,

TR T o 70 & S IEFITHRWEITR I T it TR 2 BB 2 APEE, MEEnE-o Tnd
DICKEEEE LTc, HFLOWRELIZONORYLOHKFEZ 7= TR BnE L,
FRIRE (A Y4/ 2ab) OBRNIMZPRTREBREIEFOFIZENLTLE S DI
AU E 2 IEFENET] (DY) CTHiNBREWEHS 5 X 572 b0 TY,

FEMREBEMITEIROELHE (HAHhD) L) LZANLHELEESbiLET,
IR T O N THARBEREOR] ORERAMPRH Y £,
WD DLE A — MVBENT- & 2 A " OOERH Y . MR EEORE, 0 50
Mz2EYE Lz, ZOMZZOMEED & EEIRNZNEVIBEANRDH Y
ASTHIS AT ZORAZBY 8 A,

T-cell ALL @ 80%/I\Z NOTCH > 27} /v (MR DIz ED—2) ORERAITENE(L
(constitutive activation) <° FBXW7 OEHERIEZL . (loss of function mutation) 73
Ronzs oz L T7,

723 Notch R & Iduii, #pek, M. (KHi7ZR & OB BAMR T 5 8 s 7l i

(¥ 7 FARE) REETT, Notch l3F A ma vy a yNZOPOKE (notch) O
MDD E -T2 D2 & TT, T-cell ALL IZ%f LT NOTCHI 7" /LR 1328 B
2N ENDIRIEICH IRy # — 7> NI2% 5 Ty —secretase inhibitors 23MfEi
FIREERBBEENRZNEDZ LT,

F 7= T-cell ALL C CDKN2A locus @ pl16 (INK4A) , pl4 (ARF) ST O KN
0% THR.OND Z LMD, NOTCH o 7 F /Ui alroTE Mk & CDKN2Alocus KIADN
b2 fett4 5 & BbhE1,

T-cell ALL @ 50% TYLEaRAEIC L 0 #R B K85 70338, LIRS R 128
WRIFHRINDDOEZH TF, HZ21F TLAL, TAL2, LYLI, OLIG2, LMO1, LMOZ2,
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TLX1, TLX3, NKX2-1, NKX2-2, NKX2-5, HOXA genes, MYC, MYB, TAN1 73 & T,
ZOHIZ, AKB, HKT, SKE, NMB 7g EIRHE T HEE L M2 niZA S Ip L BunvE Lz,

FEREEIZ KD | BN EE R TR T RENECET,

Z B OB R T1E WTL, LEF1, ETV6, BCL11B, RUNX1, GATA3 72 & T,

T-cell ALL @ 25% T PRC2 Z K595 AZH2 & SUZ12 BAin 1 DFEHE R HE B
(loss—of— function mutation) °CKRIBDAHILET,

F 72 T-cell ALL D/NHED 16%., AN D 38% Tigfn R BLO 1% B il
(epigenetic regulation : DNA @ X F /AL K 9 12 DNA Ha Befl Al 2 fE o 7a
DIZHEA STV B 210) (ZB59 5 PHF6 DA RSCKREN R LN ET,

T-cell ALL TIZT 7T IWRERZRD FtD L 9 RBEFEAR LA ONET,

- PTEN REZE 5L |

» P13K-AKT 7" F /LR BB R KRR (5-13%)

- ABL1 & NUP214, EML1, ETV6 72 £ & O HESIZ L 2 Bz FEE (8%)
BEE /2D X ABL1 2’59 A4 tyrosine kinase inhibitor 2 H TH Y
TERDALTFRIEIZO AT 2 L PREERIIFRFIND LD & TT,

DNMT3A 28 58 (38 18 1 R MRS TR OV E 928 T-cell RO U L PEEVEES CH RS
L (10%) THRABTHEE &bl 7,

DNMT3A 8 B D yfiElE 44 7%, Wild type TiX 29 % (p<0.001) ,

Wild type » T [TA N REA? ] TONCHEZSIZEHZ 2 ET M,

[ EICONT, P TREZHELEODLIEZHAEME NS ] OFEE S TT,
A DIZHAR S TIEFR WD BIR T, 2 O ZEIRE BT,

DNMT3A X H IR CZVWVESE O bR S D Z D T-cell ALL O—#IE
DNMT3A ZBH 7 o — L ¥E s 634ET 5 L B4,

0. AL ERRIEITE A= HIE =50 =R, B HAREREIRIE TP, & Al i,

MITFEAEF S AT 2019 4E 3 A 6 B, LEFREORAEE - Tk X0 #Hfs.
BER, BTFHELAENWTT, —HEU EZHRLBENTRWE BV TET,
THAFELRY, | o TWET, - REEMMEBHELZ T TOET,

ALL O 1 BIR ORI IR O 4 HIZhl 2-3 FFIC R OVE T,

Tl b B EMEARE (Induction) =HIE®EE (Consolidation) =i@fbiEL
(Intensification) =#EFEE (long—term maintenance) T,

F 72 2 & TN AR AR DR 2 A RS L AR R IR TR 21TV E T
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F I ART K DI 2012 FEE S ALL (28 LEBBICHY —F7 v &Ko T-

E 7 a—FAHERRR A EfEDbviGD, HTCD20 (V> FH) | D22
(ANARH) | PLCDI9 - CD3 (B—V ¥ A b)) ZRENRHHILE L,
WOHFETALLIRIEDF 1 IR LR DA LD LT,

F£7- 2019 4E1Z CAR T #lif. BDHEEHUR (CD19) 2Rk AR A ML 2 AP T 7= killer T AR
(FLUT) BB LE L, 3411 FATY,

INA Y A7 EER2MRD (Minimal Residual Disease : EfE L T T D/ i&iw N
W5 Z &) DR D850 X R G AR 21TV E S, MTHE T S Al
Z ORI E AR BT > TV ET,

LU ZHEES Graft Versus Host Disease (GVHD, F&HE v HfE 195) &2 29
AREMEDR SV £,

TREDS 1 Btk 5 Z LI MRD OFHli 24T\ FE 97, MRD T2 TOHER TR L M7
(powerful) FH#&IKTTT,

[ FAX AR TS : CNS prophylaxis and treatment]
VAN 12-24Gy O3 EIFHRVEEZE ST (fractionated prophylactic cranial
irradiation) 2MTHOIVE LTEDFREE, WHMWEE, B, LTl %
L7, TELRTERELRWESITZRD LK,
Meta—analysis CTHUEHRIRG 1T, ONS ¥ E Y A7 HETTHRINRITH Y FHATLT,
L LAJR2IRFIZ CNS IR & D 5 A i3 ThiuE T,
BAEIIAFNEANIZ methotrexate HJMl, F721% methotrexatetcytarabine+
hydrocortisone (Z & & methotrexatetcytarabine x0TI E T,

[lEfE S A fE  Allogeneic haemopoietic cell transplantation]
[EIfE N MR AR TR E 3N U A7 C, BERERL, FF—>2W0WA5E51C,
HulE O B OFEAERIRE T, Philadelphia chromosome B D MR TIIH 1 RINTH Y |
% N\ @ Philadelphia chromosome f&M: ALL THH ML LILEHA,
MRD 3% < %58 b iE)&S TY,

F7G) (relapse) | HEAH] (refractory) TIFFFIZATTHIBO TR
ROTBEMTbET, RP—id~vF LI wbhfigk (sibling) A3ERAR

T2 haploidentical donor (HLA 23243 — 803 2 Wi, e, B, BURE, TE8K) i E T,
GVHD (Graft Versus Host Disease) &L Z 9 A[REMEDRNH VD £7°,
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[ & f7E AH#] Induction : glucocorticoid+vincristinetlL—asparaginase+anthracycline]
SRALIRIEIC L0 ALL @ 5 FEAAFRIT/NETRIZI0%ICEL £77,

L LS TIE 45% LA R T, /NETGE A AYAs (BEH], FHHERRAN) AL
WHT DL BFEEMFRITE0NU L, TPRORNWS A 7T T70-80%ICE L £,

L7rL 60 5k PL L TIFFRE 2N & 5 AEAEFRIT 20% L FTF,

HNENIIR D 4 FEIRDFEH 2 HEH L £,
1) glucocorticoid : prednisone MEHET L 7223/ NETlX dexamethasone HH Y F 97,
PSL %} Dexamethasone &b 7 LA T C. dexamethasone % PSL (Zkk L HAXAH#E D
ALL #7ifil & event—free survival IZL VD AHHTL, LOUHERN 7L ETIX
Disease free interval IZZENRH Y FHATLZ, L LEHETIHEIES

(gkde, FEAMTEIRET . BRLRRIE, HEESE, myopathy, PNk - (IR,
O FEZE . AWNEE) 1 dexamethasone DT 3% 0> 7= D T,
fElR . oL fFR, BEEE 25 L EH&E desamethasone (% B-cell ALL IZxf L
AYAs TIIHERE S L EE A,

2) vincristine(Fravy : BT A I aA R TOH/NEREIC L A flasy Sk
U 7RIS OREYESRE . RAEFRRIEE ),

3) L-asparaginase (@A JF—=1 : 7 AT X U BERMJFE 2 B R ZIZT D,

B2 ALL Tf#H) . L-asparaginase IZflIEE D E. coli & Erwinia chrysanthemi 3 TH 5,
Native enzyme Z {3 554 & monometheoxypolyethylene glycol (pegylated) T

BT 558080 £4.,

L Znlie NEERTRWEDEGICEVHFERNTE THORNPBT L2 E08H0 £,
HRIHUARPEAEIZ X 0 3@, hypersensitivity S Z W T NAIL L - T

T LIX—0DY A 3TV silent inactivation DZ ERH D 9,

it » T L-asparaginase JEMEDRIE N ML TT,

Native enzyme f# DT RPURELEN L < (60% F T) Pegylated Tl 2-18% T,
Erwinia caratovora Tl 8-33% C7,

Asparaginase toxicity & U CHEetE, PSR, BEEFEENH V. BN TIHIETHI,
HELEWEANHB T L ZEXH Y £T O TRIZEANTIIEREDSLETT,

4) Anthracycline

[tyrosine kinase inhibitor <° multikinase inhibitor Z{f -4 % di7i!]

R BRDOEROYEATX tyrosine kinase inhibitor (imatinib, 2V Xy 7)<
multikinase inhibitor (nilotinib: # 7 J, dasanitib: 27U A %EZGEH L £,
- BCR-ABL1 #i A%
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* Philadelphia Yefa {4 ALL
« ABL kinase domain ® Thr315Ile 2%

BCR-ABL1 $5J D F# 13 AR B T A tyrosine kinase inhibitors TFEMNLEINF LT,
FEVEAL AT imatinib (77U Xy 7)) B CERTMEIT 0% EE R £ LT,
L2>L Imatinib OFXMEESDIREDIAR R DOGE T ONS FFIC L 2 KRMBIR3 H 0D £
% 2 A% tyrosine kinase inhibitor (multikinase inhibitor) @ dasatinib

(A7 U ®/W) L imatinib(F U Xy 7) LV NS IRBICENSEEMRE 90%LL ETT,

Philadelphia Yefa RBE ALL /R & AYAs X imanitib X ¥ dasanitib O 08
TN L WNFE D T 5 4FEALFEZRT dasanitib T 86%. imanitib T 70-72% T L7~

AN ALL R O KOJEAIL ABL kinase domain @ Thr31511e ZE TH Y |
% 3 A% tyrosine kinase inhibitor @ ponatinib(7 A Z VI 7)) INZ OEBRICHEZITH Y
Dasanitib =° nilotinib #ERNDEFE D 47% T ponatinib 23FZH T L 7=,

[ #1E ] Consolidation : cytarabine, MTX, vincristine, glucocorticoid]
% 2 BP0 iE 0 1T 2 A AL ERE 2 12 Wik L £ 9, R 5 FREE T,
* low—dose cytarabine
- E & methotrexate (>500mg/m?)
FHEMIX % folic acid (EWE) CLAF a2 —Z TWETHEHHETHBEZ LET,
* vincristine
* asparaginase

« glucocorticoids

VB s U CHAX 12 FFh (intrathecal chemotherapy) Z4TUVNET,
F o [AfEE MBI T N1 U A7 C, BERERL, FF—>20WA5E51C,
HTE & W OEEHEIRHE T,

/DB, T cell ALL X A% D MRD 2ME < BAFTT AN, Hu[E D D%,

MRD 23l 2 AU S BIC TPRIZEA T, 1> THEEDOKES TMRD 2R3 5 ONEE T,
S FRAIZ B T FIRIEE A% MRD 23t CTdh - T, HE D D% I @Mtz > Th
THRIZRITRNE S TT,

[FR b PEIEH]  Intensification : glucocorticoid, vineristine, asparaginase, anthracycline]
Hi[E D EIZHEV VT late intensification (reinduction therapy) Z4TWET, ZiITiX
HAMTHW=X 5 2 4 FOIER 2 VW ET,

« glucocorticoid
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* vincristine
+ Asparaginase
« Anthracycline

VABEZ)E U C R 785 (Intrathecal chemotherapy) ZPfH L E1,

[#EEFHA Maintenance: glucocorticoid, methotrexate, mercaptopurine, vineristine]
H % @ mercaptopurine (7' U UGEHFEHIH, v A 7 U 2) DMFEHERIR T
W = & @ methotrexate®vincristine, glucocorticoid pulse % 1-3 » AE{T772\F 7,
« glucocorticoid

* Methotrexate

* Mercaptopurine

* Vincristine

AR TP (Intrathecal chemotherapy) ZWMABELIZ)H U CTITWE T,

1. 1BIERGIT Minimal Residual Disease Z7n—#/ M) KV &4 1240 715 CHERE X,

ALL TR 2 BAF 72 BOS ) 13, TRIAFE SN TVWET,

MRD (Minimal Residual Disease)ld D@ A TIXTERTM O EE T ALL a3
BAFLTWADZ L] Z5WVWETR, PHRIMEOEENTFIETT, MRD OFHHIZIX
Multiparametric flow cytometry % T FHIFIELMH L % & @mWHEERH D 77,

INNE, Ta—H A AN S TDRDNLRPSTEOTHRZEZA

Flow cytometry (Iififk (AER) 2Kz AL Tz 1 32t L2 L—¥—%
M, Mz XA L —Y—8ELE 2 H5n) (forward scatter & side scatter) THiFEIL T
2D T T ZITHEE RO YA X, EHES TIN—T30 T 56 01E% 5 TY,
FAZHOEAR L CR BT UL EEOSFEN R E 20 £7°,
BEOXAIHY DL I b DTY,

INVEL FRIR O TERER D] ITASTWDOTT N, HHASEPEITFbET,
A R 5 THIRIRD > T2 DI HEER TV 4R 30 DT DFETT, NIABHDOH NG
BEE LT L75E, IR (T #Hf) &Y (kDY) | A~D
RO RH Y BERRIROFIIIR () 12LF 2 DTT,
TOIFLATICR S L&, oWy PNy ZICHZ ST £7,
ZORIFBOTNOH LSRN E 2D 2k [TVIR] L5 507E% 5 TT,
Bk, BOOBEBIITEELEL X 9,

AT DD EBBLZORLNSE, T ICHAWVEFEO THEI L, JLADFER
Ny TRW BB 2 k& B D Wi 2GR UL BRI BT L& 92 O T,
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A HERES COT VEMORAT, 0, BOBHSER LIKRY OGEAY TH-> TWT

/\EEI Li L/f;o

S R B (immunophenotype) OffeEITMALRHE (1inage) DOFHMM, 735,

MRD (minimal residual disease) fRHHD I —)L KA X X — KT,

P TOERE TYEEAOMRONT. IEROMIEL T (cytogenetics) Z7HTZ4T72W

F 973 FISH(fluorescence in-situ hybridization ; ®YWE Z(HT7-7" v —7%

RS T LA S EBMEE TRt k3 %) . RT-PCR 72 & CHE{n 7 B 5 CETER 2R 5B & i H L

i‘g—o

BEAROBRMIZIE flow cytometry A HTT N, FEIZEYT /) L0HTIC

WRMRT ) A —H o T HARETH D ZWiED 2 ﬁofﬁbé
255D ETT,

WA —H 27 (NGC: next generation sequencing) & IIETH5HE L
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