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CSCO Eit#&mi2Trigeg 2023
EHER

1. A SRR E ME

11 BTRITE(G

TERE: UL REBESN T 7 BN A AR A AR S R SR T RIS LT, AT Y AT
F51 (CMA) / B4 cGH K™

1.3 FE

M ALL TG NS4 2% 5341 5% NCCN Version 1.2022. #5if.

LA SR (o AR [ S b L 200 B A I

AR HERIER 60 27 BHch “65 %7, SEPRMER—.

WRIRIT: =65 U B “BUMPAZIREPT + Mini-CVD 2" 18 M .

GRIEIRIT . BT DUARZRICRBTIE RER BTRYT R

I “BiN ALL fE R4y 2SR R IA T B4 T AN L 2 S i R4y R, B “MRD
R 5 R

HERFIRYT . W @l I SE 41 DNA e B TPMT SER R, DIRAE 6-MP 4524, JLHUETE
PRI 2 REM R R

1.4.2 SR (o AR B 22k A E2L 200 B 1 1

RS HENTER 60 27 BHch “65 %7, SEPMER—5.

2 e | €202 B ok 3R EREeH 00SO




e €202 Bk 3R EREeH 00SO

GERISIRIT : B DMK O IRy 7 IS M 4 e S DR i T AR MRS AT 1 T 9t .

1.4.4 52 RMER SOk I 2086 il

Ph+ALL TKI 23838 “F SR 1520 1 I8

Ph-ALL "' B-ALL, 77 DU RRAT ., B BRpbiii sy [ 9. B RIS RS
FEHE M TANMRSAE” A T 9fEtE. Ph+ALL ' ABL J{E2 AR R DO HERS DUARZ RSP . AN 22k
BAHTON T ., W “BREPURZIR T 4100 (CAR-T)” SN T4,
2. RN (<60 %) SMEREMFE (3F APL)

22 RIEBIZWTRDE

Wi J5 4y )2 ol “SF3BI. U2AFI. SRSF2. ZRSR2. EZH2. BCOR. STAG2” i T 90Hf: 47 4%
I HHfetE, # NGS WPAEERRE ]y 1 A

242 HMEIRALS | TR G Ay g

BUR BLUFAL: f§ “CEBPA WG 158K “CEBPA bZIP HEWZAE™ 5 YERERIM A R4S
225N AML fE NMPI 2878 A2 AR KX Z4H” “AML £ CEBPA JE[H BZIP S5FHE N 57, HIEH
OB S IR 2R

WG 254 . R “Ckit D816 Xt (85 21) (q22; q22). inv (16) (pl3; q22) =it (165 16)
(p13; q22) HAFGEM BN “C-kit D816 % RUNXI: : RUNXITI 1 CBFB: : MYHII 11l E.
HBEm

WG AEZH: 80 “t(8; 16) (pll; pl3), t(3q262; v)" ¥ “RUNXI (AMLI ) %% | ASXLI 575"
B “RUNXI (AMLI ), ASXLI, BCOR., EZH2. SF3BI. SRSF2, STAG2., U2AF1. ZRSR2 75" ;




FREN “EAAL =3 DA EARRE, AT L EB R 58, A
FEEA = A5R DL AR ICEEHE 50 i AT, o X e R IR R AR T RS RAFALRT, AN
YERAAR RBURIRE” BECh X R % £ T RUNXI . . RUNXITI F1 CBFB: : MYHII (A ILEH,
ARAERNA RTEARE”
4. ERERMUESMRERBMRS (3F APL)

44 EEMWE AML ATIERFR

L SCHEEETESY: B TRk ok TAREEEMTE (NGS )7,

2. SPIEIR G I T AN MRS AE th T A2 o T it

3. MR KA (<1240 H) A MHERE “BCL2 M50 (4E4s sehn) + smAbyr (L dh
FLAG = IDA+ 23504, CLAG + IDA+4E37041)7; = 60 % 3% FLAG-IDA . CLAG = IDA 7l &8/
LERAITE RN =60 B BAE S

4. BN E k& (1240 7)) #arny MYHfErE “BCL-2 Ml (4EZs sihn) + by (4
FLAG + IDA+ 2235547, CLAG + IDA+ 4237547 ); =60 % i FLAG = IDA . CLAG = IDA F 78/ ;
WAETRRAIT R = 60 & BAA 5",

4.4.1 R BVRYT BRI BT A I I FNAR A e oy 2

1. RS R% (<124 ) #4r1Y IDH2 375 AML: enasidenib F1 CD33 i1 AML: gemtu-
zumabozogamicin 1E8 MZHEE (RN T HRHMERE) ;. CREAIFHIIN “fefE”

2. MR K& (2124 H) #4319 IDH2 2875 AML: enasidenib 1 CD33 fH#: AML: gemtu-
zumabozogamicin YE K M HERE (JFRN T HHETE ) 3 SCFHRITHIM “HAE” . mfl =M (o
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REEA KM ) + BRGNS &R & B G SR BE A R 4d) = IDA/DNR/
mitox” .

3. [ERE] 34y B Ara-C 1~3g/m’, q.12h., d1. d3. d5. d7 B¥h “Ara-C 1~2g/m®, q.12h.,
dl. d3. d5; 4 DNR 45mg/m’ 8¢ IDA 10mg/m’*, d2. d4 . d6 B mitox 5{ VP16, # Ara-C 3g/m’, q.12h.,
d1~3 &l “Ara-C 3g/m’, q.12h., dI, d3. d5 3% d1~3",

443 FIRMERTE AML BRI 2590677

L SCFHEBERA: W “MEVRT WOk R

2. My (3) IDHL AT SURJE AT 25X SAr IR I U85 -1 (IDHL ) 2828 (4 1) H IR0 55 ,
FZHIRYT B R MG EE IDHT 5875 1) AML 2847 %0 30%~40%, 2018 4 7 A 20 H 55 [E FDA It LIk
Jefi (ivosidenib ) 500mg q.d. FHFF: IDHI 5748 152 K / MEvA 1 AML S W3R YT . B E X 24 i
BRI T 2022 4F 2 9 HAtbikZ2y B 1 TR IDHT 5878 Kk / MEiaTE AML,

3.6 “(3) IDH1/2 Il HRrreR E R L0 BEUch “(4) IDH2 #fl5] . H e E
b S S
5. SRR MR

541 IEFWIG/ZIBITHY, JCRMERER TS 6 B8] T it Usir &6 5, JFORMIEE T &
58 6,

543 Bt BT RICRARBARE TR 5 6 TR,
6. {2HEREMIEA IS

BT HMERREIN T CLL s BRI 25




6.4 BT

VIR REAIRITHRIE . JCdel (17p )/TP53 LR ZAE | fAAE /™ B AERfB ( CIRS W4 >643) 1“7
TRREIT + FIZE BT/ RZBRPGT 1 Pl s D 9efts, P8 e + BZBRpshr” dilleh
Wi 13 0 R dfeti

WA B ERIRITIRIE . Todel (17p ) /TP53 FEH AL | o™ EHALRESR (CIRS PF4r < 6 43) 1“8
IR + BRRRIEING + A2 BT, T IGHV A5RAZ, H/ANT 6547 Ml “ORIKECR)TT + 1 Z 54,
HF IGHV 55748, H 65 % K UL 1" T RAEAERE R T fEdE, “Bnlie « WZeksdn” i gL
Eiie s R N7 E e

WA B EAIRITRAE . A del (17p) /TP53 B AR T ez rh 3 “BAmEe” s 1 Rt
g el e+ BORERBAGTT,

5 RMEA BEBIRITIRIE . T del (17p) /TP53 FEFZAR | F7AE ™= AL ( CIRS E43>6 43)
B PR + BZEREPT” i 9T 8] T 9ufers, Tt s “PI3K 57,

SRR BEEIRITIRIE . T del (17p ) /TPS3 JEH 57 | T EAERIPSR ( CIRS PE4r < 643) 1Y
BRI = BRSBTS, TaEtahigm “PI3K MI5H” .

HRMERRFAIGITIRNE . A del (17p) /TP53 FENZASHY “FIT /8 = BLZRREA” i 11 %%
Wit ) 1 tfiers, T aferehign “PI3K Mkl

BT LSRR N,
7. {EMEER B MR

7.3.1 S BHEh WHO 2022 Ribrife.
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W78 AR,
8. ZRMBLERE

I SRR AR KA . PRBRIRAITAL, IR T 65 & AN GA 74

SeGE kAT REDERTK (238), MEEEE (Hevylite) (3338)

BHKA . PET/MRI (3 25)

MRD #:: #4011 IgL V X VDJ FHEHE Z 80

LR BT T B AL R 2 Wihr e

TG VAL . 3T R>-ISS AR B MASS ARiERUN TS 432

ST ANMIRTRY T - B IR U AN F AR Y7

EGBAEIRIT IR, IR S RIEOK + SRR + Sk (1 28); XM ZIdi +
BIPRRAAE K + SRR BE Bl + MR (128); IRTRZIUEAHT + B4R + VDRI EE G + HbZERAS (128);
IR ZICHPT + RAREK + RTBEE R + MRS (125) ;5 IR + HBZERAA (228); SRIREERE +
HLFERS (228)

BRMERIRYT : W4 DECP RN 1 A7 B it BCMA-CD3 3ULEN T3t .

TSl 5 . ARFEIAH +G-CSF (12%); HBiEHE +G-CSF (1A 2%)

TALEE: B “4ElE>65 4w B IIREA S, SELCTLGE M, [HAR/NT 140mg/m’, ”

PRt FRAEIR . SCFEIT o

SRR B IR R N T BB R Y o




10. FEMRFEEMFTSE

SR E kA BOMMUESE A T (ToT), JREVERIK; MIBERIEARIIEERIN; H4m 2023 NCCN 485
BRI E R M TS A R S
11. HEEREAMIE

11.1 AT RIFE

SR K AL g YA, “NGS #:l, 4§ MYDSS . CXCR4. TP53. ATM ., ARIDIA
TBLIXRI. TRRAP %",

11.42 —Z3B 7

B TSR BR: RIAZERENT + FIZEHHH0 (R); BDR: BIF K + HBZEKMA +R; BHA
By iR e + R; RCD: R+ FRBEMERLG + MZEKAS s AR e gy, TTRHER: AA5Ea)lT;
WK = R; BIERK + Mg kmn; RIEMK + R + MhZERM; IR +R; X THREAJ =R,
FAAHIE £ R; FCR: HUAHIEE + G + R; IRD: HHMK + R + HIZEKA
12. BREISERESET

12.1 JARITREIFE

e T 1 | W= AR EA e R IR s

SR EAGAT: “PEHVIRAREER (TSH). ZLRRBLEES (LDH )" oy T AN T Jafete. Bahn “xf
TS PELT AN A R, R IR AR DGR 38 B T Re A COME . FRERIBERR) AScit = 48hn”
N TR

AREAG A . W “T2*WI BESRRR (MRI), (O, JFRIBEAR RS2k 5 i VA i
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RO X TR ER LA I A B, N IR AR B 0 IR G a0 BF
FIBRMRNE 25 2k 2 2 (0 PPl

FEIESCPEA e ~ 07 TR,

BOEERE | “GAGA2 R ZZEAAE” R “GATA2 BFALEGAE”; “Uihi A ZEAL” S Uik AL W™ s
I 4RI <40 B BYIREEAERIRERIZI LT 40T 0L (MDS-RS ) HE 5 % 8 5 e R FRIR R4k 4
PEFEI (CSA) A%,

TTIE “MDS s DL SRR R 5828 2180 ” [ff e v DNMT34 %551 “S7417 2 “A7417, “R739” N “H739”,
SETBPI &K SCh3g i “aCML” J “24%”,

AN UBAT B 5878

12.2.1 MDS K fii2 Wit

Wb MATHDE A E SO YU E LS E” U NI AR . Hh) . Fhik
FNEEARBRIE S B B AR M SR = S,

HRE o BRI,

12.3.3  WHO 2022 f&iT43%)

9 WHO 2022 1&1T43#

124 j&fy

Hm 12410 BT (ERE) 527" &H.

Mk iR A £,

“BEfad” b OCANEASEEESESRCAIEMEE” T RIEEILE KRR B ks EH




BRI INOL A BRI R . PUFLM R, AR HipuAbE

RN FEM Bk SERSICR N,

TRt a: JPEIRIT TS /3 447445 I8 IPSS-R,

TR c: HEIN “IST AU4G ATG + MR ZE = SCllfma. sbsh, X/ s i i/ Mos b iE, ol L%
SR S R

TERE £ B “FE—SBRe ML, BREEIRYT IS R RE IR IR LA AN M < 5% A ER 3 R I HEBR 4k 22 10
FoR, Db b B N AR AR B A R 3K 57

FERE L I X4 MDS-EB2 (%, W LI 8 AML BEAYT, FERDEIERFRINEE . Lk,
A s AMLéﬂiH@iﬁ%“ SHEE T, AML A2 REMCT 20% (ULZMERE R A ImmTE R ).

W 12.4.2  Fitst. ﬁﬁ%/tuﬁ

(1) ZFFEIT 2) #ﬂ BITHIBIE N “{B7E B RGP v 2 R TRy, AR 22 1 e e A
EitE

(1) XHENAIY 5) A FIBF e in . <Xt ESAs J7 80T TC 50 248 I 208 AT 6~8 J
JE AR 15g/L BT sSORFEARLL A B A Am T E TR oK, [RIB 2 R a7 OO0, B4R PR IE 78 43 1 Bk
#R7

(1) FHRAIT 6) BLREEIBINT (G-CSF): N “1~2mg/kg, BRI M FES".

(1) WIE4&H%S.

(2) GPEFTTRIAYT . WIS ARSI 2= i 52 500

(4) B B R Tﬁfﬁﬁ&e. AT, 1.omgke, B3 H—WK, K TFEH.
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2SR (6 J8) PPANJCLT AN m AR, RN & = 1.33mg/kg & 1.75mg/kg, %
2L 34~ 1.75mg/kg LRI (9 J8) J5 R/ LA, SR TCRP AT . AR YT R 2T
EH = 115g/L (RLLAMTE) BEAIT, Y Hb<110g/L AR5 5h, & 3 JFPEAG, L2 &AM
W >20g/L (TCALAMMETE), #2 1.75 — 1.33 — 1.0 — 0.8 — 0.6mg/kg I8 - 443 1 Z L2 2 f
ik, 7

(7) SR T MR B @UCH A EEE (HLA 2AH 6 R k3R Sk 4 gk,
HLA 04 Z0 R 8B 7 1) A9 5335 HSCT ik # R 2 AT B A PEA . DA Rk T
i, 7

(8) /NrFimZydy: i « HurdeZ s b S BTHLIE B A AYT MDS 19 I ABFSE ( Verona )
o, QiR TERIHEREFIE N 400mg x 14 K, TR, 28 Ky 1 PR,

125 TSI

Ham12.5.4 S FHEBRHUS B RS (IPSS-M)

HmarFEPRBUS I 245 (IPSS-M) (0T B =

12.6 JTROFN

() BB N, “SEAR RN L “HRA N BT “FERN” R RN .

WEAERE a~ TR ¢

27 ik

Kk [ 10]

Rk [ 28]




13. EMIMEISSiE

TRITHIPEAS . PN PV, ET M PMF A, E8EERCEE 1.50m, 4K 2 3% AR IR sl LK 20
w1 WHETE

BWIERE, TR BER R B, AT RSN M TR RS SOk R, e
TERESIE M A TR A A

—ZERIT . TR o7 M (R TR o7

TRIT RS WO AR KR JAK2 BEDUEL . AN AL MR £ AT BE GRS B TR AN R
HZE, Bk, 97 B et PR m B iR 2%, Wl USIaFEYS¥%m (S5 a8
AT ). 7
14. BREMEMIMRIESIE

BITRIPEEG 2% PV, H BT AR TPSET- MU Ui /3 29677 o 8IS / e iR BRI A T HR AE
15. [RRMBEEFHEN

BITHITHGE S PV,

— RN ENRIT “GBUNTIKIT T IR (TIPS ) By “Z3N# KN T A3 A (TIPS ),
T B KT AL MGAYT
16. CD19 CAR-T j&fr B 4HRE Ay

16.1 J&ERIIE

LD IRIT R K MR VR B AN LR AT “ & —ZIRT JE MR RN E E LR
1€ BTK AMHIRAATT SR WO 52 K e 1 1 bk O 20 B 1 L5 / /> B IRk T 88 S 4 5% Richter Z55-1E”
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Wi Bk MERIEK L ARE AR RS (B AN MR (2B 2%, MAUELE) .

B[R ] a SR CIEE SR, HTIRYT 18 % DL AR & / MEia St B Ik 4
My (r/rB-ALL) 5. b X B AUMk U R 32 CAR-T UMIAYT, Dk G ik i ALIE AT,
T e AR B L K XU .

16.2 ARG

oA W CRP.

RN (4) CAR-T HIRAEFRARIILLIKT- . QM 7, BREM, CRMEA,

16.3 877

. BrEEAYY WIS . o7, Pibk (W polatuzumab ), /Nr—FHR[a 2y, fbIra,

FRALER . Bhn T iy HkEETT 70mg/ (m® -+ d) di~3 BB 30mg/ (m” - d) d1~3 5
IKZLET 90mg/ (m® « d) d1~2.

Whn. WpEHZEE, RV 500mg/ K, 1R /120" AE R I R A2 5 Tk e YR A
0.96g/ ¥k, 1Y% /12h, 2d/ J&; HBsAg FHIEE, HBV-DNA B 18 1 ARAZF 2B i 17 9T .

RGN W FH 2546 CAR-T 7 i [l 4 RIF IR A o 12 Mk 2 P& 3% DL 2 HBsAg B /
HBcAb BHMERESE #, B R AU TRy, o S s A ELARTT 25 00 R R 6 . W SRR v 4 15 TR
(TDF ) SUE RN &R 15

16.5 ATHEXARRLL

16.5.1  RAEHFREMERAAE (CRS) 43 b3

TR . LAY CRS W16 )T B kA MLIE L 25 51 / Wi i 40 B 2 5 A (KRB 1> 5 000ng/ml,




B il AH s D FUR R, GnIRIRAEALE 3 Rk DA el / AZT 3R T sl LRI e sk i B AT 2 ),
W FLAT % R 0.5~1g LR e nhdiifyy, WY I A e o

16.5.2 R PRZ BRI R AL BE

RN o I CRS M I 2 0E (I4)E 1~2 J8), Nifg H e st rAs
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SPERRE AT A M (ALL) J2—2R R R R MBSO, B 8E . ANE A AL 2%
B B AT B SR A L R . ALL B B LR Y 20%~30%, {135 B-ALL, T-ALL,
“Burkitt JREVR / (%7 CIE AR B iR AT, 152 BAH S8R .

1.1 BT RIE
I T TSN IS

SRR R RAER . BRA. AT AIRER

AR HAl

ARG . IF. . WRERZS . B R . s

RE. 2h

MF R AN M R AT S 255007, JRE L. s @
L. A4 4T, DIC ffifr 20, JBLifidr

HRESERNR A, HEEER, 41205 °

H e 4 2 2 80f N4 R (MPFC) %
K Hr ©




RITETTAE (20)

] | G I Gt Il e

ik rz=oned EERAII G H YL Az E A pT FISH
e (RS 47 4
s y)ltose| RT-PCR A6 ALL AH R4 S © NGS £ &
HLA Jig# f RNAseq I

CT/MRI ! PET/CTJ
AWML, RS, DEE ., DIEE
TR

[ % ]
a = EEMBE TR 2 RGURALNY B A R R, EEAs . Afb . TKAap T .
b WEE T IBEINRY , T I SUE R TR AT
¢ #EHAY MPFC panel #4251 £ LAIX 53 AML ., T-ALL Fl B-ALL,
d EE T A T ARG8T, AR R R T, WEIPOLIEAI 2258 (FISH) fifs,
F ARG R S 5 BB T RS LT, BT EARTEES] (CMA ) / FEF1 cGH 6l .
¢ RT-PCR {XRERG I O 1109 & Wit & 3L K 5%, U BCR:: ABLI ¢ 4t 26 Ph-like ALL fi¥ il & 52 [A

HNEMFE B >-Z
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KMT24 (MLL ) J:HEHESE,

£ IR T AR LAY B T HLA B,

g MEFBEHZ NGS K, DIRSBIHAZWT | BUS 73BT SRy T o SRR

h BCR::ABL [JITE () B-ALL [35, 4344034 #UT RNAseq £, fiigr A Ph (11 ALL W72 &
Ph-like ALL %% s 2H B X 5

i BHEEME RS, W1TkE CT/MRI A,

i BRE TR A BESMAZZ B, 1T PET/CT Kt

1.2 2B

AUV LA P s A BE AN I S A M SR AR (MPFC ) Sy R4 il 12
Wro BB AR WbR I R i b s / e A L ] = 20%. MPFC e RALSARIZ WitR
WES: 1995 AR R 1 L S e 0 FIBIMELH ( BGIL ) FRifE, ALL #3070 K R4 3600 2tk 1 s i i
FES M WHO 2016 4Rk 1t 5 bk C 20 SR 20 25 hmif

1.3 WlE
ALL Wi, NARSE R U5 4 4R RS AL 40 26T 3R ms . ARG R R s
5% Gokbuget ARifE, AHIEEAL2:43415% NCCN Version 1.2022. FifE .




BUA ALL FEEMESE (IFREFER)

- - B-ALL T-ALL

I»B?HTE*HH@]/( x10’ - L") PRl >100
M T HHTB (CD107)  FUMIAET T (CDla™, sCD3")
Hifk B (CD10") WELT (CDla’, sCD3")
A s e

Fiky <35 % =35%

RPE, THEZPE R 26T, 2R A
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NCCN 2022 £ B-ALL FifE5BRESAH (HEEEFEER)
1R HAER (51~65 &Y tafk)
4. 10 8 17 S YR =R B E G B TS
t (125 21) (pl3; q22): ETV6::RUNXI
WG (<44 SRULER)
KMT24 FHE: t (4; 11) siHAR
t (v; 14q32) /IgH
t (9; 22) (q34; ql1.2): BCR::ABLI ({£ TKI FilHCE XA FIE)
RGP ORBRIT R (>5 Pyl 5w)
BCR::ABLI # (Ph#%) ALL
JAK-STAT ( CRLF2r, EPORr, JAK1/2/3r, TYK2r; SH2B3, IL7R, JAK1/2/3 2875 )
ABL J$3LH & HE: ABLI. ABL2, PDGFRA. PDGFRB. FGFR
Hfh (NTRKr, FLT3r, LYNr, PTL2Br)
21 SYLERNERY B (1AMP21 )
t (17; 19): TCF3:: HLF @& HEH BHE
IKZF1 FER K R Beii g 58745
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1.4 87

AR AR A R AT IR A SIRIT . RIRYY (LERILIG T FdEREGYY . T4k
b, MEG /% ALL B3RS . TPRRMIZ RGBT IODIG . JEAEK, BEEX ALL 4 Filt e fi %
FLEEVEA RIS, RRBRT G R A ERAIT , MR B (MRD ) #3097, AR 259
FPERIT IO, ALL BB AIT7R0. AASRANAARE B E e
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141 TR EARMERMEHEMIE BRI
14.1.1 FEEFTF

| g% Il s I g%

CUNRRY AR <40 ZHRGIITR ZAB G 1T (VDP/VDCP/VDLP/ Sl RS
(ftfouk e JLENE ST VDCLP) Jr%

%) ( CD20 FHPEE ATERAPE CD20 i)

Ik =40 B, ZHAEIT TSR Z i R 5T

<65 % (CD20 FH: & AT g A
s i CD20 )
é; WIS > 65% VDPIVP % SRS S B
i (CD20 BH & AT B A HHT +Mini-
}% i CD20 Bdp) CVD K%
ﬂt;ll JCNO P non-ETP & Hyper-CVAD/MA J5% VDP/VDCP/VDLP/VDCLP J5 % Z MG RAF5E
» ETP % VDCP/VDCLP H%  Slikmis
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(1) JLER S 52 (pediatric-inspired regimens ) #8M A ALL fE KA LE ALL IGRIAIT T ZM

B, AR AR A 7o R AR s L K2 ] A Mot el e B 91, T 40 % IR A ALL (3

(2) £#ZB41)T (VDP/VDCP/VDLP/VDCLP/ ) %

KFH (VCR): 2mg, #lkifivE, dl. d8. di15. d22.

F41%#% (DNR): 30~45mg/ (m’ - d) SEHEAFLEHE (IDA) 6~10mg/ (m’ - d), 1k
KACHERE (MIT): 6~10mg/ (m’ - d), dl. d8. d15., d22; Al LIESE 3 K, &5 1. 3 JESEE 1 JFHZ.
WJEHS (Pred): 60mg/ (m®-d), i, d1~28,

VDP J5 FHI M ALL BEAIESIRIT R, AR BT TABERGRE (SR 140 /A wE

Wk 4H i VDLP, VDCP, VDCLP K%,

L- V&BNERE (L-ASP): 6 000IU/m*, d12. d15. d18. d21. d24. d27.
P (CTX): 600mg/m®, #kikd:, di. dis.

(3) Hyper-CVAD/MA %8, %450 AL B MABrE.

HEACGEL, 3,5, 7I7)

FBEELN (CTX): 300mg/m’®, BHkiFd:, q.12h., d1. d2. d3.
KEH (VCR): 2mg, #lkiHE, d4. dll.

BlE: 2 (ADM): 50mg/m’, #lkitiiE, d4.

HFEKAS (DEX): 40mg/d, ks Ik, di~4, dl1~14,
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HEDFE R

P MERS (MTX): 12mg, B§NTEST, d2.

Pt (Ara-C ). 70mg, FHHNIER, d7.

HEB (2, 4. 6, 8I7FE)

RS (MTX): lg/m’, dl, FRELEmbkisEa: 24 /et

DU HERES . 25mg/m’®, FRIGHTE, q.6h., MTX 255 12 /NSITOG R, 2 M5 KPR T
0.1Mm,

BRI (Ara-C): 3g/m®, FFELRRIKIRGE 2 /MAF, q.12h., d2. d3.

G-CSF Sug/kg, T, q.12h., HI758mn 24 /NSHFER I

(4) CD20 FIKkFHTER B-ALL, MIABL CD20 PAFLATIREITRL, W FHAZ 8 bt 375mg/m’, #%
& A Hyper-CVAD sl HAD Z 25865107 5 4800 1 Ko ATl FHABAT CD20 AYE4L,

(5) HAIAETE =30 x 1071, S PR . REVES PRI, s B & A i v A e i A S8 2 I
FIHRAYY . ARG IR s SRR R A . H R B R (IR eSS ZE KA ), #2IRJEHS 1mg/
(kg - d) FIRSKFRIKEH, nT IBCA BB [ 200mg/ (m® - d) ] #lkifis:, %4k 3~5 K,

(6) JTHE 28 REAHHE, AT

(7) BN SRR ELAH 0 I 2 — A S AR SR B e, BEE o FLE RS Wi R 1 R
PR AR I, o340 ) 250 R BE iR T 25 WA Rl YR BoRWTGHE , BOWA S
AR, SRS IGRISE .




14.1.2 ZEfRIR&Tr

SR RPN 70 1 AR B A 2 S R TG B BE RN B (MRD) AR I Z5 R =R YT, AL
FARIT . HERHAIT

Il % Il Stz

Tl Fit<6s ¥  ZAWATHRABAITE SENENDTA HdkE DT
MRD #% ALY MR Bt
G HaEE) UEBTR)
ER =658 EHBAWIT I RIFERITR  SIERE
ALY
<65 ¥ RIEHEN T SN RS
(HLA A4 s (%) s
ol LK T2 B BB B 5% B T 2
JE B S R T R A &
=65 % SHWANITIIRIEGITIR  SIIGHR &
HEALERRAT i
#

il DUBK 2 RT3 BR 5% B R )T
JRHEALERFIRYT




HEDFE R

[ %]

(1) BN ALL &R BE 3 2 sm AR TR Y 71 431 R A s (27 5 3 o

(2) SffiahiEl (208 34H 1R) #H7M/MERR (MRD) W, HFHS0I7. ik
A S E i RS RSN (RQ-PCR) E fye BREEH (1g) BRI T 40244k (TCR) HEHEHE;
Wi S E B PCR (RT-qPCR ) JEBl-A K (41 BCR: . ABLI); F1NGS U FA0 Ig 1 TCR K
JE R A SR BT R EHE CRTRERE RS 1) TNl MRD 437 o

(3) Sffiam b ILERIT A T 240G 27 BALYT, 29WALA NAsE I IR T 25, @
W12 MTFFN RS TR, 2~4 NFFEN HD-MTX, DL 7 Ara-C. L-ASP W7 % . S5 6 4>
ASFFERRITHETHEHAETRIL—IK.

(4) HD-MTX 5 %: MTX 1~-3.0g/m’ (HF B-ALL. T-ALL "] %] 5g/m’ ), W Fi} HD-MTX Hi} )i fefi
FHHEDY 20 FRESARRL, SBGHETIE MTX MR, 28 103 MTX %4 <0.1pmol/L i{i%F 0.25umol/L,

(5) % Ara-C HIERGAY T % Ara-C T LUNFRIER & BEBEA B A (A0 CTX. Ara-C. 6- #ilErs
NIRRT R SRR Ara-C NIRRT

(6) % L-ASP /%8 ALHE KT P sl Rk SC IR SR Y 1T A Ik e i i 1 A Ik 1t

(7) Fiy <40 BWEH, NSHILE ALL R TRT T £,

(8) ML TANMF M. A IEH &M T AR (Allo-SCT ) 3 I UF M A By B 5 7F— 2 1Y
P SRATRTT J5 RS RAS A (CREALE i fEdl 38, dZER AT UEf TIE R MRD 877, RATREIL
MRD Btk TTAEMAMIEA SRS (MRD BtE) FTRL% AR 7T LSRR TS HEA T A AT 40
oI (Auto-SCT ), Auto-SCT Ji Y I AKELA T—E MAERFIAYT




(9) MAZRREAYT: 28pg/d, Rkt 28 K., ByFR2 a2 A, &Kk 5yrfe. R Ik
ZRRPUAIRY T G KM DE A2 T RERY , (B AT S R R 3 il T A M RS AL S LAY

(10) 4EHRATTRYEEAR T . 6- HidEIES (6-MP) 60~75mg/m’, % H —¥K, MTX 15~20mg/m?,
B —0 TR SIS (6-TG) R 6-MP. AEFAY7RE A LAFE S8 UL AL IRY T 2 )5 Bl 4 452
W, ol SaR IS R R T, A BUS CR G B AR A 2/ 345, B RN A
DNA #52 & TPMT 37, LAk 6-MP 4524, JEHJEAERRfER N 2075 BEm il 1) 34 .

1.4.2 FEWMAEABMERIEHE MR BI%
BEEMIETT

TKI W] +VDP/VP  TKIHIIF] +Hyper-CVAD  TKI I + VUM Z Wbt

UES UES SNl RATFSE
Fi#h =65 TKI I3 +VP 5% TKI I + DR ER A

e cwsrea s TR + R Jers SR
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(1) Ph+ALL 5 ST TSR 209 VDP, Rl IR L-ASP. H2 2 H RN % RIS I
FHES S R ERI I (TKIs ), s R TKL 2994 D2 (IM) 400~600mg/d; ik Ve e
(DAS) 100~140mg/d; WRIH R %% )8 (NE) 400mg, % HW; HEDEE (FM ) 400~600mg/d,
BYAAREJE (PN )30~45mg/d, BEEE)E (OL )40mg, q.o.d.. JL3E% H TKIs B4 Hyper-CVAD 1LJ7,
ZHITAR R . (TRl TKIs —Z3AI7 it JoEie, H 248, 348 TKIs AT BEFRAT S 4 RTsE VR 1 43 F
G/

(2) TKIs WAFSERA . ARANEEe = bk anga i (<02 x 10°/L ) FREEimtab@Es 1 8, H
PSS . RGEIF RN, FTLAGRHS A TKs.

(3) BEBERPERITIYAIINITE, Ph+ALL “Hfbyy” i) RIE A8, S s RpFIT.

(4) IFEFIRITH 28 REATEE, AT WIGEMIEESY. BCR: :ABL @& 3HER , Hixk
YA F A A NG PG o

BRRIRRTT:

EW (BEDE3AH 1) WINEBEEAY . BCR: : ABL B &3 E B . S 4 MRD 4347
Fi BB AR | PR T AL S G EE A INE B (MRD ) Rl 25 5432




MRD AFE <65 % ﬁ%lﬁjﬁmﬁﬁfﬂiﬂﬁﬁfrﬁ (A& AREMTAHERE SRR

FrEERAE EHEE) (FLERIT )
Ay =65 % TKI M| RIS ALITIr £ Shiil RS
EVAST G ARG T
Ry <65 % DIMZWCEAGTERRREIRITIE  ShlRDIS
e S DAL oL T A% A

(HLA H& B s (Uft)

Ry =654 TKI MGG ST 7 R UARRZERSTAITE - Sk RIS
VAT G AL IR ST HEALERFRT

(%)

(1) WA TAY =5, PhALL 2—KBUR2E . REHIPRIERY, SN i I 20 i R e
SRR R E . A BIE A B0 R AT R R L D T AR RS, FRAES AT U] TKI 4E8

(2) TAEBHE . BCR:: ABL Bl 3 2N FG IAVEE JUHUR 3~6 D H NFCBITER ), ATLIE & A 1K

)
A
a
’jﬁ
pi
=y
el
Jiia
=]
i
v AR, FSRUS T TKI 4685 "
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(3) TAEME, 4ke: TR MR ZERRAT (FTRIBRA VOR, Wi R E, 5k 6- si2kmEmng |
WS ATINE o), E2CRGED 34,

(4) A, {5 MRD MR, W DRZEREAPTIATT (H MRD %% B 5 477 1 57k PR s 1L 20 At
M

(5) H—AC TKIs (BRAJE 34%) FIREIREERZE D TAEYE R, SeREPiR 254 DUMCZ R PR 4t
X MRD # A BB AVEF, Ph+ALL “Tofbyy” iU AR R, SR
143 XA RZEEDIRAVIZHT. FBHFDETS

XA RS (CNSL ) 2 2 Mk B 4 A 006 5 % 10 E AR = —, P s 00 P 100955 1)
JTRL, CNS TBFAAYT I B RIS P I WA E MURATIE, TR REpIRE & .
CNSL BB 405> 0.005 x 10°/L (5> /ml)
LI 45 4 7 54 40 4 WA I 7 OIS o 010 0 2 S 0 T — B WL, (L o 90 o
CNSL %7
CNSL CNS-1: FI4IAEsZE TR IR EL AN ORZ5 RN AT 1 4i AT T4
OSSPl OS2, BRI R <5 A i, TR E 4T
CNS-3: W 404 = 5 4> /ml, A] UL LG TR 0 40 i




[ %]

(1) CNSL [Tiiph: ATATZAIY AL ALL Y0750 CNSL R TR, I 59T ALL #443897
el . WG . ORNIT; QBENATT; @Ky,

BT R BEARATL, 7T LIRSS i OB TR R . m AT 2ok a1 IS . A
W5 FHZ581 9 MTX 10~15mg/ ¥R aE MTX+Ara-C 30~50mg/ X + HiZEK b =16 (E{PIBe) FIZh. W5
YWH—MERIEk 6 UL, e BFE A 12 kDL Lo SR — A 2 /8. 18 B DL e
fe A BB 35 % LA I B3 PR T IR M Sk UROTY , T — OAE Z i IS DL IR AT I s A A T e
17 TR RSOy Bk, S5 1.8~2.0Gy, ZMRIEM.

(2) CNSL WJiRY7: B2 CNSL B, SeiriiipiEsbyT, MTX 10~15mg/ IX +AraC 30~50mg/ IX +
HOZEKPA =106 (BRPNIE) BEPNEST, 2R/, HENERIER; DR 1K, 4~6 8, Wi
BTSSR S MCE TR A AN BT L RERARNE G T AT ROT (SR + B REROT Do Sk MU
i 2.0~2.4Gy . HHEBITHIE 1.8~2.0Gy, FHRIEM . HEAT I TP Sk MR 9 8 8 ) AN T —
WY o

(BEREUr>-5

2|
i

u

hem




144 SXRMERMEMNEMIEEImRE

Ph-ALL p:ZNSS SRS B> THLIEAYT (Ph-like ALL )

T RALNFAE R AL AT WAPURSZIK T 414 (CAR-T)
ol DUMRZZ BR AT
Bz ek T
KRG M ) B 1 v S TN
T I 4R M A A
T-ALL Z i RS AR
YT RALNRAE BRAF AR5 B e 2 N BRE THLEIRY T (ETP-ALL )
il T I 4R M A A
JEUNBR ABL RS (B TKI Z4kb 8 e . Sk RIE
ARBL BEEE . BB, e TimEhT

HARE S . RIS R AT
AT R TG B4 IR DUARZ BT
1 0T Em A A L) I[528787 35 K71y
WAPUFESZIA T 44 (CAR-T)

B
A
i
i
e
4
B
=]
1m
=




[ %]

(1) MAMEAR & ALL WIRYT RS —= 0L, Sl B S R .

(2) WAy TomEEdcss#, v sk Hyper-CVAD /7%,

(3) non-ETP-ALL AJ LIZRFIZ$E ( Nelarabine ) JA377 o

(4) KM ArFA W2 S (5848, 7F Phelike ALL, ETP-ALL A] 8 MIBCA 40 FHE M 2593525, 0.
TKIs, JAK 315, HDACi, FLT3 45, %%, ETP-ALL 1 Al CD38 2, #E4s i ( BCL2 kil ),

(5) ¥l Ph+ALL % ABL I5IX 2878, 155 TKI #HFI A%, 1 Y253H, E255K/V. 359V/
C/L 7B YEIk VPR JE 3 F31TL/V//C. T315A . V299L 575 % JE B85 R fia; E255K/V. F317L/V/I/C .
F359V/C/L. T315A. Y253H nf FHip&7E e ; T3151 HEEHAIEE e . mELERE.

(6) #[n] CD22. CDI19 HUJFE A e ERAEHURIAYT, SOt ZERPT . DU RS, FExE
VAR R B-ALL, CBUSEETAL.

(7) EFXMEAE KK B-ALL (2L CD19, CD22 Mk S HURZ IR T 4 2k Al AR5
B-ALL EAMEHEHE LTI tisagenlecleucel (i#74¢ Kymriah ) JHFA4EIE <26 %, PIRMEIHE =2
WK, o2 Ff TKLIRIT ARG B-ALL B4, ENERA L. ENHEE LT =i, e
3% (axicabtageneciloleucel, Z8¥lik, A YI4F) J& brexucabtagene autoleucel [ [RI2E /=i, EAMNHF
AYA FI N R/R B-ALL B # ., Hidk %% (relmacabtagene autoleucel, fi5iiiA, Z4WIE#), E L
iSRRI P NG

(8) JGitJE Ph BATE ALL, i£/2 Ph BHYE ALL, YEHROIGIT BUSSE &R 5 I S R R i i
TR A
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1.5 MEMEWWEMﬁirﬁEMEx

T2 2Ef% (CR) L. SNEIMTCIEAR AR, JEBESN A I
2. = REMKE, FRIGAIE<5%
3. Rk e x4 (ANC) >1.0x 10°/L
4. Ii/MRITHET>100 x 10°/L
5. 4 NTEE K&
(O L EA SR /MR <100 x 10°/L F1 / 8 ANC<1.0 x 10°/L, HAh# /& CR bR
& ( CRi)
B MR 175 BT 45 AUORREIS CR
HimitE (PD) A LB B R AR AN L XS N 25% , s BRBE SN

RRER R CR BB E SNA s B BG4 (LBl >5% ), B BUEEST
P

W MBHE (ORR ) = CR+CRi,
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CAG. CHG. CMG #:%3iHi (100mg dl,
5%, C: ArC; A: 200mg d2, 400mg d3,
Acla; H: HHT; M: 600mg d4~28 ) + /Nill&:
Mitox ); MuPUfbIERE FIHERI T (LDAC)
AR 20mg/ (m*+d) (d1~10)
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(1) XFREIERITAL (CR/CRI) HHEIRIGEATHRERAN B, PRSI Z k)7 .

(2) et AZA 5 DAC % L HIEALZYEYT (HMA) J511) MDS 835, fEH%h AML R,
TG HMA 697 R, 4REAT HMA I097 il BEJCIA s/ iR B I Rk ES , % A A 67

(3) 425 vahili 4 HMA 8 LDAC 3497 AML 12550 .

1) —Iay7 EN . O H AT 0 SR IR, B Rem 52 FIRYT AR, nldkst
WIT o QRIS H B 5 A BEI R I S E LIRS, W] L% B84 HMA & LDAC si4E 48 sahiiia
JriH . @IS H Y, IHE 2550 IMEAE 25 EAEH (i, CYP3A4 5k CYP2DG6 il
o @AREBAEA S PRI =R (ARG ERIE ).

2) MTFHIR AML H 57 N .

a JRITHT: QWA B, wR SRS A0 T E0<25 000/mel. @A T B FL IR TR YT PR AE
AR A 2% v R

b. HF—Ir R RS

o MR RLESAE (tumor lysis syndrome, TLS ). (DsZUEIAEATT S — A T REI T BEIR YT .
T HRAEF Y B B . Q4EAs s hirli) HMA B, SRE e EBE R AR B i, 55 1~3 KN 100mg/d,
200mg/d i1 400mg/d., 4% wiiili] LDAC B, MEFEAE G A5 s, 55 1~4 K4 100mg/d,
200mg/d, 400mg/d Fl 600mg/d. (@ FE I FH il IR i sl H Al 4 PR 1R V6 97 1 2% A5 aF — 20 1) TLS KUK .
GtRE AR 6 NI — R MR A HE NS 200 TLS KU @B W i e, Efpep i SorAi .
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o WAEIRE N YRR, SBGARITE G FE A K E TSR IR E .

o YEIRYT d21~28 1B HEVEAY . A IS MNAG A JOIEE, W a2 A 2 AT, LLKE
TEAFEM BN, IHEZRBINE 21~28 KT 25174

o FHBERIRAIN <5%, F R, TR OFA W R HFEAE ]l AR Rk k=
QMg A E A 14 K, AR EE W BIKE (BAEN T4 CR 5k CRiRAE), ATHFHFHT—
SR AEREIRIACE, W EHATE S, WO RAIEREEM, BRI ORES, o
T— A 4% HMA/LDAC B 2557 i

c. B TR MR SRR YT R SR 0

o WIS 7R TP, & MERWSFHEE,, 4 3~6 ™A EL T BT

o WURAES—IT RG22, WARSHAT T —I7RRRYTY, BArRZM R 2l 14 K, DURIEM
E /31

o WS IFFLLPERG - REI ], N SR E R TR HIR A R AT ARG, N g
AL Fipi A/ 5 HMA/LDAC 5 / HZEmK

o WP 8 LN AT A

o MR P BARRAPE R E M, EUUEE SN IRIRL (ARA ). 228 ] A RIS
BTG T , ARk RN nT s, EIEIT ERENZ

3) XTEEMEAREEIGTIEN . OF AR, WEHEREERGT. Q8F Bk
HREEI PR TLS FIFIEBEI 75 . B 2P LA S Ty B B o
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SRR, AR (LIRS 714 K. W (BHLIPR 2128 K) &
PEERE. AR ISR BN A TS
TRt | e B B AN (> 10% ) SRR SR Sk B
;;*Eﬁ SR AN < 10%, [HERAT T R
BT, 5% 8 A < 10% R
eurEs BeL R
SRR A L R AR I 60% i e S e B

(B .
PR kst R, (EULEANLIL G K TR | AR, T

& 60% B TR
HOAEARTT, SR IR AT < 10% LRI
HAARTT, SR LR AIIE = 10% Feis S A 3
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3.5.3 ERRGETSBNEE

(1) FRAERIE Ara-C [ 75~100mg/ (m” - d) x (5~7) d ] FIERE T RIE R, ] 5 B
fi#2% (IDA. DNR Ik Mitox 5%). HHT. WFZFIKA . BEME TR 4~6 7R,

(2) <70 %, —MORALR A BIIREIER (WUEFEFRA% = 70ml/min ), Fl5 RAFZ RS A
RAF AT w3 AT % Ara-C 1.0~1.5g/ (m® + d) x (4~6) D, 1~2 M7,
JEHBCH R T AT, RIS IRIT R 4~6 TR

(3) 4Rl <70 &, —RERMLRLY . FEEPERURERALR . (PATEARFE ., AAEMEH
B, AR SETAL Y allo-HSCT.

(4) ZWIRALZGY) CAnHbpe sk BT+l ) /97, HEmiRE,

3.6 AML BEPE#HZARGAMMKAOICE. FMBFIATT

A (<60 %) 2MERER MUK (F APL ).

3.7 #&

SO (<60 %) AMEEER AN (E APL ).
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4.1 ZHIRfE

2 k&M AML

ST (CR) Ja A AU H B 5 40 i 558 R GG 4l i > 5% (BRANILIE AT a8 sa A
SEHA RN ) BEES N H B e 40

MEVATE AML

Z AR UETT 28T 2 MY R TR I IENE Bl CR J5 &t L E SR ILIEYY, 12 DPAWNER#H; 1241
HIEE KABZad WAL ERGE s 2 IR R E K4 BasNE MR FRF S E# .

4.2 F228 XK AML FTEERE

X T 15~60 5 2 LK) AML (FR4h M3 ), BRINE AN (ELN) #EHARIESE TR . ZHE2E L
RYRSHE] | A2 DL RS 332 i L T AN A R R G BUS VAL, AT RS % .




FRER AML RO RS
I T TR S N S N
KT 184 A8 64K
inv (16) 2t (163 16) t(8; 21)  Fify

gEmmLEnT [& 2
AT

SAER /S <35 36~45 >45

SR, 0~6 23 WAKSG; 7~9 43 JhfE; 10~14 43 G,

4.3 S|RMER AML K)iaTr SRBg

FRTIT R, S LIRS F AT 7 R TR B0 % . MEiA e AML 953252 1 LA
ANNIAHLIT 26907 AT 2 . A2 - SR 2S. (LT ROEDAAE) ROk 2y (RS i
AN 257 L 25 ).

A LR 67T O

(1) MR L2 R 2 A LT T

(2) o, KARBTRNLH (Ara-C) SURMIATE.
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(3) HMmT4nfEfetE (HSCT ),
(4) HriHemyayT 259 .

4.4 EXRMEER AML BITIERF

TEALST R IBEHENS, N2 A% BB L2, e, ZANHE, BEMREE (W4,
PREEIRDL, &IHE, HINGIT FE) R, DABREMIRITER., 54, &G E AXEE BE 5E %
TARIEIN R (NGS ) W (fudE FLT3. IDHI1/2 5875 ) VLS Bl B Ve85 38 i I RIS




44) SREVETSEFRBRIZBEXNEFRFERDE

2. Ak (JmSE Rl A7 S R s i
AR AE )

2.1 SREUMEIT TSR

e CLAG + M/l 1%

o R IE (SRR R
) = BIRZEZEY)

e FLAG + IDA H%&

e EA + Mitox J7 %

e HAA (HAD) K%

o CAG Tl %

e FLT3-ITD %75 AML:
FHE e ( gllterltlmb )
e FLT3-TKD %78 AML:
=

- ] | Gkt Il gt Il bt %

(4 5idin) +
AT (g
FLAG = IDA+
He s vidi,
CLAG = IDA+
Aizsyadn)
=60 %
FLAG = IDA |
CLAG + IDA 7|
Eﬁ"\
IDH? Z87% AML:
enasidenib
CD33 {4 AML:
gemtuzumabozo
gamicin
SRR
=60 % B EH ]
PR

1 R 1. #EEAYT (a2enlfr 5k M o BCL-2 5
<60 % 2. #RUikT, 4k HLA e/ i T4Hiafsm)
gy MARFMBSIECHUAS A o FLT3-ITD 287 AML: %3k
s RE TR 258 (FTFLIF / s P ) +
3. MREIEYY ngenlfridt  RidER
PR 140 i R A e IDHI 2375 AML: ivosidenib

=
%
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i
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2
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*
*
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ERWMBTERERRELAMEMER RS E (L)

I Il 3% Il e
22 ARRAULIT IR

o SIALZY (LI /

HE PR

o (A RERT G 1

« BCL-2 1l 1 (4 % s 4i0) +

TR /R B
3. FRAEINE I T A A A

5 AR 1L KIS 1. BEENAST (JEZEnfrmdeiE 1. BCL-2 4 i 7
% <60 % 2. EREZATHLL AT AR (4 7% 38 $iL) +
o A Ji%E, 4k HLA BCRIAHG o FLT3-ITD %78 AML: EHEE(L 38 1L /7 (B 4%
" e FUBBUCKRHASRRE R 25 (BT / HPifhie) +  FLAG+IDA+ 4
= T I T2 R A 2 ESE i, CLAG =
JE: 3. HRIksT, 4k HLABGH o IDHI %7 AML: ivosidenib  IDA-4EZS3at)
S ARSI MRS 2. (7 FEfrmiEHlEnT =60 % & &
= s i T2 A 2 RS H) FLAG = IDA ,
" 4. WEGTY JEZenlfr 5t 2.1 sEMLIT 4R CLAG +IDA
T D3t 40 AR ) o CLAG =M/l 5 R
> * FLT3-ITD %75 AML: o el BRI CAn SR BEAE R
= R {fifflid) + IDA/DNR/Mitox

e FLT3-TKD %878 AML:
SR




EXRBTIERERERELMBEMERKSE (£)

I
e FLAG = IDA 7 & 2. IDH2 %75 AML:
e EA + Mitox 7% enasidenib CD33
* HAA (HAD) 7% B AML:

o CAG T % gemtuzumabozo-
22 AEERZMEIT TS gamicin
o LAY (P4l / 3. BfEE AT
Hi P A ) =60 % & 1]
o AR BT A PR
o YA i + K ALY /%
1) i B AR

T a BARSH PIERE 0T 2R A L 53R

[ £ ]

SBEMLITT AR

X TR OCLS, A2 PR ) R T %

CLAG +t M/I %

P (Cla) Smg/m®, d1~5; BIHEIETF (Ara-C) 1~2g/m’, d1~5; G-CSF 300ug/m’, d0~5;
ISR FEERE (Mitox ) 10mg/m®, d1~3 s A Z L% K (IDA) 10~12mg/m’, d1~3; G-CSF
300ug/m®, do~5.
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SFIEMERE (MREERERT) £ BHREH

Ara-C 1~2g/m’, q.12h., d1. d3. d5; B¢4 DNR 45mg/m’ 8¢ IDA 10mg/m’, d2. d4. d6 = Mitox
5 VP16,

8% Ara-C 3g/m®, q.12h., dl. d3. d5 8§ d1~3,

FLAG = IDA F &

SAAPIE (Flu) 30mg/m’, d1~5; Ara-C 1~2g/m’, Flu 5 4h i, d1~5, ##kifiE 3h; G-CSF
300pg/m*, do~5,

HAA (HAD) AZE

= O3 K EE Bl HHT 2mg/m’, d1~7 (& HHT 2mg/m®, q.12h., d1~3); Ara-C 100~200mg/m’,
d1~7; Acla20mg/d, d1~7 (= DNR 40mg/m’, d1~7) (WIAKTARFE HHT A8 1 0% %),

CAG AR

G-CSF 150pug/m’, q.12h., d0~14; Fsifi#EE (Acla) 20mg/d, di~4; Ara-C 20mg/m’, 3Pk
KRS, di~14,

EA + Mitox 75

KFEIATF (VP16) 100mg/m’, d1~5; Ara-c 100~150mg/m*, d1~7;

FNECAH Mitox 10mg/m®, d1~5,

PR +HHA 5

PG A 7% 20mg/m’®, d1~5, HHT 2mg/m’, d4~10; Ara-C 100~200mg/m’, d4~10; Acla 20mg/d,
d4~10.




Flu (30mg/m®) d2~6, Ara-C (1.5~2g/m’i.v.) d2~6, IDA (6mg/m* d4~5), G-CSF (Sug/kg
d1~7). 4EZs7Ehi (Ven) d1~14 (100mg dl. 200mg d2. 400mg d3~14 ),

EEBFUMLIT AR

Xof T 5295 25 1 SR TR

R = HEREE

AR 10mg/m®, 2K, q.12h., di~14

EHEMLZGY

Ho PGl 20mg/m®, d1~5, 28 K—JAIlI, T1% M HhIpeR Bk oo™ BN KR

BT 75me/m®, d1~7, 28 K—JEIM, 1 5 B A ™ N R

442 FiHRRE

TAMBAETTAE R % . A8 FLIUR 2 CR2 S IO BRATT, 304 o XEiA BT DL B BT
ST T AR R, LA S v i T AR A L 52
443 EEMEME AVMLBVEERIZAYETS

(1) f#A FLT3 232 E KMER AML: %58 )e (gilteritinib ) 22— A SRAL. Bk,
I BI TR FLT3/AXL #0500, 5 10 AU 050 09 AS [l 7 55 3 8 Je i 0 RS2 305 2R b 8248 (M1l D835
SRR BB, RERSLE S FLT3 878 MIE MM ARG S . S B e 1675 N 120mg/d, CR/
CRh %y 34%, H17 OS Ky 9.3 M H, HHABIERCHEIATF 7Rl e s .
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(2) BCL-2 #fil 7] : 4 %% Su i — Pk 6L 19 BCL-2 #4157, "4 e degh & THMT- & O
BCL-2 ) BH3 Z5#43%, MIfif#FR BCL-2 XHTHE T84 H A HIER, mAE s aiEn M. &
BMER AML 1] LR EUAEZS se bk & 25 H L2 MR YT . AR0RN 30%~50%. WMARREIRDL R 4F,
WAL TR CLAG-IDA 5 FLAG-IDA 1877, 4EZssahifRA2s, JBIr 4% % 14 K (100mg
1K, 200mg 5 2 K, 400mg 2f 3~14 K), AT LAY IE .

(3) IDH1 MHIF: SCRJE A& X AP IR 2UM -1 (IDH1 ) 2848 A9 F0 ] 11 IR0, Rzl
BT R MEEPE IDHT 275 ) AML 251 50 30%~40%. 2018 4F 7 1 20 H 22 [ FDA #tifi: L AR B 4
(ivosidenib ) 500mg q.d. JIT1 IDHI RAFMIE % 1 MEIAYE AML JE B3GR 525 5 WA B
JAF 2022 4% 2 1 9 HALHEZZS LT T IDHI 537288 K | MERTE AML.

(4) IDH2 7). Harferh E AR LT,
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ZBTBI16: : RARA t(11; 17) (11q23; q12)
NPM: : RARA t(5; 17) (59355 ql2)
NuMA ; : RARA t (11; 17) (q13; g21)
STAT5b: : RARA der (17)
PRKARIA: : RARA t (175 17) (q24; ql12)
FIPILI:: RARA t (45 17) (qI2; q21)
BCOR:; : RARA t (X; 17) (pll; q21)
OBFC24:: RARA t(2; 17) (g32; q21)
TBLRI: : RARA t(3; 17) (q26; q21)
GTF2I:: RARA t(7; 17) (qll; q21)
. IRF2BP2:: RARA t(1; 17) (q42; q21)
e STAT3:: RARA t(17; 17) (17q21; ql12)
4 FNDC3B::RARA £ (15 17) (g42; q21)
& NUPYS::RARA t(11; 17) (pl5; q21)
B TFG::R4ARA t(3; 145 17) (ql2; qll; q21)
J}% TNRCI8: : RARA t(7; 17) (p22; q21)

5% [ APL SR RIE R o WYL EAK A RHA T R B ¢ (155 17) LIAMOHngL AR5 .




53 FWEAE

(1) fitf&: ¥HZHEYM < 10x 10°/L,
(2) Wfe: WRZHEAMHE>10x 10°/L.

54 iRHMAIt (15; 17) SHBREHNARAMKEERTT
541 EFWEDEBETS

I TR BTN BTN

(3 ATRA+ B (EAST) TR H ATRA+ {LJ7I7 58
w] (FE1D [ R A TR 52 R T3] 24 i |
(k] (TF2)

ATRA+BfF + (0IFi5 . W7 ATRA+ ] + (L7

YL 3 Y7 R, ATRA/ i 4E  ATRA/ i 571 30 [& 7 4> A
Fr24E (/% 3) (H%ES)
o ATRA+ i) + fLIri55S: |

ATRA+ATO+ LS 755 . ATRA+  ATRA+ i 5L [H 2 97
ATO+ 1k 97 L [ 2 4~ 97 #2/ F2E. ATRA/6-MP/MTX
ATRAFATO J. [# 265 3 97 f. 4ERe 248 (5% 6)
ATRA — ATO — ATO — MTX

AR5 20 H (5AEW) (5% 4)

=
63
=]
4
hL
gt
2l
=
1
&




542 82X (BEHFEXR) BE (B LASHAIN—LKEI3EE)
-

ATRA+ i3] = ALSrIrse i RIS . AR AE
T ZE G A CNSLo 70 156 FA4T A R R AL
T TR IR (D75 T7)

543 MigR: B AFELCE
(1) %1

1) IR ATRA[ 25mg/(m?-d) J+ AR [ 0.16mg/(kg-d ) Jsi# & H# 8 A [ 60mg/(kg-d)]
BHF CR, Bit21 147 DAFFRTE4IH (4~10) x 101, IR 1.0g, tid., p.o., d1~7; BFFRTA

= AUREE<4x 1071, RRAIT A4 4 x 100 BEANEIEDR 1.0g, tid., po., dI~7; HITHA
B e 10 x 1070 B, Bt BRI ).

2 2) JRHIAYT: ATRA [25mg/ (m’ - d)] x2 f, Mgk 2 i, k1 AYFR, 357 A7k, i
gg [0.16mg/ (kg - d) ] sHERZTT R [60mg/ (kg - d)] x4 A, k4, J1497F, k47,
2RI T

% (2) AR2

1) HSIGYT: ATRA25mg/ (m*+d) H# CR, KL% (DNR) [45mg/ (m® - d) Fkig ]




WEHARLHER [IDASmg/ (m® - d) kgt |, d2. d4. d6.

2) BLEAIT (2 A7HE): ATRA 25mg/ (m’ - d) x 14 K+ XL %% (DNR) [45mg/ (m’ - d)
RIS ] kP AFLAEH [IDA 8mg/ (m’ - d) #lkES ] x3 K, k28 K, B 1497, Jt2
g

3) HEERAYT: B3 ANHAN 1A, ATRA 25mg/ (m” - d), dl~14, 6-MP 50~90mg/ (m’ - d),
d15~90, MTX 5~15mg/ (m’ - J&), & 8 AW, Eil4efll 2 44x,

4) CNSL FiBjj 6 %

(3) AZR3

1) PBSIEYT: ATRA[ 25mg/(m’+d) [+ F##R[ 0.16mg/( kg - d ) Jai 2 Ir s A [ 60mg/(kg-d) ],
HF CR; B BRI 2] A0 &

2) JURENASY (3AYTR): ki g

(DHA % HHT 2mg/ (m’ + d), dI1~7, Ara-C 100mg/ (m® -+ d), d1~5.

@ MA FTZE: MIT 6~8mg/ (m’ - d), dI~3, Ara-C 100mg/ (m’ - d), d1~5,

(3 DAFZ%: DNR 40mg/ (m’ - d), d1~3, Ara-C 100mg/ (m’ - d), d1~5.

@IAJZE: IDASmg/ (m’ - d), dI~3, Ara-C 100mg/ (m’ - d), d1~5,

FB SR ILERST IR AR B T4, nTin P A4 %R [8mg (m® - d), d1~3)] HIfT
REMFE (1.0g/m’, q.12h., d1~3), WAUAEIG T8 5 7 G AERRAYT -

3) 4EFEEIT: B3IANA RN IAEM. 1A ATRA 25mg/ (m® - d) x 14 K, [A&EK 14 K;
23 A AR 0.16mg/ (kg + d) s MRE I #E ) 60mg/ (kg - d) x 14K, &K 14




Ko FEM 8 ANEMA, B2y 2 F4eRei,

4) CNSL Tiph %2> 2 .

(4) AE4

1) BESRIT: ATRA [25mg/ (m’ - d) ], d1~28; WA [0.16mg/ (kg-d)], di~28, IDA [ 8mg/
(m’*+d) 5{DNR 45mg/ (m” - d)], #lhkit4t, d2. d4. d6.

2) JLENARYT (3 Y7

55 LRI : ATRA25mg/ (m’ - d), dl~14+ A& 0.16mg/ (kg + d), dI~14+IDA [ 8mg/ (m’-d)
8, DNR 45mg/ (m’ - d), d1~3 ],

55 2 RILME: ATRA 25mg/ (m* - d), d1~14+ WA 0.16mg/ (kg * d ), d1~14+IDA [ 8mg/ (m’+ d)
o, DNR 45mg/ (m’ - d), d1~3 |,

55 3 WILM . ATRA25mg/ (m’ -+ d), dl~14+ WiR 0.16mg/ (kg « d), d1~14.

3) HERRIBYT: M ANA LA, LS ANEL. 514 H: ATRA 25mg/ (m’® - d) x 14 K,
(]8R 14 K %5 2 DA 3 A WER 0.16mg/ (kg - d) x 14 K, [H& 14 K, %4 M. MTX
15mg/ (m’ « Ji) x28 K, BiT4eRilizh 20 ~H,

(5) AZRs

1) FAYT: ATRA[25mg/ (m’ - d) ]+ & #A [ 60mg/ (kg - d) ]+ kR NFlEALST (Ara-C
200mg/d+ FIENR 3g/d, BLANEANM RS 10 x 10771, 8(# +DNR 40mg/d, d2. d3), E#| CR, i
HA14 A,

2) BLEAIT: ATRA [25mg/ (m® - d)] =2 J&, &2, A 1A/, 674978, WA




[0.16mg/ (kg-d)] A ETEEER [60mg/ (kg-d)] x4 J&, &4, R 14978, L4978
B4 T4,

3) CNSL Wipi &/ 2 K.

(6) FE6

1) FS98I7: ATRA [ 25mg/ (m® - d) ], d1~36; WAL [ 0.16mg/ (kg - d) ], d9~36, IDA [ 6~12mg/
(m’ - d)], #lkES, d2. d4. d6. d8.

2) YLEEIT (2 97 HR)

ATRA 25mg/ (m” + d), d1~28+ AR 0.16mg/ (kg + d), d1~28.

ATRA 25mg/ (m’ + d), d1~7, d15~21, d29~35+ WV ffi fig 0.16mg/ (kg + d), d1~5, d8~12, d15~
19, d22~26, d29~33,

3) 4iBRtyy (24F): 834 A N 1A, ATRA 25mg/ (m® -+ d), dl~14, 6-MP 50~90mg/ (m* -+ d ),
d15~90, MTX 5~15mg/ (m™ J&), &8 AW, BTk 2 47,

(7) AR7

— R R +ATRA = BUAZRALST T EUOA SHIRYT o 15 F M5 T TR I ST, TR
PR RS ALY (CNSL ), iAFRIK CR # 4T PML: : RARa flvE FEDRUAS I, ml & 36 R BAPE B AT
H TS M TR AE SRR + 4 A FRULIENGYT ORIEGME) 6 DITRE, Rl G BB A BH M i
A IRAFFE AT S 3L i T AR Al . FA R GE M, l AN PRAFF 5% k4 7 S5 6 AL 2 i T 40 it
B,




5.5 ?ﬂi&“x“%ﬁ!%ﬂﬁﬁ]*i*ﬁﬂﬂﬂﬂﬂﬁﬁ‘]iﬁf

DR « (11 1) (a23; q21) >30 R R
BT : 5 1) (a3 q1) v R
Numa::rara  [ECITERVANETERRID) 7 A
der (17) o R IR %

VGNPV t (175 17) (q21;5 q24) ordel (17) UK UK
(q21; q24)

BRI « (4 17 (ai2; q1) 2 I KW
t(X; 17) (pll; q21) 2 2 il 1 I ek

)YV IVIW t (2; 17) (q32; q21) 1 2 il tE 1 A SR
AMEUR

t(3; 17) (q26; q21) 1 AU S
[l : (7 17) (alls q21) 1 ok

—

HEDFEIEorRF




MLERBEAMRHRMAEE MFEET (2

LRTC N (1: 17) (q42; q21)

t(l; 17) (q42; q21) 1 ek Rk
t(ll; 17) (p15; q21) 1 ek FA
EEE « i 145 17) (qi2; qll; q21) 1 U Fereri
t(7; 17) (p22; q21) 1 Rk PR




5.6 IZiAMREMIFGT
]
LW
—HRSE APL, 21822403
B 2551025 G B Be i I T
O, PR SR
WH25E PML: : RARA (BZEFRL) 43T
%7 FISH, HfiRT-PCR, RQ-PCR #i#
PML- HiA G w o anT LR B B2 W
BT 5 H AL 2
— H{R&E APL,
SEZTIGE A TR
i R LN, DA ZERR I N =
(30~50) x 10°L; Mk gEEaIR, &
UUVE. BEIMBEIRE SYRKIRIN, 4y
Fg>1500mg/L &% PT HI APTT $i/T iF %

=
3
=]
4h
R
i
il
=
1
]




LIRRBAMZFNGT (£0)
| 3T Il 23T Il 2377

167 R AR A b 2
SEAEARRAL R, AR . FTREREEY . R
ARR. ARG R. BTG
SO AT
= A APL (B35 9IRY7 . A fERE R A
JyEAR . AR TR ALY 254

2
Ed
=
4
H
o
[l
B
1
i

i B R T 2R B AT




5.7 SHUZRSA. LESHE. PEMZRSEDMMHNLE

57.1 APL DMLESIE

I RA LAS 7 AR AU A PO IRIXE . Mg et o AR L i . P s . i
Jie o AREIEM Skgo £55 2~3 1, BTREMELGENE; 58 4 M 80E2, B THREMUEESIE.
AR A AER R B H R A TSR R B, AT 10 x 1070 JRRpE K, % &5 H
ATRA SRR E I, IF 8 VDGR i U A REIRAS , ST 2K (10mg, K
S, BH 200, HRMREMARER.

57.2 MFIARRRA LN

IR T ORI A TE QT MIMIRER) Kttt SMEMLAATDIRERE DIREARCH A, RIS 2L
T T R A8 ) A S

57.3 XA ARZBIFR" (CNSL) BIBHFLETS

(£ APL #%, ATRA BEARFIE N —20AT7 )y PR ST PR 3697 5 6/ APL sk
B, % CNSL UGN, Soh i B JR 3% I HEAT 2570 2~6 YCTRTMERS 3697 . % T 0L 127 CNSL
B HIE CNSL AR 2T




5.8 730 EE

58.1 FEEMEIHSE

ATRA [HiF5F AUV E T DU R B R, 7R 5 087 IR B R AT B PR 7] BE AN R S LS i
B R, BREEAEIEM —BAES 4~6 J . AN TEOK S 5T, IRR g 2= —aE s, i
PML: : RARa % AR 1E Z BB B R IAYE . 58 2R ff bR R Hofth AML .
582 fRUNKEB® (MRD) Y

ABCRE R PCR Wi B 6 PML: : RARa 6 EAKT-, IRIF AL 2~3 4~ AT — R F2F
FIVEAR, RN 2~3 4F [ abmh A SR R BB ARk BRIR YT, s SRR FERHYES 4 N E A .
BA NI UL ARG, WS AT E AP, WA AR X T APL A9 MRD stk 2/ T
SEH PCR, RIS AAR FH A A X APL 47 MRD Wi,
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6.1 BITRIVEM

o Sk AR A A BB B R + e difl AR A ) 5 A
AR

TRREIRES P2 LT 20 i 4k

B itk HHHABRAR,

4 10240 A HESORN M 240 i 532 MiFFREEREN (1gG. IgA. IgM)

AN M MRI. PET/CT

T A0 AR I B 40 g R R G

MM, IENFEIIRE. R, ORE., BAO3IE
FLRRML A (LDH ), JRARS

WYL ATV (CpGHIL2 BB WEEEYL45F5 (CMV/EBV )
YHH4rFastfL2: (FISH) Al

TP53 AR

8
i
i
e
4
B
=]
1m
=




BITETTRGE (£2)
IGHV 37RRES
M3 B, MEREA (B,-MG)
H5R CT (0, M. 2. #%)
YL s (HBV/HCV/HIV )

[ ]

P PR EL 40 3 10095 ( chronic lymphocytic leukemia, CLL) & 35 % &k A= 16 iP 2 4E ARERY—Fh ik,
A B kAN T R R R, AR AMARAE SRR, B RS L I L SRR I RRAE

CLL JRYT AL B A T oAl . PEAS NN T o

(1) IR R 2 BEALERIIRISS L FEMRMK LSRRI . /), #
(2) KHEARAS : ECOG Al / sl BRUFS (CIRS) P4, #
(3) BAEIR: iF. R TG, 2. @
(4) A ARG LR MRS | /MR LR KP4 g
(5) ANEIR A | PSRAAR T LA S 4T T CLL 21, =

(6) MysA-feteil, GBI EhRE. W, LDH, KR,




=

H (B3

HED

(7) WG (CpGHL2 B,

(8) FISH £l del (13q). +12. del (11q). del (17p ),

(9) TP33 RARIRAS . IGHV AN

(10) I B,-MG.

(11) BBEZER GRS JRYTRT . ST RCTAG S 50 il 40 s D S R A 7, SRS Bl 2 W .
R T B R

(12) PN oM B T ABREE (R (MRBEA VI 50

(13) J&YLhidr. HBV, HCV., HIV, CMV. EBV ¥l

(14) FEERIEOUTRA: kB R (1gG. IgA. 1gM) Ei,

(15) OHE, #BHOEKA R BTK IIHIF] . BRI RS2 YA 7 I ),

(16) #i. Mg, . ZFish CT #if . PET/CT . PET/CT A BT A1 & AL 4l 4UF 54k 3
BRI (BEEUR =3B AT )o

(17) W TP53 SR 3L AYE se P 2878 vl BE ELA TR 2 50, TR SRR, AT JF I NGS Kl
PHZEAR, LIS B WS AR SRYT .




6.2 iZH
BN S T NS

AME M TR B R EL 44 = 5 x 10°L,

H¥FZ: =3 41 (A i CLL S il |
TEAESERHE, BFEH BT CLL M2 Wi &
XAKR)

SVElinbneEy S CD19°, CD5', CD23°, CD200°. CD10", CDI148
FMC7", CD43""; R RERRE A (slg).

CD20., CD22 &% CD7% 5§# ik (dim). i

220 AR B 5 R AU A B AN L A o R

B[ B 24t 3% 10 B2 ) 1 3R 38 ¢ 3 4 385 (xc

A>3 13R<03: 1) 2 25% Ky B 40 M slg 4

ARk 2

sEnar BT eI ﬁg
Vo> B BRI R i

A

RE, 5 IR




W (%)

FISH #&il t (115 14), %51E40
kNG

HHEE TP ALK CCNDI
SOX11. LEF1 % | £
2R R eI

[ %]

CLL ZWrgsk . OFMNR M TaRer: B Wk 404 = 5x 1071, HiFg =3 A (A A s
B9 CLL e B A2F 25, AKX CLL B2 UK. @M I8 sa et B itk 2 410
it A2 2 it 2 AN AR AR 2 DA Ry s e, D20 2 T S 4 e ik S e BR A U B EE ( A>3 1 1
8<0.3:1); S4h, fnsig FYE CD19 4 >25% th 37 35 v e vk im0 i 3 X 40 i 2 o 3 08
CD19", CD5', CD23", CD200", CD10", FMC7", CD43""; slg. CD20 /% CD79b 5§ ik (dim), @%h
JEIL T R T A A RAE Sl R /NI EL AT (SR CLL NS 2= AR vk AT & B ), 9k
YA LU G i o WU ANE, R ES G HAFR AR R B, FRRIE IR TR )

2017 it WHO £ S IfiL15 7k 1 412U 43 2 Fp i 1 /0 JEL I o0 s e B bk L A0 4 < S x 107/, 4

8
i
i
e
4
B
=]
1m
=




TCRESMRAE , B EL 40D s i OCRER, B RBEIZWT CLL. {H 2018 4R 5B Y kR CLL T4
HAREA P FMF L2 CLL . [ 48R 228075 G S Rl L A7 AR At J5E PR 35 i 248 A sk
DI, HifKE X GRIFR CLL, FILiZHEh CLL,

% CLL s £RFF 24 (CD5', CD23°. FMC7. slg™. CD22/CD79b"™ #&7#114%), CLL
TV h 4~5 4y, HoAth B R ELARARIK LIS ARG ] 0~2 430 By < 3 /0RUHRE TH Bah Ak g | U
AR SAMNE Rk AL 2 . o T AW AR S TS 2, Fei B Mk R (MCL ), FH I
WM X (MZL ) JLHOZRMSZ R R (SMZL ), ke 2R ANA#k 8 (LPL), ‘EfTd
"k CDS, HRZ AR CD23 (FE51JE MZL ),

KZH CLL Uik CDS (FRMEBEALT T 4, IR L BT v ig) H1 B 4040 R
CD19, CD20 #l CD23, HLFIfY) CLL 8%/ %y CD5°, CD23", CD200'. CD43"", CD10", CDI19",
CD20"™" (dim: $57ik). slg™™ FIl CCND1™ (ULt 75 8 iof S e UL A6 T ) 5 350 JR 3% mT RE R B
g sIg™® (bright: #£735), CD237 FMC7 $BHIE, Wi FRFHE CD5™ i MCL 5 FMC7', CD23",
slg J¢ CD20 #ik58 T CLL %5 CLL A7 28R G e 2400, R T e e AR MG CLL (D23
s BIE . CD20™" | sIg™™" ok FMC-7" %), 5 2R A 4141k 2: e il CCND1, SOX11, LEF1
4 (CLL %35 LEF1, MCL ik CCNDI1 M SOX11) AKX FISH K t (115 14), PMES MCL %51,

XFFAMNE MAFAE st B 400, {5 B REIAE X4 <5 x 1070, RS APEAMREL, (i ik
Elgh<1.5em). JF. WO, JEAT I B /IR AL, Tk OB G P e A TR 1 R, L2 R
HTIRE B KA £ 5F (MBL); MBL k£ CD5', HE M) CLL %%, WAl CD5; CLL %
RIR) MBL, R4ESME 72 B bk CL A48 X1 4505r M4 MBL (<0.5x 10%/L) 3T MBL




HE

(=0.5x10°/L), Ar&#EEN CLL MRESIR/N, o H MBI, J5 & B 1%~2% R T 57 1)
CLL, FrLALb3 s[5 CLL, JLP-ArA ) CLL 3k [ CLL %4 MBL, FrLLRi21% CLL 83,
IR AT REIE WA 40 ARk, RTLARIAE T et 4% . X FAE CLL 3RAUM MBL, N T4L4E
MARFAENI R G, DUIHERR ARSI 52 2R AR 2T Sk

/NI L AR R (SLL) 5 CLL &R —Fp g i R 3, 29 20% 9 SLL #F /&N CLL, il
ELHZUEA CLL AL 50 RAAFIE . #0I2 U IR B 212 S e ARG A o I ACHRFAIE -
OkELLE R/ S . R @ITCMmATIEL; @M ML FikE B k40 <5 x 10/L, CLL 5 SLL 1
T XN TE T 2R ANE MRS, TS 32 RO A RS (AR B, X
22 2 SLL B AT LAFI B BEFR A 2R T I R4 AR e o | Y (R R AT . SRR 28 AR S G ).
Lugano | ] SLL "] Jm#ieyy, HiAth SLL ARy HRIEAAY T E#E N CLL, DATF¥FCH CLL,




6.3 SHARTE
Binet A MBC = 5 x 10°/L, Hb=100g/L, PLT =100 x 10°/L, <3 /N XEL
Binet B MBC = 5x 10°/L, Hb=100g/L, PLT=100x 10°/L, =3 E X
MBC = 5 x 10’/L, Hb<100g/L Fl / 5§ PLT<100 x 10°/L
Rai 9Hf

K&
T 1 MBC=5x 10°L
TR MBC =5 x 10°/L+ #REL S5k
BTN MBC =5 x 10”71+ BFAI/ sk + dkE4ihk
BT MBC =5 x 10”/L+Hb<110g/L = #RELZS /T / fik
MBC = 5 x 10”/L+PLT<100 x 10°/L + JKEL4E / T / fik

T 5 MR XA RS, R | B CRMISORA T 1A, ITFFIIRL MBC. He kg B kA0 4.
G E LA AE A S W Bt
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3
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B
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TS B4 Ae B 5 E Br/5 5% ( CLL-IPI )

CLL-IPI 24
- FRAREE | 85 /,\* 7| mmar | sesmEm
i)
TP53 %% B B AR 0~1 3S[E 93.2

~ AW[ER 0
IGHV RETRTES s 2 2~3 L Rb e 79.4

IR 5 HA Rai [ ~ IVEY Binet 1 7~10 W fe 23.3
B~C

Fiy >65 % 1

[ %]

CLL JBH MR EAEIZY 10 4, FOR[REE G S B e ot . R AR . TRBBIRAS . fF
Bl %Jﬂmlmafﬂiﬂﬂﬁiﬁwﬁiﬁﬂﬂﬂi PIJe LDH. B,-MG. WTPifs | (TKL) G RASERHE
MEEEMMESE TSN ZE . IR X T CLL J 32 Rai #1 Binet PAFHIGIR I RS, X PIRh 4115
AR AT SR AR A e AL Ry , AT TS . CT 8 MRI SR 2= k.

XA IR R GEAEAE VL R . O TF IR —sr 3, Hopom & RS R i O




FE AU FLH AR e 2 15 1 e L R JR (T, T H K 2 R 2 Wi b T . Hai e & X
LB B B A 24 i . IGHV ZRARRES S Befi ], Yl 53 [ #E3E CpGHIL2 Il e (o 14
AL, FISH K del (13q). +12. del (11q) (ATM FEFBLS), del (17p) (TP53 FEHHLAL)
&, FEHZEARERE NGS Kl TP53 . NOTCHI (%AE4Ri%IX), SF3BI, BIRC3 %53EMH, W4l AK:
I CD38 ., ZAP70 Jz CD49d %ik% . IGHV Teo A RAS I CLL E TG 5255 [H VH3-21 F Bri s,
WEF B 40MIAZ A& (BCR) [IEIE 2 WHE, JGig IGHV IRZRIRA, HFRHKzE, Ba ek
RARALTH | del (17p) A1/ 5L TP53 FeH 27 0 B H UG Be 22, TP53 SEPH ol HA 3L R 1Y) W0 e e 28
TG A TR — 2588, del (11q) 25— NHUGA RbrE. HEEEN A CLL-IPI #7455 TS
AL . CLL-IPL @it 44 A TPS3 B HI / 8UR7AE | IGHV RADRZS . B-MG. IR, 4E#%, # CLL
BESNESE, HE. miESWE M, ks HE 282 7 S b gsiny T A S, B
2l 1R YT SRS ] RE S IR e IR RS RS




6.4 BT
WigEE
TCIRITHRAE MELERE, F 2~6
AHBEVT 1R
AHIBIT iR e HATE KTRRAIT
FRIE  del (17p) / FfgEHS (CIRS FEAEE FIAEJE + T ZE
TP53 J:H 1E4>6 4%) RZER BT RZER BT
AR ML +
2 B/
HZER L
KTRREI +
Fl 2t/
RZER BT
SNl AR

8
i
i
e
4
B
=]
1m
=




misBE (48)

Il i Il e

HIBIT TorE RS A BAE R FARPIEE +

F8AE del (17p) / W5 (CIRS P FAEE PR EE e + BZEREAGT  IRBRREENE +
TPS3 3 43 <64%) Y vidn = FIZE 0P/ FIZ & phT +
AR B ER AT BTK il 1

FAA B + BB + ASRREENT +
FIZH 040, HF IGHV FlIZE it +
FHoeAs, H/NT 65%  BTK #flF
AIRBEENT + P ZH R FakhE +

Yt, HT IGHV A5 %%, il

H 65 % Ul I

SRR
FHIGIF A del (17p) /TP53 3 K GHAi%s)e BT KRl R e e + ]
SelE g BB WIRTEEIRIL + WEBRANT R b
YA L + Wk &
P i/ :
T B g 5
Sl R 5




EREREE
TCIRITHRAE WL 1, B 2~6 1
Bt 1 UK
HIRIr Tk ™ E PhERe KTRAIT + FlZEH KRR+
1/IE del (17p) / FEBEREIE BEAEE PAGT ) TR T 2 AT/
TP53 J£[H  (CIRS ¥ HAiEE PI3K 4157 ( BTK 41l BLZ-ER AT
AR 3>64y) BIFIERE + WZIREHT MR BCL2 MM KA +
Az vihl £ FIZE BT/ 24/ ANiifsz) 2 AT/
YA 7R B 4T ( BTK #0 il IR T
FITHZG | AT 32 )
Z i RIS
T EE PR AIRFLFENT + A 2 SHRIERRE T+
8 BEER R P+ BTK M0 A/
'E (CIRS I HA#sE FRAATIVE + ARG + TR
‘ﬁé Sr<64y) BRI + BZERMHT  FZH AP0 + BTK M RIS +
% Ao vihn £ FIZE BT/ HIF 2 AT/
= W TR (BTK %] PIBK #1#1 #) ( BTK ) 23kt
J}}% il 2y / Rz ) 7. BCL2 4 7 it

ZAnile R 2/ Rz )




SRMaEE (5)

| e Il 23T Il 7%=

[ER])
a P TE
e 420mg, AR, 4 H 1k 8
b PEARIE R %
VAR 160mg, AR, HH 2K %
o WA TE il
AR 150mg, TR, 450 1K %

d PR e %
Ffaf e 100mg, Hfik, &H 2K




HED

YeFx i + FIZ A bt / MZIRIPHT TR

Az vihr 20~400mg (5 FHFIEICYE), 400mg, HAk, &H 1K

FIZE B4 375mg/m?, 45 1 JEI; 500mg/m’, 25 2~6 JEM, 4528 REE

ok

HZIRIHT 1 000mg, 5 1~6 A, 4928 KEE

BT RRATT + FIZF AL | R BRI 5

K TRAIT 0.5mg/kg, dl. dis5;

FIZEB4E 375mg/m®, 45 1 J&AW]; 500mg/m®, 45 2~6 JEW, 428 REL

57

BZTRPHE 1000mg, 51 W d1, 8 A 1S, &5 2~6 JHM dl, 428 REL
FOSHLIE + IR + 2 H bt = e T S

IR 25mg/m’, d1~3;

AW 250me/m®, d1~3

FIZ AL 375mg/m’, do, 55 1 JEA; 500mg/m’, 5% 2~6 A, 428 KEH
A JE 420mg, DR, HH 1K

AIBBLET + 2 E bt « B IE TSR

HIKELHTT 90mg/m®, dl. d2

FIZEBAHT 375mg/m’, d0, 45 1 FH; 500mg/m’, 4 2~6 JEHH, 4§28 KfK
AR e 420mg, AR, 4EH 1K




FAZERIAHT 1 000mg, 551 AW d1. d8 A dl5, %5 2~6 JEWI dl, 428 KEE

FOBHLIE + R ZH PRBT T 5

FRIR LI 25rng/m2, dl~5

FIZE L 375mg/m’, d0, &5 1 W 500mg/m’, 45 2~6 ], 428 KEM

[ERIS VAN T VS

AP 25mg/m®, d1~3

RWEEENE 250mg/m®, d1~3, %F 28 KREH

KR e + R B 5

HikJe e 1g/m’, di1~5

FIZH BT 375mg/m’, dO, 55 1 JA]; 500mg/m’, 5 2~6 JEIM, %28 REL

AR LR + R 25 by %

SEAREE e 10mg/m®, d9 FF4A F1 IR

FIZE g0 375me/m’, 55 1IN, AR 1Ok, A4 85 4B 3~12 I, 45 1 K42y, 428 KK

KNI CLL A 25RYY, HAALLTF /0 1 B il IGIRY7 o

(1) SEATPEESE s A . SR M 2T AR/ s MR T

(2) PEFFHPERR (ZEZ T >6em) SRR

(3) BATHEMREAE IR (K B4R > 10em ) S0A SRR A ELEE A

(4) TR E S L, a2 A~ H AREIIIE 2 > 50%, il B Ay EE (LDT)
6 A . HEAIE>30 x 10°/L #4114 LDT,

A




HE

(5) AB s myEzm (AIHA ) M/ sifefeth i/ Mg i (ITP ) Xt Bz B [ REE ST I
MAVEE

(6) CLL/SLL st AReRMNESThRE S5 (. KRk, B Biiss ),

(7) ZBDFTE FH RSk . O7ELIFT 6 4~ H PIJGH B IR R AR R = 10%, @™
FPEZ (41 ECOG RRERAS = 2; AREIMATHHIES) ), @FEYLEYE, Hik>38.0C, =2
Jio @IBYEE, ®nEF>11H,

(8) MRS : FFE ISl KR AH K. ARG BIRIaTTRIEM R, & 2~6 1~ A bl
Vi 1R, BEVI A BIEIG AR SARAE, B . SRS AP BRI 5 R4S
XFFIRIR FBEAFALR R, NS ATREHI TR 25 VISR ISR B2 T, SRRV BR G KA,

AIATRLER R, A et AN SR B A B TMI2 W . PET-CT s vl FH 45 S5 A

HOAL (BRI = L )o AL AE R HEAF 4 ok 18K B 40 bk % (DLBCL ) 5487

EAEWERE (cHL ) XFRIE, WHEfT CLL FELR 41230 IGHV R, LIBH#PIE 2

ARl — BRI, % T F L5 A DLBCL, £ 8 DLBCL ANIAIT H R TIAIT . X T et

X DLBCL s A 5o di, nl#EH [ R-DA-EPOCH, R-HyperCVAD (A J5%). R-CHOP ]

ez wpral BTK #0617 . PD-1 Bihe + BTK #0570, Sl Rien % 0y %8, WS, ]

REMET T S R R i T2 MRS A, 75 2 MR &2 & DLBCL JRY7 1%

P %R OMEY CLL: 7 F.LP sksiah & (KT 20 R A0 E) H Ki-

67>40% s BN HGH 0 >2.4 N 2253345 (2 CLL 4k 4 Ml £ (CLL/PL ), CLL/PL 5§

JEEH CLL RJF T Richter ZRA1IE, HISH2E, 124 WIEBAERIATT I iAW . G IRSEER




., B CLLIBIT T %,

SR I T 4B H T2 CLL MME—a @B, (AT CLL 2 heipds, Wb
BolE AR, ITAEREEE BTK KI5 . BCL-2 M50 4/ 25 i, S35 R 3 ot
£ RS AR 1 Hb AT AN IS AILAT T AR Ak . 38 R UE A METR HRE I CLL SEf#AHSC Richter F ki .

B T RZH CLL B8 RIAFEIRER, AR R GG EBLIAYT 7 R 2 & A Ry il ),
K CLL S AR I 2 i AR (TR . 0 RE) B KRS o X AL ey R AR 1 D 1K 17
BE, EURTERAERE A E 1gG 16 5~7g/L Ll b, VISR EHUARIRS S i o %o T4 i g
FPIRTT I RE T B B AR &, R0 D) W A5 Al BERE AR o 6 T B I A
B, HEREA ) S A TR IR, DA IR AR OC GVHD W& . FUAPLERTRES [ [ B o
PEFIMAPEZ N ( ATHA ), SHATFRTCAZEAE ATHA B3R 7 HBL ATHA, RS 118 R GA R IRYT
ST WLEFR B3 % <30ml/min 3, ZEFFGAHIE, 30~70ml/min ZWFHEERE, AT AT,
W RERTE . TEYREE . HPRIRISIRTE . WO S .

Xt F AR LR A AR (TLS ) & KU i i s I 2 UM I AR G M A8 b (B0 L PRI L 45
W& LDH 45), [RIB AT 70 R 7K AbBsifk o IR FHAESS sehniay T i SB35 N EAT TLS fals 7344
FET LUAH R B4 TR H5 it

1 T BTK #0505 B TR YT 00 dE R SR REIN 57, PRI B 3 78 BTK il 58067 101 a)
NEE ST, AR 1~3 A H Mg, L . WA A2, LK BTK BRI A OCAS
=Y AR ARE

8
JE3
N
®2
gl
izl
=

HE




6.5 TraiTh

iwCLL2008 57345 A

A B: BFiEN
BiEg S 1oy
WE LR Jo>1.5cm 457N = 50% 45/ = 50% R = 50%
BFX g 45/ = 50% 5/ = 50% R = 50%
LN 7o 45/ = 50% 45/ = 50% R = 50%
B BOAETEHR, WREAIM B BERIIEL I 5 BRI T AL LR

,lg Hfil<30%, JEB 41 ik =50%, SHM FEE =50%, 3%

;FE BEPERREL/NGS s BHE B AHAEPENREL/NGS  H EE B 40 A ik

g RO A F Il CR A [/

% BBl R 52 200

J}% <4x10°/L BRI = 50% MBI TSk BIEL T A

AT =50% =50%




iwCLL2008 57 30kRHE (45)
osw | e | | m | w
B 4H: {EMERE
1 M IhaE
YN > 100 x 10°/L >100 x 10°/L ¢4  >100x 10°/L 8% T CLL 4
KEF) FHZETHE = 50% LTI R =50% IR FI% =50%

Hb (FTéHim. T PEilie >110g/L Bk >110g/LdifisE @ T CLL A
EREKET) THE = 50% LTtE = 50% 95 NI >20g/L

NN N | > 1.5 x 10°/L >1.5x 10°/L 8k >1.5 x 10°/L 88
KEF) 2T >50% FL T >50%

: ALC. AN 404 X8 ; ANC. ANER I PR A 4a % HE ; CR. 584228 #%; PR. #0r25f#; PR-L. fF 2

AR E A 2 4 PR PD. PRt %
=y

. 4

[ %% ) i
CR: KEITAHME, Tohbk, 5

BRERY I CR (CRI): BREBAMEIERS, IBAA CREFE. PR BAKEI 2 Adlls 7




=

H (B3

HED

T +1 1~ B dAriE,

PAaE (SD): Bl JCHE R RN AREIA S PR,

PD: KEEM] 14 A 41k B dbrifk.

Bk BELRF CREK PR, =615 PD,

MEVR: VRIS (R3K CR 8 PR) mid)s 1 ALIT)E <6 1~ H PD.

PEA MBI E R PR (PR-L): B 4iZ/Kk (BCR) {558 A9/l (4o BTK S
FIFN PI3KA IR ) 697 5 SRR L A M s, RS . AR/, bR A R e AR S LA R
IFSFREREA O B2 B4 K P 20 8 i AN A e

HRER AL TS IR T O R HRIRYT 2 H s BTK M 57 R 8RB
NAERH R BERAER N ZE D 2 5. HREERAE AN CR TR A, X FIHAMAMFT S CRIM
G LU 7R CLL MM ARk /NS B3, PEAS M2 1564328/ (nPR ). MRD PR £
AN AR FRAE IR AT < 1 x 107,

2EXH

(1] AR B 2 2 M 53 45 1 L5 bk B8 2 2,y O B 2 I Ve oMl 23 03 2, v T ek 8 A L 1 ot s
TAEZH . v A IR 20 6 I/ /0N IR T 20 A R R A2 W SR T PR RE (2022 ARRR ). HR AR IR R A
2022, 43 (5): 353-358.

(2] el 2 R 4345 LRI R 2= 4, P B U Db 2 VR R LMl 28 5 4 o 0 A VA L 40 14 a8 T




TEZH . B A AS Pk (9 B M o 12 185 S 02 T i 1] e KA1 (2018 4FAR ). TR LI 275 L 2018, 39 (5):
359-365.

An international prognostic index for patients with chronic lymphocytic leukaemia (CLL-IPI): A meta-analysis of
individual patient data. Lancet Oncol, 2016, 17 (6): 779-790.

HALLEK M, CHESON BD, CATOVSKY D, et al. Guidelines for diagnosis, indications for treatment, response
assessment and supportive management of chronic lymphocytic leukemia. Blood, 2018, 111 (12): 5446-5456.
MORENO C, GREIL R, DEMIRKAN F, et al. Ibrutinib plus obinutuzumab versus chlorambucil plus obinutuzumab in
first-line treatment of chronic lymphocytic leukaemia (iILLUMINATE): A multicen-tre, randomised, open-label, phase
3 trial. Lancet Oncol, 2019, 20 (1): 43-56.

SHARMAN JP, EGYED M, JURCZAK W, et al. Efficacy and safety in a 4-year followup of the ELEVATE-TN study
comparing acalabrutinib with or without obinutuzumab versus obinutuzumab plus chlorambucil in treatment-naive
chronic lymphocytic leukemia. Leukemia, 2022, 36: 1171-1175.

TAM CS, BROWN JR, KAHL BS, et al. Zanubrutinib versus bendamustine and rituximab in untreated chronic lym-
phocytic leukaemia and small lymphocytic lymphoma (SEQUOIA): A randomised, controlled, phase 3 tria. Lancet
Oncol, 2022, 23 (8): 1031-1043.

SHANAFELT TD, WANG V, KAY NE, et al. A Randomized phase Il study of ibrutinib (PCI-32765)-based
therapy vs. standard fludarabine, cyclophosphamide, and rituximab (FCR) chemoim-munotherapy in untreated
younger patients with chronic lymphocytic leukemia (CLL): A Trial of the ECOG-ACRIN Cancer Research
Group (E1912). Blood, 2018, 132: LBA-4.

AL-SAWAF O, ZHANG C, TANDON M, et al. Venetoclax plus obinutuzumab versus chlorambucil plus obinutu-
zumab for previously untreated chronic lymphocytic leukaemia (CLL14): Follow-up results from a multicentre, open-
label, randomised, phase 3 trial. Lancet Oncol, 2020, 21 (9): 1188-1200.




[ 10 ] BROWN JR, EICHHORST B, HILLMEN P, et al. Zanubrutinib or ibrutinib in relapsed or refractory chronic lym-
phocytic leukemia. N Engl J Med, 2023, 388 (4): 319-332.
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7.1 RITRIVE

I TR TR

b T S SRAESERR [ S (AR DRI | L B ERSE),
RBERTS MR AR AR ALZ (T, B47 cm )

g s o S AH T EORT I 20 g 432 JiT % 9 =% i 2 (HBV
e IMEA1L FIHCV)
o JRE L
o HHILAY JEA7 222 (FISH), R
o YL AR (WATE) JH i s A0 i, 4
o SR (AR LI 2R IR ) HHFB 86 Tl o Ph 4
(AR YETT BCR: : ABL
?,;ff GBI S misi]  BCR: ; ABL R4 5L IR 2 M uk 2 K6l
=]
J}% MR GFRE LA, RSB JiE FRiE 7




[ £ ]

1. SEi2E MRS R % ( chronic myeloid leukemia, CML ) HfRSE3 A, X2 Wr. 201, 9%
o I 85 4 3 R A — ki 2 BRI )57 ( TKID) {ﬁ‘fhjﬁ%@?%ﬁﬁﬂ@o

2. BCR: :ABL @& 3, 23697 Hi K A RT-PCR A E Mok E 0], 78 TRKIIRIT 11, bRk
FEski, DLEPRbREL (1S) #Fm, LIRS F22 RN 1A

7.2 2HL
Ph YL fE & F1 / 5 BCR: : ABL gl 38 R FE A il #1220 o
#7 BCR: : ABL Fl Ph YL (AR N FITE, R %50 BCR:  ABL BWIVERY - SbEFE M

7.3 SHMERSE

731 H

CML 43 A f8PEl] (CP). M (AP) MAZSM (BP ), BIW A MD ZAERARIEAE 1 OARE |
WY A IR R (ELN ) AT WHO 2022 Fibrifi .

SE I NER




B ERE R B IR EfR

MD ZAEFIRAE [ELN b7k
IR ik AR
R 30— F IR - *x
o SNHE B FERAIL S 15%~29%
o A ) il m - R A A I+ R ATk A
H 47 H>30% HISHR A E 53 L <30%
o HIA il REB RN 43 L = 20%
53897 JC R M SE M /MR TR AR
(<100 x 10°/L )
o Ph P[P 20 ) e e o (R S
(CCA/Ph+) *
228 (BP) FiG BT T Hldahs
A1 JE s BB T R AR AR E 4 L = 30% A ] I 25 B AR G A E S L =20%
RSN E R A R BESNE LA A I
AN i s R LA Al 2 7
. % ELN #RifErf, CCA/Ph+ il &R i L EZLRE M4, I +8, +Ph [ +der (22) t (9; 22)
(g34; ql1)], isochromosome 17 [i (17) (ql0)], +19, ider (22) (q10) t (9; 22) (q34; ql1 ),
#., FLURBIE SAK PR LG B A0 & A frlt—2B ikt

SE I NEREE




732 BROYE

EF RS B B BIR TG ESr 2 , AL4G Sokal FU/3 | Hasford £143 . EUTOS 140l ELTS 045,
Hrf, ELTS %DML&E%%‘W@H@ Sokal FUAMASE T A TKI M h—231897 R BUS 402
Vs EUHHEERFERETEAR

Sokal Exp [0.011 6x (4F #% -43.4)] +0.034 5x (i Mk 0.8~1.2
KN =7.51) +0.188 x [ (IfiL/IMf /700) *-0.563 | +
0.088 7 x (J5ilf4Hffl —2.1)
Hasford  0.666x (4F#%<50 %40, =50 %4 1) +0.0420 x <780 780~1 480 >1480
JELHE K /N + 0.058 4 x5 1R 41 JiEd + 0.041 3 x I iR
4 R 4 B+ 0.203 9 x (8 ik 1 K7 4l fid<3% A 0,
=3% A 1) +1.095 6 x (IfiL 7 B2 11 <1500 x
10L 50, =1500x10°L 3 1) x 1000
EUTOS 7 x FEBRMERIZHMT +4 x JEATEA /N <387 = >87
ELTS 00025 x (AEH%/10) *+ 00615 x JEAER/N+0.1052x  <1.5680  1.5680~2.2185  >2.2185
JEUAZHM + 0.410 4 x (Ifi/Mz /1 000)

VUM x 10U, SEIRACE S NS TS SRS SIS KT AR, P
SR AL CML AT AR

8
4
Bif
ES
=
1
b




2
i3
B
ES
=]
1
%

[E%)
1. MD ZEEFAREF ELN ARER 2 AT 0 H T 2200 TKI IR I, WHO PR /iR
2. BT L ORI R AR e ey, IRk 2 AE i .

3. BESMRUASRERMUE LS P ALER T o
4. PR FERE PR IE T ARAEZALANGSY (RAGRENR) At eI, R Bia Ty RO fnA:
AL e e% TKI 4 E AR

7.4 &7
BEEREMFEMHHEE—%. Z&MGEEETHERE

RfaE#.: FEge TREGRE: BUBR
YAl T =
mEEe
hEfaRE: RERE
o
W
—%, WEA TKI Rt HABAEATIRAL A — / —AR TKI




EMERANREEREE &, ZEMRERTER ()

=%, FoER—garsy  PEE i ik
B FH#
IS T AR
%, RgBR—%iarsy  [BSUE i ik
FHh%
e R
=%, whBR—garsy PR i ik 8
T
IS I T AN
=%, 3 =28 TKI FitEs/ [EEaaEsil ARSI RSN TR
B AM i ik T3 2
L, T3151 RE WR B BaE e z
PRI 1 SEAEIA T4 b n
T




21l R B mit R B E QTS

MW AP, RZARA TKI PGz JEitE e
s2E B

W BP, KREARA TKI [T IEEE dis B 7 RIEEE « 7
BE WER S R L T PR
Pt

M CP#tRA AP, BEiEiE BrsiziE I AR 6 HEEEE
Zid TKIi&ITHEE JEHE e e R I
i) =

M CP =% AP B BP, B BBiSi=ih X s I R JewsEe =y
18 EESE TKIATREE e ]l ol WEBER « b7
E Bt HHEE = 7
=
Ell AP ¥ T315I /75 WEEKR I AR
st




[ %]
L N H IR A R CBa RIER B B MG 2 | 1RYTIER | T RZRE %)
MR E CARbE. Zatk, 29M05%), P25 mRUg .
2. XTNG CP. BAFE NS A EBmR i, P 2 ikaiW).
3. T EEEA 2GR Y CP B E LRI (AP S BP) 3, —AC TKI EH ke,
4. XFReWeh it RS, aRERER TR, #UICRHERIE.
5. #5Fp TKI By HAR 2
1) Jr e e i@ T4, #iErr e CP 400mg/d, AP 400~600mg/d, BP 600~800mg/d.,
AT R 300me/d, FEE R AN SR B R R HERE R B O AR TR, 76 /R IET %
BN SiblsEal a3
2) RHEE. EATAEERMER CPEE . FESE CP AP BE R —4R)T,
PR AR S5 Je N 32 SR 7 R 0 CP sk AR . AL O A s . WRRRICIS . JFohRe s
W ARSI KA ZEERR B R B, NEEIRICIEEC . AR HrisWiRE 600mg/d,
Iy 20 BEIBYT AN A YT B 600~800mg/d, 43 2 WK, VBN LR L FIRYTE, W TR
RN A0 . BRI SO DR S, T AR A RO B L A e ™ M
FH < 600mg/d, 1 IAEEL L K il 4 A ™ 5 s/ ) SR T 5 SRR FH 24 (40 300~450mg/d ).
3) RUEJE: EH TR SRR Z B0RYT RN A R, ThisfE CP ORI R
—ERA TR, PO . BRI B, AR ESEE . A CP
100mg/d, AP 1 BP 100~140mg/d, XFT4E A i 2 )™ e i /b sl 2 AR O i 4 A e i 1)

SE I NER




SR RTT A AU (40 50~80mg/d ), R4 Bk B AT AT A2 )5 $ ikl i, B4R N
IR 20mg/d.

4) WS EHTEENE . —%iaT7, HEME: 600mg/d. PHE R R 245 s A
it H %, 400~600mg/d.

5) WEEEE: WG T T3S HEATINEI B . MR R, 0mg, RR—I;
wAGHE N 30mg, FaR—IK.

6. TKI T2, NARYE BCR: : ABL ARSI L5477
iR¥E BCR: : ABL REIRSEERLEIRTT

T3151 W, NS, GRS, #2553 H ST
AN AL

t

*

2
i3
B
ES
=]
1
%




7.5 JT3EMH

M. WEREEFNSFFREITMERE

-3

SEA MM (CHR ) FH %< 10 x 10°/L
I/ % <450 x 10°/L
A1 L TCHE R AN A A
SN LB E 53 HE < 5%
TCHRIMZIE BORER / AAE,  PREAS AT ik e

FHEANMEE RN (MCyR)  Ph+ 4ififl < 35%

SEL AL RN (CCyR ) Ph+ 4l =0

8
4
Bif
ES
B
1
b




2
ed
B
ES
=]
1
%

mi%F. @REEFNSFFEREITMRE (2)

SFFE (LIS RoR)
SRR 2.0 (MR2.0)
FEI T2 (MMR )

S FE N 4.0 (MR4.0)

STV 4.5 (MR4.5)

SOV 5.0 (MR5.0)

TE: o+ MR SOV A BIFREIEE = 4 ]

BCR::ABL < 1%

BCR::ABL <0.1%
(ABL #:3%7>10 000 )
BCR.:ABL <0.01%
(ABL % 575>10 000 )

BCR:: ABL < 0.003 2%
(ABL ¥ 5%74>32 000 )

BCR:: ABL < 0.001%
(ABL %% 5:75>100 000 )




TKI ;847 R M B ZFIEMRAE ( ELN2020 AR )

I T T I TS
|
|
|

<10%  >10% >10% CETERSE 1~3 A TS )
<01%  >0.1%~1% ~1%

ZEEARES PR >0.1%~1% >1%,
R MMR (<0.1%) ° Bz 5Rs,
Bt ACAs

*, TKI #2213 MMR ( BCR: : ABL>0.1% ) 25Uk 20

e P EUEYN E AR (1S)

PITCIRIT 22 (TFR) SHIRYT HARREE , Hi Gy RN 2 /0 k%] MR4 (< 0.01% )
2% TKLIBYT 36~48 A JEIR A MMR A Al %18 e TKI iB)7

NA. NiEH; ACAs. ML k5% ; ELTS. EUTOS KHIAEFEIT4

8
4
Bif
ES
B
1
b




TKI J&877 2 Mz 7=

| mmrem R R A AFERE  |ABL BER =T
W 12 AT K, W8, TKUAST 3. 6, 121 3 ATk, TRIURTF KM, 5
Wi HEMAASICHR; T K, HEE CCyR; A FIHE MMR S BERER

BG4 3 S A HEAT B TKI VAT R . Bk 98 3~6 M H —IKk

—K JEERS
W A AR AN RS R BAY (G RAFE ERRAEEEE R Sanger JIIF
Ik JHimgyE R A7) HiR | ZOLENIZ (qPCR)

ZHiA (FISH)
TE: CHR. SEAMMEAY ; CCyR. SEIEM L4 N ; MMR. 55 T2# B B BCR: : ABL® < 0.1%.

(%)

1. DLl B SGE FH TR A - I CML BB, s FH T4 48 TKUIRYT IR .

2. ERE IR R A FHELHT T8 SOP AL i T e EWEEE H AP dsh, Xt T g -l sy
TEARINEE BT AR, ARG, JUHSRSNE 22K

3. 3% CCyR [, YWEEARAEIRY TR (I abe e sl Btk Jig ). A B st DA 240 s > s e
TEHEATRREAC I 20 T2 A, 75 2 AT B R A A A M A AN

4. MFHA CCAPh- JUHIE -7 5 7q-) 85, A WIEAT A BRI A A AR E 4 A A6l .

5. MYFRCh AT B YRITRIET B, S EFT BCR:: ABL SAFKIN . R E RS T

2
léd
B
ES
=]
1
%




O, e E I BCR: - ABL 7RI

7.6 {5%§

JEAESK, BEE TKI MR CML B I AR BE T IRE, (52518KICIRIT M ( treatment-

free remission, TFR) Hi& CML,
{E1F TKI ST &

WK CP
BEAEIE TKLUIRT SR, i
AT E PRbr A E i LR PE R4 BCR : : ABL R0 %
BE AR AR A W, RIS E TRIVRYY S AT 12 A 1k
WiEH2~3 H 11k
RREM (RFEERED) —4 TKIIRYT, SN R AN 32 JR4E o — 28 TKIIRYT
BCR: : ABL ¥ 5/ JR Ny e13a2 5 e14a2
TKI RS E > 5 48 (ZAQ TKI, JRy7HfE >4 4F)
DMR 5£2mTH] >2 4
REAE TR YT R
REEH (FEEEY) TKI YA T > 5 4F
DMR f5£ER}H] >3 45 (MR4 ) =%>2 4E (MR4.5)
E: DMR.WZ T, /> MR4,

8
4
Bif
ES
B
1
b




HETHNER

[ %]

1. TKIIRIFE CML BE W AEFA B E K, JRIRITEM (TFR) IEHi N B BriviEsk Hir
Z—o EEREEN I Z WG IRVE A R R, AR A2 SRR T, 451k TKLVRYT 5 2Rk
REAERE TR RN, ZRE R RETENARR 6 AW, WA REEABEE A ek, B
BEHEMBIRESA, WL, FETAGWN . HRIEKI TKUATT IHRUE k1 DMR JEAF 251 3 AHT
P, R K MERRAY ST oA MR B R R R R B RIE . L, LEA s e M I A R R
AR RINTE R T, A TAAREWFE IR ER, AR .

2. FEA A DMREAT 3R FE K A5 1k TKI iEY7 R ARED COICh e fp e i . ot i),
AT e —A% TKI Ay —AQ TKI, LR EIRYT RV TRIE, A HEK TFR,

7.7 %8

AT IREUE TR E CML B8 AR AL, X T CML 83, BUA IS s, M TKIA
RS A R IR LAY AR R, Lo B, NS BTSSR T 280
FEARBIGRITTE SR, A NITEI 1 IRAOCIEE AR BRIE . Lot CMIL J5 T 4 4 A ) A 45 Ay 52
2%, EEARIEIRIIZE CML . TKI G WIS MESRA TKI 3G 7R PR E T o0 T 1 R R o
XA AR 5, BERAR T AL BN, 5 BRI e, otk CML S 23 TKI 2875 6 L2
W P DXL T2 25 8 e




TKI 857 HA B B ST IR E 18

I T N T

THRISEYR TKI {7 i Al %5 & IR 1R A7 TKI i J7 Hif
TKI Y577 3] 38 5 2 2 AN AT AR ST R
HEWRIFRIFL, TKIIRYT ] 5k L 2P A

WP ZARER BE AT TRIS , eI T Bl ae gk 5 TKI

S BEprgui | B L2 B TR BRG], 0 28 Ui R T JXURs:
FRESMEIR AR A BURSEAE YR,  ST RIS TKT:

R AR AR, BRI

R A AR MR o

iRiEE s OVIE BP: RURZEGTIR, IR TKI A EEREATRYT
AP: MEPCR

CP: ket TKI FALST 254

ZRM . (AR, EEZ T
Zerpidt . AN AR/ TR o

. CPEYEM; AP gl ; BP. 248,

8
4
Bif
ES
B
1
b




HETHNER

(%)

a
b

C

H AT = 55 CMIL £ 3 7 LT A 00 S0 1) R 75 2k 252 Al P L 75 EEL R R 8 JE I 2 56

H A {CA /> TKI 0] GEFZ MRS T B (RS, A 25100 38 v 25 R IA T RS 7R A7

H 3 R = R R I T RE, o MR AR IR B 5 1 TKIARYT, Bk, A3k MMR W4k &
I R R

TKI A7 i B RAMT R, 75 70 /B 255 i ) LA T 7 DRSS R 24 X R SE B I RN RS I 5
PEPEPREAIGIL, WisrEME IR TRIEYT . ARG iass, iR gE B H % TKUIGYT, B
WUIWEIN . 240> 100 x 10/, Al FHAMESBEARM / S THEE o 1EI7. Hil/MiT
H>500 x 10°/L s AN REAT s, ol T BRI VCARE AR I E Bl / BiRiadT

W R AF L BRE I o P R P 2 SR AR, T #E iR A TR B I TR R , (AT AESe 5 TR N2 .
JEEHRIT IR TR 8 MMR FUEIRIRAS . #5738k MMR BHAE FARRIRA, B 00 WEiBemRas
TR, T B IR TKI FRHEYT; #i MMR B iR UYR, 757 BVE S TKLIRYT .

X FA T IR H AR GE MMR 2B, WL TR R o B8 TKIIRYT

TKI ATZFLI o0, Wit g ke i gL, (AR Rl T2 L R 5 & & WA t/EH,
M FEBPRSRER BE, TS E R 20 2~10 KT, AR T MMR, A FE K i L A
A Z=H L TKLVAYT .

HUH AR R L ZMRHE K AE, LR S CML B G IRIR 1677 .




7.8 E%£

CML YRS AR IR SR &, FRE CML A RAFE IR 40~50 %7, #5045 7 F5E4FER: 15~20
%, B N E R AL TKI 78 CML B (13538 [, CML B & AR F K, Hik, #4E
CML 35 (=60 %) JEpli i A Bt

1. Z4F CML JBH N 70 % BAH N R (B IAGRE . SIHEMEIEZ . WBIFER. &
TRREI5E) RGP ZE (AR 2t MIgs), mERAEN —4 TKL: HiEAYEFSER
400mg/d; XFFEA MM YR . A OIS . BERRICIE . FFDIRES 5 . R B 3 ik A ZE M
PR R BB A Y, R RIR S XTI | MRS e O i 1 R, AR
TKIYF RN AR SN 32 T SE R H 2 i), NiARYE ABL 284828 | FB5 A& HRE AP TKI 1Y%
AR, PERERE AR A T, AT 25 R I

2. A CML B3 TKI AR 7™ 5B AR MR A AN BN & AR, 8 TKL e . Il
BRREHE A B IR I, I, FESRAS AT AYIRYT SO0 AT % B TKI i

3. BAFE CML BB 2R G IHE, JHHE T SE80E CML MIGIET . 1 TKIA i i, S
IEREMAE LA A I 5 TKI 259 BEAER] .

SE I NER
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8.1 A¥raiEfh
I TR BTN NI

sl SERRPE SORAE (AUIRAIN. BN, 2= 5F)
Eigies  RLYgoass
IRBEIRAIEASG (GA P4y - AFI KT 65 %)

MFRL, WAL, AT Ta2 Rehl CRAFRAREY  EREE
TR A L)) . DNA (hevylite )
PRER, PRUTE =N R T 7 FEL UK (3%)
24 /N PRAREE E i 24 /NI DR VR (1 K 24 /N R (23%)
PR e & REH K

IIE o3RRI SR [ fL Uk IV A

K, MEFER

MG W5 (FLC) it

AL (BN FEN | BRER; FURN AR .

RPN s I LT B2 5 i 2 3 A it i A R

(NT-proBNP ), CLIIESEEE I (¢Tal)

z
%
'L%
B
i
2




RITETTEAE (20)

] | g% lgee | ngms

Sioer L X R EEHTIUMKE . SLEREAERENKNE & B MH 8B CT 5RHEL MRI
CT & T B ARG, AT CT & AT 285 (DWI-MRI)

MRI i& T #iME ., Mot BEME K 2 B AS K dr, ARk £ B TP
ANEEIATHE R MRI A I SRS
PET/ICTA BT T a5 B B A SR AR (32%) PET-MRI

TGN s BT EL: ST

’ﬁzmﬂ’ﬂ% LI CD457""CD38" 4kl ], [N %% CD138, EURO-FLOW $ #MZ S0
CD56 CD19, CD27, CD20, CD81., CDI117 X Ji AR FHNER =60 MRD
J« fa, & CD269 (BCMA ) J% (MRD ) [

bl G gL IgH } Igl. V X NGS % [H %

( CD138* FISH ¥t : F/NA%EHE 1g21 §735 . 17p sk | VDJ HEHEE A2 ARG
=) t (4; 14), t (115 14), t (14; 16), ARMAEFETTLL W (H 12 Wi A, .
il 1p B 5 B 5% it Je Azl %é
t(6; 14), t (14; 20) MRD ) B
o

sRl 2P DA, D IEL L R
FE




z
%
'L%
B
i
2

8.2 iCHitRifE

ZEE PR BEE TAE4 (IMWG2014 ) MM iR E
L
Sl Cana OB R AT = 10% G I A Y&
OSEIRCE U @) 1gG K IgA = 30g/L B 24 /N IREREE = 500mg D @FF 1E2 5%
(37t SLIMCRAB
ke Cno (DB MR A = 10% Sl A UE S22 4 A fa#k: SLIMCRAB.
CIE TR O B ST YR B A1 = 60% (S) CRLpCE O P
b i), IR FEELLE = 100 (Li) HZ ZlifE st = 100mg/L 2%; (RLER i
@ MRI S5 1 Ab2LEJRAEPERAS (M) B
O ESIAE (C): M5 E R (A LR 0.25mmol/L 7 10mg/L;
B IM45 > 2. 75mmol/L & 110mg/L
© 5 e A 4 (R): JLBEF ¥ BR R <40ml/min; 5 1fi AL
Jif >177mol/L B¥, 20mg/L
@FM (A): MLEAMKTIER [ FL4 20g/L 80 <100g/L
@M% (B): it X 4. CT 8% PET/CT & —4bakZ4bi%
BB E

(SMM )




[ %)

IgD %! MM: [ [EE LIk IgD SR (M BHME & 24 /NI IRERSE (= 500mg ) LUK B o ek 41
il = 10%.

M MM 5 BB B ST S 4 = 10% £ SLIMCRAB,  F-HERR HABREN .

EikEAE-45% (macrofocal myeloma ) : SZASAKHNAT BANEH BN (=5em) HHZAEH
YRR, o E A B R A (R AR LB <10% ), B MR (HIfL, JR M 2 ik
AE] MM 2 WibRifE)

IgM % MM Ifil IgM>30g/L H-3 =R 2 i ge i, HJC MYDSS 5875

WA (IR (R P IRE , 145 T 2238 5 DA T A 20U E

BAEMLESS (mmol/L ) = I E45 (mmol/L) —0.025 x IMiFHEAWE (g/L) +1.0 (mmol/L)

KOE MG (me/dl) = M4 E4S (mg/dl) — VG I M (g/L) +4.0 (mg/dl)

JULBFE R

Cer= (140 - 4F#%) x I (kg) /72 x Ser (mg/dl)
Cer= (140- F#%) x {KBTE (kg) / [0.818 x Ser (umol/L ) |
PR R BITAAE R x 0.8,

BB RN
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'L%
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83 HHA

8.3.1 ISS ¥riE

Ifil. B,-MG<3.5mg/L Rl = 35¢/L
AR 1R bR

8.3.2 R-ISS FitE

_ 1SS T VIR AL 57 LDH 1E 3 k-
ARG RIS RIS
1SS MPHEA i fe A3 {2 00 LDH 7% FIE %K T

T AbRErh e fE AR s 2R R FISH K2t del (17p), t (45 14), t (14; 16) PH—DEZ 55,
PRSI AN AR RT Sem, AWST BT s 22 0K AN B P A B R4 B 22 B A A BT IR T (2A 28),




8.4 TlFiEh
8.41 IMWG HYFGIHEIAR

ISS 1/ MM HEA t (45 14), 17pl3- 1 1q21+, HBFH <55 % >10 4F
et ARG KR AR 7 4F
= ISS I/ ATt (45 14) =% 17p13- 2 4E

%
4
e
&
5
B
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8.4.2 R™ISS it

ek EF Re 15y

1SS 1 1
1SS M 1.5
Del (17p) 1
/% LDH 1
T (4; 14) 1
g+ 0.5
(SN 0
%SG 0.5~1
e 1.5~2.5
[ 3~5




8.4.3 MASS tRfE

BREE | 855 P 1R | OvE

= 1G IgH it +1 MASS I 63.1
1q gain/ ¥ 1% +1
17p- +1 | MASS TI 44 7.0
ISS I +1
= LDH +1 2+ MASS Il 28.6 4.5

85 ISENE AtEEBEEIATT

« | EBE . o o
B2 bi=trd | s Il it Il 3=
/BE

TFAEIR B BEE WMEESERE, B 3~6 A REYT 13K (128) BAGRIRE: (24 25)
(BRMEEsHE)

I3z {4 32 2 R JE HARDCHAR A SRS IR AN IR e 52 AR KT Sem, BI7 BT ;
BETHYTY (=45Gy ), ALK 8 £ % 3% AN e 4 R 2 % vk i
TR (13) BERETT (2A2%)

%
4
e
&
5
B




z
%
'L%
B
i
&

JﬁA

Mo R EREAT (5

ERIE
b ES | S Il S Il i+ %=
=Xiz|

VS MR + SRR R + MRS (128)
BAE T RAROK - ORARELNE + i IERAS (128)

IRTE B U + BIEROK + TR e +
HFERF (125)

RTHZICPT + RARK + RIAFERE +
HFERF (125)

IRTRZICIPT + PR + U EERE +
HARFY (15)

TREAAOR + IR + HhZERAR (128)
Wk + 22 R + HiZEk (128)
TR K + HFERAS (225)

TREARR + VDRI + M ZERA (1 28)
KT RERE + HuZERHL (2 25)

RARMK + AR LR + K +
HuZEKFA (2B ) Mo ZER AR +
TR PN + RBEEERE + I BE R +
HBFEKHS (2A ) I +

TRk + kA (228) ZRIWAE +

RTIRE R + HZERFS (228)  IRBEEERE +
WRFCIH

(VTD-PACE)

(32%)




meE R BRI (£)

EBIE
P ES | B3 Il 3t Il 3=
A

NER BT R + RTRENE + AR (128) ARV + AR LR + KR P iz +

B )T EEK + 3856 + HEORA (1) HIFERMR (24 2K) B +
INTRZICHT + AN + AR (1) RARMEK + FEC + HBTERA
ISRZICHGT + IR + kG (H522) + IR (2A28) (328)
Rz Jefs (128) AR + BREBLINE +
WHIBENE + S5 C + HFERM (128) HZERHS (2A 28)

RHREENE + o ZEAAR (128) PR + RARBERE +
MoK + SRBEREINE + HIZERAL (128) HFEKK (2A )
EREOK + HIZERAA (138) FKIEG + MR (228)

HIRELFNT + BRI ERS (128)

2 SV B RIRE AT I AR A BEAR S RO A PP R ARl A AR T SR, R it AR
LR O T P e A S A R 2 T 5

T BF AT A MGE T A, —25Ia 7 SR R RARIRG T TS, DU T STt
— U TR AR i RS B INTCR TN 2 =2 E R, WSS TR, WIEES

%
4
e
&
5
&




B ER IR R

NIEIINEE =Ry,

XTI ABMEE, &R DR R S SRl =205 58, b, IR A K / RIB B RE /
M FERINEE S T RN E IR, MK / SBEMERE / M SRR G T 0 B DR 2 R D e k5
%, KRTBEERE s i TAIAE, SBCAERT 4 JABNEYT PRAESME S i T4 . A 5%, WLE
PEEERN B INFHIA R Z LSS, WP ARG GBMES, MG EBMEEN TS, RN, hTILEE.
SRR L, BRI T RN TN T R G0, AT RN 521

AARSLRN TG TR A BRI, T T AN A AR T A SRS AE HAE 2 Wi A il 2 28 i Tk fift
FH G VDR e sl R A ARTR T 1 65 % VL & K Mk 4698 ( Durie-Salmon T #A#F R TTHA) B 1—
HIARIT o




8.6 TéHMmMmzIEITHMMmEE. WEEST
I T T T
Bz MM ARSI TR (1A25) R R ARS8 A - 538 5 im
UbHE: 2354 200mg/m’  MIASHE, S LIRERER TAIMABME, FR. &
(1A ) Hf3 VGPR dmfadis faf# (2B %)

AR (1B 28) SN & A MR A,

R mfaRE (328)

&% | HER Bkt AR T A0 A A S 2k DR 2 i 200 M 7% A
MM (2B K), MEBHAN 1R FEREERIEL

H PFS it 18 ~H JEBERARYT (2B %)
sl % MKICIATY +G-CSF (12%)  G-CSF (2A %)
IWEMEE +G-CSF (1A 28) ik +G-CSF+
G-CSF+ HRUbHR (128)  HIRUbH (22%)
E-CHOP+G-CSF
(2B %)

PRy TR 3 DA, EHTESAr 28 . FIEAFE AR BT 28T 2~4 7.
FI A L T2 R A H RIS S A0 MM R 1 —Ze e, X TSR AE R BT I MM 2

%
4
e
&
5
&




B ER TR REW

PEAT ASCT FWLE FRUTE [ N AMPy i EGE—, BV 24 A 1 AR T 200 % AR ) 37 AT AS T 5
o XT MM BHBAER, 5 <65 %, HEEWAMRIGIARE. SEIRERERESN, 4
B FE DI REAR AR RS A X A5 2. SRIEE 200me/m’ RARUER AL %, 4EiE > 65 & BiftA
FIIREA 2, T LUE ik, (HARR/NT 140mg/m’,

Tandem (XO) H WS L TA0AERSAE A TR AT ARG, FRTHSE— RSN T4 1 KR
FIARAEIAE] VGPR LA L7k, 80 BARGH RN MM %, Tandem BAE I RERAT—ERIME.
HERAL HRTRIRI I AL, Z 0 BIBPERTSS, AT AR B2 BB i) — iRy ki, (HEsGE M
TRAERHA R, H PFS BT 24 D HREE . SIS LT A0 R A 1 2E T RS OO At
HATAE D MM B B —AfERE, BRARTEARE m e 8o i PRI BT . BERELIS JLIENR Y7 Y st s
IAEE, HEARGR AR e S A E

8.7 FFIRTY

gifE RIREERE (129) UHIEE R BRI + AR FENE
VRGN [E=2 PN KRB + TERAAEK (24 28) (32%)
CARUIZ S HARBEME + UK (24 26)

IBEZILHRAT (2A28)
RAREK + KA (24 38)

WK . DRPYEK . RAREERE . V0 BE I B2 B 5 MU ZEORRA IR T o PR/ (D)




A TR SRR P P e v M) BE R AR PR TR A s FE ANt AL~ e W O S o KT LB
e RAREAK + AR BENAL ] T oo f AR T RRAY T o ERFIRYT IR IR 2220 2 45, UAERAYT 0K
WEK . R,
8.8 SEAMiABHERIATr
e oprid M5 M 3 R R ARG N 25%, FF HAXT 3 = 0.5¢/d1
JR M & A ER N 25%, FF A5 = 200mg/24h
PP BTG M & FK PR, BRI e (Zaxtigim=s 10%)
1fi. FLC>100 5%<0.01 (5% FLC 4%} {H > 10mg/dl )
M5 DR B S U8 (LSRN ) SRR A B Ko 50%
A R JC VA A R A4 IAL 55 > 11.5mg/dl
JERMER . TERRUEIRYT FARDAHUNEM (MR) 1HE 5

ERMER: FRBEEPAFUIRITR (MR KLL BIFR0 J5, XHERORYT e %
TEARYAATT 60 KR E R s TEARETT SRIG)T Hh A LB ot

%
4
e
&
5
&
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8.8.1 BaNEISHIRM

P “Slim-CRAB” (ilf R e AR ZEVE R R 8, W R SINAYT o BRI e SO e A ekt |
HBUBT I A M A 2 S L SRR F AR A (ML bR e e ). AN AL NI A R
SEIEBL, ATREARFEA “Slim-CRAB”, BLISHHE MOZFBIIAYT o

X T IAER AR R B, ARG, EIEDR 3 DB 1 W, W e R g
PR, <3ADH MBI Y, BEATIRTT s A XA K BE R TR YT I R

8.8.2 BYTIEIR
T T T

W SRS AE R (CAR-T IR %
U R ERE KRR
FUEd S0l RARVok + JREM: + HUSERF (138) ARk + WD K +
TN i TR + RTRE + MRS (138) HIEXAL (2%)

U RRUEK + DR + HBERAS (135)  VEK + HAEEAT +
PR + RIRHERE + HIERAS (136)  HLSEKHA (BBD)
IR + Rk + IR (120) (2%)
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