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T8 /N% BE 995 (minimal residual disease, MRD) X
PR Sy w0 5% BR 0 , AR R R iR T L
ik R i T VA A I T B R B B RAT AR fE
KI5 A . MRD & 28 AR IR T
R ARG b =0 N R o W - = L e N A e

ST OCEETRAR , LB R 2T TR R A% FR Y
Z— AR MRD R H AR TR R e, 2 250
Wit A R (multiparameter flow cytometry, MFC) |
52 B % & PCR (real-time quantitative polymerase
chain reaction, RQ-PCR) ki X B PCR(droplet
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digital PCR, ddPCR) 1 —f%{ll ¥ (next generation
sequencing, NGS) %55 1 (1 i 1A i RAE AL T v R
BB A M T B o SR, AN [ B B9 35 TG L i
PRI B A5 R BEATIAEAE DR, ik 7 R YA i PR
a1/ LLJL AL MRD Wil SR o e T IR 0K, Ak
B2 oy JURb o o A 4 b BT U2/ L
LW ZE RSP EILRRERwIEE A& 2R
SR LI IR e Ml [T 70 2 DL AR Tl A A3 4 R A
KA PR K IR B 2=k 40 , 3T 7 L E A
L T8 /IN B B 9 s 00 A i PR 2 FH 46 1 (2026) ™ (]
PRAFE R ) o ATE R RGBT JLE A 1fiL % MRD
ARSI 7 32 | M DM SRt T Sl B R R I A A
SENAS B AE I K B S AR 52 Y MRD 1
RS IS E e

— SRR IR R S Tk

ASTE W R AT R R R ITAE T I PR A2 ST 4
A A U0 (2022 fi) 75 (i B T A= 2 2145 B
VT b i 7 ik 2 bn e, 92 IR o 52 B i e 41
EARESEAT RS

L5 & AR A48 B A B AR AR N L #E H
M8 o (T ARFEAE LRI BOR e L FHE
i, 3 I+ 40 M9 % A5 (hematopoietic stem cell
transplantation, HSCT) [ il & Ilfs PR AG: 56 = 0l | 3 =
A BIARFN 35 HE 2RI D1 o BB B2 T4

2. 45 R TARZH AL 5 ) 45 o 5% AT B A 1
WTAET 20254 1 AEUR 3, th 54l /M Py
[l e i, 46 (D AR Rl 1T 98 TR 012 8 A A Te s
PRI 5 B 44, IS e 0] 5 B e 2 3
R, IR SR AR R R DR . (2) PR B R IT & K
4132 N, ok A 14404 CERE T B9 L IR0 L
B PP JRE R I RS 30 2 G 20 1, = I DR ) R A
P R IWIE L A8 A RE . (3) ik B KA
2N, B IE S L G, B BT o SCFr L 1R 7
EFEAE R I 50 9. () TR R FiZH 6 N, 3¢
I PR [0) REUAE 4R UEE 85 R RE B K 21800 s 45
HARSS5 . (5)SMEPPH 2 5 N, 553 i sr W A% A 47
BOL, B MO B S e AR S i
T 2 546 1w 1 E 19 R BRI H A ST S Jf
P52 T A g th R PR o X T AR TE A 4 e
B B, AR I8 AR SE A S BB SR BT ] i i
W, AR PR B N A IR S A IE

3. i R PR et )3t 1 5 0 5« 308 3 SR I AT AT i
PREEIIIR , 246 1 1T L R ALTHe 5 18 i) fh il
RIS 2 . W5 3 5 2 5618 R S [R] 45 XTI R (7]

R AT VD FAR DG R RAD 78 o 1l AR 1] R AR
P HE I 1 (AR A E ) 275> (JEH HE)
HEATAT 03 o TR T & S AR ) A 45 R kAT 2
RIS J5 B TR IR BE 27 1 83 T 10 ) B 45 )
T U R A R ) B 2% e R )

4 EHE AR FR RIS VR AR R R A
J%2 £ $E Medline . Embase . the Cochrane Library . Web
of Science . "V F1M T3 J7 Edlis e | v ] A ) B 2 S
FREICHE PR S58B4 I BNk
B 7 nl ) A% B 7 ol “leukemia” “minimal
residual disease” “measurable residual disease” %, i
K 2000 4F 1 7 22025 4F 9 H (¥ s Sk 7] 4oy
A SCHRI 228 SO AT IB R 28 0 A B9 SR
S AVELHE I PR 1 5 & X R GEIF M\ Meta 43
B I PRAIF TS5 . SCHR R 2 44 5 B2 o ot sy i
A SCHR T 28 55 K0aka S 350, 4 i 5, XUy e 3o B
fifp pR bR 26 3 44 WF ST . R H] Cochrane P
DX 4 A oy PRUSS: A7 T L 2.0 RRBF A B AL X6 B 3k 6
{8 it (2 JXURS: 7, 12 W M e B 5 B o AN T 29
W2 W HERR R B 50 0 i e XURS: ™, 2 ST 7 - T8 XA
i R VPH BABU IS 00 D A XURS ™ o B 6T I IR 1% B
T8 1 L 0TI PR 98 B 0T 50 5 PG R ge I R AT 3F
M BT AL SR Al AR T kAT
Fogr i it GRS BE PPN B X R G
PEAN EL Meta 23 H7 , 8 FH Al R GE 0V 4 7 17 B
R 2MTIEM

5. B 5T o3 S AR R IR R A R R
2009 R AR FEAATIE BE 27 RO T TG 53 SR HE
SR AR TR (8 1) 07 2 DL 8 TE 40 2600 AN 77
9 B AT 00 i B 2 44 T R XM ST 58
B A A — BT B Ll SRS =07
P BT 36 P L o R R BT Y U i
TEA T PEAG UEE BT it 1) JE 6l 1, REVEM S & TR
i (9 SN | TR e ) A P v B L
s K8 (UL 55 A & L B2 7 B8 A AT S 5 A
Rt o I 2 5 E A R e B T A e B L
HEAT SR, B 20 12 I R () AU 24 ZR 477 2 L
IR GEURT IR 21 85% L E) .
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le  “AxoJo” M B 205
B 2a  [RBEBAIIBFSE () R GV
2b BN BRBNIF 5 (AL 5 A0 0 o Bl AL AR, 4 i 17
#<80%)
2¢ AR AR FEWT Y
3a  [RIBIR BT BEAF 5 10 R GEvFAN
3b AN B REAIF ST
C 4 R RGN (AL AR 5T 2t BA 2 A 5 sl 461 % R
BF5Y)
D 5 ETSBARLTHISIERN LR E W TS ol 3 il

VS0 I 57 T T e IR R RS H 50
AT T SN IR P 13 B L ek RS AR 7E AT
PR 22 5 (R B F PR S DU, BEHE 7 IO MR,
N FEERE R T L 05 35 WL A — 2
TR B SHMAE M BT L HHBHE A,

7. 46 P AT A AN O < 46 R A SRR A A
Il L8 it Y0 AR MG SR 2 B AT A 2 A 32
I 452 AR 65 HEAT A o AUV i ACIE A B
I OURE 5~10 4F38 I R .

T ASHE B I AR [ R R A

(=) Kl ik S HAR

I PR 180888 12 JLEE FA I MRD =5 AT BR 2L A5
ik

EFE 1: H AT JLE A R MRD R 5%
FEHfESE MFC 1 RQ-PCR., 4 Bk A fef %
o 7 LB v R R R B, W] %k A ddPCR 2 NGS
CUEPE 552 2b SR B) o

YEFFRYE - JLEE 1 1009 19 MRD W 2 1k X
W43 2 5107 POk 0 B E . B T A I MRD
B RS I 32 R I MFC . RQ-PCR (£33 f 5 % 58 1
PCR) .ddPCR FINGS PUZEF A (F2)""7, MFC FI
RQ-PCR /2§ Hifllfi PR # #L MRD £ i) B 41, ddPCR
FINGS VE R B R A R 8 0 3 H R ik
— A SEEARE A AR LLH RN T I A

Il F (5] 85 2 - T/ MFC-MRD A& i, 4 %6 A [l
B4 LS S R An o] R A TP AR e R 7

WEFE R DL 2 16 FH MEFC K60 (5 1355 MRD i),
I 77 SR 3L F i g A G fo i £ A (leukemia
associated immunophenotypes , LAIP) | AE1F # 4 %
7 (different from normal , DIN ) #1 LAIP £:4H F 1 DIN
SR A RE BUIR LA, PLBIRIE B MRD (IIE 3 55
G 2b HELERIEB) o

T2 AEGINER B A I T 3 19 AR

Ry i FEA Y & FY R Q] Jry B
MFC Th 4 T 90% Lh A 0.001%~0.01% PR, ) AR B a2 B BEAK S 000 R M T A
Iy L, LR e = A B A3 2 9, Hsin
TE 11 3 P b s A e % RAVL AT S BRI M
RQ-PCR
Ig/TCREFFEHE DNA 90%~95% 1) ALL 0.001%~0.01%  RAELSE & Rk brit FERT HARAEE 24, H o2
TR A%, AT RES IR I2 I /NI
TikE
A 2 A RNA il 32 DR B 1 19 1 s 0.001%~0.01% = RALSE  Fe 5tk ] AL3E 1 15 <50% 19 )L & B i
LW A RS | ) S 1]
FEPH AR DNA P PESL AR RO 25 0.001%~0.1% I EET, 0T H T 80%~ B2 Plitest it REZ AR
14 11 IS 90% (W LIE MR B A6 TR AHE AR 2
ddPCR DNA 5 RNA E A 050 FAr & (LR 0.000 1%~0.01% (= RALE X i, Rig A s Gl 0, R B 0 K
A5 Rl L X 1/ TCR AR LR E A AR 2
FEPEHE) (9 1 L7 FEREA
NGS
Ig/TCREHF FEHE DNA FEGEH]T ALL 0.000 1% FEUE N, TR AR A L R, 7 )L
£ 1g/TCR ik FRAR X AT A2 215 R 1 1AL
SRR S T R
FE PR AR 5 DNA HA WS TAREWNE 0.0001%~0.1% (il , o] F2E 60 2 F A s, B IR T 2

1

S PR A S, W] LS e e

AL
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HEFFARYE : 76 5 FH MFC R (1 1f09% MRD B, 2
PEUIARZE & 2 3R SRNE . (1) LAIP 3w , AT
WL I S B G 8 e 0 o7 JR AR S MRD A
W77 % 5 (2) DEN SR, 308 5z X 1 13k I 200 it 6 28 %
YR B TR S8 SO RE 5 (3) LAIP B4 1)
DIN S , 454 HR 3 W112 I 110 11 I 96 928 2 TR AR F
55 1E o 140 Mo AL AR AE B2 R B S R U
AR TR] 9 I S0 78 AR 2 A s an T (AT AR
P PR A TR PR ) . BN A TRk A0
M2 F I 5 (B-cell acute lymphoblastic leukemia,
B-ALL) MRD #i & 41 & : (1) B 2251k F CD10.
CD19.CD20.,CD34,CD38 F1 CD45; (2) HA 4 ik .
CD13., CD15, CD33. CD58., CD65., CD66c, CD73 .
CD81.CD86.CD123.CD304 [ NG2 &5 , 46 i 75 5
Yoo RAPERTIR B A a3 A= T 4 M 2P b A
I 95 (T-cell acute lymphoblastic leukemia,
T-ALL) % PR A A (1) B 22K A mCD3,
cyCD3, CD7 I CD45; (2) HAth Hi 1A . cD2. CD4,
CD5. CD8, CDla, CD10. CD34, CD13. CD33.
CD117.CD11b.CD65,CD99 K nTdT %51 | Z
B8 £ H 195 (acute myeloid leukemia, AML) i P
M (1) HZEHBEA CD45.CD117,.CD34.CD13,
CD33.CD38 K HLA-DR; (2) HAth 4t 44 - 5] 4n £ Bh
CD4.CD11b.CD14 Fl CD64 25 P¥- Al BA K% Ki-BA A%
AML ) MRD, F| F§ CD7.CD19,CD56 %5145 5 Z bt
JE 3k, 0 FH CD133 .CD38 1 CD 123 2546 M 14 1fi 55
T AH 40 B fE e BE R T B A bR A2 R
(chimeric antigen receptor, CAR) T 4l S 7697 J5 77 1E
HOHT R PR B K B A 40 i 1 2 A i L
JIr VAT B B4R 20 5 1 b 78 At 1 1o 200 L ) A
& LA JRE A AR BH 1, 4 B-ALL 7] 2% & &b 58 CD22,
CD43 .CD81.CD73 .CD66¢ ,CD49f 42

Il PR i) 88 3: 5% JH RQ-PCR #E47 4 ML MRD £
UL R VA K [ Bvivt 7% i s . 7 M4

HEF R 3: 00 T P W (AR PH P (Pho) Mtk
B 20 A 9 1L (acute lymphoblastic leukemia, ALL) ,
SKHI PCR J5 K600 BCR : : ABL1 il &5 JE PR % AR T
Al MRD s} 75 4 25 B 12 R 240 B % ( chronic
myelocytic leukemia, CML) #£ ” Ph*ALL, #E 72 B¢ &
MFC 1 (85 ) 1g/TCR % K 5 HEARS U 55 22 Fh 7 72 [A] B
B O MRD DL v o 06 Pk CIIF 4 45 9% 2b, #fE 75 38
FEB).

W IRIE: BCR: : ABLI fillA 2 K B 2 Ph'ALL
) EE 25y T AR i W, (B AE MRD W5 b &5 th B 5

MFC F11g/TCR MRD %5 5 A — 28y 1% L (MRD 7K
MZEVNBEEH L ), W MFC A1 (%) 1g/TCR J A
FHEBAMEE BCR: : ABL1 fil A 56 P HF22 B, 7T 0L
T 1/4 7247 B9 L #E Ph ALL 5120, 3043 H 2 LI
V& IT )5 (end of consolidation, EOC) BCR: : ABL1 flt
G SE A7 AE T8 2 40 0 3R P 09 B 41 AR RN
T, BR M “CMLAE"Ph*ALL 2 X F“CML
FE"Ph*ALL, BCR: : ABLI il & 56 [H L 22 PH A L (H
BILE K ZFIFRT #5058 R FEOR 52 e 1
JE X T “CML BE " PheALL, R AR 35
BCR: : ABL1 il 5 35 X % S A 7KV PR B IR 7 SR W
FELI A Z Fh 7 gk (R EEEI MRD, 40 NGS J7 ¥ K
I Te/TCR 3 A FHE , v] 1 e v 1

HEFEE W 4: 5 T A% 0456 1+ (core binding
factor, CBF)-AML, 3% Ff] PCR Jy ¥ % Il RUNXI: :
RUNXIT1 F1 CBFB: : MYH11 fil & 3 PR 5 St AR PEAR
MRD B, A0 F b R 5 SR AR RS AR KT P Y
LI T sh B ML, %5 MRD FH S TR &5 > T4 2
R (UEHE S 2 2b DR E B ) o

W %5 & 48 . 76 )L ¥ CBF-AML '}, RUNX1: :
RUNXITI 8 CBFB: : MYH11 fili & 55 [F 4% S A $3 48
RAEBRYEIE A —E BUR B & . 2805 HER
CBF-AML & & AU 5 B 7 30 1] il 75 56 DR S AR 11
7 X5 KA G, GndE [ MRCAML-15 058 e s 76
B6 b RUNX1: : RUNXITI Bt 4 3 N s st AR i T
5004+% D1/10° ABLEY, CBFB: : MYH11 filt & JE R 5% 5%
AT 5045 01/10° ABL I % R LT 100%™ 5 18
5] - B8 1b K] AML A 5% 57 5 RUNXT: : RUNX1T1
FilE L DR B S AR T 150 % 01 /10° B2M s 40 1fiL s
T 50 ¥ D1/10° B2M, W) &2 & 32 43 5l v 38 77% F
84%; ML T iR /KF- 552 K 2K 6% Fl 14% >, 1
ANARYT 25 FRUE Z A PR 0 R SEAKOF B IR
PEORE K o MEAL, BT EB AR A AR A A AR
FIRDY ) SEATHBR A G L N IR AE IR A A B AR
PRt HEFAE IR T R R rh 25 5 SRR K s 828 1k
PEATIPAR , A0 Bl 17 MRD S A5 7K S BH 1 7T 4k 25 0
2, — HAfA T (U BT 0.6~1 B0 20 W 7R
TR R B

HEFEE IS NPMI1 3 K 48 5 02 AML 7] 5 (1)
MRD #5597, 15 H Al NPM 1 3% K28 53 050 i) de AR
AREAY R A i A FHEAT A TR
PEFENE NPM T 3 R AR S W0 I 4 > MFC-MRD f b 78
CIEPESF2 2b LR E B) o

YRR D AMLL7 B9 Bow , 2 Mk
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J7 5 0 o NPM1 KL R AR S 475 B M (NGS-MRD>
0.01%) & W 3 42 & K& KR B 3% 34 = (82% Lk
30%, P<0.001)"™ , iZ 451 78 30 I 6 KR A9 B AL AML
WF5E A5 2 HIA . B H A [F I R 5T T
NPM 1 JE R A% S5 W 0 1) S FE AR AR A DAk B ]
PEAL 7 i A FHE AN [A] (RQ-PCR 9 FLH A 0.001% |
2% B H 2 KT R B 3~5 AN B i 9 NGS T ik
DNA 75 S 451 3 B AH B L 2 0.01% , 2 HE 1
5%) AETERLIE

HEFEE L 6: X T FLT3-ITD 3 [F 45 55 ) AML,
PEFER I NGS 55 i85 2 805 715 PPAl FLT3-1TD g
5 S B S A AR g MRD Wil 4 b 78 T Bt GIESE
L ob MR C) .

T R 3B - R H B4 LUK A9 FLT3-ITD 3 [
A S A I Ty vk R U AR (29 1% ) S A (H A
B, T NGS £ R & W R 8 FE 7T 35 0.001%~
0.01%* . M 5% W 7~ , R H NGS # A £ i
FLT3-ITD JE PF 25 5 MRD B4 19 L BFHE k%
(cumulative incidence of relapse , CIR ) BH i &5 T B 14
L FLT3-1TD 3 A 48 5% MRD BH 4 5 B % &L
24 R s A AR ST 5 4 4F CIR 4351 R 46% . 26% , 5¢
4R AR BT 4 4F CIR 40 51N 75% . 33% , HSCT Hij 2 4F
CIR 539 °H 67% . 16% , 2 ¥ 47 G i T2 8 X (¥
P<0.05)"%

HEFER 74T KMT2A JEFE A Rk E S
(KMT2A-PTD) 2 A 48 5 BH £ AML, ¥ 7 ¥
KMT2A-PTD & A 42 5 4 2 T H A 55 4 1Y) MRD #5
ALY WIS B , KMT2A-PTD % [H A48 B 4 % K
WA R R KK 0T 3h 5 W8S CUE 9 S5 9 4, e 77
SRIEC).

HEFERYE . KMT2A-PTD 5L H 748 R S KMT2A 3
HEHEP® W E Xtz —. TEE AMLCG92/99 /)
BE AW 58 BA B o, fR T IR 2.4 R 6 A4 H
KMT2A-PTD J [H 48 5 45 A 9] 12 K F BN 2
2B G ) B B AR R (overall survival, 0S) il
TG 2 4 A A7 & (event free survival, EFS) B i T
R T KMT2A-PTD 3 [H 28 5 76 1F 8 filt B A
FE L IBE A I A5 A BN HE DUBCAE AR BN
KMT2A-PTD & [K 25 S5 Al I K B T 3 JE &2
K, HIKF- 3T 1% 2 W0 2 K 1 e im FHE ™, L
B[ 5%,

TR 8: VR 2 5L PR AR S5 R o B e i I A+ G
BE R A SR AE G R AR PR I B S EAE N
MRD W5 I (446 b5 GIEH 9% 3b PSR C) o

TR R HE - 7000 i R AR S O I MRD
W) o F-Fr R DB, 1 S B 1) 2 15 Ry R 38 i PR A
S N AR TR A 1 R AE O . 0T iR & R
P i 5 KA 5, 40 ANKRD26. CBL. CEBPA .
CSF3R.DDX41,ETV6, GATA2, RUNXI, PTPN11,
NF1.PTEN.,TP53 &, 77 Fi| Wi & 75 S IR & 5k K A2
Spll AR SR BT 50% BY 100% 1T E A AR £
FEDRAE S5 5 L8 28 1 I 78 S R AR 24 >5% , B R
AL RE A AR L8 AH G AR 57 5 12 Wi i 22 S 0 R 1K T
5% A AR S, 5 7% 18 NGS I 7152 25 B AR 53 2 75
FELETRTAT LI 40 o BH A Sk R 28 6 R AR
5 IASRZAE R MRD A W bR >+ FeM it (L2
P EE I DNMT3A . TET2 1 ASXL1 (DTA ) 3 [H 2%
SRR WA AR O 7 M 65 L A B R 0, A e oA 3
A AR S H R AR R A R, H R T
TERFELAFAE , X SR S ANRER P s b i 5
UG JCIe , SR RLVE A MRD 4 W5 A5

# #F = W 9: NRAS, KRAS, PTPN11, KIT,
FLT3-TKD  TP53 % {5 51 J% AH 5C 3 R AR 57 28 5 77
FETF AML O 5 [ BRI 1 I o 28 v, AN B h
B bR S EE AR S MRD (9 W48 bR, 75 B 5 H
s MRD F8 FREE A UEPE 25 2% 2b, HEFF SR C) .

# #F &k ¥& : NRAS, KRAS, PTPNII1, KIT,
FLT3-TKD . TP53 8515 %3 i AH X SE H A8 5 4F AML
5E R G AN REFE B R Tl AN (HaX S L R
ZoHAEAE T AML Y 72 B 55 AT (IR 52 B rh , ASRE
T A I 4R, A S B 4 o B YRR
IR RO SRR 3 S B RV S MRD 1) )

ShR, T2 5 H AL MRD 15 FREBES T

WHEEIN10:WTL FIEVII EH s ERER S
AML TR AR 0GB 25 & 2 e 1Al B AR h A
— 1Y F Ik HLBLZ 55— MRD B, AN HEFEKE
JLEAIAE Sy MRD Wil 845 , AUAE R 2% UEDE 55 2%
4 MEFFRIE C) .

YEFORYE : WT1 B PIESN AML MRD 050 1) 43
FhREW AR FIRYT 5 H A T <2 4k
H R EOC B & T 1EH K FBR#E (B EE>2.5%
o Hh A 11>0.5% ) FUG ASES S AHR [R5 2 L)
B A W1 5L R IE 3 Iim SH(E I AR TR, HL i
R WTT PR 23k 19 7KOF 5 it B 3L 28 /K-
FETETE S, T SO0 BH 4 B3 A1 B P XU 384 e
EVI1 3 [H 5 22 3548 725 AML FUs A, B A
AML BAF 3497 J5 EVIL FE R kK& T 1% B
$& 7 v 5 R KRS, (LA S iy s A A EVIT KR R R A
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Al A 8% . M TR S M M ELZ 48— MRD
FUE , AHEFE WT1 HIEVID LR B/ > MRD Wil
55

Il S 120 85 4 : W] A1) FH NGS B2 AR I JL 38 14 1M
S5 MRD Wi 2

R 11 L T e 41 19 NGS B AR 246
I JLFE B-ALL MRD A R 800 1, el % #50 m 3k
0.000 1% HEFFA A OB SR IT 45
3 (end of induction, EOL) \EOC FIF FE 7 5 45 I 1]
JUTFJE NGS-MRD Wil UEHE354% 2b e B) .

¥ 7 R AR - 25 [ AALL BF 98 A0 3% [ B 98 1 i
7, NGS-MRD 7£ EOI i <0.01% . EOC iif <0.000 1%
B B L 34F EFS 1] 35 95% LA L, [] i i g iR 51 i
MFC-MRD B AH X s fE i L, SEEDL3E
M 988 Bir 4E 41 (Children’s Oncology Group, COG)
ASCTO0431 #F 5% & 7k HSCT i A1 HSCT J& 30 d 4
NGS-MRD FH#:(>0.000 1% ) &L EA IR & 1 2 452
K H(53% F167%) . #£JLE AT A ALL B
% CD19 CAR-TIAJT )5 , CAR-T 40 Jifd [0l 46y Ji5 28 d H
B RS HE AT A 7K - (A4 <0.000 1% {HEERS ) Y
NGS-MRD #P J& & % B i i 4 & o A X F
T-ALL, i F NGS 77 3 W5 I MRD Il PRHR 1B A2, i

W= O 12: K I NGS £ A Wi B-ALL MRD
if, 35 F IGH H& K EHEARY MRD s OB B o, {03k
IGH & K H HEAY MRD U5 2 OR B, PR AR #fE 4
M AE TGH 5 DX 5 HE /Y MRD 7K F 3k 38 #4346 57 (GIE
P 2b MR B)

HEFRYE . 75 )L B-ALL 1, 85% L) I iy i )L
132 ish AR AT K I 2] IGH 3 P58 HE , 1 4G H IGK A
IGL 5L P dE HEAY LB 3K . R B 5T 7R EOC
B} IGH MRD<0.000 1% 0.000 1%~ <0.01% £l >
0.01% f4 L&Y 3 4F EFS 43 5114 95.3% . 86.1% #il
74.0% (P<0.001)"" . ifii & J7 J5 IGH-DJ. IGK.
IGKDE F1IGL 3 DX 5 HE FH P 0 15 2 SO, %
JE AT BEAEAE (T AR S 1 se b R SO R PE
B3N ALL 538 ] HSCT AR NGS-MRD 5%
& AR IGH FE R F HEBH 4 5 5 & SRR R

EEE 13 TR NGSHEAR N H T HA &
AL 755K 19 AML-MRD ¥ 37 5 , /E 5 MFC.,
RQ-PCR 4 MRD £l Bt i £ 58, S AML IR 7 1
iR 2% GIER 90 2b  HEFERE C) o

Y T AR HE : NGS H2 AR AT AR 2l 245 W I AML AH
I FHe PRI AR S () 2, AT LR TR 0 B A S R TR

U A RN A SR (H P oA AR ) R
B FLE RN 5 o X TR A4 ARy, it
R 5 i 0 8 b i 0 Y BH P 7 1)
o R NGSEARVEAL FLT3-ITD 3t PR 7% S 1) 7 4
FEKE]0.0019%~0.01% , FilJ5 B XAE o X F 24
75 LB A A, AML )R EOT HSCT Rl 5 #E7E
NGS AI A ) MRD 8878 T 5 A 17 23k
DR BB A5 K6 0 8 A0 51, 0.1% 19 R 507 18 i 2
(IR AN S T 7 -t €/ A f =8 SR A
FH S AH 8 A ST B AR AR v SR

(50 W) 58 s 5 70 J A

IR B8R 5+ )L # B-ALL Q{7 J& MRD Wil 5
Ak 2

HEFE N 14: % F L B-ALL, i SR 7
EOL I EOC /242 A A1) MRD [ P4k o5, HE#2 7E
AR B[] A5 FF S MRD W I DL SEAS 7 %, T3 A5
B JZRNAYT LR CUEHE 592 2b AR E B) o

WEFEREE 0 TLE ALL, B N4 250 K kRE A
Il R A 98 2% W15 S 36 97 ] L EOL #1 EOC () MRD
Wi ¥y oA EE BG4 2 AR RS E L. A
[FEYT J7 %8 MRD W fr LR Bsf [i] 50 AG 22 5, 0
W I6 T P CRIME YT IR IR 5 28 1580 19 K )
EOI(EPAkyy T4 5 By 55 29 .33 &% 46 K) AT EOC (H]
ABI7 FF UG 5 5 78 .90 Kok 12 J&1 45 ) MRD FH % £
JL# MRD B LA A& 3 W 0 38 v, I ik 16 B
VR R G AR R . L R D E A
(Chinese Children’s Cancer Group, CCCG) 2015 W
5% S, WA S48 19 K MRD>1% (1) B-ALL &
JLEEA TSR AR YT , AT i 25 B 5 5 AF EFS; £ 19 KA
46 K MRD ¥JBAYE ) LTS JoiE . B EAf 5T F
A% H NGS-MRD ¥l B-ALL MRD, & ¥l EOC 2 fi¢
EEWITAG

W3 2 0 15: EOC I MRD /% FH 4 ) B-ALL i
LR 82, AT 456 BARIAR T T S i S B LA A
0L, W91 % e e A7 3 ml LB A =ik )T F B,
i CD3 F1 CD19 BURE 5 M B 44 5 HSCT 45 (il 4
L ob DRI C) .

HE AR AR - 25 [ COG-AALLO232 il 5% W, 24
EOLE MRD>1% 14 L4532 s AR T I, 45 Jmy e B
e # T EOC B 19 MRD., EOC i MRD B £ ( <
0.01%) 5 FHHE (20.01% ) 1) LI 5 4F A= 473K 3 5]
4 79% F139% , EOC i} MRD 475 FH A% Y 2 L EE LA T
HSCT'™' . 7£ COG M & & 43 JZ2 /R & B, EOC B}
MRD>0.01% J2& F1| 2 i 1 & 1Y = 2K, H 5 4R
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52 RAEAE AL N 53.49% , B HSCT 5 4F . 1
CD3 1 CD19 B 4§ 5 PE Bi 4K 68 7 Bk MK K F
NGS-MRD, 7] fig gl 353X #B43 OLW Bl f5' . 55
JLEE AALL1731 055 B~ , 4 & EOL ) NGS-MRD FH
PRI B ZE N (R A 15 258 35 KU 82 LAZE EOC J5 in A
2/~ JE CD3 A1 CD19 XURs S B ik ia 7, H 3 4F
CIR IR F ok W H iz btk a7 L[ (2.520.9)% L
(9.8+2.0)%,P=0.002 "',

I R (B8R 6+ JL# T-ALL Wi{a] JF J& MRD Wil 5
AL

W R 16: X T T-ALL, #: 4% EOL #1 EOC i}
4T MRD PFAf , H EOC B PEAL M E & T EOLGIE s
SO Ob, HEFF SR E B) . EOC I MRD=0.1% 3271 H2
FfE, B HSCTHEAE CUEHE % 2 2b  HEFESRE B) o

HE R 4B - T-ALL 19 MRD J& 97 ) 1 3l J1 2% 5
B-ALL A5 Ir AN [A], Ho 5% B4 B-ALL B2 @7 B4R
EOI s MRD B4 20 Jos A= A7 56 B I v T FH A 7,
{H EOC By MRD A7 5 8 2 % 1l J I W A0 (727
K- [E ATEOP-BFM ALL 2000 #F5% 7% , EOC
i MRD=>0.1% F#) 8 JL 7 4F EFS{X M (49.8+5.1) %, i
AT 1S 411 (80.6+2.3) % FI AT & 4 19 (91.1+
3.5)%(P<0.001) , H A5 Hir ff 5 T8t f% 27 ik S
W55 33 K)MRD 45 2R o 5 33 K MRD A 4K FH %
{H<0.19% F-1E 55 78 KEEBH (<0.01%) iy L, H 7 4
CIR 555 33 KI5 78 R ¥ B4 19 i JLAHAL (7.6%
I 8.0%) ™, T ETIA T 40 (i LA 2
™, FREFIEIR & B T-ALL EOI(55 33 KX)
A MRD FHPE 5 BAMEALE EFS 1 0S 22 53 412
X HEOC(ZE 90 K ) B MRD X i g8 LA 77
{EL IR K™ 56 [ ] 57 25 A TR E I 2% 4 B B EOC B
MRD=0.1% 41| & JL# T-ALL B 8% =5 /G br i, 470
SRIAYT (CANZEHIEE ) 5 HSCT

Il PR i) &8 7 : JL 3 AML Ui FF & MRD Wi i 5
Ak

HEE R 17: X T JLE AML, % 1 4> EOI
(EOI-1) F1%5 24 EOI(EOI-2) 45 5 6 6 )3 i 5% fiy
2 MRD PEAl A CUE S 55 90 2b, #EFETRE B)
EOI-1 i} MFC-MRD>1% 8 EOI-2 i>0.1% $& 7~ il
AR, HA HSCT 48 1E GIEHE 559% 2b, SR E B) .
X} F CBF-AML, 2 /> L [# J7 #£ J§ RUNXI: :
RUNXITI filt & 3 K [ <3 > %l it 24 5 CBFB: :
MYH11 @A 23 KK EAT3>0.19% & #EFE4T HSCT GIE
P 2b  HEFESRE C) o

¥ Uk 38 : X F JL 3 AML, MFC-MRD P if

6] s % AL 4% EOI-1. EOI-2 #1145 1 4~ EOC (EOC-1)
aziel 25 [H St Jude AMLO2 T BE ¥E #F 58 W 7
EOI-1 B} MRD>1% J il 37 A K i Ji P R (3 4 EFS
4 32.1%) , Bk ¥ DCOG ANLL97/MRC AMLI12 B 5%
178 EOI-1 Bf MFC-MRD=>0.5% %l 37 A B il J5
B OQFELWEFER 14%)7 o B
NOPHO-AML 2004 & 75 EOI-2 i} MFC-MRD<0.1%
1) 8 LB EFS & 3 & F MRD>0.1% #& (57 % Lt
11 %, P<0.001)™' . St.Jude AMLO2 1 & 7Kk , JTCiE
EOI-1 42 EOL-2, WA g ik #] MRD<0.1%), 3 4 EFS
AR, 4390 73.6% F171.2% , W B 5 T 5 2 N7
)5 MRD=0.1% # 4 35.8% (P<0.001)"" . & [ #F
% IR AL 7R EOI-1 i MFC-MRD BHE 5 EOI-2 I #%
1, HSCT 5 #& # 7l J5 AH X4 (87.2% [t 70.0%, P=
0.323) , {H EOIL-2 i} MRD 15/ 68 %% [ 2% ¥l J5 e 2%
(70.7% It 14.3%, P=0.011)"", & £t .05
& BT T EOC-2 7 RUNX1: : RUNXITI il 45 %
BESEARFEIRA IR 3 MR R 20.4% % |, FHHE
i 3 AR CIR (22.1% b 78.9%, P<0.000 1),
XFF CBFB: : MYH 11 & JE X FH: AML, EOC-2 LA
Ji FA) AT An] Bsf 18] 157 122 5 PR K OF 20.1% 2 8 7 Fil s
AR

Il PR 1) R% 8= )L [ I s 76 I [ AR Ei6 Y7 1 7
T N 45 2 5 I 5 B EA T MRD Wi g 2

HEFEE N 18: 4} T L ALL, EOC i MRD BHE
By BB L 77 2k 2 W ) MRD, BH 1 0 8 LA P AR 3
HAG 6 FE 3 J2 ARy T 7 8 AL MRD Wil A
B0 R S AR A AT NP I, E 5 e RS v 1) AR
JULAT A U 1% 4 3~6 4~ H Wil 1R, 20T 45
CUEPESF5 2b  EFEIRE C) o

e 7 K 38 : DCOG-ALL-9/10 B #F 98 £ 38 0 7
EOC i MRD B4 i b/ i )L, MRD R 22 B P2 A1
B IR B 2 R BRPE R B9 6 4F CIR 4393l 4 7.4%
3.8%(P=0.51) , EOC it MRD FHYE(E J5 227 B i)
JLAE S 1 IR K 2 W BA 8L R K 24550 R
7.0% F129.4% , $27 EOC I 5 MRD B , ] Ji5 22 7]
DA FE#EAT MRD W 5 #5° MRD BHE , A 2B H5 42
WS MRD ™ 3R E A58 78 R L 56 46 K MRD B
B ALL UL, 75 5 2 ff J5 28 45 SR Ak y7 1 (3] MRD
Free BT S 2= /0 1 R HMER BIL, S 4ERE k4
fEREZRA Y12 8 X (88.7% It 58.3%, P<
0.001)"™, & /nFE ALYy i A b W I MRD |43 B 2L,
AVURYE BILAERE B 43 2 MRDIRE 697 &
FIVE e DRI A Ak 2% 7 24 5 3 ) R 452 24 5 ) MRD
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W

EFEE R 19 5T JLE AML, HE77 16 15705 28 i
Je B 1~24F 14, 4 3~6 1 H 1Ak 1 I MRD GUE#E 45 2%
3b, HEFERE C) .

¥ 4k 48 « 75 [ CBF-2006 A58 % JL 3 AML 3F
177 N2 4 BE DT, AP R I RE 22 73+ MRD B M
HEE B 1Y 4 4 5 R 51 3K 8.2% F1186.9%
X F1(8;21) (q22;5q22) AML, £ 34~ H it #1 J& 1fiL
MRD W i o] T i v 2% 52 &, I % Hh nl g AT
TPER YT AR 25 0 B LRFIAS . BN AML %040 3R
W], AML-MRD %% [H 2 JE 25 2% &2 & 19 v o Bsf 1]
5.8~ 1, MRD %% BH J5 - 3 T W4T R 12 /&5 5 4F A A7
F(45% b 17%, P=0.01)"" . A Bt & 8 7E B/ K
MRD FIVEZZ M f5 5 14, 2404 34 H itk T 1k
MRD Wi, DL R L Ao Bsinyr
JG ARAFSE AR B AML FB 5 1~3 5 E & 4%
WK 40% 17% F1 2%, % BF5% B fE AML7E
GHfE 2R N R 3 AT B Rk A

Il P 18 &% 9 = &1 i i i 75 A B L
IML5% MRD A Wi 2

W B M 20 X} F B-ALL, EOI 5 3% il MFC
T MRD #E722R FH B SR A GIEHE S50 3b, 470
B). Xf T T-ALL,MFC #l RQ-PCR J i 71 &} J& 1l il
B8 MRD A 5 i I AH S& 1, 1T 25 18R A0 8 il B
BB CUEHE 4594 3b, HEFZDRIE C) .

HEFE R 4R - % T B-ALL, COG F1 AIEOP-BFM Iffi
PR 5T ¥ 82 7R 3697 H 30 (56 8 115 2K ) 1 FH MFC 8§,
RQ-PCR 75 FF J& 1 & 1fi. MRD Wi B A 55 48 1) 1)
{8, J5 SE 8] 5 (An%E 33 .52 K ) A1 ifit MRD B
PETR X 2, WS AN B g, 5
AHEE, A0 J I rp MRDﬁﬁ%ﬂﬁﬁ,Eﬂﬁ%Fﬁ%
DNA 5 A & 1 NGS A , ARl 76 21 B0 ] h ks
D% MRD™ o 7E JC I AR BUE BERE A 915 B0 T, W)
K FZ AW . % T T-ALL, 7€ EOI Ay 5 v , i
it RQ-PCR 5, MFC K5I MRD, - % F1 4 Ji] i 45 H.
A 85 5 B A P (RQ-PCR AH 56 22400 0.849; MFC
R EN 0.822)" . E[H St. Jude JLEE BE e — I
WFFE IR BN T-ALL B & F1SM A I MEC-MRD ()41 5
ZH0H 0.818 3,1 B-ALLAY 4 0.416 2%,

WEFE N 21: )L AMLIE S0 97 5 4 15 B
YR MFC W B B AR GIEPE 2525 3b, fEAFZSRE B) o
WA AML F¢ 5 M5 R &9, v >k H RQ-PCR 3§
NGS J5 % 1 Ji i #4743 F MRD il , {5 & 6475
S H AR (RS S50 2b  HEAF IR C) o

HE 75 AR 48« 177 22 HOVON BA B BF 5% D % 12 [
GEIL Z .0l 58 #4278 78 EOL A1 EOC B, A1 Ji 1L
BACH BELEAT MFC-MRD W 00 mJ 0 42 %, (555 5L
B R EUE BRI 0.04% FEE 0.005% 1) FHE
FE SCPHYE MRD 4, JLEE AMLAF5Y R 26 8 KfY
A1 JE I MEC-MRD B A 105 M8, (H55 22 KK 5
I MFC-MRD E. 6 & X H L, R MFC J5 k4
DU A1 JE i MRD 223K 75 ik HoA7 R % B v W
LAl

X} F CBF-AML, BF 5% {7~ A1 & 1 >R F 0.001%
B A 2 X B MRD XF F RUNX1: : RUNX1T1 fif
A LR A AML 2L A AR G 1 1905 2 S0, B 3

R 0.05%~0.1% B9 FB 3 038 B, Rk B Bl AR
AT 53 F MRD IR E &, FRIEDF5E
R AML LS E M AGE R 92 DNA 554 NGS I
DU P i A S 6 PR AR S 45 R — BPE ik 92.8% 7
I, RQ-PCR M NGS J5 vk RUE & , 16 FiRdIT
1L R ORI 5= 24 B 7 R A I AT 43 F MRD
W o B 2% 30 B R A LU I B s i R
R, DRI B B A S 4 IR YT A R Y MRD W Y
B EREAE R

(S 7 R ZIUEST T

Il B i) R 10: JL 2 2Pk R 4R 40 P I o
(acute promyelocytic leukemia, APL) quAaf FF J& MRD
JLanllNg

B W 22: 4 770 i RQ-PCR Ky Il H &
PML: : RARa il & 3L K X APL 547 MRD Wi GIE4
SRR 2b, HERETRE B) o HRE U AR R A 2 R A
3AH VIR GIEYE % 2% 2b, #EFE 00 E B) , 1524 J5 4
6 A 1 CIEHESEGL 5, AR D), 47 MRD #§4k
A , e 22 Wil 22 452 24 ) 2 4F UESR 25 2% 2b , 2R
FEB).

¥ 7 4K #2 : RQ-PCR A5 Ul PML: : RAR« il & 5
PR 8 4 ] P A R 5 o2 Sk W APL A8 L MRD
AR T 1, AR N 0.019% , JT 58 I R 17 A FH O
220 AR TN ST A 2% 2 T vk Wi s R A
AN A M X 43 1E H AL ) SR Ak 40, e
MR 2258 REUEA S . T EOCHT Y MRD X il
Ji JA0 Wi A S e e SO DA i A AR AR
EOL I Il 27 22 fife Je A1y 8 43 £8 )L PML: : RAR o il
A B (20.019%) " {H TG #1152 L, EOC
At B 88 PML: : RAR« il 2 R 11 (<0.019%) 42 7
FUE RAF . X T 4ERe MRD 50, i TR & fa
APL A & 21K, BRUN ey g 18 A ey f wl AS Wi
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HE[E MRC AML15 356 & [ N 405 e 818 APL JEH:
Emfa Il R RT3 A
1R 0 R MRD 42 FH (20.01%) , 1 1~2 J& )&
32 25 I VU B A s (7] B 0 R IV
A, JLE APLBFIE Won (525 2 R 5 B R FAEH
IR sl MRD R 22 1Pk, e 2 W & 45 2
Ja 24,

Il A 18) &% 11 : )L 2 %)) 4% 700 b7 R A2 440 L 19 I35
(juvenile myelomonocytic leukemia, JMML) 41 fa] Ff
Ji& MRD Wi 7

HEFEE R 2340 T JLE JMML, 78 HEFR ik R 5
DR AR 5 5, 4 77 2% J RQ-PCR B¢ ddPCR J7 2 W
PTPN11.NRAS KRAS NF1 45 3 R 725 5 (GIF 4 45 2%
4, HEFFIRIE C) .

FEFFRYE : B SN INEEABIF S S 78 2 il A8 5407 4
KSR JF R RQ-PCR ¥ Wi Il JMML-MRD EA
T 2 S, AN E A e R — Bk B R B Kk
) 8L AT FE I 2 52 % Hif B MRD A9 R s T
w3k BESE 2K ddPCR ¥ W JMML-MRD,
KIBHE G 14> H 25 MRD 55T 0.465% , #7856 %
R E . (AT AML, %4 )5 IMML-MRD 7 B
1 ,65% MAEE kB ILEBAEIG 6 41~ A DL LA k5]
ddPCR MRD B,

It B ) &3 12 : JL #8741 i 3 1057 (chronic
myelocytic leukemia, CML) 41 FF & MRD Wil 7

HEFEE N 24: 75 CMLIAYT H , Ar L BCR: :
ABLI il 56 WS AR T ISR 1 e . HEAE
TE 3K B F 24y 22 22 f# (major molecular response,
MMR) , Bl <0.1% BCR: : ABL1 [ Br #x #E 1k
(international scale, IS) 7if 2 /045 3 4~ A Wil 1 ¥k
BCR: : ABL1 @il 3 K UEHE % 9% b, HEFZSRE B) o
CL 4K MMR # Jo i 24T B8 28 ), 4R F RQ-PCR
2 UEAT AN JE A MRD W 0 CRiF 4 45 9% 2b, #fE 75 3%
JEB)

R CML B & R B, bR iEfk
BCR: : ABL1 il & J A W i 2 f0 Ak 96 97 D 5K i A%
OVHE o HR A R 1 0 o9 A0 5 [ ] ST 25 A SR AE
W0 28 15 7 17 , 7638 BT A MMR 7 2 >4 34
A We 1y il F I R B BE O BCR:
ABLI il & H 7 i B R 4P A G, © 4k MMR
T AT B BE 2R, AT AR R AR A
IKF MMR &, W= 0 R B 34 H 1R H 2 R
NEEEE (MMR 24E L F) o XF T35 258 E MMR 3§
TR GZ it KT (22 4F) 35, 43 F W A3 % ] DA 4

3AHA L IREEE R4 3~6 1 H 1R, AR A K 5]
BCR: : ABLI Flt & 5& PRUKCE 1 30 I IR & S0y b
Tt (il 2k 25 MMR 8588 B A s v b T 14 B0
S ) Bf, AR PR BRI (B3 AN H 1), LATE
fli B m AL FRE R KR,
BCR:: ABL1 P210 A ¥y £5 , IS RQ-PCR A5 /& 4>
Fr vl , 7450 B 55 0.003 2% (MR* 1S) £ % 0.001%
(MR®IS)!"' P190 F1 P230 W7 B [A] 14 A 2 57 1S, £
7] % FH B B RQ-PCR Y R S 3 = 19 507 PCR
FERRRAR

AFE A A A I P S0 B LR I
MRD B REIN 5 W0 56 % | T Ak B Ao 5k IV 75
EHERZ IR R, $2 T 98 e BE A
I R LR Y Ak A AL ) MRD W 0 55 fift 52 4%
SR, JLFE LG MRD W I ATS 18 i 1 22 PRk, fnAS
IF) ARG 000 2 7R B A T A L 45 SR N — B0 A I PR ke O
G AT . FRO I WA W IR 5
SERE HE YR S A B, 5 SRR I R n) AT e =
FEOEE SR, AR 2 m R 2P
I AT 58 AN BT S AN A AL AR F6 B L oA A I AR LAY
MMEALIR T 5 KA B AL AT SRR 8 S

(thr®E I XA B %)

BTSSR RS RO MMB L PBIARF) : FYIH L HEER
(SCTEER) s B ERBERR MR AL s LR B B (E KA ) Bl LB
Be (223500 ) 5 Wi K25 B 2 B B L 3 B2 B (VK IR RIS )
M 2 5 — I TR R B (U U ) 5 o L K 2 R A — B B
(B BE) ;P LR INRAN A B B 8%
EREITERA (R BB BB BT ) : FHRER LR IL
B (T4 s 5 B2 MR LR Bt RSO 5 7 M EERE R
R 14 )L BET L (ITAR) 5 4 T Rb b ko ] B o e B O [
B e (HITE ) 5 4 b B A ] T3 5 2 5 U 0 0 2 0 (42 46 ) 5
7 B R R I e (R 2 AR ) 5 T e PR A 2 BT L % B
(TP ) 3 77 8 2 WD B2 Bt (90 28 ) 5 1 AR K 2 5 9 S B
(BIFST) 5 F 9 5030 K DS B MR 1 0 L B B 2 bt (AR
VA LL) 5 il LR B I () 5 VR T L B e (0 Py
SCRER) 5 B EE R k2 IR b s L EE B (R LKA
KERAR FBGHE) ;D01 AR PTAE — BEBE (52) 5 30 A s L
FE B (I s P9 22T LA BE B (2224 ) 5 B BE R A —
JB B B 7 ) 5 W7 Uk 2 S 2 B A T L 36 B B (B0 37 K IR
TR ) v [E S Rh A B 0L 0T B B (W SR A L) 5 g Ao
I = B B (R4 ) v LR B 55— R B (RORLA 2 ) 5
Lk 2 A 3 I 28 A E PR B ) 3 S R ke o R S
(W)
FESERA: JREE S ER LR WL B B R
LB B ()
IS B A (R BRI BHEEIAR ) « WIT K RN B
(N ) s W VTR 2 B 2 B R LT 2 e B B Vo 20
REH] T
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SMERTF R (R BB AL NG B BTN ) - AR K2 W) U B2 2% B
Wi Je B IULEE B e (RS ) 5 A8 BB =2 (] 5 B2 2 Bt i s 13 1 22
B (/) 5 B 5 BEREREBRVLE BE (B i AE ) s WiTLas N R EE B
(5718 ) 5 v ] B R~ B D Bt B B (B R 480
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