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PG gPCR,

— MFC

it X 20 A 2 — ) R 0 R T (A
ZINTFIT R PR R ) K 48 R S e i A AR 1) B
Fr P e f AT O BOR A IV U i A
AR MV P12 W | 1 I 200 R 200 PR S -
B 9% 2 A0 L 35t 4% 27 53 5 A W0 2% (morphology-im-
munology-cytogenetics-molecular, MICM) 73 %! MRD
W AT A0 B AL A A0 A e T A B AT SY A
JiL B 58 R R T AR oY A R A AR

Wi E B T I T 0 M AP A R R I A i R
T 200 5 A AR O RS [R] e S 2 ik 3 st A
T 7 1R o S R R T LR S T RS 0 i 240 Y 1)
PR AR AR B 78 I 40 A L | B0 D 1) 28 A A
35 1E 5 40 M [ | 30 2 S (10 0 i 2R TR R Sk 11 i
9 AH OC B2 95 KA (leukemia- associated immunophe-
notypes , LAIPs ) , MFC A LAIPs S5l A FH 11 il
£ L P i R R e A A DU S 0
R s TGN B TSR A,

LAIPs EZ T LIGr 0 4 28, OFLEIE R 2%
ik BIAS ] 2 o B i 0 R () B 2% 58 T R D 4
AR CD117 A Be iy CD11b ik
QYL 5 R ik | IR B 2R 40 B AH P R A 7
BE ARG L, WEE R Ik R AR AR CD7.
CD56.CD19 .CD2 .CD5 45 ; IF i i Ji 3 1K 5 JiF Bt
A AN R AE HAE  CD13 3RS R HLA-DR
FIRW GG ; PR FRIB IS FE CD34*CD117+4
Jifl AR R 3k CD38 1 AML 20 i W) AT LA 3k
2 80%1 AML 5 91 v A7 75 Al Kl (1) LATPs®, tL A7
SCHR B 38 95% AML & AT £ i LAIPs 10 ik
MFC A PSR, AT AR 46 R 25009 AML
E

XF T 10%~20%7C LAIPs B AML &2 | Al H]
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“A IR FIEH ” (different-from-normal approach ) 1943
Br ik A0 LAIPs #£47 MRD BAH DG FE0 A8
[ FIEH 7 I8 AML 40 i bt )5 3 A4 X 5 1
HREL MR PR A AT I A B AR A BT
PR AE 1E 5 A0 R R B A B R PR A% X s P 40 e
FEARSLRE AML 400, AR TAE5E LAIPs 25, X Fh 7
BB T2 B RELE) LATIPs {5 B | 1 /2 Bk #R LA
s 1 PR J7 58 25 K DN 5 1 % 1 240 i 43 A6 AS ) 1)
AN MLRE X AP OT VR Y iz S8 2 o m] H LATPs 5%
IR e F G B ) MRD L AE FH i =l
JLA o A

FE R BT T MFC R I MRD 19 72 8% {8 HR
P AML 40 B8 6o 26 78 5 1w B 6 b 454 fe B Bt
2 g AR AN Y 22 AR EE L X T TR U, BAA
o R S 1 1 I A DG B DR Y R B RR E — P R
MFC A0 (4 R AR . T 2% R U0 MFC /9 R
JE 1,52 FR AR LS EIORTIA S MRD A4 Jor 7 e /0 2
JHLESC P 52 e AR A — A BH P 1 s 200 B R R 22
TEE 20 AN BRI 1 E ADIREL 20 AN A
REIAE 10 R, ZERE] 107 MR JUE W =
ATEEE 200 7N AIME R T OE E e o R
LAIPs ZE IR B AEAE | S2 PR b I o5 24 1 5 20 il 2%
IR = 5 i Zeijlemaker SENG T 1 HAE
8 o 3t =X A0 A A b R B A I 15 A T I A B A 4
A, X R AT B ATIE BE MRD A9 7 325 DK 5256 BT
18 15 200 LSO 2R e /b ELRIE X T R L A
I I K 56, MFC A DU 79 R 53 B2 ] 35 3] 1074~105,
£ AML & MFC £ MRD 19 R 805 vl 4t 4F
TE 107°3~107* KI5 X BB R IR IR 1Y) AML,
HC R AR IR B 1 KT

L S A AML H MFC %0 /9 MRD 19
s M E E A 2 K =58 AUESE , JRY7 /5 MRD FH
PEUR A TR TC 5 R A A AR AE AR ax e e
Bk IE T BERE Y W MRD 1 B R) &R 43 BH
BEE: A o (AN LA ]

H i, MRD F 52 35 ik 07 %) 15 1] 5 32 24
515 S 677 Ja SUM L AL )7 58 RS9 78X
2 AN TE] A R AN AR 12 B A0 R s
-5y F S T Z 2 S0 BT, MFC K2 MRD 45
AT ELA ST FUS A {10720 Buceisano 5948 H
A4 30% M5 40T I5 MRD FRAE R 85 R ILIE fb
Jr ot A MRD #% B, 3o B TR IR R 1
WS e MRD FIME & Mg it 225 Rtk W
DL 36 7 58 B A9 MRD W] RESE A W & L, M
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& FIRYT O EOR UL, WA IR YT € US 19 MRD
AR TG RIGIT 7 FE 00 Bt R 3% A — 52 1 I R
BrfA , 3X BAE Terwijn S50 W5 A5 31 THIESE

AN A S OC TR T F 1Y MRD, 42
1 MRD #hA 4278 Fil5 f/EH . Langebrake 5512143
M TS IRIT RS 15 K 5 29 K 36 60 K|
%5 96 K1 MRD £ | & 30 5L 91 B 1Al o5 (26 15 K|
%5 29 K)MRD Bt JF b B A il f5 & X, Kohnke 5081
WARGE | 76 AT J5 0B BE S0 B0 S 28 i Ak T
FHIRIE 1 16~18 d, W %E 1) MRD HA BlJ5 M {E

1E A [\ B 5€ v, AML % 91 BF & ] 9 MRD
B BH M BB A R 36 A A F 0.035%~1.000%
[A]S1L118202551 () 105, 2 H i B T 14 B 151625201
WS EILERYT S, 588 MRD KT 0.1%4 f/hF
0.1%HM TR LW | BAFHAA BEESR,
Frit =z A5 A HAh AR W AR AE . Al-Mawali 55202
FH 32 TARRRAE A o0 A | B 1 54 %) AML &
Bk R BOR | TIRTETE IR LRI
W 0.15%1E A BE EA 5 i R B FIRy 5 B2 T
Buccisano %521 i £ Maximally selected log-rank
statistic 732 0.035% & A B XI5, £ S0k
Bk, AN ] 3 (A7 S TR 82 B ) T8/ 0 A 3 40
WF 5 FEAS [R] (1 B[R] A 0 FH AS 3] 14 [ 519240 Free-
man 5B H R AR PR S [F] A LATPs %2 SO TR] 16

= DGR gPCR(PA T i FR gPCR)

FEEA Yo AT HE B PR 98 A8 A it ek 1Y
1 I 58 5 1 gPCR AT AT MRD #9800 — 77 1
JEA i R | 0T 35 107~1070 KB @55 MFC
—XPECBCER S, R AHECT MFC, qPCR 946
R SRl X LR qPCR BA —E W5
J1, BHHEI, AT gPCR K MRD 143 ¥~ 5 i £ 45 fil
BN FER AR A i ik =2k

1. RlG DA 7 B g o U 5 HE 09 1 10 A8
e, AT G e A ) A 7 A B Tl 3 R SR AR R AT
MRD Y5l 2003 4F | B Y B TSl 7 e A 3
qPCR (1438 FH A2 BRUE N K T v 2 B br Ak, (L
SEAL T HLA SR (A 0 AT EpE B il A S
qPCR i R B H A B AR AR MRD A I o 1l R
FHE T Z 172 BCR-ABLI Rl G 5 H qPCR B 1
Shy 12 PR A0 AR A I MRD R e 32 R I Bt
TEAML H, 5 UL RlA A SRS Ry 2Pk R 4k At
[ Il %5 (acute promyelocytic leukemia, APL)AH Gl
A3 PML-RAR«a, #0856 HFAHE AML A1
Kol A F P (RUNXT-RUNXITI .CBFB-MYHI11), It
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A AT LG ZE A MLL-MLLT3 #5147 MRD #F758™9,

APL ™ [ PML-RAR« fil 5 2 PR S HBUwm AL
FAR T A5 A 0 10 97 SOV Al 1 A 4y T
bR, BB T (R PML-RAR« @l & 55 7%
B1) J& APL GBI 2246845, LA qPCR M PML-
RARa fill 5 3% [ MRD B2 i/ & & 1) fe 8 F Bt
EH TR T & 3L PML-RAR« il 75 3L R R 42
B ) A N R Rl B B SRS IR — R S
PERNG He A BT 2L AR AL 35 72 RARo 55 H Y 55 —
WEFN, A X 24 55 PML-RAR« fill & 3k
(B RTT4E A BRI SR YT RO ANER IR B
iE—2L 4k T X APL ' PML-RAR il 5 25 4]
() MRD Y50 J 72 R %55

TE 1% 0 45 & B A0 OC I e RUNXI-
RUNXITI .CBFB-MYHI11 #B# ik W] B A £ /R 8 %
SRS, WEI7 F RUNXT-RUNXITI % s A K
Vi E RS TR IORME RS, Yin S5
X} Medical Research Council(MRC) AML-15 IIffi & i
i UL qPCR 45 LA #fs 0 d, 42 AR 28—
WE 51 1(8;21) & 1, B #E RUNXI-RUNXITI
B SEARHE DUBCR B /N T 3 A X B ot 1 &2 % 3
X JFHE 3 FERRE LR E G LE KA
W WS, BT EE 2 bR iRE A 2 R E
AT R TE T AR L A5G A DG AML A6 JE
I 20 MR KIT A (30O FLT3 582815 &0 M i IR
697 )5 RUNX1-RUNXIT1 %% 5% A ¥ DL 50T %
SET/INT 3R B ST S & S RUNX -
RUNXITI # DUECT /0 F 3 SR 2 & KU
G =

WESZ RUNX1-RUNXITI-MRD A% 5 fr(e . {8
BEBME, EHAZHEKXH»IE, RUNXI-
RUNXITI % A B R o — s R, Rl &
FL B MRD iR o7 B R R 52 A8 TG IR T 40 )2
SCEN A | Zha SFE 2 T RE P A AE R A UE
SET 3 AKX I R ILE S
& MRD A5 I 1) S5 R s )

XFF inv (16) (p13.1;q22)/t (16;16) (p13.1;q22)
AML,CBFB-MYH11-MRD H£A 5 RUNXI1-RUNXITI
BRSO E , Yin SF0HRGE 55 — 005K 316
J7 )5  AME I CBFR-MYHI11 5 WWAUK F 10( A 10°
ABLI1 JE R DU 9 Z) 1 inv(16)AML A& & A &
(952 B, Corbacioglu S5V A7 It R AH 5G] £
) MRD,CBFB-MYH11 %% 5% A< 57 22 B P i £ 3 A
EER=0c ]
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2. HHEA . AA I RAEE T Y 30%0)
AML H EEARBEA QORS00 AML H 75 2 H
i 5 R R UEAT MRD &l 8K 999% LA 1
AML 9% 1911 B A7 A6 S PR 9 A8 (B A 7 e 58 A8 A
HL A% e A NI ) 5k PR 58 A8 A 3 A ST A AL Fa
SE 141 PRAS I 773

EH ARG & B 1E 1(8;21)AML & & h 2y
A 4891 B3 R AAAE C-KIT HE A 28748 |t (8;21) %
R 5 5 30 RUNXT-RUNXITI @l A 5& F I C-
KIT 872 Z AT & IR 2 5 | s &R, 6280 0
I RUNX1-RUNXITI Filt & 5 B 5% 5% A 7K F # C-
KIT 7872545 1 58 A5 A T2 =5 MRD Wi 00 A v ff %

WA AR SR N qPCR 7 5 #E47 NPM1 2878
(1453 F MRD W 0t 2% 37 0 0+ i PR AH S A {

IEH A AML & 1 NPM1 R A8 & A F]
ik 45%~60%, Ak NPM1 AR A 2 1 3 4>
FERARI(A RS B DAY & 90% A - [\
AP R Rk A, REUEB AR 10° KF,
WG E, CAZ U HEE NPM1 R A2 1
qPCR MRD WIS ME , Kronke FHORIE | 7F 245 1)
BT 2 Wik S E &IGIT 58S NPM1 MRD B4k
B R KRBT HEE (6.5% 53.0%,
P<0.001 ; 15.7% I 66.5% ,P<0.001), Shayegi %17
S U S L PR RS A S % 22 WS NPMT MRD 1) 7 75 12
IRTUEAERT I Ivey FWIJRIESE NPM1 78 15 F
i M . 78 2 WALITJE  NPM1 28 748 % S A ik
B A DN 5144 9 461 A 58 B ks 1), A o R v ) 3 AR AR
K (82% Lt 30% ,P<0.001) X Ik 4 £F 3 (24% It
75% ,P<0.001) XTI 0 B fE 2 R i,
NPM1-MRD J& 4= f7 A5G f ME— il S e AN R R

3. I RN BT LAIPs TP BT R K ik &
S LE LI 40 M A — S I R R A D
ANFEIR TR F IR mRNA 4 58 MBS 7 w2k,
IXHat Rk LR 25 R FE KR4 AML
HA — A A X PP T Rk o WT1 B
Job R 0 W T I PR N R )z

Nomdedéu SFWHR 55 FI6IT G WT1 3Rk &
PEBF IR 3 WM HENBUNT 17.5 4 .17.6~170.5 A
FRTF 1705 41(LA 10* ABL1 2B IEANS),
LT A= A 01 R AR A S I B 4 DL B e 34
fiX, FFERIFERIBITIE , Zhong FFHA R WT1 /K-
mT IS0 EWREETN LERKAEF,
Malagola S5CURY a1 B4 B 578 $2 75, 1 IRILENAR YT IS
HHE WT1 =121 48 VU2 52 Jo & & A A7 30 i 1 57
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K& (P=0.02)., Pozzi %5524 3H | 16 # 48 J5 T it Wk 4
A 1] A, WT1>100 #5 DUER 2 R &2 % 1 s A ) A
 (HR=4.5, P=0.000 1), X5 Wx , WT1 1
qPCR-MRD EA HJ5 {8 ,

Ty — 7, AR R 28 D AT R GA KO
MRD PEAG I, 200 2% B8 3] HAE 1 F 41 20 ml BB A7
TE—E W Rk, BRI, A DU e Pt A7 — 7 PR
il FEZad 9 Py e v EAE WT1 25, BRI A 1L
TR IA R | A TE R R BE AN A JE i b 43 5 i A AR
250 1 50 #5 DUE WT1 2B ik | BOHBm AH G
MRD [ 1% B WY e T X AMEPY

= NGS 5%(% PCR

1. NGS: BNzl UL Rl qPCR A2l AML
() MRD B, flG 3L o P s, 5—Jr
I, AML LR e AR B 2 it — &8 H
TR 5 AML MRD #5219 qPCR J7 %8 B45 0K
PRIME i 2 0E 5 2 8L — 5 119 A 40 i 28 A5 A7 7 LA
KSR A8 Tt /B IRAS 5 T e 2E  PCR A5 1Y
MRD Al fEME IR A FEdE— P R58 . NGS #ARFE MRD
FH R R FH 6 3k S [ A R AR B A e

NGS ALAT 30 % 48 5 X F ) MRD Wa il | 57
HAT — SR iR i, B 8 NGS BoA il &, nl [+]
P 4 T by A I 224> A8 | AT A 1) [ I 42 5 1 A%
2R i L AS € 74 e [ A A 5 43 b B Oy 15 i fig
ST T M EEE R FOR O NGS TEA I 5
AR A7 TR IS ARG T 366 IR 0 2R A LRk — R
FERTASRERMEN Y, X 56 FLT3-1TD %848 fY I IR 2
SfENT AR E L HATA T FLT3-ITD 728 /Y
TS H T AR T Z WA AT 2017 4E K
A5 P AML 19 382 1% & B 23 )2 2 i — 206 FLT3-
ITD 272 3 iof 58 78 AU 55 A= 70 5 3 A3 a5 2Z 1] 9 5
2R R A B 53 O R A 2R (=0.5) R 58 AR
(<0.5), \HE LHBE 4 ZEXH, = HmT
NGS 1 e R AR | T 05— 7 A fig & BRI
WAREAS . feJE  TEFESEIB EE MRD B NGS Al 3 i %8
A5 e PR KA AR A ) s AS WS I | 34k 4 o A T AR
AR A SCE B, 4 MRD 582 &AL 5 2
HEHT RS DNMT3A 2828 J2& 16 1M Vi 2 iF 55 )9t )
FH NGS AR | 76 S0t 0% 20 M il s o & A9 s
W ARl fi R B TS R RIS 3T AR R 1Y) 22 B
SRV, 5HAL AML 73+ 5 & AH I, DNMT3A %
7 [ TR X R, R RN A R B I R 1 43
% EIL-H Z_ [58-59] .

YERBEAR | NGS H Hirif A — e xfE DL Z W0 1)
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AR, B, Z R T IPHR K AYE B =0
SRR SRR 1%, X5 MFC,
qPCR #BMELIAR ML . Hk, HATCT NGS ol iy
MRD A2 A IR R £ | 55 = HEl NGS
FARKIM MRD = 55— 0l SFE L5 brifE  RARAT
Lm0 NGS & HA MR KW & R, M
TETEARABIKE R | 2 23 B MRD il i ] 5 Bt

2. 7 PCR (digital-PCR,dPCR) : dPCR J& X
qPCR AT B R AL /K ZL AR TR | 4R B o 4
R854y B PCR RNAR R, iE 4T 35T
YU AR | A S 45 AR A AT S S
1) 2 7 B T EOR T B A% R 7 51 1 45 DLE, M
TR FIAZ R 11 246 %o o o,

AF qPCR,dPCR AT ZARIES 1Y), Ak
YRR H o PCR RN AR 2 1 e S ]
FEMRAE 223 & T4, SRBUIHIR S B & B
5, T ABCE G A5 5 9 S R, M R e R
NG =R TR e G N N B TR AN e A g
AR S BRI 2 AR | DT 5 4 F MRD (9 Rz 22
T EE

FERE R 8 T Drandi SO AFFEIE S APCR
HA S RE AR HE M 2K MRD 1Y
AT H WA 222 BIFEA HHIESE T dPCR
qPCR J5 75 %t BCL2-IGHMBR # I 45 5 i) — 2o |
WA dPCR W T 3 191 gPCR JG: A5 I i) o
], EABPERER (s, WAL SRS
qPCR # It ,dPCR g it — L BE A AT I AF MRD 19 5
fIR1E , 5 % 0.001%+: 2 0.0001% [ Brbr 0 £
AML ' Bacher SFH] dPCR K £ Ut 37 Fh %2
UL NPM1 RAE AL 44 dPCR BRI TR H #5
i,

AML MRD 25Ky R R A

— MRD WIS & il ey i

H il 46 K 2 Bk 58 4 4 IR T B 419 MRD fff
EAIER =g T L L N S E 2 oe N e 8 S
08 AR XT 25 5 R AR X EBE A /0N | DL AR R
VE R FRAS AT DA SOV 0T Ry 3% 2 1 o HE AT PEA

A1 JE It A a9 200 R R S TR AR 25 1
FH R BRSO GE  Yu FORIE  fITE 5 K,
AML ZM & i 9 40 B 7 3 B 2R 5 36 97 RN B 1
i B S S R R O 1197 Nl S 05 o e
AINEEAAR S 20 B A A M R T X R B A
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FUESZRO 53 Ah | S TN JE I A R A A X A E >
It H B BABA 4T MFC e Ut 45 5 40 B i A5 57k 1)
LA —E R LTI 5T 3 48 0 25 IR G F 5T 4
Sk

S TFKFEL, BOsaGHEF AML 85,
RUNX1-RUNXI1T1 ,CBFB-MYH11 7£#bJi ifil v i 5%
BOKF B 5 R 48 1 TS 2 0 A g 4iRaE
AML H A0 & I FE 5 ) NPM S PR 58 48 B S AR
TP A B 1 OCTR AR [ | IL IR 7 IS A1 A i
FE R0 WT1 5% st A KA R S8R 2 RN E
A1 I B4 53 B0 A ] B TR e, AR I A
A5 1, Maurillo %59 b X 58 50 6] AML £ % 15
5 LA YT IS 09 M8 A S | B UGIESE AML 19
AP JE M5 B8 MRD MIAAAEA DG, BL 0.015%1E R
FUE, YLEAYT G SN I MRD BH & T8 & A A7
WA ST 520 2015 4F | Zeijlemaker 5521 114 )
AML &3 13BN ge it 27 45 R 5 UGIE S8 A1 J 1 i
B #E MRD A W & 09X M & & (r=0.67,P<
0.001), B4k %S 5 X ILE 3657 5 48 A i MRD FH
PEA S PHPEL M 1 25 KM 3 AR fE R HA 1
F2E 5 BT A R I S R T [ R T
SRJE I MRD #8545 & X, X SE A 5E B E 5L AE
AML o LLAR il A B B8 2E 4T MRD % W i 2 ]
1009, AR I MRD [RIRE LA 15 WAL A 18

- MRD WA 5 T 20 B RS A v R

RGBT, KB4 40 M- 53 T8t (5 2
SR E R a4l i) AML B4 32 5k ek
RIS 1T 20 AL ARG YT, 7RISR
M9 5 R AR IR S T B ARG T R Wi — KA, 7R
B PEAL o MRD [ RS R 458G EEAEH

—Jrif, SRR BALE R MRD M1E N B
MG IRIT BRI TN EBH R R A B B9
AW TRAEGIRIT I R, I —Jr i, BT
MRD 7K V- X 8 48 1 (8 3 A — 2 19 T e (>
Walter ZEI[1 i 99 4] 1K 3| B IR 78 4 28 Je E A7 7
PR 3 00T A A AL AR ) AML B B HT MRD, AT
Kt MRD BH 41 AR 5 MRD 4183 2 4F A4 77
R0 30.2%H 76.6% , K550 64.9%F
17.6% , 2 R 22 50 Hr 1 45 5 R B AR AT MRD FHAE: 72
MR RS R WA SRR HGE ), 75 35 32 0
HE M SR T R 1 T A R AR YT R RS
FEHT MRD FHPE R TS AR . 2013 4, —Tifif
FAET T 253 Wi AML & 5Ok, 25 WoR
AT Aa] R RGN 2] B S A AT MRD ¥R %5 A B 150,
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X K T8 A G 5 AT I B M R S R G e
IR M R K1, MRD FHPE 3R R RS

= MRD I RIAYT H6 50 H

MRD 7E I R #3970 AR50 R R > ) F 2%
BLFEHR SIRIT IR LR WSEIR T AR MR YT G
Il PRI g5 48 bk = J7 1A,

A I R SL 56 iz ] MRD 1B R 33697 7
W 4e bR 2 — 7 232 il JLEE AML %', Rubnitz 55724
MFC 6 I AR 45 55 — W75 1097 /5 19 MRD 4521 |k
B 2 5 AR (R[] DL K 2 W 1 e 5, i — 25 25
A I PR AE B BE 4 2 43 T & i MFC &2 I MRD 7K
AR R AR R B IL AT T R, AR WoR B
HREEAR TR EAGT %, Bl D
LR SURT MRD ZKCPAE A fa 6 43 J22 e A A% i
JLEE AML TS , Zha S59HE BAAZ O 254 74
K AML ) B 5E R ILE S ) RUNX1T/RUNXITI
SRR MRD J2 ik E] 1x10° N2 3 R 1l
BT EARST | FARBEAE A HE bR, 22 MRD 18 FIRYT
BE I IS TR L Fhis YT i B (R fE 4 Rk
IR 72%H 27% ,P=0.007; %15 40 & A4 7 30
100% . 76% ,P=0.013) ,

W T WA YT A G 5E £ ZE T AE 4 F MRD
f87m I, Pozzi S50%F 38 4l 34> F (WT1) & &1
SILHBH G B E P 17 0] (AEBREALE ) 1T
I O 00 ], 4 2 el o 1 R R AR A T AR
21 B (R EFF 4491t 14%)

UEAN  MRD B 55— A I R R FH 2 AE Ry s IR 52
WRORTER , FEREPLIL T Z 34T ALFA-0701 155
W Lambert %% B 7675 Z 4T 4, NPMI
BE 587 5 5] /) MRD A 0 B 1 3R I 35 IR
4, H 2 AR B AAF AR TC SR R A A R A
FERZ O A T AHE AML A BTSSR R |
o ) R R AR MER 2 (90 mg/mx3 d
45 mg/m>3 d) A TALA %0 A5 A T4 2 MRD
K- B B (4 I DR Y7 207,

MRD 7£ 48 T R IA YT L BRI A Ff A R
TR AR Bt B it 56 O UE S R 3 IE 7E SE it Y
MRC AMLI18 i 55 Fifi L WL 2% 75 % T )5 A 28 fif ok
MRD FH M 1 5 e 995 ) v i Ak YR 97 J7 S8 %7 280RT 7
JE B EAE R XIS AT AE 22 MRD 48 1677
WP ORB KB . MRC AML17 A1 AMLI19 Xt Al g 47
MRD £ I 19 £ 35 J2& 75 2547 MRD W 0 34 47 Bl ML 43
(V2 SRS 5N e < L DD s R e R =0 i i il 1
IRIT  WF R L rh RBAS BT S
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FENBERRE

MRD 12 0] 5 /36 97 R D0 W 0 F B, ©
AR AML I R S 2 v S mT e Bl (38 43, HLH: H i
[FIREAETE A — L8 Rt — 2D g e () ) R

fE MFC 7718, 5 5550 % BT Bk U 5 v ik
B UL G AN A TR | A I &5 S A 152 o0 A AR KR
JE P F AT 0 LMl K | 35 {75 52 46 2 [R] 1)
SERARME U T A, ARG AniEdL, Hk MRD
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