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Z 11 S G E 1 PCR AT AT
BN PhREE 2 PRI B 40 9 I

s BHE BERdE B4 R EW R4 NF
RAAH KR WAE EEE I ETEHF R g

[(WE] B B2 ELHPIEE o PCRIEF M HLHH A PhRE Sk Ik B AN A i (ALL)
FTTA M, T PhEE ALL BIGIRFHIE TS . F7iE 201047 10 A 2 2016 4 3 A Wiif i 118 B2 1k,
A B-ALL BE Y ABISY , B FH 22 5 S92 58 i PCR y4 4611 Ho v 58 4] BCR-ABL il 52 K A MLL T
HEBIBAME 35 PhREAH DGRl 35 R K 2 B PRl F-S2 (AR R 2(CRLIF2) RGN L o LLER A3 B PhAE Rl 35
PR B P 0 () CRLF2 5 3R 35 JR 3 MG RAFFAE 73R G . R 6t PhAml & 5L BH M A 3 9 11
(9/58,15.5% ) , CRLF2 i ¢k % 10 141](10/58,17.2%) , Phf gl LK B AN (5 ) CRLF2 7 261k 4 |
Ph B2 \MLL FHE PR LA R B AR A% \WBC e s A1 M st by B o020 ) Thi 22
SRAGIE L (PEH <0.01) . PUALEFE Y 247 SAAFE 5000 65% . 47% .64% . 74% (P = 0.043) , 2
SETCE RAAFRIY HH 51% .39% .62% . 70%(P =0.010), it R L SIif99%E ik PCR WA
PhE ALL H il 17, PhEE ALL FR 2 WE 422 .

(X#2iR] A, BAI, PhFE;  JEK,CRLF2; L SAZOLE R PCR

EE£TH : B F B ] (2014BAI09B12) 5 KT R FE Al K i i £ A5 78 1141 (15)CZD-
JC36400) ; KT MR I RS A 55l (152XLCSY00010)

Screening of adult Ph-like acute lymphoblastic leukemia by multiplex real-time quantitative PCR
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[Abstract]  Objective To investigate the feasibility of multiplex real- time RT- PCR with
fluorescent probes in early screening of Ph-like acute lymphoblastic leukemia (ALL) and analyze the
clinical feature and prognos. Method A total of 118 adult B- ALL patients diagnosed between October
2010 and March 2016 were enrolled in this study. Multiplex RT-PCR was used to detect the Ph-like ALL
related fusion gene and CRLF2 expression in 58 BCR-ABL and MLL rearrangement negative patients. The
clinical features, treatment response and prognosis were analyzed in Ph-like fusion gene positive and/or
CRLF2 over-expression patients. Result Among 58 patients, 9 patients (9/58, 15.5% ) showed Ph-like
ALL related fusion genes positive and 10 patients (10/58, 17.2% ) showed CRLF2 over-expression. There
were statistical differences in age, WBC count, immunophenotypes, cytogenetics and risk stratification
among Ph-like fusion gene positive or CRLF2 over-expression patients, Ph* patients, MLL" patients and B-
other patients. The 2-year overall survival rates were 65%, 47%, 64% and 74% respectively among these
four groups (P =0.043). The 2-year relapse free survival rates were 51%, 39%, 62% and 70% respectively
among these four groups (P =0.010). Conclusion Routine screening of Ph-like ALL by multiplex RT-
PCR is feasible.

[Key words] Leukemia, B-cell, Ph-like; Gene, CRLF2; Multiplex RT-PCR

Fund program: National Science & Technology Pillar Program during the Twelfth Five- year Plan
Period (2014BAI09B12); Tianjin Research Program of Application Foundation and Advanced Technology

DOI:10.3760/cma.j.issn.0253-2727.2017.11.011
VE# B 1300020 RHE, v [ B 2R 22 g G SRS 27 Bt IV 5 B S8 L MLV 15 Bt
WEVEH A B, Email : miyingch@medmail.com.cn



R MR 24852017 4F 11 H 5538 %55 118 Chin J Hematol, November 2017, Vol. 38, No. 11 +957-

(15JCZDJC36400); Tianjin Clinical Research Center for Blood Diseases (15ZXLCSY00010)

ZPEIR EL A A s (ALL) 7 s & A e
A 20% ~ 30% , H:H B-ALL (5 70% ~ 80% , T-ALL &
20% ~25% ", ALL & — s B2 R Bk i e , T
J5 T SAER W2 WBC B I 2 (i ) |
0 38 15 2R 10 TR RRAE VS IR T Ok 58 2 SR R
(CR) B[] Al /N5 B4 995 (MRD ) /K P-4 R R A K6
B ALL 9 15 B 2 25 1L 3E ALL, X —J5 T AR
77 58 RTS8 P 2 A 06, T J B R
ALL FULEE ALL TEA YRR A 25 57, UHUETE
vig i A ROk il 0BT (a1 i = O S (I W <1
25, JLE ALL Hhfils B s e 0, i —
A 1(12;21) kA% 5 25 5 T RN ALL, 1B ALL
WS 522 1 Ph YL G R BEPE I ARG 1) A %
e Bl AR ER R, Ok R )
P W I K ER

2009 4F Den %5 78 JL 7 ALL 4% H Ph A ALL
(Ph-like ALL) i #8E &, 45 ¥ 4 Ph BTk B-ALL /& 3%
HLA 1 Ph BHPE ALL AH U 58 B R 35 3 & A %R
15% ~ 19% AN 55, 595 13 10 2 2R RN 45 0 11 T A
AR . WHO 2016 Fif AR bk T 240 it firb g 2ok L
524 B-ALL 1) — 2425 A& PhFE ALL /12
W 22 AR T PR A 2 40, ke = AT 4 TA AT RE R 1Y)
Wk,

R P2 B Ph A ALL, ASBIF5E R H PCR
456 ST Z EHOCHRENHOAR X Ph 4 H MLL &
HEFAPE R RII2 B ALL 35 B BEFR AT Ph AR A
DR DR VAN, JEAS I 1 44 i PR 132 A4 A
T 2(CRLF2) JE A fm Rk i L, A T Ph A ALL
(G PRAFAE S WU , H48 S 6 R 259 B 2E ¢

w5 %

1. WF5E %42 . 2010 4F 10 H % 2016 4F 3 A 7E 3
B F1 L5 1297 T B2 IEI6R 9T 19 118 W12 A
B-ALL # % , Hidfu 4% Ph Al (&) BCR-ABL il & 3
R B (Ph B ) £ 45 48 451, MLL FEHEBH M (MLLY)
A 12 ], BCR-ABL fill & 3 [H A1 MLL F HE Y2 B 14
B 58, ALL BFHIZErR LA S 24
AL 2 A4 F A 024 (MICM) 2 i 2L, 43 15 R
FH WHO 2008 45T 20 1 L5 A/ bR i . T
4145 % Gokbuget 55 & T N ALL fE K B 434l
FRife

2. 3R9T 5 %6 - Ph FH I 55 5497 R F VDCP
(K BB+ R L8 R AR+ e ) e dE
Ph B 5 15 09T % H VDCLP (K F Tili+ 2 21
B R+ IBEIE R+ TR JE S+ A0 e |1 A IR il ) 1 2o
ik CRJG 4 T CAM (IR ok 1 + Bl A e 7 + 6- 271 12
W4 ) R FI i P 4 (MTX) 285 227 BLIL AT
Ph BH P4 & 2 6 97 30 1] 15 A i 24 1R Ik il 0 o) 7
(TKD . AR &G B RIEA T AE
HEAT S R A O T 4 M RS A (allo-HSCT) 51 [ 14
Y 1T 40 A48 (auto-HSCT) o Hofts i 5 4k 2L 58 i
AT IR e R R -

3. Z LD E B PCR AN PhkE ALL A1
KeFiA KLA . 58 1) BCR-ABL il KL \MLL THER)
B4 B-ALL B ERI2 T BCE AR A I 43 B H A~
A, TRIZol VA HEHAH A RNA, & 1 cDNA,

KRR AT AR MR A RN ) AR 77 % Ph A
ALL FH O Rl 35 PR RN 7] 65 X cDNA HEF T2 A
DU o 7™ ity F L A 5 5 DR AR SR 5 1 4 2
PRAEF LA K Taq BilF 45 o2, SR A R WG B R 445
B OPRIC IR Z2sc HOR B POLFE T AL,
FEMEAS I B BEARAS Y PhRE ALL A SGRL A& 3E K, I
IO Rl R DR Y CHE < 33 02 A 3k R BH
Ct{H = 35 H| & Al & FE B M, Ctfi >33~ <35
TE BT R . CRLF2 /5 335 1Y ) 22 47 1
CRLF2-ABL [ A Ct{H <5,

T2 7] A I A RS I L 4R - ETV6-ABLL,
ZMIZ1- ABL1. NUP214- ABL1, RCSD1- ABL1,
RANBP2- ABL1., SNX2- ABL1. ZC3HAV1- ABL2.
PAG1- ABL2 . RCSD1-ABL2. ETV6-JAK2 . SSBP2-
JAK2 ., PAX5- JAK2. TPR- JAK2, ATF71P- JAK2,
PPFIBPI-JAK2 . STRN3-JAK2 . TERF2-JAK2 . BCR-
JAK2. EBF1- JAK2. SSBP2- PDGFRB. ZEB2-
PDGFRB .EBF1-PDGFRB . TNIPI-PDGFRB ,MYH9-
IL2RB ., SSBP2-CSF1R .ETV6-NTRK3 ,MYB-TYK,
P M CRLF2 JE R F3A 7K -, NS 3L K ABL.,

Xif PRl B 35 R A0 s BE PR O RE AR T 50IE , )
FH Primer Premier 5 3 {4 7€ fill 5 35 DX T 284 5 P ot 1
514, BB cDNA T PCR Y74 , 10 o/L B b
BEIR LK, B R H 9 7= 3% Invitrogen 23 w1 Y .

4. BV R IR R I 7, T A 8 5 bl
PiZ 2016 4F 11 H 30 HE =KLV H B SET-H .
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L B 7 IR TE] R 21(6 ~ 75) AN A, 4215 % 4 5.9%
(7/118) , S AA7(OS) W48 A2 W BIFE T R UK bl
Vi H W, R KA (RFS)BIHE AIRIT RS LIk
CR 2% LR E & s fst T sl AR R bl s H

5. 45 i1 2E b B BT A S0t oAb B YR
SPSS21.0 e i, T BRI AP A 8RR, R
FRAS 50 53 B7 5 THECFORER B R R0, ZE A
K H Kaplan- Meier i Fil % i 2 1% 43 #1 , IF #E 47
Log-rank f: %, P < 0.05 b 22 A G2+ E L.

&H R

1. Ph#: il 32 R ) i BELPE R 35 B4R A R 2
I 92O B PCR % 58 1] BCR-ABL Fili 5 3
B H MLL 5 HE B PR 8 35 247 PhAE il 5 55 A
FE PRGN, A H BE P AR 9 4] (15.5% ) (K1), &
HI R4S 25(16 ~56) %7 . H H PAX5-JAK2 fill
A B BH P 441, SSBP2-JAK2 Filt & 4L PR BH 4 3 491,
RCSD1-ABL1 fili A 3 K BH 4 1 4] , EBF1-PDGFRB
il B ERBE P 147 e Fe AL 48 . 5 5 AU B-ALL
7190, Hi B-ALL 1 5, .91 HT B-ALL 145, Jefafk
A TE A% 3401, 52 J L B AR A 2 151, A%
R LB, 30 RRER S PR 28 A8 B, b 14y
FLT3-1TD %742 fH 1% , 1 191 5 KRAS . CSF3R %€ 4% [H
PE, 1612 IAK2 MPL S FAME . Rl R BAPE Y A8
Fh,61911(12.2%) /AR R CRLF2 S =y 2Rk

2. PhA gl 35k R0 i BH PR AR 1 S 52 < S iE B
1 P S5 3 T PR R 35 DR S A A, FRAT T L
o — 5] EBF1-PDGFRB FH AL A i#E 17 PCR 7= 47 ]
P RE . HHESCHkHE EBF1-PDGFRB il 4 35 A Hy
EBF1 1 15 54} . 15 PDGFRB ) 11 5 4 & 1 il
B, FRATER 2L S Wi 519, LS9

(EBF1 exonl4) : 5-ACCTTCCTCAACGGCTCA-3,
Fi#51%) (PDGFRB exonl2) :5'- GGGTCCACGTA-
GATGTACTCAT -3', PCR%& Ml 45 3 LI 1,
P14 R BEA 407 bp, JBE NS i e s B R B
4 EBF1 11 15 5 41 i ¥ 55 PDGFRB 1Y 1154} it
AlETE R

3. IR ZH 1) £8 3 I PR AR R YT SO LK
118 5] H 3 PR A2 AE S S 29(15 ~ 65) %2, < 35 % 74 5]
(62.7%), >35% 4415|(37.3%) ; T3 74151 (62.7%) , &£
4415 (37.3% ) . ¥112 M Hh i, WBC 2 31.37 (0.91 ~
552.91) x 10°/L, WBC < 30x 10%/L 57 14l (48.3% ) ,
WBC >30x10°%/L 61 1 (51.7% ) . i % B-ALL 81
141(68.6% ) , Fif B-ALL 22 14l (18.6%) , - i B-ALL
154 (12.7%) . 1134 (95.8% )1 NP FEAEFIGIT IS
75 CR,4511](38.1%) 4T HSCT, H:H auto-HSCT 5,
allo- HSCT 40 il . I 7 Bl 7 i & b &2 & 41 17
(34.7%) .

BATHG B 430 4 21 < Ph R Rl A 3 IR B
() CRLF2 i #3540 15 {41l , Ph fH 4 2H 48 4], MLL
FHERH M 12 4], Hofh B 43 4, DU R AR
1% \WBC s 73 1 i 5t A% 2 S s B o A 25 55
YA et 5 (P EY <0.01) 5 Bl g Ph REfl
A PR B R (B8 CRLF2 2 38 35 41 RN H Al 8 2 21
Il REFAE , 22 5 2K DL G812 3 L CEEARFRE 323 3R
Ph P 3E MLL PR AR 24 (2 2) .

4. PhAE Rl A JE D PH 4 L CRLF2 &1 28 38 % B A
ALL AAF I sEm AR AF o BT R LB 2, PhFERIL A
FE A FHPE R (55 CRLF2 B ik 4 . Ph fHMEZL . MLL
FEHEBAPEZ HAh R 4L 2 4F OS SR 43531) ok 65%
A7% . 64% . 74% (P =0.016) , 2 4F RFS Z 43 4| K
51%.39% .62% .70%(P <0.01)

F=1 9B PhREZPEMR ELARIE IR (ALL) B85 B AR

5 PhAERLG R AFR (%) WBC(x107L) ekl Jefa ikl TR REIN 528
1 PAX5-JAK2 25 25 i 7 B-ALL 56,XY,+5,+6,+8,+10,+12 +17,+18,+21, G
+mar[4]/46,XY[16]
2 PAX5-JAK2 21 25.3 W B-ALL  46,XX[20] FIL3-ITD
3 PAX5-JAK2 16 2.0 WS B-ALL R I
4 PAX5-JAK2 16 417 WS B-ALL  45,XY,-?8,18,+mar[ CP11]/46,XY[15] KRAS .CSF3R
5 RCSD1-ABL1 32 83.0 WSEAB-ALL  46,XY,?del(20) (q11)[51/46,XY[15] JAK2 MPL
6 SSBP1-JAK2 18 6.1 WS B-ALL  46,XX[9] ¥
7 SSBP1-JAK2 56 8.0 ST B-ALL 46,XY[1] o
8 EBF1-PDGFRB 30 358.8 A B-ALL 48 XX,+75,+8( 6] X
9  SSBP1-JAK2 37 26 WSEHMB-ALL  46,XY,der(9),2del(21)(q21),inc[171/46,XY[3] T
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A " B EBF1 exonl5 | PDGFRB exonll
P l

750 C‘;DA.GC%C(".XCl(S}OGG :.\C‘\.GC(I?OGC‘V%G(C' 3:80(7(('."1Tl.‘.Gl(éO!GGTGGTGSgu(f
O

/ V] M Mg |\ U “ ‘u "q\‘ \ p\ /{ A

W‘JU]M\‘HI\JM‘W‘{ ”‘ ln‘t“ WL U“ “ ‘n“‘,{\ l ,wu qu

M :DL2 000 DNA Marker; 1: EBF1-PDGFRB il J B B REAS 5 2 ; BFH: Xt R
1 EBF1-PDGFRB fili &3 K PCR %5 (A) R (B ) 45

500

I

250 H
J

F2 UL IR A0 s CALL) £835 Bl RAFAE A7 R L[] (%) ]

RiE PhRERLA IR (+) F1(5k) Ph(+)4H* MLL EHE(+) 4] HoAl B H P P
CRLF2 5354 (154 (4811) (1241) (4311)
PER 0.455 0.760
% 10(66.7) 29(60.4) 10(83.3) 25(58.1)
‘e 5(33.3) 19(39.6) 2(16.7) 18(41.9)
o 0.002 0.487
<35% 11(73.3) 23(47.9) 5(41.7) 35(81.4)
>35% 4(26.7) 25(52.1) 7(58.3) 8(18.6)
WBC 0.009 0.542
<30x10°/L 9(60.0) 18(37.5) 2(16.7) 27(62.8)
>30x10°/L 6(30.0) 30(62.5) 10(83.3) 16(37.2)
HoE KA <0.01 0.662
A3 I B-ALL 11(73.3) 42(87.5) 1(8.3) 27(62.8)
Bif B-ALL 2((13.3) 5(10.4) 4(33.3) 11(25.6)
FETB-ALL 2(13.3) 1(2.1) 7(58.3) 5(11.6)
AN <0.01 0.596
R EAS 9(60.0) 0 0 29(67.4)
e AR 3(20.0) 48(100.0) 12(100.0) 10(23.2)
AN 3(20.0) 0 0 4(9.3)
fap e <0.01 0.365
Frfai 11(73.3) 0 0 25(58.1)
i 4(26.7) 48(100.0) 12(100.0) 18(41.9)
CR, 0.911 0.600
= 14(93.3) 46(95.8) 12(100.0) 41(95.3)
w 1(6.7) 2(4.2) 0 2(4.7)
N3 0.122 0.355
= 5(33.3) 23(47.9) 4(33.3) 9(20.9)
7 10(66.7) 23(47.9) 8(66.7) 29(67.4)
ES| 0 2(4.2) 0 5(11.6)
HSCT 0.006 0.759
auto-HSCT 1(6.7) 0 1(8.3) 3(7.0)
allo-HSCT 4(26.7) 23(47.9) 6(50.0) 7(16.3)
EREZi 10(66.7) 25(52.1) 5(41.7) 33(76.7)

1 :* Ph UL 8K F11 (35 ) BCR-ABL P ; ° 41 M 35 5427 4341 25 % NCCN2016 2113 ; Py {E : VUL £ 35 S AR F A s P fH : PhRE RS B (+) 1 (E))
CRLF2 235k 4 5 HAM 5 B 20 LA 5 CRy: AKIT LT RRSE 288 ; auto-HSCT : [ 443 1 T 404 ; allo-HSCT : S 5L P il 4u Mo s A
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= HABB-ALLE# (4341)

A
100 + MLLEHE (+)(1261)

¥

80 1 = — Ph(+)(48fi])
~ )
L .
S 60 BBl = B
B T 5
® e
4 40F y
fi I
20
P=0.043
0 1 L L 1 L 1
12 24 36 48 60 72 84
HAFTE (A)

-~ PhEREA LR (+) F(2) CRLF2 &3k
(1561)

—ua = HABB-ALLIE (4361)

“ia -+ MLLEHE (+) (12f])
R Phﬁﬁm%%@(»r)fm(a‘z)cmm%‘ﬁ%ﬁ
(15%61)

B 100

80 | K= [ — Ph(+)(48fs)
1

&-' ‘ “ -

60

40 b-en

B REFE (%)

20

36 48 60 72 84
AefrmtlEl (A )

B2 POZH SR T A0 s (ALL) S B SR AF (A FITESE A7 (B) HL AR

it

Ph#E ALL ZE JLEE AR TH 3498 F 1005 AN R 1
AL, 2R 0 A R R R I OS 1™ A py ok
S8 A I PR SR 6 E 2 TR JAK #1571 . MEK
0 ) 25 50 11 25 0 7E PhRE ALL R AA T AR

Roberts 25 S0 B T 1 725 {9l i & B-ALL, H:
1264 141 (15.3% ) IZ Wi £ & Ph A ALL YRHIE , 1=
| PhRE ALL (S [R)REAE S8 A At i 220 33 i
21 6, TR -2 A 4 R TR D % 1 A TR T 15 5 3 5%
FRIIOE (BTG JAK B ABL A SE A5 5842 ), X e
F ] IR [ ABL IR A2 A TKI BB [ JAK 342 1) TKI
ERR I 25k 2s o MR A0 A PR T 32 R R e e
75 AT LK PhAE ALL 43 R 6] 13 26 D3
K ABL FKJ 1) il A & K (ABL1, ABL2, CSFIR,
PDGRB) ; @QEPO Z A5} JAK2 & ; @ CRLF2 H
Gl 31 JAK 2 2225 F1 JAK-STAT 3l BRI ) ; @ HAth
Al 3G JAK- STAT 19 3 A 2¢ 48 (IL7R., FLT3,
SH2B3.TYK2.IL2RB) ; &AH UL (1) 5 4= il 5 4%
(NTRK3.,DGKH) ; @ # i RAS il 1% 11 & [F 58 A%
(KRAS ,NRAS,PTPN11,NF1) ; @ JG i i & K 28
A%, BT PhAE ALL fE7E Z A IS 7R 2L D o A0 4
— RN Y 5w Can g AR Zy 0 B Bk
FEDI AR A B RS AR AR ) B BRI 15 B g
ST TR Tt R 240 i PR 5 37 AR 6 PR A % 30 Z2 s i 240
A T i ) SE DR el AR | L A2 W 225k FH R TR 3%
RTE AT WA Gi— Il AR Wik o A ] 2.5
E 00 ol B = i T oe - P EE R S R X VTR S N
e 2R R A AN IE F T ORI R A . Ay
S FISHARET . £ 8 RT-PCR a8l #1 i) RNA I 7 1]
DA IR SR A PR 2R, S AG: D i PR 5 UL Y Ph A

e R Gk T DA

CRLF2 & P 24 % 2 11 kg it i 35 J5 bk E24 2490 i 4=
i % % & (TSLPR) , CRLF2 3 [H & ik (JE 1, IGH-
CRLF2 P2RY8-CRLF2 fi 5 &K ) W] 7:34 CRLF2 &
FIRM L JAK/STAT \PIBK {5 53 % . CRLF2 &
F I8 W T2y 15% Y T Ho At 4> + S % (40 MLL,
TCF3.TEL.BCR-ABL) [l A\ B-ALL, Z 1A A2 Tl
JE AR ZE, 78 Ph kR ALL 7124 50% 34 7 7E
CRLF2 HHE, H: 24 50%[a] £ A JAK FE K 5725
JEPhFEALL A ZARE 22—, AHEE T A
EAEEE CRLF2 M C ARl G JE ] i & fi B CRLF2
B 2 IR AE A PhAE ALL T RERY 4R o

ARG, AR 2 LA 90Ot 1 PCR
[ 77 3 % 58 1] BCR-ABL B4 H MLL # HERA #: 1
B-ALL B k4T T 27 A PhAERl& L K E PRGN
FLAG I 3 O 5] flt A5 32 R PRV A9 BB L 9 B JAK L2
ABL1.PDGFRB, 49 gl & 5K F 1Y b, 6 41
P CRLF2 53R o Fifi 5 FRATTHS Ph ARl R D4 FH
MICRLF2 mRBBE G —4, 5PhHM: MLLE
HEPHME ALL H3 LA K HA B-ALL 2235 EF 711 R4
ik JRYT RO LA BT i oA o & B DU 4 S8 S e A
% #1712 WBC A e o3 i i 24  Wis 4340 )y
A1 22 5 B EA Ge it S, B Fu g Ph AR Rl A 3
PR AN (5) CRLF2 fm Rk 4l A A R A5 40 i R
FREZS AR WG48 Lo v UL, AU PhA:
ALL H 3 11 AR AE F1Ph BE A ML 3 R BH P A
B R K, ez Ak Ph fHM: IR MLL BHME R
ALL B . X —BG A PR ] g : DX 62 1l IR
FEIEARAL ; @ 7T e S HEAS S/ N ORI SR fig
FET A AP PhAE ALL B 5 5. T — 301 [ A1
WF 5% L #7194 f4i] Ph A ALL £ 2 1 296 {3 H: Aib
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ALL 3% 53 PhFE ALL HR %45 25 9 &5 1 WBC,
BYERE

AT B (B T AR R ) , PhEERL &
FED FH A (81 CRLF2 Ry 2Rk A B 2 5 Ph FHA:
Jf MLL BH P H Al 8 25 21 F0US 22 , R MILL 3[R
B R 28 00T, P T Ph BHMEER % . Jain 251 4l
A PhAE ALL FEE Ph FHAE L JE MLL BH M 6 oAt
ALL B35 17 54F OS #8435l hy 23% F159% ., T4
AIFFE Sy [ B0 ) B ), A AR s DR G 45 5% n FH
HESE () 1) 245 49, TG U B I [ 9 7 X A% A T
ERZI

S ARG S5 R AR ISR FH 2 H SER 8 i
RCR 7 e # ML 2 PhRE ALL SR BT 1TRY ., fnif
12 W7 5T B0 B A 33k — IR, R 15 SR FE R 1) 6 7] 24
YIATTY B T RENGE R E TS o

2 % Xk
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