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[(# E]1 HI: BB ERSEHIE KK 7( melanoma differentiation associated gene-7 ,mda-7, X FK IL-24 )X I B 98 410 g 22
Namalwa ZHHEAIMENFE . 775 FI2EE B RT-PCR J5 48 I 10 /> 3 1l 28 45 3 7 Jih 98 2 2 22 ( Namalwa , Raji K562 \NB4 ,
U937 .Ramous .CEM .KG1la HL60 .J6-1 )H' mda-7/ IL-24 [ZRKNENH . H RT-PCR J5 ¥k A3 4k 19 S0 154~ 4% 41 ffd( PBMC )
W LR mda-7/1L-24 9mfth X, A EAZ FE ik 3K pTarget-1L-24 . S P % e, G WA 22 5% Y Namalwa 21 ifd , 0 BEFS G 2ok
kR, FEYLAMUZ RT-PCR Al Western blotting UESZ mda-7/IL-24 {9363k, Wi MTT ik SIS GERLE R4 AR 4 BUA
PRI SE SR mada-7/1L-24 X si ANMHE G A R AS0E S0 D T L IR BB RE DO FE . SR 10 M R
S M A M R R AN B mda-7/10-24 WIRIK ;i YL T2 UKL pTarget-1L-24 () Namalwa 40 il 7€ mRNA 5 & (K ARG
mda-7/1L-24 133K ; B g 23K mda-7/11-24 1) Namalwa 403G FEIE 7 DL R BEV5 0 AR 7 56 G 25 2R AR I %o IR AL A LU B 2 1%
(P<0.05); EEMHEMPT- RIS FE L, REIRN AR SLI 45 R R R0E £35 mda-7/1L-24 1) Namalwa 21 il i
4 308 1 B A1 0 e s AR B BB P <0.05 )0 25182 mda-7/1L-24 S V5 F Burkitt 3 VI8 () Namalwa 40 il 22 HL A5 BA
BEIEBEIIHIVER , S Burkite bk B 9 35 R T HR AL TR A LB
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Inhibitory effect of human mda-7/IL-24 on proliferation of lymphoma cell line
Namalwa

DUAN Yong-juan, MA Xiao-tong, DONG Cheng-ya,ZHANG Fang, LIN Yong-min, YANG Bin-xia ( State Key Laboratory
For Experimental Hematology, Institute of Hematology, Chinese Academy of Medical Sciences, Peking Union Medical
College, Tianjin 300020, China )

[ Abstract ] Objective: To investigate the inhibitory effects of melanoma differentiation associated gene-7( mda-7/IL-
24 ) on lymphoma cell line Namalwa in vitro and in vivo. Methods: Using RT-PCR, the expression of mda-7/IL-24 was
examined in 10 malignant hematopoietic cell lines, including Namalwa, Raji, K562, NB4, U937, Ramous, CEM, KGla,
HL60, J6-1, etc. The coding region of mda-7/IL-24 was cloned from LPS-treated human peripheral blood mononuclear
cells ( PBMC ) by RT-PCR, and the eukaryotic expression vector pTarget-1L-24 was constructed. The recombinant vector,
after sequenced, was transfected into Namalwa cell line via lipofectamine reagent. The stable expression transfectants were
selected by G418. The expression of mda-7/1L-24 mRNA and protein was verified by RT-PCR and Western blotting. MTT
assay, colony forming assay, apoptosis detection, and tumorigenesis in nude mice were used to assess the effects of mda-
7/1L-24 on tumor proliferation, growth characteristics, colony forming, apoptosis, and tumorigenesis. Results: Expression
of mda-7/IL-24 mRNA was not found in any of the 10 malignant hematopoietic cell lines and the expression of mda-7/IL-
24 mRNA and protein was found in Namalwa cells transfected with recombinant plasmid pTarget-1L-24. Significant de-
crease in tumor cell viability was observed in Namalwa cells stably transfected with mda-7/1L-24, compared with control
cells transfected with empty plasmid pTarget ( P <0.05 ). Transfection with mda-7/IL-24 also inhibited the colony forming
ability of Namalwa cells ( P <0.05 ). However, there was no significant change in the number of Annexin V-positive cells

in mda-7/1L-24 transfected Namalwa cells compared with pTarget-transfected cells. The results of BALB/¢ nude mice
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transplantation experiment showed that Namalwa cells stably expressing mda-7/IL-24 had significantly lower tumorigenicity

than those transfected with blank vectors ( P <0.05 ). Conclusion: Human mda-7/IL-24 can efficiently inhibit the prolif-

eration of lymphoma cell line Namalwa in vitro and in vivo, which provides a novel strategy for gene therapy of Burkitt lym-

phoma.
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A ZIRE A AH R FE A -7/ IL-24( melanoma  differ-
entiation associated gene-7, mda-7/IL-24 )2 1995 4F
RIS K2R 22 HARAE B-T P &K (interferon-B, INF-
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FIRBAK, FE Y Namalwa( Burkite 9k B985 40 it 2 ) 40
0, 368 3 WL e A L ) A G B TR ) BB 2
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FIRE BOTE B, AN mda-7/11-24 7 3 1L 58 58 2% 1 ik
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1 #MBEFZE

1.1 4

FEEHAF] . RPMI 1640 #3774 1ML 7% . G418
Trizol . MML-V W45 % & . LipofectamineTM2000 , OP-
TI-MEM {IR Il 7 15 729K . T4 DNA ¥R/ A2 B |
DRI R AT 4E £ | Annexin-V /PI 8 72305
B B Invitrogen 23 Al o R/ = £ B &
ExTaq DNA polymerase . PR ffil] £ PN Y1 i ( BamH T .
Sal T ) JEIEMSGAFH &30 A TaKaRa 22 7. ECL fk
RO G A LI AP F] . MTT . DMSO
I F Sigma 23], B8 Marker( AHXT 20+ i i
20 000 ~ 118 000 ) W4 H Fermentas 23, /N AL A
IL-24 B30 H R&D systems , HUAR 15 2 AL W) g il
EHU N 1gG 1 B 2 M AR A w

WK E. coli DHS o HERR TR ERAT -
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BRI A R, Y B R E R, & 10% g
A= 1ML 7 1Y9 RPMI 1640 15 F2#rh 37 CHE IR 5% CO,
BEAE TR IR, LR Eh Y. BABL/c R, M, 6 JA
U5 A A PR A R B SR e s W rh L SR S )
EHAUES : SCXK( ZE)2002-002 1.

1.2 314ém

W IE Genebank [ mda-7/IL-24 X H ¢ %1

PCR PRIMER MUK BT 514 o mda-7/1L-
24 Fe s eS| r 50« EiE 5'-ATTGGATCCG-
GAACACGAGACTGAGAGATG-3', 5| A BamH 1 [
YI i & F iF 5'-ATGTCGACAAGGGAACAAAC-
CAGTGCCA-3",5| A Sal 1 BYINL s P34 7= ) K
684 bp. FWHdt st BEMEY G K, PAGE 4ifk., 37
58 .94 CHIZEPE 2 ming 94 C x 1 min,57 C
x1 min,72 °C x 1 min,30 MGG 72 °C ZEAH 10
min, A B-actin YERW SR, JFH1 R LUiF 5'-
CTACAATGAGCTGCGTGTGGC-3'; T i 5'-CAG-
GTCCAGACGCAGGATGGC-3', § 1 7= ¥ K JF 270
bpo ¥ 3 2 14 1] mda-7/1L-24 ¢DNA. 5% b5t
AR YA R, PAGE 4lifk .

Neo £ FH#514):5' GGTGGAGAGGCTATTCG-
GCT3'; FiF51 ¥ : 5 -GA-TAGAAGGCGATGCCGCT-
GC3',PCR MWK JE N 627 bp, 51¥ i L
Sangon 13 i, PAGE Zlift.. #5514 : 94°C T A
2 min; 94 C x1 min,57 C x1 min,72 C x 1 min,
30 MEH T 72 °CZEH 10 min,

1.3 pTarget AM R A RKGMES LT

& H1 Ficoll-Hypaque 435 1F# A PBMC, ¥4 % 4
MREEE Sl 2 x 10°/ml E2 0T 24 LA, i LPS( 1.5
pe/ml)FNK 6 h JF WA AL H2 S RNA, 38 RT-
PCR J7 ¥ 1 N mda-7/1L-24 3 H i 15 X 4 K,
PCR /¥ 28 FL UK A < B2 R 684 bp, K| BamH 1
1 Sal T BV K mda-7/1L-24 347 XY, 1%
T B s FEL K RIS, P55 R A XU DD IRl /) pToar-
get ZAK 4 CIEHELK . EZWIHAIERZE E. co-
li DHS o, A B A2 N5 8 2R M LB IEfE AR it ik , ¥k
HUATE V& 5 R B R BUTORE , BamH T Fl Sal T XY
YE mda-7/11-24 PCR *¥J EcoR 1 HHFVI % E IE
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W), 2% LW T 2 w50 e K Y A5 R S
Genebank 751 FbXT LLIESE e 41 FITEEHE TE A .
1.4  BE AR5 Namalwa 20 Ly 55

S A0 B A 3 4 s oK AT ] Ak B Y B AR R
Namalwa 40} % Y pTarget 25 2R K 1Y 240 Mo | 5% Y
mda-7/IL-24 WA . 75 24 FLAR P 4 Fh , 8 5% 4h
% BE N 5 x 10° /4L, Z B Invitrogen /A F Lipo-
fectamineTM2000 7= & 06 Bl JE f7 56 v, ¥ Qv )5
48 hfin A G418( A i Wk & H 1 400 pg/ml) i
e BH M T R, O kS A 14 K, W PR B AN i =
54 /ml, 328 F 96 fLAR, &L 100 wl. R
24 ~36 h Z [ bric C I B v B A fL , gk 2 15 5%
EHRIEHER R 24 fLIR.
1.5 mda-7/IL-24 3 B &k 494 m]

RT-PCR 4 : 4% Trizol L] 542 HUE RNA, RT Sk
FH M-MLV %% st R E R &, PCR 919 R ] 25 pl
FLIW A 22 BE MR cDNA 2 ul, 10 x PCR JZ ¥ 2% i il
2 Ml,L?ﬁ?%I%ZS pmol, F#514 25 pmol ,10 mmol/L
dNTP Mix 0. 5 wul, ExTagDNA % & (5 U/pl)
0.125 plo PSR 94 CHAEME2 min; 94 °C x
1 min,57 °C x1 min,72 °C x1 min,30 MEHJ5 72 C
FEAR 10 min; [FIEH B-actin IWZHE

Western blotting ¥ : B 1 x 107 4, i 400 pl
20 B B VK B LA 30 min, B 3 UK, BRI 10 s,
T4 CF 11 000 x g &0 20 min, WE L 10%
SDS-PAGE H ik J5 #5 TS R ZT 43 i, FH 5% Bt g 3453
4 CE R, W 5 R S — i BRPTA 1124 B
SRR 37CIRE 2 h, vhik 5 K IS B i Sk
VIR A AU 1eG 37 CHE 1 he #18 ECL 1k
2 RN S UL BT R
1.6 MTT %40 Namalwa 288664 38 74

W eI 1T 80 F2 E % 3K pTarget . pTarget-11.24 i}
Namalwa 40 g F 55 Je 40 i, 84 % & 8 x 10/
ml, DLEEFL 180 wl 45250 F 96 fL , F4F17 5 fL, I+
WALAS FIXT R, 53597 0.24 .48 .72 h J5 A 20
wl MTT(5 mg/ml)ARZE3E 5% 4 h, B0 5 LBk LW,
JIA 150l DMSO %3% 10 min J5 {8 F Bt Bx 4R 00
492 nm PAALFPDEEBEED ).
1.7 RImPEEJEL R FEE

BT B8 A A 1 e KR YL 2, 250 x g 50
10 min, 3 3%, FHJCILE RPMI 1640 Y4, e %
H5 x10*/ ml AR  IMA SR B - R R( 1 ml
RPMI 1640 1545 2. 3% HIELFHE R 400 wl 2-5i
FZBE10 pl Gln 10 pl G418 28 wl, i 4= MM i 28
R ECR 20% o 96 FLARH, A FLIN 100 pl Fid

T HE 37 °C 5% CO, SRR SR F R 7 d,
T8 BB R R, KT 50 A4 % 20 B A A —
Ri5 ITHEIEE
1.8 FACS ¥ mda-7/1L-24 3F Namalwa %8 Jit, 8 =
R

Bt Invitrogen /NE] Annexin-V /PL T/ &
VEIHFEAT . W E 40 i T 4°C TV /Y PBS Yk 40 Jifd 2
W, IR R IO 45 6 22 vl 250 Wl BT BT 40
P HAEE N 1 x10°/ mlo B 100 wl A 40IEER T
5 ml HAE T, MAS pl Annexin- V/FITC 1 10 pl
PL IR AT G IR EOEIE E 15 min, 76 KV & A
400 pl PBS,FACS 44T,
1.9 AR KA AL o 3 ) A A VLA

BALB/c # Bl 4% Fl 24 X 7 DL W2 3 38 & ( 300
cGy )Y Cs TR IE BRI BEAL AT 2 4, 4 6 H.
PRI Y NS N 5 x 1077200 wl, FAM F T
ST, — 3 S G pTarget-1L-24 ) Namalwa 4f il ,
T —HE I 5 Y pTarget 25 ZAK ) Namalwa 40 ifd .
W5 2 2 A5 BRUBLIRE B 0] L e 23 5 o oo b )5 4 3
d FHUERR R RO 6 g B 2 A [l iy B4R, 43
N a b R FAERBHE ARV =1/2ab" 21 d 5 ¥
AL IE
1.10 %itzaz

RrEHE LA + 5 2w , WL 35 5000m) o AR A G
X ¢ K6, R = A 2 B 48k B] F 3 Kruskal -Wallis
K8 ANOVA ), R FH SPSS10. 0 R4 it 174t i Ak
B2

2 5 R

2.1 mda-7/1L24 1% o % % TobE b 983 2m L P ik
RHREE 5 RT-PCR Jr kAl T mda-7/11-24
TETE I ZR 588 1 i 762 200 Jf 2% v i 2 s 00, D LPS
LR TE e NP JE I S A AR mda-7/1L-24 5
RN BE PR X B FE ARSI Y KGla, HL6O | J6-1 .
NB4 ,U937 , CEM . Ramous , Namalwa ., Raji . K562 &
10 bk i 22 20 0 14 IobR At 22 o, 39 R 21 mda-
7/1L-24 mRNA [RE( K1),
2.2 mda-7/1L-24 A F A BARG M EF LT
i RT-PCR J5 %, M LPS Hill 34 49 1% A S0
M EAAAZ AR B Y 58 Y mda-7/1L-24 HE R B 9 b5 X
R BER/INR 684 bp, STHIAZE R —3, Bk
mda-7/1L-24 ¢cDNA F B, %4 BamH 1 1 Sal T X[
VI, Fe e 2 HA% F Rk EAR pTarget 1Y va B0 15, A
pTarget-1124 21 Jit #v . 2 Jot ki 4% 1k Jk 52 38
DHS5 o, BEHCBH 1 P& PR , 28 B A TRE PCR, i 1) %
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FE SRS A R BER /N IERA JE (Bl 2 )% pTarget-1L-
24 AT R BE K I F , 25 SR UE 52 7 4 2 pTarget
AR mda-7/11-24 FEH 5 GenBank H1 A1 (1) 7
3l 58 4 —

1L-24

ﬁ‘acu-” =

El1 3¥ZEE RT-PCR &l mda-7/1L-24
mRNA 7£ B 7% 458 & PR X
Fig. 1 Detection of mda-7/IL-24 mRNA
expression in leukemia cell lines by RT-PCR
1: Namalwa cell line; 2: HL-60 cell line; 3: U937 cell line;
4: CEM cell line; 5: Positive control using health
adult’s PBMC after stimulating with LPS

IL-24]

B 2 EHE#L pTarget-IL-24 FIESTI L E
Fig. 2 Identification of the recombinant
plasmid pTarget-11.24
A. M: Marker DL 15 000;1: pTarget-1L24 plasmid was
cleave by BamH | and Sal [ ; 2: pTarget-11.24 plasmid
before cleaved;B. M: Marker DL 2 000;1: The cleavage
map of 1L-24 by E. coR [ ; 2: TL-24 before cleave by E. coR [

2.3 ER A #FE )G Namalwa 29 88 mda-7/1L-24
mRNA #) £ ik

JkL 2 /& pTarget , pTarget-1124 ¥% 4% Namalwa
5, 28 50 B AL 85 37 4R 15 3R 38 25 #iAK pTarget
( pTarget-V )13k mda-7/1L-24( pTarget-11.24 )B4
MR, /954~ Namalwa-V .Namalwa-1124 . fif1$2
R4 mRNA J5 #£47 RT-PCR, #£ % Y+ Namalwa-
1124 A E] mda-7/1L-24 mRNA F)REC &3 ),

FEHL Namalwa-V 55 Namalwa-11.24 40 g k& 9517
Western blotting 525 . 7E 2 € % s mda-7/1L-24 1)
Namalwa-11.24 ZHAERE H RN ] T mda-7/11-24 H
(ZRIA  ARXS 4 BT i K228 32 000, 5 SCHkHRE —
H(E4),

IL-24 750
500
250 H-actin—

—750
500
—250

Neo—

f-actin

B3 FARAFE LS Namalwa 4158 IL-24 mRNA §95Ri%
Fig. 3 Expression of /L-24 mRNA in Namalwa cells after
transfection pTarget-1L-24 and pTarget-V
A. pTarget-11.24 Namalwa cell lines. 1,3: B-actin,
about 279 bp; 2, 4: mda-7/IL - 24 ,about 684 bp; M: Marker
DIL2000; B. pTarget-V Namalwa cell line. 1: B-actin,
about 279 bp; 2: Neo gene,about 627 bp; M: Marker DL2000

Mr(=10°) M 1

3

32

4 Western blotting #& | 28 48 [ b 55 ¢
J& Namalwa 28l mda-7/1L-24 & BRI
Fig. 4 Western blotting analysis of mda-7/1L-24
protein expression in Namalwa cell line after
transfection with recombinant plasmid

M : Protein marker;1: Namalwa cells after transfection

2.4 mda-7/IL-24 3t Namalwa %m it 38 74 &4 47 ) 4 A
N T VA mda-7/1L-24 F Namalwa 40§ & 54
PUMIREVE R, S S50 8 S o A [ i 8] A0 MTT 552
B, K DU A0 i A 5 R Ak, AR BN R E R IR
mda-7/1L-24 1] Namalwa 20 Jitd 23 JitJ83 441 B 184 21 1% )
TSI T 2 e 25 AR FUR 5% G4 1) Namalwa 41 i
(P <0.05);5%Y% pTarget 155 24K Namalwa 4l il
ERBL Y AN A L, 40 O34 5805 A B W2 22 5
(P>0.05,85),
2.5 mda-7/IL-24 3+ Namalwa %8 it 5 3595 pR, 69 37 4]
TERBUNRE TSI SR 85 R IE mda-7/1L-
24 1] Namalwa 20l 52 5545 G4 pTarget 25 A A X i
AR L, 1 AR VR R SR B WY b, i
(20.25 +2.02)/5 x10* A HI( 51 +£4.24)/5 x 10°
Al (P <0.01 ), I HAZE R IL mda-7/1L-24 1) Na-
malwa 4l I WA 2E V& /N T % pTarget 25 2%
K1Y Namalwa 41 il 2 587 £ Y Namalwa 240 R AH LE
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TGt E (P >0.05),

07 71

s—Namalwa
06 —m—Namalwa-V

— a—Namalwa-1L-24

54 05
§ o4t
B
£ 03
e
& 03
_Q
o
0.1
0 . .
0 24 48 72
Time (t'h)

B 5 mda-7/IL-24 #I) Namalwa 28 153858
Fig. 5 Inhibitory effect of mda-7/1L-24 on
proliferation of Namalwa cell in vitro
* P <0.05 vs Namalwa-V cell

2.6 mda-7/IL-24 % Namalwa 28 J 08 a9 4 H

Namalwa- V /PT 8 T 3075 6 08 T il & 21,
FaE ik mda-7/1L-24 1) Namalwa il R AT RN
(0.8 +0.17)% , 5% Y pTarget 75 F M 1 Xt fi 41
(0.49 +0.14)% L, AT H 4 R TG 1124 2
(P >0.05).
2.7 mda-7/IL-24 333 A AL £ K o 39 4] 4F A

J T PFBAR N B IERIOCR , 45 BROF R BR A% Rl e
e mda-7/1L-24 #1725 FAK ) Namalwa 20 i, W5 4R
SRS U B L. 45 R a1l 6 JJi7R : Namalwa- V
1) e A R B B S PR T Namalwa-1124 , B 42 AH
(] (5] A 7] e 248 i 50 79 2% 28, Namalwa- V (1)
rE (R 5 Namalwa-1124 ML B A B E 2 &
(P<0.05).

3 4 it

mda-7/1L-24 J& Jiang ' 45 N 1995 4F 5 & BLHY
— A g A S A B s A A R S AR AR
AW T B> 0 % B, i i Bg Tk 5
S Tl St P PR B e Y 1) 5 WK TL-24 7 L BAN [] 512
DA ek T2 240 L, X AR 22 SR, an PR R R L LR IE
i VB BV 45 e T8 BRI SRR A PR VR
IR mda-7/1L-24 FIAE ML E A R AR TG A (H R
L A5 R R B — A R MR G IT
FEDA, BEAE DX 20 1E 5 4 M IR A 5 S5 RO
T P 0 080 T S S B IR < 55 W R
SR TR A T S 4 SRR A Sl AR AR N S
YR P4 A A R A8 2 DA R LA R 0 8 2 e

Fo BB M RS mda-7/1L-24 B0k a5 4 AE
HIRAIRYT T —Fh LSBT e S0 R iR T AR
WL E X, B2 mda-7/IL-24 7538 I 2 G0 % Ve i
S AR FHAE A0 WA SCIRARGE o AR i e el
T mda-7/1L-24 £ N3 Il 2 G0 e 40 i 2 b i
P53k, GE R B mda-7/1L-24 FEREREIN 1 10 DML E
AN]SR R 1 3 1L 28 0 0 P 3 400 i &R b 3 R
i o XANSLIGEE B mda-7/1L-24 75 FH Al S2 A8
AR IE R — 3 R A mda-T/1L-24 403 3
OEETEe

0.45
0.4 F Namalwa-V
— 0.35 o Namalwa-11.-24
E L3
203
v 0.25
T§ 0.2
5 0.15
E
= 0.1
0.05
0

-

I 5 10 16 18 20 21
Time (t/d)

B 6 mda-7/IL-24 %1 Namalwa % & ERIHIFI1EF
Fig. 6 Inhibitory effect of mda-7/1L-24
on Namalwa xenograft models
* P <0.05 vs Namalwa-V

N T I mda-7/11-24 X 38 1l 72 Ge W e aga 1)
YERT, AR SCEG B T R IE T Burkitt K ELJR 19 Namal-
wa MR PEAT I ST . B Gl RT-PCR J7i%,
MLPS 35 1E H DA LS A% 20 i rh o
mda-7/IL-24 FE R Ghih X2 K AR A B AR
KRR pTarget 1922 FE RN 1, F 3 T pTarget-1L-24
HHPOR. T YR ZBOE IR GG MR A1y
A MU 532 A, A 52 30 % TR A2 e i) O 1
A EA R R AR EE Y 3] Namalwa 40 H . 38
RT-PCR ,Western blotting 77 7% #£4T mRNA 7K &
FIZKP%5E IS T mda-7/1L-24 FEF5 Y4 J5 1) Nama-
Iwa i ik, FERES B9 mda-7/1L-24 TIRESE K
AL, 58U T pTarget %5 24K Namalwa 4i i L)
BB A= BN REZHAR LY, mda-7/1L-24 ELAT B 5 (4 41 i)
Namalwa 4fi il A= & i HREMEC P <0.05 )0 Bl I 5KB
NG LS8 R I, e e T mda-7/1L-24 ) Nama-
Lwa ZHLIE 5 %) 46 v AR /N T HLAE & 19 B H AR 70, B
BAR TR P <0.01), 8 —LUESE T mda-7/1L-
24 %} Namalwa 20 i 45 7% 12 BCBE 7 O H0 6
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TR 7R b R & B mda-7/11-24 BAG {2 F
Namalwa 41 H 8 1= B9 /E FH , iX 5 H & SCHk iR GE /Y
mda-7/1L-24 ELATRe 5 1175 5 b 968 240 M 0 T i 4/
I AN, mda-7/1L-24 35 A [F)2E760 f Fi g 248
YEFHASSAH I

Zoad FR RSN LIUE S T mda-7/1L-24 %} Na-
malwa 43458 (%) 400 i 4 F S L AR 5250 147 4R BUIAR
WEUR LS . S5 R, 59 mda-7/11-24 1 Na-
malwa 40 7ERR BRUAAS P %) 5008 e 0 BH S R AIR . PRIk
R, mda-7/1L-24 TCVRTE MR N I8 J2 (R SN EB g 10 1
Namalwa 4} i) A= FFRRE B B, AR SE 56 B IR &
PG T I R G000 IR 5 S AR 04 s A 2
FPE BRR] , mda-7/1L-24 RIFERERSRTEIE T Bur-
kitt 3k B4 988 1) Namalwa 40 it BB St g /E L, A
mda-7/1L-24 1 1T Burkitt 3k EVE 3697 4 4 T4
i o
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“Yote, Fe, K, S, e, e, K,
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