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8 ZE. [BH0]. WEE B T T 4006 (MSC) X8 A= KB UG A PR . [ iE ] WBE ARG R 1 K R
HHE MSC, FHIHEF GFP I B8] (418 05 2 W0 1588 MSC 4T85 9% ; SD B AE K RBEPL A A (B .C D E TL2H A, B P4l A 2
T 7 d A RFIIES (1 x 100/ HAT 1 x 10* /2 ) E-4E MSC, C 217 S R $E 22 vhilk (PBS) , D | E 4L 23 <4, 20 9l
SR B E MSC R PBS, WS B MSC A6 K BRI U 40 i 00 R BRI BT S S il 22 250 iR PRI ML T4 (RAC) B it 21
HEREAE . (455 ] A B.D ZHIMZH 4L AT 0L GFP 403 ; MSCs T 3.7 d, A, B P4 GFP 40 5 S 40 M4 e il T D
2H(31.3+2.6%vs. 11.8 +13% A% vs. D4, 22.7 +1.3% vs 11.8 + 1.3%, B4 vs. D 4 ,P < 0.05); A 4HIAJ7FEE 3.7.14 K
GFP* i il & B AN LBl 55 F B 41, P < 0.05;A B PHALIAYT o A B m By K PR (66 + 9 g vs. 48 + 7 g, A 4 vs. C 4, P<
0.05) , il ZRBFAR (2.26 £ 0.23% vs. 2.9 + 0.4% A 2 vs. C 2, P < 0.05) ,RAC B /N (9.2 £ 0.7 vs. 7.4 £ 0.4,A 4 vs. C
H, P<0.05) BB 4 M SR s s A A% s AU TR T AR AL T° B 41, P < 0.05, [ 538 ] W5l 04 Bl MSC 25 aT LA
B2 v SRR A0, o 700 2 X R SR R 0 AR T RO B A

KR TR mAR;
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Therapeutic Effect of Bone Marrow Mesenchymal Stem Cells in Rat Hyperoxic Lung Injury

ZHANG hong-shan, FANG jian-pei, SU hao-bin, WU yan-yun
(Department of Pediatrics, Sun Yat-Sen Memorial Hospital, Sun Yat-Sen University, Guangzhou 510120, China)

Abstract; [ Objective ] To investigate the therapeutic effect of bone marrow mesenchymal stem cells (MSC) in hyperoxic lung
injury of neonatal rats.[ Methods] Bone marrow MSC cultures were prepared from bone marrow of SD rats by adherent culture, and
were transfected by lentiviral vector carrying GFP gene. Newborn rat pups from four different litters were randomized to A, B, C, D,
and E groups. Different dose of bone marrow MSC (1 x 10° per pup or 1 x 10* per pup) were injected via the tail vein respectively for
A and B groups after 7 days oxygen exposure, and phosphate buffered saline (PBS) for C group. MSCs and PBS were injected
respectively for D and E groups as normoxia groups. The engraftment of MSCs in neonatal rat lungs, weight gaining, lung coefficient,
radical alveolar counts and lung histology were assessed. [ Results] GFP positive cells were found in rats lungs of A, B, D groups; the
ratio of GFP-positive cells in A and B groups were higher than that of D group (31.3+2.6% vs 11.8+1.3%, A group vs D group, 22.7
+1.3% vs 11.8 £ 1.3%, B group vs D group, P < 0.05); the ratio of A group was also higher than that of B group, P < 0.05) . Bone
marrow MSC exerted their therapeutic benefit of improving weight gaining (66 +9 g vs 48 +7 g, A group vs C group, P <0.05),
radical alveolar counts (9.2 £ 0.7 vs 7.4 + 0.4, A group vs C group, P < 0.05), decreasing lung coefficient (2.26 + 0.23% vs 2.9 +
0.4% , A group vs C group, P < 0.05) and suppressing lung inflammation of neonatal rats, and which were significant better in the
high dose group of MSCs treatment than that of low dose group. [ Conclusion] Both two doses of bone marrow MSC treatment could
attenuate hyperoxia-induced lung injury in newborn rats, and the therapeutic effect of high dose group was more obviously.
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ST R I R YA YT BT AE ) LA 4 I S5 8 7
e, AR R f v v B 4 A s T B8 e it
5, H BT i [ A A I AR S A il &
AANR . Anfar B3 e AU A 45 2 S i N A AR
JLSURI ST A ME L, UEAF R T 40 ML ST AN Wt g
T 40 Lt AR A M 453 475 450 38K 4 SR el 7F 2 R I AR 10 P
A St Rk B2 3 0CTE . O A BRI & BRIk 5
B 1R) 7T 5 A (MSC) X HISE R R A FE R £
BRI 5 2 S R A I O B DR R, &
Tl MSC. fig A5 D o 2 K B Ui 2. B AT AN
WA A RARSE . A FoAT T B A K R
SEUBAR R | 22 s e K S AS [ 5] £ E B MISC
FI D AR IS B ik, WS Mt 20 2 Ay g B i A8
Je MSC 78K BRI 220 43 A0 18 L, $R5 -8 MSC
Xof e U AR AT R BRI MR, R 3R e At
D A R0R YT T BB e S Bl

I A7 ik

1.1 31 %

HHER A 4~6 JW ABTR 100 ~ 150 g, HEHE
ANBRAGAEFRE SD K BUEE, B LR 27 BE A7 3l i 5
gt PR AL IR BRI SD TE ST A R, 3
Hls, MEREANRR IR 8 ~ 15 g, ] ARAE YLK
Hue Rt
1.2 FEZKF

DMEM /F12 15 3% 3 (Gibeo 23 H) ), 100 mL/L
PE BTG 48 1L (Gibeo 22 ] ), 0.25% B 11 il
-0.02% EDTA (Gibco 22 7)) ,100 U/mL 75 /4555 %
(Gibco %% H] ),CD29  (BioLegend %Y H ),CD44
(Serotec 2N H] ), CD45 (BioLegend 23 F]),CD34
(Santa Cruz /A F) ) , B #EEHE Polybrene (Sigma 23 H] )
BEH 4k (0% 6 E 1 (GFP) JE A 1Y Lentivirus
(lentiviral vector; pLV/EX2D-Neo-EF1A-eGFP;
virus titre; 1 x 108 TU/mL); Cyagen 2\ F 7 %]
SMATNSMAT, CYES-T &L 0,,CO, AR &
L CY-100 E 7 U4 [ #i TEAS A i A ik A
877, A 25 em x 25 em x 35 em BB B . THHE
— AL (EAR 0.5 em) , MTHA 55 R B HEAL , iF

ALFFEE AL
1.3 F &
1.3.1 /B & MSC 1k sh 5 B 32 5% B 12 Jm 7 45 %
TE WA S50 2 Hr AT 5T, DA SD K BB $ B
EBEANM, SR A BE R % 0 W B e PR vk kA T
B[] 70 0T A0 43 B YR IR i 90% Y5 4
R (Passage4 ,P4) MSC, # i 1 x 10°/mL [ 540 g
B, T Ep BN, 4 I ABSEhRIC b A
PE anti —rat/mouse CD29 PE anti —rat CD44 PE
anti—rat CD45 . PE anti—rat CD34, 1 i 2G40 A%
Sy MTREAS HR AN AR AR IC BT R A BHPE SRR R,
P3 R4 90% il & Y A MIAL A, F B 2 x 10°/4L%
JER A B S LR T, FRAERLA B C A 40% ~
60% , W& 25 241 ML 35 320, A 1 mL B 6 ] 78 5
T4 o8 IR, A6 | mL J 38R InA 1 L
WA 6 mg/ml HEERE (polybrene), 7E &% A
polybrene (35 IR H N A R TR, W HE 3 D
FE MR EEIR N EE 15,25 1 35 L, DL Ke—A425 R
FRAL, DA o e e 1) e A R 52 40 (multiplicity of
infection, MOI), ¥4t 16 h J5 , WA E&IRFER 1
VB, BT 7 (1 20 5 A R IR AR, 48 b,
{5 B 0 Gl B R AR SR A A 5 R, TR
1.3.2 # A KR & 845 sh AL AL 09 2 5 R 5%
B RERr A KB (i ARk B A 05 R T2
Fi P Rr e AR, 4EEF FIO, > 95% (AU
), CO, < 0.5% (A KW I CO,), HRIEE 22 ~
27 C IR 50% ~ 70% (FHAS A RER ISR 57 ) , 25
A IR AR RMARFR A R SRR, BRIAS
J ez AN AR A S E AU, R E R T
JUSSTFAR 1 h, WK AR} BT okt o 4l 5 %5
AN IR AL B B B L s e PR 4R 2 S SO 5
IR BR MGG ST R R AR R
ARZS . SD BT A REBENLS 0 A,B,C,D E5S 4, A
A SRR T d JEaRFIKE S MSC, 1 x 10/
B HERE 742 T KIES MSC;1 x
10° /5 C 4. REREETdIEARETHKES PBS
(0.1 mL); 2 ERAbER)S L b sh# 43l E a5
Whith, D EAHHE T P,7 dJs DA HEEA
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RIS MSC, 1 x 10° /5 | E 44 H 15 PBS
(0.1 mL) , BRLHK S35 T R # kS MSC )5 1,
3.7 14 d(REIKES R 1 d 5414 3 1, HAk
ASBE] SRR A 8 ), MRS 30 o/L R L
N BE R 1 mL/kg (30 mg/mL) &bFE i s fifi
MR TH R R A (Il AR TR x 100% ) LA
LAt 7K B AR B KBRS Ll R HE G fe ULE il
WAL, AP Tk A (25 pm),
DAPI(4’, 6-diamidino—2- phenylindole ) 44 fu % ,
DN A BE VSR T B MSC I AR L, A il
RHRGAFT-80 CUKA6 .
1.3.3 B8 MSC fEMiBo At oL vk Y
DAPI i IB £ F S min, THOCRME T
THECEEA LT th 2O A R . S5 R EFRIER .
kU R4 10 A m A LET (400 x) T[] A
(0 A RN SR (0,58 6 1 40 B 4R 7 DAPT Ze 5 i 4
JIRZ BB L], (—) FTR AR K BRER AL
1.3.4 ARgHEm a4 (RAC) WA RH
HE YO0 68K A RAC (., B5kU1 R THtss
T (x 100) DA R 240 S A8 r o0 28 97 i e R |
—IEELLR, XL R B A RAC, BEHLE
W10 ASHEF  THEH RAC F391H
1.4 SitZESH

N SPSS 13.0 B AT ge it 400, iHE T
BRI IEC bR 22 3R, WRAL 0Ok S48k L R
oo K5, 24158k ¥ 8 3R H one —way
ANOVA Z3#1 ;s K K 1% o = 0.05,

2 % X

2.1 B MSC Mo BEEFRSRE

B MSC R F1 43 B 55 3% FAR 10 45 SR 1 WA
SEHE RIS B AUR Y MSC 2 ARIE, I
B FEE IR0, 90% L) - A il A, S etk i g
AR AFEREHES]  MSC AL 258 4 U4 A, 224 i
FEARW R . T A AR I 25 5 R A 4 18 MSC
CD29.,CD44 ik BHM: , T CD34 CD45 Fik M,
FIAI e #E X6 MSC A THE Y 7% L 5 i 4 i 2 35
GFP,

22 BEMRGIHERR—ER

Bk KA RS 1.2 RV, B
AR IO IRINE . 265 3 R HEE I | B S I
MRS, 55 7 RIS RN 22, iz /b8l | B 48 5 A
BN WFIR AR R AT IR ML T R SETR
1 8.33% . A B 4HE K R 2 # Ik i 9B S
MSC, C 45 E KR 2 Bk ES PBS, MSC T
S BT AE R BRI e 0 T Mot , e AR T Bl
e SEERIN, A B AU AR K BT R 51k
9.1%H1 25%, C & T2 IS AE PHZ2 BE |
PRIXE DN, SE s SBT3 3k 54.5%, 1 D\E
PR KRB IR A Eib R,

F1 KRHEREEKERL

Table 1 Weight gaining of rats (g,x+sD)

Group Postinjection D3 Postinjection D7 Postinjection D14

A 20 + 49 29 £ 5V 66 + 9V
B 18.5+1.6" 26 + 7" 53+ 7Y
C 18 + 59 25 + 49 48 £ 7Y
D 33+6 46 + 8 82 + 11
E 32+4 45 +7 80+ 11
F 25.100 28.290 22.214

A :High dose MSC - treated hyperoxic group;B:Low dose MSC -
treated hyperoxic group; C: PBS—treated hyperoxic group; D: MSC -
treated normoxic group; E: PBS-treated normoxic group. 1)P < 0.05
each group versus PBS —treated normoxic group;2)P < 0.05 MSC -
treated hyperoxic group versus PBS —treated hyperoxic group. 3)P <
0.05 high dose MSCs— treated hyperoxic group versus low dose MSC—

treated hyperoxic group.

23 WMEXRBHEREEKER

R R S AR T A KA, R
W 5 A, P<0.05, A4 (1x10°/H)
(AR o 1 KPR IR 14 d IR T C 4l
KB4 (1x10*/H),P<0.05, {B&F D FME
4H,P<0.05;B AWM RS C AR L,
ZHITCG 22 L, P> 0.05,D F1 E 4 A ] i ]
SRR BT L LA, 225 E8 22 L, P> 0.05,
24 FEKXBRAMRLE

o A2 AN [) ] ) il R B T s R, P <
0.05;A B A% 7,14 T A K Bt R8T
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Table 2 Lung coefficient of rats (%,x+s)

Group Postinjection D3 Postinjection D7 Postinjection D14

A 3.6 04 2.26+0.23V9% 1.37 £ 0.29V2%
B 3.8+0.3Y 2.6 £0.3V% 1.9 £0.4Y»

C 3.9+04Y 29+041) 2.24 £ 0.25Y

D 2.06 £ 0.28 1.48 +0.18 1.03 £ 0.10

E 2.04 +0.24 1.52 +0.20 1.06 + 0.08

F 64.960 43.629 30.766

A High dose MSC- treated hyperoxic group; B: Low dose MSC—
treated hyperoxic group; C: PBS—-treated hyperoxic group; D: MSC -
treated normoxic group; E: PBS—treated normoxic group. 1)P < 0.05
each group versus PBS—treated normoxic group; 2)P < 0.05 MSC-
treated hyperoxic group versus PBS —treated hyperoxic group.3)P <
0.05 high dose MSC- treated hyperoxic group versus low dose MSC -

treated hyperoxic group.

CH,P<0.05;H845% T DFMEZ,P<0.05, A4l
5714 R REIMET B 41,P<0.05;D Fl E
L AN [ B[] 5P il R B L, 220 G2 3 3L,
P>0.05,
2.5 FEKRA RAC it

AL AN TR IFIA] 5 B RAC IR T 25 <4,
P <0.05;A HIRITH 7.14 K RAC HEGE T C
ZH,P < 0.05;B43%F D M E 4,P<0.05, B4k
J745 14 K RAC THEE T C 44,P < 0.05,A 43R
Y75 7,14 RIW RAC TR E T B 41,P < 0.05;D
I E 4RI ] S8 RAC 8 A, 22 9 e 583
2R, P> 0.05,
2.6 FEXRMALANRKENLET

AT T d R EUATALLU AN AT WL /N
ARECRCR H i, 23 A T — s 2 O B 40
Bk TR R AN IR N il 22 A 3R
L, B R /IS A St il (T TA) , P2 %S
SN WL B 2 2E L 7 d BRI O
il L5 KA 2 KNS — | IR R R M5 5 Bl
H R 38 hm, i gt 14 22 (8 1B, C) . Frfid MSC
BT 14 d B AR KRR 2H 20 98 1 20 IR Vi 55 PBS
X REZH ek 5, TG BH S8 i 1 0L, ity 20 2 0t 9 85 4
2 B R H R I (181 1D) . PBS X BRZHATS AT S AE
AP 43 A B i R, /N i A e

KN R4 Bl sl & v sy K (B 1E) , #2
N AT S B0 A R U U545, PIRP R 1
MSC(1 x 105/ 2 5 1 x 104/ 2) ¥ A] DL i% e 42 i
P45, K 1E A R BRI 5

#3 XRBRHM RACITH
Table 3 RAC of rats (x+s)

Group  Postinjection D3 Postinjection D7  Postinjection D14

A 7.2 £0.6 9.2 £0.7Y  12.5£049
B 7.0 £0.3Y 8.1+1.3Y 11.3 £0.8V%)
C 6.8 +0.6" 7.4 £0.4Y 9.6 £ 0.4V

D 9.3+0.6 11.5+£0.6 13.3 +0.8

E 9.5+0.6 11.5+0.5 13.3 +0.7

F 46.497 52.760 49.909

A: High dose MSC- treated hyperoxic group; B: Low dose MSC—
treated hyperoxic group; C: PBS—treated hyperoxic group; D: MSC -
treated normoxic group; E: PBS—treated normoxic group. 1)P < 0.05
each group versus PBS-treated normoxic group; 2)P < 0.05 MSC-
treated hyperoxic group versus PBS —treated hyperoxic group.3)P <
0.05 high dose MSC— treated hyperoxic group versus low dose MSC—

treated hyperoxic group.

%X 4 GFPHREMALN ST

Table 4 Intensity of fluorescent GFP* in frozen section
(%)

Group Postinjection D1 Postinjection D3 Postinjection D7 Postinjection D14

A 33.7+23 27.8£1.6" 164127 9.7+ 1.1%
B 31.3+2.6 22.7+1.3Y 11.8+1.3Y 5707
C - - - -

D 30.2+2.3 12326 47+0.8 +/-

E - - - -

F 1.733 51.120 82.873 32.015

A High dose MSC- treated hyperoxic group; B: Low dose MSC—
treated hyperoxic group; C: PBS-treated hyperoxic group; D: MSC-
treated normoxic group; E: PBS-—treated normoxic group. 1)P < 0.05
each group versus MSC—treated normoxic group; 2)P < 0.05 high dose

MSC- treated hyperoxic group versus low dose MSC— treated hyperoxic

group.

2.7 BB MSC AL HIER

MSC H] GFP RicJa , 906 WA e T i by
@, FEARIC i MSC FEA BT A R BRI 24 h
MSC J&I7 AL L 24 R UL GFP 4, 20 A 43 A 1L
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El1 FHARRKE(x100)
Fig.1 Lung tissue pathology (x100)
A: Hyperoxia group in 7 d. Lungs from
animals of oxygen exposure for seven days
display the characteristic features of disorder

alveolar structure, hemorrhage, inflammatory

cell infiltration and interstitial edema. B: Normoxia group in 7 d. Lungs from normoxic animals for seven days appeared normal with clear alveolar

structure,, uniform size, no liquid and inflammatory exudation. C; PBS-treated normoxia group in 14d.Lungs from animals in the normoxia group who

had received PBS appeared normal with numerous small alveoli and thin alveolar septa without lung inflammation. D: High dose MSC —treated

hyperoxia group in 14 d. Lungs from high dose MSC—treated hyperoxia group have smaller and more numerous alveoli, thinner septa, and less

inflammation. E: PBS-treated hyperoxic group in 14 d Lungs from animals in the hyperoxia group who had received PBS demonstrated enlarged

simplified alveoli and lung inflammation.

2 FERARERLE (x 400)

Fig.2 Immunofluorescence of frozen lung sections (x 400)

A GFP~ cell in lung of high dose MSCs—treated hyperoxia group in 1d; B: DAPI nuclear staining; C: GFP* cell (green) with DAPI nuclear

staining (blue ).Immunofluorescence of frozen lung sections examined by fluorescence microscopy reveals nuclear staining (DAPI) and colocalization of

MSCs in hyperoxic pups within 24 hours after transplantation. GFP+ cells with DAPI for nuclear chromatin were found in a same field of fluorescence

mi(‘,ms(rope .

FE, 5 A Il IRE 43 A, DAPL YL 40 A% J5 ml UL
W0 A A%, MSC IR YT 2H K BRI 2 21 N AT D[]
Bt HLAA W O A2 A GFP 4l i, 1] 2 o YA & i
s R W —WREF . T PBS T 14 K R 4141 3
UL GFP* 4l , MSC +1ii 3.7 d,A,B P4 GFP+41
JiL o SR L B T DL P < 0.055A AR
J7EE 3.7.14 K GFP+4H M 7 20 B £k 1) Lol s
B4l,P<0.05; {AK#EN AR, A, B,D 4l GFP+
AN WL

3 4 ik

TENT A2 T B BT 3], ORI A S - s ] e 4
A ke P SELASH A 76 1) B T2 i, A A 5 1 b M
LIRS LTSS Y = v e S
o=l e O S AP N A NI 6 SN OE - luA
PRBU/INIIECRE 22 I 5% 40, TR 38 48 RAC 1
VAT R B R A E AR bR . Dauger 25 HIE
52, B AE K RER R 90% L T4k B 1 8], ol S 30l
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KA . Warner S5U488 2387 A FUIA 85%H R
28 d, &5HRE 7 Kaginl WL UL fili o o3 B A2 BE. 4%
et U B O SR S E ) I S T SN
VA, $ s i T B AR T D S B B0 TR 3R e AU A
Py — A A g B A B AR AL
W ICAMLR T IR AR S SR A K i A b 3 S
HEMAL R HBEEFZMNER, HXZFNER
AHERZE o S A 0 A LR v A 5€ 4z B T, I
ToA R BIBIG T , R R BRI | 3R 1Y
A7 T B i e it 15 7 S8 LA A% R Mg H A
Ao BT B AR A B, MSC AT L
TERTFA% T KBS A Ortiz 55025 F5E K R
MSCHEfS I T3 2K 5 T AT ET 4L . Yamamda
SEIOA g MSC X i 220 5 - ) i 48 45 HL AT £
YER . Xu J &80 W B ST MSC, & B
MSC ] AR i/ SR AEATR DR N 7 K 5 5 10
SRR, X LERIT ST A R v S 5 4 5
PRt TR R B R USR] S A A
HEBH | H BT A2 ) AR RE , BT R JRAE K
FLATT BB AL B 5P 2 58 K S PR AT, A B
O i SRR T3 AT R T B

AL RN, AR A U B A KR
T RERT . SRR TR E R AT IR, RO
PRI, d TALA R DA A A R DY
e PRI R B AP AR 2 5, U E A
DRI A Job R R AT 8 S BT A K U 2H 21
S E BEHE , [ P A3 A e i 7 e B2 A S I, It
AR E B AR R BRAT AR R SR AEOIR A i
IS TEAREE Ko Az | Y IR AT PP R M, A2 At ] i
PUAZHTE T A BB B RZEE T B4
ZIA AL AREE W E BIERRES, M
HRBOUT, AAE IR SRR, 1% SRR
B KBS A R 7 d 52 Rk R
MSC, FAI] e B St 8 38 R bR, fii 28 B A1
RAC B 30, Ji B S AE S L%, i P2 25 <
R I il R RAC (B B il 20 2 o 3 ek A
PTG K 250, B bk S-S MSC ] LR
it 7 B A S S AE | RO BTV K TR I R B AR
KRETCFEM o A7 & MSC iR i 473 ) 5 38 77 2 v

T, HHT MSC T Bl 4 it 5 70 i3 el 7
10° ~ 10° Z i), AFEIFEF I s REseaR
A H R AT AN R L s A8 1) v =6 8 A Y
E42 M 10 ~ 15 wm, 1 MSC BYEA2M 20 ~ 24 um,
MSC Flit it 245 5 5 R it ZE Mt T, A0
HIE T MSC n] B 7 Ml 8] J5 w4 5 41 i BT - b
e Ak R A R S A RD 5T, R 3 Ak
INBE 75 T 20 Ay LR T 4E 4 i fin o i 2T 4
Rl FATIWE 5T 2% B Fh R 0 B MSC (1 x
10/ 55 1 x 107/ H) ¥0] LLpsi 42 i S8 4,
FRI i 2 % v AR A ) Ak R I e, 3 I
MSC X fii 5 475 (9 08 52 A F 5067 R A — 2 Q
R, AH AR AR RSO RIS S N 4T 4t
A R IR AT .

B8 MSC X A= 3l ¥ e 48l 45 43 104 O 4 4
FH 2 5 HAE A FIE B 534k 14 e 0 A DG 34 J2 38 ik X
200 i R R S AP B 1) S IR A 2 MSC A
e AR 1 ) i BB A 234 S B b A A R
R 240 B 7 3 B[] AT AN T A FAT TR 2SRRI R
EROTIL, WA MSC £ K B 2L - A i, &
L MSC {RYT LG L2 A] UL GFP+ 248 Jif 5 fili v e
BUAE ST 1 PBS T Hl4] K BRI ZH 41K Il GFP*
YR, AL GFP 2 S A Lo v s
S, B2 GFP 4G e i R s A1 ) o
A (HBEE A IE K, =4 GFP 4 342 s /0
T A X MSC 76 i I 1) 52 A8 RN o0 Ak A% B kA 7
A MR A A, FRATT I AR A A A
A3 sF il 41 20 5 A 40 B 12 i A 1T B A 1k E S MSC,
fift MSC 3#F AT 2H 2 5% it o6 B 1A 5 (LA i 38 7 s A2
b AR MSC 7l N A 8 A K P A A
(1A Jili - Bz AL, X 200 i R T R LR S B 5 1) 1A
P LU A IR BE 40 A mT B o 4 By B A 7, O
B DINL A 75 2 ik — IR AR
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