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HE By TR 8 2 (SSPHs) W5 AL A KR -1 (TGE-B1) % 5 K BT B [ 48 g 52 WB-F344 L J [\ 5 i1k
(EMT) (50 B AE AL o F53% :  WB-F344 41 2 At B2 B 4, SSPHs A 7 i I 2 41N PISK/AKT {5 538 5% 0 1) 751)
LY294002 21 . Fibf fREA AN, Ho AR A4 LL 10 pug/L TGF-B1 155 WB-F344 /) # EMT A8 . K MTT v 4t K1 JR 5236 73 i A8
W2 i 38 5 A% fE T, SER ¢t 58 5 PCR(RT-qPCR) - western blotting 7243 7 16 I E-45 % & H (E-cadherin) \N-£5 % &% FH (N-
cadherin) « J % £ 4 (Vimentin) ] mRNA F1 2 [4 %14 , western blotting 746 PI3K/AKT {5 il B O 7 (4 2148 . 45 5R : SSPHs
AT 4] TGF-B1 75 5 1) WB-F344 41 B (36 5, 24 h 1940 i - E 3 $1 R B2 (1Cs) 9 3.02 pg/mL. 5 X fRZH b %, 85 8 26 N-cad-
herin . Vimentin [f) mRNA } 2 [ 235 7K 1 i 2 T 75 , E-cadherin mRNA b 2 [ 335 7K1 i 3 P41, p-PI3K/PI3K . p-AK T/AKT Eb
2 2 T = (B P<0.05) . 5 RERIZ EL %5, SSPHs o« &1 71 5 2H N-cadherin £l Vimentin mRNA J £ [ % 1% '~ 1 , E-cadherin
mRNA K & 1% 15 _F 1, p-PI3K/PI3K. p-AKT/AKT LU AE B (¥ P<0.05) , 45 5 1Y294002 ZHAHAL . 4518 : SSPHSs 1] #11 ]
TGF-B1 155 1) WB-F344 4l g EMT #EF2 , AL 7] 585 40 PI3K/AKT 15 5 8 B 5.
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The effect of total saponins of Schizocapsa plantaginea Hance on epithelial- mesenchymal
transition of rat hepatic oval cell line WB-F344

LI Jinhua', MO Yuxue', GUO Xinyi', LIANG Ziying', LI Hao', Lyu Meixian', WANG Yanxue', LIANG Gang'*.
(1. College of Pharmacy, Guangxi Medical University, Nanning 530021, China; 2. State key Laboratory of Target-
ing Oncology, Nanning 530021, China)

Abstract Objective: To investigate the effect and mechanism of total saponins of Schizocapsa plantaginea
Hance (SSPHs) on epithelial mesenchymal transformation (EMT) of rat hepatic oval cells WB-F344 induced by
transforming growth factor- B1 (TGF-[1). Methods: WB-F344 cells were divided into control group, model
group, low -, medium - and high- dose SSPHs groups and PI3K/AKT signaling pathway inhibitor L'Y294002
group. Except the control group, all the other groups were induced with 10 pg/L TGF-B1 to establish the EMT
model. MTT assay and cell scratch assay were used to detect cell proliferation and migration. Reverse transcrip-
tion-quantitative PCR (RT-qPCR) and western blotting were used to detect the mRNA and protein expression of
E-cadherin, N-cadherin and Vimentin, respectively. The expression of key proteins in PI3K/AKT signaling path-
way was detected by western blotting. Results: SSPHs inhibited the proliferation of TGF-p1-induced WB-F344
cells, with a half maximal inhibitory concentration (ICs,) value of 3.02 pg/mL at 24 hours. Compared with the

control group, the model group showed significantly increased mRNA and protein expression levels of N-cad-
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herin and Vimentin, significantly decreased mRNA and protein expression of E-cadherin, and significantly in-
creased ratio of p-PI3K/PI3K and p-AKT /AKT (all P<<0.05). Compared with the model group, N-cadherin and
Vimentin mRNA and protein expression was down-regulated, E-cadherin mRNA and protein expression was up-
regulated, and P-PI3K/PI3K and P-AkT/AKT ratios were decreased in the THE SSPHs medium and high-dose
groups (all P<<0.05), with results similar to those observed in the LY294002 group (all P<<0.05). Conclusion:
SSPHs can inhibit the EMT process in TGF-B1-induced WB-F344 cells, and its mechanism may be related to the

inhibition of PI3K/AKT signaling pathway.
Keywords
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Ji5 i VA e A2 v 50 () TR P iR & A kR
45 = ) JERE AH RSB T 5 T, L A 4 P (hepa-
tocellular carcinoma, HCC) %) /5 J5i & 4 BT J& 11
75%~85%". 1T HCC A e e 1k v, B Atk A
& BE RSN A C AT T, i AR T
BF AL e 1996 A2 B BB R FE 2 4 A0 R A0 5D
9 72 BH ik g8 A8 1 B AR B B o O [ 48 72 Chepatic
oval cells, HOC) [#] - Bz [d] Jii % 4¢. (epithelial-mesen-
chymal transition, EMT) 5 Ff & &l % 48 % ] #f
KB, R, #0H HOC () EMT #E#2 v] g 9 B 1k i
e T3 AR gk — A2 A B T B

PI3K/AKT {5 5 18 % 75 1 2 4 i S 5 Ak i
P S R e B €, 2 5 EMT WS 5 1%
30, AL (Schizocapsa plantaginea Hance) A
7 i X (5, T BE 24, 5L K (total saponins of
Schizocapsa plantaginea Hance, SSPHs) 7& M %4 §L %
HOEARINEERILEY, & E892.01%. W
FLZZ W, SSPHs X A\ FTJe2 4 P 14 5 3T F8 A5 45 5 A 440
il Y, 30 AT B ARG R S AR, ) K B 4T 4E Ak g
F2W, SR, SSPHs fE 15 41l HOC (1) EMT 2 #4 , it
0 BEL 1 JH- 98 9 22 20 4 2 A 1 4 T R L) i A
HIH . T, AW TR A AL AR KR - BT (trans-
forming growth factor-B1, TGF-B1) % 5 K & HOC
WB-F344 4 i EMT & &, 4120 #8 i+f SSPHs T i
WB-F344 4 Jfs EMT 4F HI S H i fE L, o e B
V6 T8 T 22 9 1 PR S, FH B AL SR I AR B 5 DL gk
TR BRI R R .

1 MR57A=%

1.1 40 255 F 25 K HOC WB-F344
g0 e B A R A R A BR A A, IR AR
BUHAEARRE 77 . SSPHs U ARSI = HATIRIN S %

SE , & BN 92.01%™; TGF-P1 ( 3 [§ MedChemEx-
press A ) s DEME/F12 #5775 G 2F IfE (3£ [H Gib-
co AT ; R ABHEDTA JHL  HER/MHERR
BVET . T AL(DMSO) MTT (L R EFE 4
YIRHE A 7)) 3 5 RNA $ B & salm) &
SYBR Premix Ex TagTM II ( H 4 TaKaRa A #]) ; E-
5%k 75 A (E-cadherin) \N-£5%} & H (N-cadherin) .
& 2 1 (Vimentin) « PI3K . B-actin JT A I 9% ¢ 1
(3£ [ Cell Signaling Technology 2~ &) ) 5 i FR . (p-)
PI3K (£ [H Abcam 24 7)) ; AKT . p-AKT HifA (3 Hb 3
FREE R (LD BE IR A )

1.2 iR 504 WB-F344 4H iU F 4 10 %A
4= 1% ) DMEM/F12 8595 45, B T 37 °C. 5% CO;
N IRE T I R S L N R RSP R R e
(10 pg/L TGF-B1) « SSPHs 1k 7 & 2 (1 pg/mL)
SSPHs A 7l & 41 (2 pg/mL)  SSPHs 1= 77 & 21 (4 g/
mL) F PI3K/AKT 15 5 18 B 0 i) 771 2H (LY 294002 2H)
(20 pmol/L) « F%f LA A1, Hosp 25 4135 BL 10 pg/L
(1) TGF-B1 TiALEE 1 J4 J= , K 8 EMT B, FE A AN
[F) 77 2= 25 T 1 24 he

1.3 MTT AR I 4 3 58 4 WB-F344 41 il LA
8 000 /N/FL I 40 a2 B 452 B T 96 FLAR 1, B AL
100 uL, B & 6 N E AL BB 2 FA 2 A
FEFIREZPH . 2 AN 100 pL k775, X)
R ZH A 25 205 41 43 I ON B8 S [ 7 2 2 ) 1) 3% 97
e, WE A7 E N0 pg/mL I HEZH) 0.5 ug/mL.
1 pg/mL.2 pg/mL.4 pg/mL.8 pg/mL. 16 pg/mL.
32 ug/mL.64 pg/mL. % & 24 h )5, BEFLIIA 0.5 g/L
) MTT V59K 10 uL,4 h J5 75 5 MTT VR, LA
150 pL DMSO, $& /& L% & 20 mino I BgAR ORI
490 nm P KA FFLEROGFE (ODE . A 41 1
B 1) 22, 4 i 3 B 40 ) 2R (%) =1 — (4525 41 OD
fH — 2 H 20 OD {E )/ i 2H OD { — 2% 1 41 OD
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{ED>100 %, DL2H 38 5 1101 2 AN 25 24 i BEAR 1], o
SRR EE (ICs)

1.4 RRSCES R4 T Fe % WB-F344 4 i LA
8 000 ML 4R FEHFP T 96 AL 1, B34 100 L,
FHAE 6 NE AL, FFIIIE A FEIE E 80%HH , F 200 pL
Ak T IE e g BRI — 250”24 h R E BB T
MR IE R P B . FF Tmage T A4 404 iH &

24 WA MIE RS R . A IIE A2 %R =0 h RIJR 5 ¥ —
24 h KIJE %% % )/0 h RIJJR 55 & X 100%.

1.5 SZRF %)t 2 8 PCR(RT-gPCR) #4521 4]
Ji ) A RNA, 185 56 8 cDNA, 7 PCR 338 J Jvi
VL GAPDH NN %, K 27 22k 5 E-cadherin
N-cadherin- Vimentin 3& K AH X R 1A 5=, 5190 7 5] W
*1.

%1 PCRIEIMFEY

B[R 4 B FPESIT~37) TSI ~37)

E-cadherin ~ AGGTCGGTGCCCGTATTG CGTTGGTCTTGGGGTCTGT
N-cadherin ~ TGGAAGGCAATCCCACTTATG GGTGACAGTCAGGTTGGCTACA
Vimentin CTGCTGGAAGGGGAGGAGA TTATTCAAGGTCATCGTGGTGC
GAPDH GGCAAGTTCAACGGCACAG CGCCAGTAGACTCCACGACAT

1.6 Western blotting  #&HU% ZH 40 L & 85 1, W&
HEWRE G TRk BEO, RHBREEEA
%% 2 PVDF i, 5% BSA 13 % i £ 41 30 min,
JI N —$1 N-cadherin Vimentin E-cadherin. p-PI3K .
p-AKT.PIBKAKT #i B (224 1:1 00004 °CiiE &
AR, el M2 —Ht (M B4 49 12 10 000D
FIREOLRFF 1 ho f# A Odysse Clx W LLAM K
AR R Gikar I, Image J 514 43 #2819 ki K AR
1.7 it LB AR ES 3R, KM
SPSS 21.0 i tHE AR Ab FEAUHE , 1 & TR L33 b
HEZ ()RR, Z A ELECR R 2= 7 Z 04T
18] 4 LR Y LSD-e A 36, LA P<<0.05 A ZE S5 A
Guitm L.

2 # X

2.1 SSPHs*f TGF-B1 i3 J5 WB-F344 4fl fu % 5 1)
oM MTT 45 5 &7~ , SSPHs fe #0141 TGF-B1 5 5
JE I WB-F344 438758 , .24 h 1111C5 4 3.02 pg/mL,

A B

Oh

24 h

B 1o MR ICs B i€ J5 22 52 30 45 24 7 & , SSPHs
X EFIE B8 1 pg/mL.2 pg/mL f14 pg/mL.
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0 T T T 1
20 40 60 80

i L 3G 5 A 2R %

SSPHs/(pg/mL)
-50

B 1 SSPHs %} WB-F344 41 24 h i 2%

2.2 SSPHsXf TGF-B1 5% J5 WB-F344 4 jiiT # e
FIHIRLM 5 Xt R 4H (0.64+0.05) L A, 45 A 4
(0.90+0.02) 4 il 3L # 2 I+ 15 (P<<0.01) ; 5 A AL 4
(0.90+0.02) kb % , SSPHs 1% 7] & 4H (0.73+0.04) «
SSPHs 1 77| & 41 (0.53+0.07) . SSPHs & 7 & 41
(0.37+0.09) 41 il 1L+ 2 PRI () P<<0.05) , W& 2.

C D E

A:XTRRAL; B AR A C: SSPHs {71 & 41 ; D : SSPHs FH 71 =41 ; E: SSPHs i 77 s 4.
B2  SSPHsXf TGF-B1 155 J5 WB-F344 41 il & 58 /1 R4 (x50, 47X 250 mm)
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2.3 SSPHs X} TGF-B1 i 5 5 WB-F344 4fi i EMT
IR R RE MM 55 P, A ZH 1 V-
cadherin 1 Vimentin ] mRNA 31X /K °F- %) & 2 Jt
15 » E-cadherin mRNA 315 /K~ i 3 (% (35 P<
0.01) ; 5 BEAY 4 LG, SSPHs MK 1« /0 771 & 41 V-
cadherin 1 Vimentin /] mRNA 3 ik /K 7 35 |2 3 [&
i, E-cadherin mRNA 3K ik /K & 35 T+ & (3 P<
0.05), I3 2.

2.4 SSPHs X} TGF-B1 i 5 5 WB-F344 4fl ft EMT
FHOCEE RS2 550k HE 2 bl A, 85 230 2 ) o 400 i
F» & 2& [ N-cadherin. Vimentin # 5 &2 FiE, Y
2 J 5 £ ] 9 E-cadherin £ 1A 5 2 T i (3 P<
0.01) ; 5 BRI 4] L%, SSPHs HF < 15 77 & 41 N-cad-
herin. Vimentin 25 [ 3214 i 3% ~ I , E-cadherin &5
FiLEZE L P<0.0D, K333,

2.5 SSPHs X TGF-B1 i%5 3 J5 WB-F344 4i g p-
PI3K.p-AKT & I FRIA I 5550 B 2H b, A
H4H p-PI3K. p-AKT & H R IEIK P i (P<0.0D)
LR 2H L, SSPHS H i 771 & 41 p-PI3K . p-AKT
RAFRIEKTREK () P<0.05), LK 4. 4.

2 SSPHs X TGF-B1 5% J5 WB-F344 41l ifl N-cadherin  E-
cadherin- Vimentin 3= R 315 (1 521
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%3 SSPHs X%} EMT #H 2% 25 H N-cadherin Vimentin E-cad-
herin 8t [F1 314 1521
X x5,n=3
15 E-cadh@rin/ N-cadht_irin/ Vimen.tin/
B-actin B-actin B-actin
X HEZH 0.53+0.05  0.69+0.05  0.52+0.05
T ZH 0.34+0.02  0.97+0.03"  0.92+0.05"
SSPHsf&fI&2H  0.38+0.05  0.85+0.08  0.83+0.08
SSPHs 754l 0.51+0.07"  0.72+0.08"  0.67+0.02"
SSPHs w7l E4  0.56£0.04"  0.62+0.07"  0.65+0.03"

xR AL LbEE,“P<<0.01; 5 AL LL#E, " P<<0.01.

A B C D E

PIRK |— e CE— — —| 85

p—PI3K|—' — — —  ——— | 85

AT [ 0
p-AKT [ . e | 60
Bractin [ —— | 2

AR B A4 C: SSPHs IR 7 & 41 s D: SSPHs
FI 4 E: SSPHs 71 20 .
K14 Western blotting £l PI3K/AKT J& i AH O 2 R0k

4  SSPHs X} PIBK/AKT 15 5 1 I AH 5 55 A RIE FI 5

X x$,n=3 X +s,n=3
2 E-cadherin  N-cadherin Vimentin 2 51 p-PI3K/PI3K p-AKT/AKT
X R4 1.00£0.08  1.00£0.06  1.00+0.06 X HEZH 0.46+0.06 0.47+0.02
I 0.3240.01"  2.38+0.06"  1.34+0.03" R 4 0.72+0.07* 0.77+0.11%
SSPHs fi.7fJ &4 0.45+0.03°  2.11£0.09" 1.12+0.03" SSPHs IG5 & 41 0.63+0.07 0.71+0.08
SSPHs H7J&4  0.56+0.03" 1.55+0.05" 0.97+0.05" SSPHs H 7|41 0.52+0.06" 0.57+0.07"
SSPHs il 4H 0.93+0.05"  1.17+0.07"  0.91£0.04" SSPHs & #1541 0.44+0.03" 0.50:£0.04"

ExHRA LhEE, "P<0.01; SR LLEE, " P<<0.05,"P<
0.01.
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A HEA B BSR4 ; C: SSPHs {7 & 41 : D: SSPHs H1
FI 4L E: SSPHs 7 & 41 .
3 Western blotting f& Jl] EMT #H 2% & 4 N- cadherin. Vi-
mentin. E-cadherin ik

XA bhEs, *P<<0.01; SHA A HLA, " P<<0.05, " P<
0.01,

2.6 SSPHs Al PI3K/AKT il #% #1111 7 LY294002 %
TGF-B1 %S J5 WB-F344 4 it aE 15 5
X HEZH (0.55+0.12) LA, 15 20 (0.88+0.04) 4H g it
& T (P<0.01) ; 5 24 (0.88+0.04) L #¢,
SSPHs 1 71| & 41 (0.47+0.03) A1 LY 294002 2H (0.32+
0.08) AL IT A% H L (P<0.0D), WK 5.
2.7 SSPHsAILY294002 %} TGF-B1 53 /5 WB-F344
41 g EMTPI3K/AKT i i #H 5 £ [ Ak (1 5210
550t e H B e, A 7Y 2H N-cadherin Vimentin 2%
1 23k 7K °F & p-PI3K/PI3K . p-AKT/AKT LU AH 15 &
EFt 15 , E- cadherin 1A 7K B 3 B AR (3 P<0.05)



e, A5 RO R TN K U O [ 40 i 2R WB-F344 L Bz 7] 5 54 A6 Y B2

L1 41 L, SSPHs 1 7 5 41 F11 LY 294002 2H N-
cadherin. Vimentin £ [ % 1A 7K ~F- J p-PI3K/PI3K . p-
AKT/AKT LU AE . % P4 IS  B-cadherin &% [ 18 /K
B FETHE (B P<0.05), WK 6. 5.

A B C D

A:XTIBH B AR ZH ; C: SSPHs H 7 &40 ; D: LY 294002
H.

K5 SSPHs Al LY294002 %} TGF-B1 5 5 J5 WB-F344 41 ity
IR BE T RIREI (x50, b7 R=250 mm)
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A B C D b

tcedhr R ——— o— — 1
N-cadherin 140
VM o a3
ik [
p-rK [ :;
AKT | S - - — o

p-AKT‘-—— — --——‘60

42
AN B BRI C: SSPHs 17 &40 ; D: LY 294002
H.
€6 Western blotting ¥ Il EMT . PI3K/AKT i #% Al 5% & (4
Fik

[B-actin

#5  SSPHs ILY294002 %} TGF-B1 % 5 JF WB-F344 41l/fil EMT . PI3K/AKT {5 5 iH B M1 5C B (A RIA KI5 MR

X xs,n=3
ZH E-cadherin N-cadherin Vimentin p-PI3K/PI3K p-AKT/AKT
X HEZH 0.36+0.07 0.52+0.03 0.50+0.07 0.56+0.02 0.38+0.08
T ZH 0.1340.02" 0.7120.05" 0.88+0.03" 0.73+0.03" 0.63+0.04"
SSPHs H 7l & 4H 0.29+0.04° 0.57+0.06" 0.64+0.04™ 0.48+0.05" 0.27+0.06"
LY294002 21 0.324+0.05" 0.48+0.03" 0.66+0.03" 0.51+0.07" 0.29+0.04"

XA b, " P<<0.01; S ELEs,"P<<0.05,"P<<0.01.

3 W i’

EMT ZFR1E— 8 50 T, 4H AN b 5z 4t i 2 Y
U R TE) 70 i 4 SR TR A, 1T VIR 2R AR 3 5
1T 3 M 5O, R IR N R R P EMT AR R
FIRAR AL, RIN T bR 4 (B-cadherin) § /b A [H]
8 )5 bk & B B (N-cadherin Vimentin) 34 0™, 7€ i
IR, EMT ] BA 2 R f 5115 5 kA2
Hb TGF-p1 NiF S EMT 4 [ 7, HOC /& AT
I P 1R LA 22 100 20 AT R 1 P T 400 i BT i
A, IEHAE LR, AT A RS B Rz 441 i R R
AT M2 5 4505 (A8 5 DA R 44 1R T D Re
TEHF S 1 I 45477 BOBUT DR 38 RS o n] R AR S/
II A IETE L R R H R AR A, [ B A0 A A, B
HOC [F)% #6465, TGF-B1 £ % T WB-F344
o1 it 3K A5 18] 53 40 B 4R AE , 2 3E EMT [ R 4295 1
TGF-B1 K H sl 3 vT g A gk — 20 3R 15 i g ke 46 41

B ARRAIE , 3R AR 0 e A ™ e AR R B,
TGF-B1 %5 5 J5 WB-F344 41l ffl 3L £ fig 774 58, 7] Ji
21 i 7 7 B [ N-cadherin. Vimentin 3% 1% 7K F & 2
Tt &, b R 41 i bR 35 85 A E-cadherin 36 1k 7K P [£
fik. KU TGF-B1 755 J5 vl {1l WB-F344 4i g )k 4=
EMT.

LR ELA I A IR B ORI I B Sk
I8 WSS I S D) R, BT T 2 R MR IR 9T R 4
BEHR 28 S5 VR 9T AR 84 AT A A 9T K B, SSPHs
TEAR P A1 35 B 5 5 s 4 B 0 O, #0098
A K R FB RS R AH 2 A AR AR B [ Y 5 40
a7 25 1R I, 2 7 E - LT 5 MAPK/ERK .
PI3K/AKT/mTOR. IL- 6/JAK2/STAT3. TGF- B1/
smads Fl HGF/c-Met %55 5 18 4% A1 BEL 11 FF- 928 41 o 16
EMT JE A 5o, AR Fi 4 2 B, SSPHs 1] LA
) TGF-B1 ¥ 5 )5 (1) WB-F344 4 fuiL & 68 /1, 3
H RN WB-F344 41 i (1) EMT #EFE
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PI3K/AKT {55 5 i 14 2 % 4 B 34 4 . o0 4L 3T
232 Bl A0 4 i I8 40 B (1) 3T A2 R 28 VEMIT 58 %k
VAT NI RS 5 Sl %" . TGF-p1 AMY
A DL I 0% 42 8 Smad 5 5l B, 38 T DL
PI3BK/AKT {5 ‘5@ B R4 i Smad 5 5 1B, 2 5
WY EMT™ . Xing™'% kI, TGF-B1 % 5 )5
WO PIBK/AKT 15 5 @ 2% , {2 fff HCC 41 ff & &
EMT, Jf 34 5 H T # FRZ 22 68 /1 . PIBK/AKT 15
538 0 1) 75 LY294002 AT 3 i A 32 GSK-3p 1 #%
T 57 T P AEC Smail (1) 3R 32, 325 17 #10 1) HCC 24 ffa 11
EMT #EF2%Y, $278 PI3K/AKT 15 5 38 4% 7] BE 4 B
TGF-B1 5 5 HOC EMT b2 (1) 5 B8 55 . AHE 5T
KL, TGF-B1 7] i i ¢ 3 WB-F344 4 Jfil PI3K A/l
AKT [ RR AL , B0% PISK/AKT 15 5@ % , i3E i 4 1
EMT (1) &5 5 1fii SSPHs Tl Ji5 , p-PI3K . p-AKT & [
RIEKTBEAK. $EIRTE TGF-B1 7 51 WB-F344 41
Jfii EMT #5284 /1, SSPHss 1] LA ] PI3K/AKT 15 5 i
PRI o AT 7T Al PI3BK/AKT 15 5 388 ¢ 40 6 77
LY294002 i3 — B 5GIE , & B LY 294002 1] #1#i] TGF-
BL S /EMAMIT R /1, NI EMT AHGE A&
ik, SSPHs ER 52 ALk, Wi Fugh it — &8,
SSPHs A G J2 il i PH Wr PI3SK/AKT 15 5 38 % 101 ]
TGF-B1 %55 () WB-F344 4ii it EMT HEF2 .

2% ik , SSPHs e 4 TGF-B1 175 5 1 K Bl
HOC EMT # 4%, 1 R #E B mim A2 /R A
Y R AT BE 5406 PI3K/AKT A5 Sl kA . H
A FCAN A R A1 40 S 56 BF 5, A7 7E — 38 1 R PR
PE o A I B i g e 1T 0 A2 B A B AL i — PR 7T
SSPHSs 70 /- HiT 55 A2 A FH B FL L

SZ
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