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[ ZE] 89 555 BRI human placenta extracts, HPE )X A 4% 798 40 ik Caco-2 F SW480 M #H FIIT R Al J1 1052
Wi, 7 ik AN TR % HPE ZbHE Caco-2 Fl SWAS0 4 il , CCK-8 \Ki-67 . CFSE 746 I 4 ity 384 5 15 4 1) 78 £k, Annexin-V/PI
K DAPL 4 A% G taer I HPE Xof 40 B J&1 1 S P8 T2 i 5, SER 28 1t PCR LK HPE X2l o BAX .CDK2 J CyclinA2 %&
PEI 2 K A S, SR S B0 ok A0 SR RS R Ty PR . ST MR B A TR RO AT A A | BEHIL A4 40 S SR R EK 5 43 T HPE 01 5-
FRMERE 5-Fu ), WESH RS RO 00 4 KR, % R HPE AL B2 Caco-2 e SW4S0 41 fitd 33 5 fig 1A% T X BE£H[ (0. 82 +
0.01) vs (0.96 £0.02),P <0.01;(0.90 +0.03 ) vs (0.96 +0.02),P <0.05 ], 40 1= 2755 T BRZH[ ( 20.47 +1.32)% vs
(11.01 £3.82)% ,P <0.01;(20.70 £5.19 )% vs ( 8.00 £2.69 )% ,P <0.05 |; HPE 4t 2 40 ot e /b % 45  BAX FE IR 5=
SRHEINL(3.23 £1.90 ) ws (1.00 £0.00),(2.25 £0.55 ) vs (1.00 £0.00 ), ¥y P <0.05 J; 40015 B8 7E 40 DNA S 741 S 7, i 9
JATI4 ; Caco-2 1A CDK2 B CyclinA2 FEFFIA IR P <0.05 ); I+ HANMI T AL fE S I TX R4 (0.17 £0.29 ) ws ( 1.50 =
0.50 )mm,P <0.05 ], HPE 4bFRZH # RS R A RUN T0 4L A= 77 3 T 3T 5-Fu 41( P <0.05 ). % #: HPE 7E/R A4
0 3oL 28 P 9 AT AR T L ELIAR 200 A 40 0 o 4 A R TR , T RS sl e e AT s T A — e VR
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Human placenta extracts suppresses the proliferation and migration of human
colon cancer cells

LI Jing", ZHOU Haiyan", ZHOU Pingping’, LEI Huiqun®, YAN Haijian*, YU Fang”‘( a. Graduate School, b. Clinical
Research Center, c. Department of Microbiology and Immunology, Hospital Affiliated to Guizhou Medical University,
Guiyang 550004, Guizhou, China )

[ Abstract ] Objective:To explore the effect of human placenta extracts ( HPE ) on the proliferation and migration of
human colon cancer cell lines ( Caco-2 and SW480 ). Methods: Human colon cancer Caco-2 and SW480 cell lines were
treated with different concentrations of HPE. Cell proliferation was determined by CCK-8, Ki-67 and CFSE dilution. The
effect of HPE on cell apoptosis and cell cycle were detected by Annexin-V/PIl and DAPI staining. The expressions of apop-
tosis related gene BAX, CDK2 and CyclinA2 were determined by Real-time PCR. The migration efficiency of cell was
measured by wound-healing assay. Human colon cancer cells were subcutaneously injected into the nude mice to establish
xenograft model, and the mice were randomly divided into different groups and given different treatments of HPE and/or
5-fluorouracil ( 5-Fu ). The tumor volume and body weight were recorded. Results: The cell proliferation ability of both
Caco-2 and SW480 cells cultured with HPE was lower than that of control group ( 0.82 = 0.01 »s 0.96 £0.02, P <
0.01; 0.90 £0.03 vs 0.96 £0.02, P <0.05 ); and the apoptotic rates in HPE treatment group were significantly higher
than control group ( [20.47 +1.32 1% ws[ 11.01 £3.82 1%, P<0.01;[20.70 £5.19 1% vs [ 8.00 +2.69 1% , P <

0.05 ) , accompanied with cytoplasmic reduction, nuclear pyknosis and increased BAX gene expression ( 3.23 +1.90 vs
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1.00 £0.00; 2.25 +0.55 vs 1.00 £0.00, all P <0.05). Furthermore, S-phase arrest with an apoptosis peak was ob-
served in HPE treatment group, and decreased mRNA expressions of CDK2 and CyclinA2 ( all P <0.05 ) in Caco-2 cells

were also observed. Moreover, an obvious lower wound-healing rate was identified in cells treated with HPE ( [0.17 =

0.29 Jws[ 1.50 £0.50 ] mm, P <0.05 ). The tumor volume of mice in HPE-treated group was smaller than that of con-

trol group, and higher survival rate was observed than that of 5-Fu alone group. Conclusion: This study indicated that

HPE could inhibit the proliferation and migration ability of human colon cancer cells both in vitro and in vivo, partly through

enhancing cell apoptosis and S-phase arrest, which may contribute to the inhibition on growth of certain tumor cells.
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25 W98 ( colorectal cancer, CRC )& 1H 3L Hl
PURIESET A E RN 2 — . HRT, CRC B
BIT AT ARV R 3, 5l LA R A7 8807, K914k
ISP oI ZFIAS RN, 10 8 g ik | o] R 2 Bk
JFRREAE o Una A A0 ARG o 2% A AL 9T 1) 55 R A
M, — 2 CRCIBYTRAFM AR L, AR BRI
#)( human placenta extracts, HPE )2 MR 8 T i H
AN IR TEIR, & A 2R e Bk 1 I PR IK
REEYTEEY B LA SR W R R
SHERAR A S A A ST KB, AE CRC
HIGARSE 1B E TS HPE, W] LA RS AT
A IR B v A A B AR B i, AN BRAEDILER
HPE Xf A\ 45719 Caco-2 FI SW480 4fi i 34 5 . iT 7%
AT LA S B4 1 9 B MR R ) 52 0], B TR AR T
HPE YEHT CRC 401 A9 v] REMLTI, >~ HPE 7E CRC
(% BB YT ISR S

1 #MB5AHZE

L1 etk 22X A A3

NG AR Caco-2 B SW480 Hirf EFL2%
W ML BE TR W) DR 2 51 23 B A Al . iR 4
M5 DMEM 15 9% 5 B 8 U H§( Gibeo 23 7] ), FRJE
PN F T R B HE WV K% 5 ( carboxyfluorescein
diacetate succinimidyl ester, CFSE; Sigama NE=IDP
DMSO( Hyclone 2N Fl ), Ki-67 . Annexin-V/PI iR 7]
£ PL/RNAse (8 Z¢ o3 J& 914G 3 50) &2 ( BD 22
Hl ), CCK-8 i 7 & ( B A [| 7 4k % BF 58 77 ).
Rneasy Mini i 5l &
tion IAF &( QIAGEN /A H] ), Thermo Scientific Maxi-
ma SYBR Green qPCR Master Mix( 2X X ZZ[E Thermo
Fisher SCIENTIFIC ), HPE( 5% JH Z& FR il 25 4 FR 2
H], E 2555 H20046260,5 ml/ % ). BALB/c #ft
PERREAC 2 ~3 i )1 T b mt i BB AR PR By A7
PR HIL s AR UES . SCXK( 3T ) 2014-0004 ],
1.2 CCK-8 .CFSE #= Ki-67 %4 m HPE %f Caco-2

. Quantitect® Reverse Transcrip-

Fa SW4S0 2 i34 38 449 % v

WG B Caco-2 F1 SW480 4
i BN B A K A, LA E 6 x 10° >/ ml 4§
T 96 fLA, in AN [] 51 12 & B2 9 HPE( 0.32. 67 .
41.43.49. 00.55. 13.73. 50 ng/ml ), % 3 NEfL.
Big% 24 h 5 BFLINA 10 wl CCK-8 IR, 1597 1 h
J& R EEFR ARSI 450 nm % K AR Y35 BE( D )H,
YHIIEFE AR T LA D RN . L ER 3 K,

CFSE #7ic Caco-2 4Hf, i A [F]#& JiE 11) HPE,
37 °C 5% CO, REERT IR 48 h; SWAS0 A 28 A ] vk JiE
B HPE Zb3E 24 h J5, INA Ki-67 9Pk yeta, w
Tt e o3l b SR I . SR 45 H A 3 UK
1.3 Annexin-V/PI % DAPI % &, %41 HPE % Ca-
co-2 % SW480 %m i/ = 0% "a

Caco-2 J SW480 #fi Jifi £ 73. 50 .55. 13 ng/ml
HPE 4bFE 24 h J5 , H 1 x 855 % s 2400, An-
nexin-V/PL{R2], HEGEILCE 15 min, 1 x 25552 W
WIRE 2 W5, S ARASR . SEgRE A 3 Ik,

HU1 ml 20 6 x 10* A>/ml B3, 6 2E
F,37 C.5% CO, HiFt. A bk o & ik B Y
HPE,24 h J5 M 6 FLAR P B € Rl FE 238 7 I
PBS %%k, 1 0. 1% Triton X-100 #E3 5 min, DAPI
TAEMRE TG S min, K MUEAE R, TR0
RA W NS TR O
1.4 AR HPE 2+ Caco-2 48t )J2 2164 % v

B 1 ml &6 x10* 4~/ml Caco-2 ZHMLAEIR , &
73.50.55. 13 ng/ml HPE 42 24 h 5, N AT (1)
70% ~80% I LB 4 °C [ 72 1 %25 A PBS 5 Uk,
J&i FH PL/RNAse Y0 2% il 85 2 40 i, = IR CE 15
min Ji5 , AR, SLIEE 3 K,
1.5 %K ZE PCR 4N HPE f 408 — &
JEAAR K o T Rk 6 vh

U1 ml % H 6 x 10° A~/ml B4, 48 73. 50,
55.13 ng/ml HPE £ 24 h J5, F Rneasy Mini &7
BB IS 4 RNA W ok B G 7 S s 1)
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cDNA 1752 i 5 Y6 € PCR A, 4% &4 20 RQ =
2 7ML AS B R SRR SRR I AE X E i (E( RQ E ).
BAX 5% )7 %\ LiiE 51 ¥ A 5'-CTGAGCGAGTGT-
CAAGCG-3", FiiF51 ¥4 5'-CCCCAGTTGAAGTTGC-
CGTC-3";CDK2 5475 . L5149k 5'-CGGATCTT-
TAGGACTCTGGG-3", 5% 0 5'-ACTGGCTTGGT-
CACATCCG-3'; CyclinA2 519 )75 : L5191 H 5'-
TTATTGCTGGAGCTGCCTTT-3", R34k 5'-CTCT-
GGTGGGTTGAGGAGAG-3'; B-actin F1¥)FH: L5
Y1} 5'-AGCCTTCCTTCTTGGGTATG-3" |, Fls5|¥h
5'-GGTCTTTACGGATGTCAACG-3',
1.6 X|JE E%4m HPE 2+ Caco-2 48 it 4% 8% vh
1E 12 FLARFLIE RIS 3 45 P74k, Fr A o £L
JEE 70% ~80% I, Lk 200 pl Mk Uy BN 3 45F-47
I EE TR Z. A 73.50 .55.13 ng/ml
HPE, 43T 0,12 .24 h J5, IEFLIY 9 D32 S
TEMHA R, 0T L W58 4t B 3 A5 1% 0, R H Image-Pro
Plus 6.0 EMGEAFIHAT 5387 o
1.7 BRRILEWHBASHBER & 5 HPE LB
BRI 1 x 107 >/ml (1Y Caco-2 #0 ML Bk
P PR R T o Bl K B BB AL 2R 6 41 . %
HEZH HPEC #2707 1 J87E A 4L HPE 4.5 60R W% I
(5-Fu)41 HPE B4 5-Fu( HPE #2717 1 JlHEA 4 .
HPE B¢ 5 5-Fu 41,4 /40, HPE( 200 pl/ H )RR

%1 HPE M4 %%E Caco-2 K SW480 20 il Bl 18 58 75 14

R KIEA 5-Fu( 20 wl/ HORREREEA, &2 d
DR 1 Mg ARR S B o i, W8 R BR RS AT
(A ROR B
1.8 %itgam

I SPSS 19. 0 et 2= 84, it E B « £ 5
FR, ZA ] EBCR FHER RO 225087, LA P <0. 05
B P<0.01 FRESAGIHEE L,

2 # R

2.1 HPE #7407 % Caco-2 % SW480 2m it e 3 74

CCK-8 M LI 25 3 & 1, K 1A ) iR, 73.50,
55.13 ng/ml ) HPE Zb¥4 Caco-2 f2 SW480 4fIJiL i
R TR I B AR T X R ZH( P <0. 01 5P <0.05 ),
1M1 49.00.41.00 . 32.67 ng/ml fit) HPE 4b FHZH f 41 g
TSR WA A8k, %5F 73.50.55. 13 ng/ml 1Y
HPE 7R X5 45 1 98 40 Mo 385 58 i A VR FHC 181 1A,
JIT LA 2 S 501 FH M 7 4 o R P 2L 4

T ARSI EE R K 1B ) iR, X HR4H Ca-
co-2 YIHE AT WL FE IG K , CFSE 28 )65E /), 73. 50
ng/ml HPE Z0%% 55. 13 ng/ml 21 40 fd 38 58 16 1 0 55
R CFSE 9EGR B HisRLeL . HPE AbFHZH SW480
2 L B A AR R 11 Ki-67 K CSEREAR, 3 BLEE 73. 50
ng/ml VEFHZHA0ME T FETE K |, 275 HPE X 4 U3 5
AR FH 52t — 2 A AR S A R

IR Dy, |

Tab.1 Effects of HPE on the proliferation activity of the Caco-2 and SW480 cells D, ]

HPE[ Pn/( ng * ml ™' )]

Cell line

73.50 55.13 49.00 41.43 32.67 0
Caco-2 0.82+0.01"" 0.90 £0.03" 0.93+£0.03 0.95+0.05 0.96 £0.03 0.96 £0.02
SW480 0.54+0.02" 0.62 +0.01" 0.63 £0.01 0.65 £0.01 0.66 £0.01 0.66 +0.01

"P<0.05, ""P<0.01 vs 0 ng/ml HPE group

2.2 HPE # 54 Caco-2 % SW480 Zm i) ==

T AH MR A I 45 R (Bl 2A B ) R, 55. 13
ng/ml HPE 41 Caco-2 K SW480 £ Jitd i) J8 TR W i
ETXT IR At =2.68,P <0.05;1=4.15,P <
0.05),73.50 ng/ml ZHANMII TR (¢ =3.27,P
<0.05;:=2.37,P <0.01 ), &5 F:- 4% /8 HPE {2 4%
¥ Caco-2 S SW480 AR T, H 2 A i AK I

SR 5 G a2 B PCR KL 25 R ( & 2C) ow,
73.50.55. 13 ng/ml HPE #ZbHH4 Caco-2 12 SW480 4l
Mg T2 BAX BER 3R GA KB & T X R (¢ =
3.97, P<0.05;:=2.14,P <0.05 ),

DAPI 4iififg g (6 25 S ( 1 2D ) B, XF B2 40 g
LA A 2 568 A 5 55. 13 ng/ml HPE 4b
BRZ Caco-2 Ko SW4A80 £ fitg fifg Jo vk 21> , 4 Jfd A% 31 4 5
73.50 ng/ml HPE ZH 2 Jfd % 2% i1 4 0 m k2%

2.3 HPE 1% % Caco-2 i A B L% F S 1

T AR R 45 2R ( % 2, K 3A B R, 5
X} BAZH 2 L4, HPE AR B ) Caco-2 4RARALTE S 11
Y 2R G, G1 AT G2 W1 A% 40 i 2 (P <
0.05). SEMFZEEE R PCR K45 5B ( & 4 ) R,
HPE b3S Caco-2 4l CDK2 } CyclinA2 mRNA
ROV B E AT X R A P <0.05 ).
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Cell proliferation
activity (D,

B :
Caco-2 SW480
+ Caco-2 . v 0 ng/ml
- SW4E0 % 73.50 ng.ml
% B
—mki = = 35.13 ng/ml
* =
_94_‘_’\; =]
| =
C
(=
0 20 40 60 RO
HPE [p,/(ng-ml)] R b .
CFSE Ki-67

*P<0.05," " P<0.01 vs Control group
A: CCK-8 detection data;B: Flow cytometry data
1 HPE X} Caco-2 K SWA480 4813858 i 14 i 3500

Fig.1 Effects of HPE on the proliferation activity of the Caco-2 and SW480 cells

Caco-2

SW480

Annexin-V -

D

Caco-2

SW480

HPE [p,/(ng-ml")]

]

3

54,12

Apoptosis rate (%)

0

o

BAX mRNA (2424

0

5

. HPE |

p,/(ng'ml)]

HPE [p,/(ng-ml")]

55.13 73.50

0

"P<0.05," " P<0.01 vs 0 ng/ml HPE group

A': Representative Flow cytometry data;B: Statistical analysis of Flow cytometry data;

C: Statistical analysis of RT-qPCR;D: Confocal laser scanning data ( x 400 )

E 2 HPE %% Caco-2 & SW480 HRAE T
Fig. 2 Apoptosis of Caco-2 and SW480 cells induced by HPE
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%2 Caco-2 HMEFAEALLBI % )

Tab.2 Proportion of Caco-2 cells in each cell cycle phase( % )

HPE
[py/(ngeml™")] ¢l > o2
0 57.63+0.67  30.74+5.52 11.63 £5.37
5513 37.00%1.97°* 56.06+1.43"* 6.94+1.26"
73.50  32.00+1.85"* 61.22+6.22"" 6.79 +1.40"

"P<0.05, " P<0.01 vs 0 ng/ml HPE group

2.4 HPE #4458 5% Caco-2 mie eyt #

R RIESLE 25 R 5 ) B, 12 h 5, X IR
AR I RIR X AR %5, JF HAE 24 h J5, RPRIX
AL A A K B 0 S PR R A A KR
P£. 55.13 ng/ml HPE AbBH 24 h J&, Caco-2 il A
BT A 373, 50 ng/ml HPE AbFE Caco-2 4 jiE,
A UL A A A (B 4A ), 25 R 73. 50 ng/
ml [ HPE X} Caco-2 41 AY 40T 7% RE ) A i 4E

FLC0.17 £0.29) »s (1.50 £0.50 ) mm, P <
0.05 ],
2.5 HPE ¥4 XIEEAR R EMBASAB Y AR
R ZE IR R MRS 45 R R, 3 5-Fu [
HPE B4 5-Fu 241 far 88 41 BRI (4 B B St/ %) 1
H(P<0.01) ,fHEH 5-Fu 55 HPE 20 7] 4%
ZSR G L HPE $ERTH 2541 L HPE J5 24
ZH/INEUMR AR 85N, I H. HPE 42 i FH 24 241 BB
AR IR/ P <0.05; 18 6A B ). FHXF T R
2} B HPE YR 7 4, 45T 5-Fu #4H( {{ 5-Fu }2 HPE
A 5-Fu 41 )frss /N BUS R H 3F B, (ARG HPE
INEUR R R A B ] 5-Fu B/ 6C ). B 5-Fu
H/NBRIEFT AR 11 REZLHBIET(50% ),
M A ff F HPE X fif 88 B A — 2 PR 4P 7E (I
6D ).

150 o otpmese O Sphase [ G2 phase

1001

L | A
Cell cycle (o)

0 5513 7350
HPE [p,/(ng'ml")]

"P<0.05,” " P<0.01 vs 0 ng/ml HPE group

A': Representative Flow cytometry data;B: Statistical analysis of Flow cytometry data
B3 HPE 3 Caco-2 4K E K0
Fig.3 Effect of HPE on the cell cycle of Caco-2 cells

A HPE [p,/(ng-mI")]
0 55.13
- ]
. 600
3
£ 400
-
200
0 e N
Pl
I- [ -, .
2 D CDE2 . Cyclin A2
= 1.0 M
-
Z
/g .
2 ost +
: ﬂ
L]
[+
0
0 55.13 73.50
HPE [pl‘.-"[ng-ml":]

" P <0.05 vs 0 ng/ml HPE

El4 HPE Xf Caco-2 ZHfl CDK2.CylinA2 mRNA 3Rik B850

Fig.4 Effect of HPE on the expression of CDK2 and
CylinA2 mRNA in the Caco-2 cells

3 i

HPE W& A K80 E H A L&A
FE P F( 40 IL-2 . TNF-q . IFN-y , CSF-1 ) Zg" 8107
TL-2 ELA7 H038 T 40 i 4 i A0 434k, 35 NK 40
AVEAAZ 40 i 7Y 7 1E , U5 42 LAK 40 i, 2 #F B 48
It 386 % 3 6 B A4 A T BT BE 3 4 A0 i X i
FAMAEA —E WM RGEM. TNF-o 3% H
T AR A%/ A0 R A TE AR A B B R
3 FUA S Je e 0 B B D RE L 4 DA R
N B YA AU SIE B HPE ELA B 5 A% 40098 4 1 .

i Jeg %) J Jie LA ik 968 A Jf Ao B G A R L A
AW 5T 45 B WK, HPE B K 45 1 % Caco2 X
SW480 4t Al ) 8 78 15 7 , FI B 5 — & T i VR
() HPE {2 3 1 Iosd 40 B i 08 T2 oG . R T4 i
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A Hph R A R 2
TG M 5T 5 B 8O0 A% DT MR A A% B A%

PR o 20 MM TR A B e N IR B E
ZEH MG —F B ER A FIET, Bel-2
KW | Caspase K % it 5 B C-myc . 1 95 36 A
P53 ¥ S 5o, Hih  BAX &5 Bel-2 [AJE
B 7K P PEAR DG EE 1, S Bel-2 3 IR 05 v 40 it
ToR#EFE P, BAX ()3 BE 3R 3R T 54T Bel-2 (1%
£y QAT ! W UF = R R A W s - R e 1 )

T FMNZ = AR gy 45 R & B, a0 i 2
HPE Aui): 40 S A, AR M A% [ 4 BAX Sk
B KR
A
“*+ Control “* 5.Fu
100[  * HPE(before) “+ HPE+5-Fu(before)
=+ HPE - HPE+5-Fu

Tumor volume ( Vimm?)
by

2 4 6 810 12 13

Time (t/d)
C
* Control * 5.Fu
20 * HPE(belore) 4 HPE+5-Fu(belore)
= + HPE + HPE+5-Fu
18
o6
E
= 14
B
= 12
10
8

7463101214
Time (¢/d)

"P<0.05,

U 0B A R NN U B

HPE [p,/(ng'ml")]
55.13

5 HPE #li#] Caco-2 HAHIER
Fig.5 HPE inhibited the migration of Caco-2 cells

w

B Control @ s-Fu
100r B HPE(hefore)  [E HPE+5-Fu(before)
g HeE [ HPE+5-Fu

Tumor volume ( V/imm?)

Time (t'd)
o '{ l
100 — | = HbEbetore)
., HPE
S 80 bE+S-Fulbefore)
-; HPE+5-Fu
2 60
E
Z 40
g —
2 2 ‘
0
0 11 12 13 14 15
Time (t/d)

"*P<0.01 vs 0 ng/ml HPE group

6 HPE MFISEERREHEBERBENERK
Fig. 6 HPE inhibited or delayed the development of the tumor in vivo

A e TR B B AR 1) A ) 2 R P 200 J 42
PESGGE A Wy B ml R 20 i A R i 2R L. R 2
ol hRg v 2 B 4 L BT 3R ( Cyelin ) R4 L J& 101
WAL cell cyclin-dependent kinase , CDK )F4) B, )
AN A R T RE R AL, A BT AR
EERZIEH] CyclinD1/CDK2 52 45 1A T 1 , £ 40 B B
T M, 007 R ARG BF . AS SEEG HPE AR 3R

Ji Caco-2 NG , 40 i 52 B0 BH S A4 20 it i) 40
S 4 BHL ¥, H 40 B A 91 AR OC 2 B R CDK2 R
CyclinA2 335KV Rk, 7] WL HPE W] BB i i75 &
CDK2-CyclinA2 & G /& 2 3K 7K F i R AIK, 15 48 e BHL
WEAE S 1, JCI Ak 58 20 M 43 SEFIGFE , DT 52 i)
28 240 Py 1

92 240 R O 5 5 1 2 25 R el T 4 e )
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AN L BRI B o 7 R A R VB AR ik
BER SRR AT X 2L A DI RE ) T2 2R %)
3% B e 40 e 5 i g I 3R ASHE Sh e i Ky
FwE K SIITE HPE MAVEH T, 4549 Caco-2
NEEALRE J1 B R AIG, HE DN HPE (19 2 2R 2R
H R e e A 7, T RES S T A RE s
Mo

R SRt i 8 B A RS UL 2% 45 IR W, B
HPE 4b 2 ()4 AL TR B B AT 5l A 5-Fu 697
41, &R HPE MBI T 2593697 /N T BE A —
ERRAEN . B HPE X2 B N RS AR 2k K
A — 2 I HIVE T, 45 542K HPE 76 B 516 R
HIT LTREA —E M A . T HPE 15y
A ZFEEYI, 57 5 2 W 6 LA 1) 5 43 3R 43 21
BIVEH B A TR — IR .

ot RSB BEA K FWE E R R E
FHR TS, AR EE A Ay m &AL T A
TR B

(& % 3 Wk ]
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