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siRNA LB PTP4A1 RiE T N EHBHEMR R TCAS113 (FASMNEWF1T AR F T

R EOCRE WL ER B OZ (400016 T K , 5 R BERL R 27 B I 1 1 = g s 1 S0, 8 DR Tl 1 5 21 900
BB TE L)

[(HWZE] HY SEER i E 8595 40 i R TCA8113 b PTPAAT FE[AI (3R 3k, IFAF 5 0 BRiZ L IR 3R 34 J5 X
TCA8113 ZHMUfANAMEY " EAT N BISEI . Jitk R siRNA B9800 55 14 siRNA-PTPAAL /B FRETHAL (KD) | 255k 5
BRARAE R BAPERT IR (NC) |, RAEAT AT AL BEAY TCA8113 AUJfIAE J 25 XF B4 (CON) . Real-time PCR I Western blot 4l
PTPAAL SR T HERLAE , MTT JA0 3 2 A0 A B4 58 A8 7, 3 X AR BB AR 434 3 41 40 0 1 0 48 L ] 390155 00, 1 Al e
TE B S B0 46 A 1 5 B T S BE 7, Western blot 4331460 3 2 40 MMl P8 125 B9 Bel-2 JR P T8 A Bax AYFRIAMEHL,3 4140
M4 R BB G SRR A KB L. 85 siRNA-PTPA1L %5 4% TCA8113 4fiJifd % 2f) , Real-time PCR Fil Western blot
Kzl PTPAAT JE PR 4 il 225551 55% F160% L I (P <0.05) s MTT 4553 7 KD 2 403858 58 71 /N NC .CON £ ; 41l fifa
TR A HA S 8, KD 20 BRI T (17. 48 £0.70) % , ifif NC,CON 4 (- AT 1= R K (7.34 £0.70) % Fi1 (4. 86 +
0.25)% (P <0.01) ;KD 41 41 g J& 9] BL#E7E G,/G, 1 S I (P <0.05) ; Western blot %% 5 775 Bel2 % [ £ BRI (P <
0.01) ,Bax FE R AHE E (P <0.01) ;KD RSN E BT BEIN T NC.CON 41 (P <0.01) ;KD 24 FRAS A I8 119 26 A<l i 22
12, BT AT /N NC.CON 41(P <0.01) . 8518 siRNA PTPAAL LR NS REA A0 8 TCAS113 41 1%
PEA AT, PTPAAT BRI W e 5 o B 1 R AR VR TR AR

[ %487 ] TCAS113;PTP4AL ;siRNA; AEW2:1TH
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Effect of silencing PTP4A1 gene by lentiviral vector-mediated siRNA on biological

behavior of TCA8113 cells ir vivo and in vitro

Qi Xiaojuan, Ji Ping, Pan Li, Shi Enlai, Xu Wang (Department of Oral and Maxillofacial Surgery, Chongqing Oral Disease and
Biomedical Research Center, Hospital of Stomatology, Chongging Medical University, Chongging, 400016, China)

[ Abstract | Objective  To study the PTP4Al gene expression silenced by lentiviral vector-mediated
siRNA and the effect on biological behavior in human tongue squamous cancer cell line TCA8113. Methods
The cells were divided into three groups including a KD group ( TCA8113 cells treated with siRNA-PTP4A1) ,
a NC group ( TCA8113 cells treated with empty lentivirus), and a CON group ( TCA8113 cells without
treatment). Real-time PCR and Western blotting were applied to detect the expression of PTP4A1. MTT assay
was used to detect the inhibition of cell proliferation. Flow cytometry was performed to detect the cell apoptosis
and cell cycle. Bel-2 and Bax protein expression levels were detected by Western blotting. Clone formation was
measured by plate clone forming test. Cells were subcutaneously injected into nude mice to induce tumors.
Results  In the KD group, the inhibitory rates of mRNA and protein of PTP4A1 were above 55% and 60%
(P <0.05). The cell proliferation was significantly suppressed in the KD group compared with the NC group
and CON group. The cell apoptotic rate in the KD group [ (17.48 £0.70)% | was significantly higher than
that in the NC group [ (7.34 £0.70)% ]| and CON group [ (4.86 £0.25)% ] (P <0.01), and the cells in
the KD group were arrested at G,/G, phase and S phase (P <0.05). Western blot results showed that Bel-2
protein expression level decreased (P <0.01), but Bax protein expression level increased (P < 0.01).
Compared with the NC group and CON group, the clone formation ability of the cells in vitro (P <0.01) and the
tumor growth in nude mice in vivo decreased significantly in the KD group (P <0.01). Conclusion Silencing
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PTP4 A1 expression is effective in inhibiting tumor biological behavior in human tongue squamous cancer cell

line TCA8113 in vivo and in vitro. PTP4A1l may play an important role in the development of human tongue

squamous cell carcinoma.
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128 000 1" o 5 e S 1 Fssd v 19— A DLIRRAE o

PTPAAL 2 ¢ T 40 M 5 4= [N F ( phosphatase of
regenerating liver, PRLs) FiGEP ) — R, 12%)55{% =]
A 3 bt . PRL-1 (PTP4A1) \PRL-2 (PTP4A2) .RPL-3
(PTP4A3) o WTAFR I F G AL IR 4 A A TN %
H A 2 8109z 6D . Wang 26 BF 5T & BLALE
76 FAN [ A 20 2 P kR 40 & R PTPAAT mRNA
TR RS R A h s ik . 78 6 TR o
RN R, 5 PR s PTPAAL, {HJZ PTP4AL
FEIAT AE 25 My T RN 10 PR 40 L R v s
XA fEE PTPAAL HYR B 5 HLURAVRANAZE 7 A
* . HIRiE PTP4A1 .PTP4A3 mRNA 7 & & him h &
IRIET G AR Y IE A R ARk, H PTPAAL [ 3%
PSS PTPAAS [k 9 UL o 3R Ol PTPAAL
I PTPAA3 HYZRIABEA ], PTPAAL AL SeAE 2 Rl
1 bR A G B E R R B ARk, R, FA]
Bz PTPAAT K& [N 7E A 5 b A Al il 5 8 2
ER

FRATR LG5 % B PTPAAL A Y 2 1 Al mRNA
IKOFAE N 9 20 20 rp LA B TCA8113 41 fifg v i) 223k
KV L g 55 2H SURIIG ST 14 T 75 R 2 b iy o AR 5K
Bt — 0 % A48 9 7 401K LV-PTPAAL-RNAI T4
PTP4AT J R 7E 7 8 201 il 2% TCA8113 rh iy L35, A
FEUUBRIZAE R 5 , 465 D5 8958 TCAS113 4 Jid 3 4 F1
TRYZRAE, LKA E T2 1 Bel-2 FI4E T2 2 1 Bax
TEAE FARIB I8 Ak , 145 v R T JCRE s AR BRLIA
PR RS T 0 ) LS 55 , R0 PTPAAT ik A Xof 78 89 240
JiEl TCABL13 RN AW #AT R A2 o
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1.1 ##

L1 Zif s oo da TCA8113 4 Jfd Ity 35 F 5 R EEF}
KA REE B . 4 R R 10 H MERE &2 I 128 =
FEERFETWEY Lo R sIRNA 192 955 5 2014 siRNA-
PTPAAL YEJBH M T P4 (KD) |, 23 995 5 AR A kg 99 04 % IR 4

TCAS8113; PTP4A1; siRNA; biological behavior

(NC) , RAEFEATALBLAY TCAST13 211 Ry =5 % HRZH (CON)
11,2 357 0.25% JREGFI PBS iR T 8 RS AL K= B
Bl BE. RPMIN640 ., i 4 1M 35 W T Gibeo 23 7], Polybrene .
Ehanced infection Solution . 2% %5 75 Zk & CONO77 . LV-PTP4Al-
RNAi T B SRR AR B R R, RNA 2% (TaKaRa)
— i A0 & (TaKaRa) , SBGreen — A9 & A
£ (TaKaRa) , PTP4A1 —37 T Abgent 2\ H], Bel-2 — i, Bax
—HLW) T Santa Cruz 23], MTT i fifg 38 48 A6 3057 &5, ECL 1k
RGN &, B B IRBUAT & W B FLEE . SDS-PAGF Ptz i
M AE SR,

1.2 Fik

L2 AR AEEBAUNR TCASII3 BT A A
10% JiG 4= M5 i) RPMI1640 5g 43555 3L, BT 37 °C 5% CO, |
95% 75 LA L 1) T A P

1.2.2 Sidphedt  EXTEUH R TCASL13 4t BRAGH 1k 5 &
B LLS x 10 /4LFNF 6 FLART I BOEE 9% , 1 40 I B il £ P i
F30% ~50% W EE LN RE . i 1 mL KR FIEGL AL B (MOT)
SR 100 138 43 51l i A BR P 9% 75 R0 25 9% 75 L polybrene | Ehanced
infection Solution {47 J5 A EIRIBEAG H1 1557 ,6 ~8 h J5TH A
2 mL 10% I3 58 4 B SR ALk 57 96 h J5WIERHEt, B4l
T 2.5 wg/ml RS 85 3R R % L 0 6 AR 8 B L 0 A0 L bR, 1
2 KT 1 REFFRIE 14 d 2245 7] DL A B S RE R TR I, BRI T
RERRHAATY B TR

1.2.3  Real-ime PCR 255 x 10° X4 KA EINA 1 mL
Triozl 7547234 15 min, 4320 B TaKaRa 3 HU RNA i H 5 3k
7o FFA RNA VW, K ] TaKaRa 3% 4% 56380500 &, 1 25wl K
FEF 1 pg RNA &35 5300 cDNA #H] SEF 9 E it iR
TaKaRa SYBR green — 45,95 CHij& 5 min,95 °C 5 s 152 <C
30 s 339 MFER L IEM 65 C 5 s, TS IH))FH] . PTPAAL |
W51 % 5'-GGGTGCCTAATGCTACTG-3", PTP4Al R 5|4 5'-
GAGGTTGCCAAATCTGTC-3"; GAPDH | ¥ 5| ¥ 5'-TGACT-
TCAACAGCGACACCCA-3",GAPDH T ii# 5| ¥y 5'-CACCCTGTT-
GCTGTAGCCAAA-3', Z5HL Ct i X £ /R, L GAPDH Jy 4
2, 27O RN T X A

1.2.4 Western blot  XH2EK M2 5 x 10° 40 A 1 000 L
H AW 10 WL 3 A EHI IR S Wl PMSF, T35,
WEWE40 W, 4 5,453 s IR 5 Ko FHHE 30 min, 4 C
14 000 r/min,30 min, §C_ 3, 2044, 2. RIS BHTE —20 C
PRAFE T o AR 2 VAR X 40 BT R E ] 12% 1 SDS-PAGE
IF B IERN 5 % PR ATIE , HL UK G 1 o BEFLINAE R R 5O g HITK
60 U 60 min,90U 100 min,250 mA #Z%% 120 min F]0.22 pm f
PVDF JI& b, &/ 60 min, —474 C BFE AR, R, ZHiHE
60 min, Y[, ECL &5t . Lh B-actin fE NS,
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1.2.5  Z0MfOs58 MTT S28 BREGIH L, A4, LI 3 x
107 2 F-F LR 5 96 FLAR DY , B AL 56 42 85 75 3 200 L, [F]
ST HUINRE SR AR 2 I EAL,37 °C 5% CO,¥EFE, #nll 1,
2.3.4.5 d ZHMIIGTHRE ST o SRV BARAE, AL 24 ho i, 4% 5 x
MTT f Dilution buffer #5#ea{ 1 x MTT, £:fLJi1 50 wL 1 x MTT,
1 37 C 5% CO, 055 4 h, fifi MTT £ 5k B HE, WO B 75, B
fLAn 150 WL DMSO =R AEFE IR FFE 10 min {55 F 858 205 i,
FEARAAE 490 nm A A4 4 FL 1 OB FE {1, fE2.3.4.5 d
FILPRAEI 24 h, G0 a5 Rl an i AR Rt 2, ARAs I fL %
HTAEL.
1.2.6  FaAHMUEAR B0 A, R R AL,
RN 70% 9K 4°C 2 BT 5E o it =X 20 B 4SS 0 Y 440 i S
W AR T AN A R 0 23 R S A AT K
290 S 000 240 L 00 e, AT %o R A A 4L i, R T Binding
Buffer /7, %% Y6AR1CHY Annexin V Fl PL, 8% 60%E 5 min,
T A ARG 25 5
1.2.7 PARGERETE LIRSS R0 B A K J00 ) 200 JoR it 1
JE R TR AN M B BE, LA 500 41 i 45 AL IR T 6 fLtR R, I
2 mL B FRIEIRA], BTSSR A N B3R, B 3 K | IREE I
o A SRR EGA S 50 4 S kR, =i 6 FLiR
Ja W AL AR N B SR, L 1 mL £ 3R R e
20 min, PRIET ARG 60, BT RRAR A
1.2.8 FRRAUESES  BOWBUZERIING 3 ZH 400, i g
., PBS k. A HARELLL 1 x 10741 f1/100 L s, 459 H
BB B 3 H o MEC SR BRI 0. 15 5 JJ5 4k
FERR B, B et A0 AR LR ARIRE 10 B AR . A RR(V) =
ab’/2,a WIS, b MR,
1.3 A HHT

JIT A A T] SPSS 18. 0 GEiH R AT 404 5 SR L) v 25 3
718 R FH R PRI 2R 7 22 43 A R PR 3R o Sk BB 5 22 434

2 HR

2.1 siRNA-PTP4A1 12 Jm & & k45 4 TCA8113 4w jie,
IR R A L LSO GFP RIEREE,
Y72 h 5 7RSO BIMER FARIRAIY PO B GFP 3k
SR IR e R, W 1 TR, LT 90% L Y 4
PIRGYe8G B 2R, TE9OE BIAEE N BRI, 4%
FiFR % 96 h G EHIGFINEH 2.5 pe/ml EES TR 158 245

(e 5 ; »

(

bZ: : oA

5

FRHE AR L8 75 1) 240 ML R S A 55 B e 2 2% 5 AT T
ABC BIEAETE TR M A0 HE 58 4 e Yo s Eh ) A . 3555 2 TRl
Ji BN EA 1 g/ mL WERS R 58 SR SRS 57 6 1L
AR T B S AR SR (181 1), PR AR s R RE T R 7
2.2 I AL tm i TCA8113 & PTP4A1 £ A ¢4
ik

FRBEFEYL 5 d 5, ICEEANMIEE RNA FIEE (. S 2E65E
i PCR 7 A £ il 2 Al PTP4A1 7 mRNA 1) K51 L. 7E
TCA8113 #fifitirf,siRNA-PTP4A1 %} 4:[H PTP4A1 mRNA 4 I3
IR , siRNA-PTPAAL 18957 4 PTPAAImRNA 24 (0.35 +
0.00) , 2595741 PTP4A1 mRNA % (0.90 £0.01) , 525K % T
P4l PTPAAL JENFE mRNA ACE VR AR 55% , 2% 54
it L (P <0.05), Western blot #JE K PTP4A1 8 [
KB B GO, 25 F NP 2 JiF 7R : siRNA-PTPAAL X%if 3 A
PTPAAL 7K [l 38 .35 1) Mo A T, siRNA-PTP4AL T3kt
20 PTP4AL & [1035354 (0.32 0. 01) , 255 & 4] PTP4AL &
HFRIA 7 (0.92 £0.20) , 5259 3 TH 41 L Rk AR
60% , 225 B FIFE L (P<0.05),
2.3 p%| PTPAALl A ey £k m T TCA8113 4m e

#4408 =

SR FE R 4T AU ARG I TCAS113 41 i SR A T3, &5
T KD 2040 R PE T (17. 48 £0.70) % ,NC 4171 CON £
A AP T2 K (7.34 £0.70) % F1(4.86 £0.25)% (P <
0.01) ,JU#k PTPAAL JLH A5 20034 N T TCA8113 4 il (¥ 3
AT, WAL AT TCAST3 Zufa JE HAZS SR, &3 KD 41
AR AR E G/ G, IS HA(P <0.05) 25 Rk 1, #—25
WX BO A I A0 ISR (1, R BT T Bel 2 AR
AT Bax YFRIBMENL. 25 R 2 TR : KD 440l Bel-2
TEFM$3K(0.66 £0.02) % NC 4 (1334 (1. 00 £0. 02) [#AIK
29 34% , ZFHEHRITHFE L (P <0.01) , Mi{E2HT-%H [ Bax £
KD 4 #35(2.63 +0.05) 15 F NC 41 (1.00 20.05) ik 163% ,
ERAGIFEX(P<0.01),

F1 RAGERLGENZABBEABRIR(% 5 =)

] Go/G S Go/M
KD 41 67.93 £0.34¢ 27.8 £0.60° 4.27£0.31
NC 41 65.97 £0.40% 20.03 £0.13% 13.99 +0.53
CON 41 63.95 £0. 11 20.17 +0.28 15.88 +0.39

a:P<0.05,%5 CON #Lrbix

(5]

A 1% 5% A 3K PR 45 2 TCASL13 4 e 72h J& & KA B 5k A H AR 45 4 TCA8113 4m e 72h J5 & RIS ; C. 1 5% 4 45 R UG A dm Bk

FF 0k kG wk 43R 14d JE T R 69 3 2m R S T B

E1 PEREAEVER siRNA-PTP4AL (B S AL TCAS113 HpTs{k  ( x200)
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PTP4A1(20x10°)— *

Bractin(42x107)—> — — — ®

2

1
Bel 2(26x10°)— [I—
B-actin(42x10°)— = —
—

1

2
Bax(21x10°)— s ‘
(il

B-actin(42x107)— | W — ©
A:siRNA-PTP4AL 1% 5% & /£ & & A& F £ 47 %) TCAS113 & o F
PTP4Al AWy % ik 1:CON 48;2:NC 48;3:KD #i; B: TCA8113
an fe, o dp k) PTPAAL £ A )5 8 =& & Bel2 Rk Ak 1:NC 485
2.KD 28;C.TCA8113 #m i, & 47 4] PTP4A1 & ik 518 A =& & Bax
Eik¥E 1:.NC#;2.KD 4
B2 Western blot #&il| & 42 PTP4A1 Bcl-2 Bax & HRIFRIE

2.4 ph] PTPAAL JK IR 69 & ik 44K TCA8113 2m i ¢4
¥ ahae A

MTT 255 5 7% , KD 205 CON 21}z NC 2 AR [ , 2 e 4 Jfa 384
FEIG D(490) (A it A1 AS [ b 35 =X, 40 M 1y S8 7 T A
[6],D(490) J0% BE(EAFAE 25 7 (P <0.01) . [AIZH NBEE 1
FHE R PR B4 0, 200 M B4 56 R I S, 22 B ST R (P <
0.01) , 44T bitA 1 P ] A4 , 40 Fy 3 58 A 0 3 i, 10 KD
LHANMLHE A A F1% CON 4R NC 41{i(P <0.05) . W32,

2 MIT #NEATRRLER B TCA8113 FRIMETARE
[D(490) ,n=8, x =5

215 1d 2d 3d 4d 5d

CON4{ 0.24+0.03 0.67 £0.03
NC4  0.24+0.02
KD 4  0.23+0.01

0.32+0.02 0.38+0.02 0.53+0.01
0.33£0.01% 0.36£0.02% 0.50 +0.03% 0.63 +0.042

0.32£0.01% 0.34£0.02" 0.47 +0.02> 0.58 £0.01"f

a:P<0.05,b:P<0.01,5 CON 2Atb48;¢c:P<0.01,5 1 d b4
d:P<0.01,52di;e.P<0.01,53 d&;f:P<0.01,54d
2=

2.5 Ip4E %% TCASII3 4afi PTPAAL H W 9 & ik
B4k T TCA8113 2m i 64 4R 51 S & T M Ak
KD 21 41 i & 1 69 78 [ % (60. 00 + 10. 41) /NTF CON 41
(396.00 =10.69) F1 NC £ (380. 00 13.05) , 2534 G il 2 7%
X (P<0.01), $PsklFEB9 TCA8113 4ijfi-h PTPAAL L[ 3
ik, TCA8113 2 RS S BETE 1 B T AR
2.6 FphE 8% TCA8113 it PTP4AT B B & &k ik
MAK T TCA8113 m iR SAK M 49 K75 Ak
BRI 14 d J5, CON A NC 21 PIHR BN AT WL AR /NG 35 T8
. KD 47E 20 d AT LR S5 5T e 4R K 5 0.5 em i
FEAR I RS AR A AR R . KD Bl A= 45 NC,CON 41 2%
1 5 AR FE/N R, DU IR AR BUR B 2, KD 414
(0.45 +£0.07) em® i & (0. 67 0. 06) g ¥J/NF CON 4 {41
(2.82+0.40) em® JFiHE (4.50 £0.20) g F1 NC ZH{KF1(2.09 =

0.36) em’ i H: (3.30 +0.44) g, ZEFAHG ¥ L (P <
0.01),

3 W

AT A0 A R 7 SR 2R 1, 2 — M 4 T IR
R 20 x 10° ZE A5 /N o T 2R 1, 2 3 1 R G R W TR
B SR I — 2K o 2R I 2 R i M G A 1 % 26 B
F L B E EEAE . e TG B A A L ik
PR AL I A, 3 — - A 4 45 25 ML 1) 15 3 AR BRAT W
X — M T B, 2 T 30— L6 5E 15 95 58 i
TR AT

AR 2 JH- 400 P A TR - g Tl 2 1 K A B
B IETTZE) 2 56, B 4% B PRLs i i3 {2
VEAN M TE FoAT A 28 TG 75 S5 R AR 0 g 1) kA
KRS PTPAAL JEfefok BRI PRLs SR , fede
FE R/ B I R AR A 1 L 30 ) 9y 225 TR - i &
B, BEG KRBT PTP4A2 PTPAA3, JR4Y =% 2 il
() [RIIEPELE 75% ~85% & = 10 A [) Iy rh i
R SHEIARIR] . PTPAA3 I 9 41t 38 76 245 W o 1 6 A5 0k
EEL &5 B if 30T 1) 465 B o 2E 2 R IE R 0 45 B B I v R
IR R LT TR AN O S AR Ak R R
B AL b, PTPAAL F1 PTPAA2 AT IS
SEAT 1 20 33 00 G A Sk v T PTPAA3™S) i PTP4AL
S R 5 R 0 4 A B B TR 1 AR B . AR SR
KRR A A T4 TCA8113 4i i PTP4A1 JL[H 1y
Feik, MK PTPAAL 5 [H X 5 9% 40 g TCA8113 iy 4=
YI2EAT R B

WATHSEIRZE R I T 5 PTPAAL JER BRIk, &
F¥AIK TCA8113 2 (AR S IE FE g J7, [R) SCik[ 12 - 13 ]
it —20. RN ACE AR 40 i P T, K
BLITER PTPAAT JEIH G , 2400 018 T L il o

ST B PTPAAT KL R R AR 25 40 4 5 6 s 40 it
TCAS113 [y A fE 11 B S A -, AT R ] Western
blot Kl 1 Bel-2 Fl Bax £ 1R B G L. FRATL I
UUER PTP4AL 3£ [H )5, Bel-2 7K (44635 F %, T Bax 2K
HERA T o Bel-2 G JE 7040/ 12 e %5 81 B4R
M —2RE [, Bel-2 1 Bax & (143 512 Bel-2 it
v fg A A P B R T AR TR ps3 2
— L R, 2= 5 A0 O T R 4 A L
R, BFSE & B PTPAAL 32 pS3 [T, 24 PTPAAL
T FRIRET, 3l AL pS3 17 ZE A RN R A R B IR AR Y pS3
(2R F K, d kil pS3 SR TE T
Bel-2 &R T 1152 P53 iyt pE st
A AT RE, UTER PTPAAL L[R5, pS3 FkHn, i i
5 Bel-2 [RRRAIG, Bax (13 2834 I PR i 41 14 240 Jifa 7y - 1
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PTPAAT FE A fe B A S — i B S0 38 vy 24 A -+
T BB, B 2 5 e 2 0 i A 0 1 O B R AL, 7
YA K R AR . WF9E & A I )
P HE DA mRNA SR K- 7 20 A= K i A JE 3
HR AL T s RS, I H A — B LR F) G,/ G, 11U
JEHS T RN K L BN 5 DR G R ) 2 1
RS G WL R BE S O 40 i R . A BIF S 3
PTPAAT SR )3 2 15 23 (L HE 240 M HE A S 30, 12 2 20
Mg 2243 247 AT F ik PTPAAL I, 28
3.3 4% DNA 4 RN S 120 MU f) b il ; PTPAAT 4 il
JE K R P21Cipl/Wafl , #iE3R Gl/ﬂ;ﬁ,ij]n CDK2
(VE 8 20 B RS L S YL RRATI RO
B, 7E T WM TCAS113 Ak PTPAAL [ ik 4
RELYT 4 i 5 A AL T G/ Go R S 3, {H HARHL I A T
HE— W5

Guo 25" (BT 5T SR IE PL-PTPAAL B s B b (A A
B Fe ik PTPAAT JEPR () i yga 2 e e R B ik 9
JERRE J1. W BF A0 SRS AR AE b R A0 h o 3k
PTP4AL 231 P HAEMR BUAPITE UM 2 o JA i 52
B BFFEAL & B, WG T 595 20/l TCAS113 rh PTP4AL
SR ) FK 5 , 2 40 H 1) i T i B 1 AR BL A
IR BE T o

25 E TR, AR T PTPAAL K R 76 5 B h
RGN AT RERIHLA] . UTER PTPAAL JER (R F k4
SR TCAS113 4l 34 B8 A J1 L PR T-RE 1 L SERE TR I
Ae 7. R ERSCIRE BB T DL K A i ) Y A . R
PTP4AL JE[H A AT REAE Ay — Fft 37 1) 705 00 2 400 2 A%
A R BT I E AR W 112 W el S ) h
7 X

SE
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