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A& FE B TAP-SSL5 33 /MR SH ka4 & B =0

ZWF,ERTC,ARR, N RE,H R (400038 P, 55 = 4% BE K2 V4 B BE B0 IS PN R, 8 DT A AL TS5 2
7))

[H#ZE] HMY HITRLEG A TAP-SSLS Xt /M 5 k.41 25 & VE R rsgm . Jiik R CCK-8 {7 & Al TAP-
SSL5 Xof 4 B 3 (52 el 5 3 =4l B ARSI THP-1 41 Mg 3R 18 CD162 ( PSGL-1) i3k, & TAP-SSLS X /NRHTA CD162 Hidjp
KPL-1 5 THP-1 425 & 03l fE A . LA 20 wmol/L ADP 3803E A /MR , SR FE 7 2K 200 A A5 it £ -0 40 55 % €0 G ) i /1N
55 THP-1 4R s A Hobn 4 0 45 G 1 00, IFBF9T TAP-SSLS (W T TfEA . &5  TAP-SSL5 ¥ J¥ 7 30 mg/L o LA T Bt
THP-1 4 i sk o 200 i) 336 g JGBH B 52 o 3 3 200 I ASOAS: D S 7, TAP-SSLS ( 49k & 10 mg/L) fig 2 2 # il KPL-1 5
THP-1 A %5 A 520 pmol/L ADP #3% (¥ 1/t 5 THP-1 4 ak PR 4l B i 45 &R 2 5 R (31.3 £8.4) % F1(35.6 =
5.9)% ; 4iffiZ: 10 mg/L TAP-SSLS WS Ab s , Hgs A 34 M2 (13.4 £6.7) % F1(10.4 +6.4)% (P <0.01), Hil%-
T R 5% Y (6 (1 25 SRR B, TAP-SSLS 1 SSL5 34 ] $1 it St 1) I/ INA 5 Fh MR 2R B 45 6 (P < 0.05) o 251 TAP-SSLS wf
WEiT 5 PSGL-1 (W44, T BLEEAM SIS 16 1/ 55 67 40 0 45 6 o

(RIS 0o % BR YT RAE R -5 5 WRHTHE M AK ; Rl G 25 1 5 /B 5 r Mok 20 j 5 P-4 OB AR T k-1
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Effect of TAP-SSLS fusion protein on binding of human platelets to neutrophils

Gong Lisha, Fang Zhaofei, Hu Houyuan, Liu Chenghai, Meng Jing ( Department of Cardiology, Southwest Hospital , Third Mili-
tary Medical University, Chongqing, 400038, China)

[ Abstract | Objective To investigate the effect of anti-inflammatory and anticoagulant tick anticoagu-
lant peptide ( TAP)-staphylococcal superantigen like protein-5 (SSLS5) fusion protein on the binding of human
platelets to neutrophils. Methods Cell viability was assessed by colorimetric cell counting kit-8 ( CCK-8).
Flow cytometry (FCM) was applied to detect the expression of CD162 ( PSGL-1) on THP-1 cells as well as the
inhibitory effect of TAP-SSLS5 on the binding of mouse anti-human CD162 monoclonal antibody ( KPL-1) to
THP-1 cells. Platelets were activated by 20 wmol/L of ADP, and the binding rates of the activated platelets to
THP-1 cells and neutrophils were assayed by FCM and Wright-Giemsa staining, respectively. Results TAP-
SSL5 <30 mg/L did not affect the viability of THP-1 cells or human neutrophils, and the TAP-SSLS at 10 mg/L
competitively inhibited KPL-1 binding to THP-1 cells. The binding rates of activated platelets ( by 20 pwmol/L
ADP) to THP-1 cells or neutrophils were (31.3 £8.4)% and (35.6 £5.9)% , respectively, which decreased
to (13.4£6.7)% and (10.4 £6.4) % after the THP-1 cells and neutrophils were pre-incubated with 10 mg/L
TAP-SSL5 (P <0.01). The results of Wright-Giemsa staining showed that both TAP-SSLS5 and SSLS could in-
hibit the binding of activated platelets to neutrophils (P <0.05). Conclusion TAP-SSL5 can directly inhibit
the platelet-neutrophil binding.

[ Key words | staphylococcal superantigen like protein-5; tick anticoagulant peptide; fusion protein;
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Sk FEE AL (atherosclerosis ) & — ™ &1 2 SiE 1
2, P-E£E M A1 ( P-selectin glycoprotein lig-
and-1, PSGL-1) J"7{Z ££ 75 T B A% 41 Jfd . v 1 4 4 Jfd
MR AR R T . PSGL-1 AT 55 3807 A9 P B sl /M
) P-/E-3E 8 R 455, T BOR 4 ML A P9 B2 551 /MR
FETH A ZN B, D T SO R AN I, 35 K IS RE ) AR RE J
IV o 4 €5 7 25 33K TR BB BT I A 2R 115 (staphylococcal
superantigen like protein-5, SSL5) hy 4x B {0, 4 45 Bk
(staphylococcus aureus) 173 WA B & [, A WK B~
SSL5 Al i 5 PSGL-1 454, 30 il 20 i 76 30% o4 1
S i 2 1T ) R B, I T 000 ) 48 Y DS X A 4 ) T
FEIN S FERTHIBRSE D, AT SSLS S5k i
Xa( FXa) F5m R ) 700 SPr R 1K (tick anticoagulant
peptide, TAP) I 5, il Dy k4 2 T fill &5 & 11 TAP-SSLS
It HAKSMHSE 7% , TAP-SSL5 1] #)1 kil kr 40 i 7 P-ve e
FR R, 0 T B FXa B 5 1D B b,
TAP-SSLS i o] 5 il /MR T BEEE F GP T b £545, A
MM GP T bow 5 1 A P AR 1L A 5% - (von Wille-
brand Factor, vWF) B AH H.AEH], 38 A ml fedt— 25 42
72 TAP-SSLS (it ik FH o 76 4% il i A 454 43 1k
5, QN 2k K EE GAE Il e DA SR PR R A B
I A, AT ARSI 2] 0 /N A T A B I /I A - s 240
BAEK (platelet-leukocyte aggregates) ™' 0 Hirdr, ffii /)N
M 5 A% A L 2R AR AR 3 AN SR AA PN I/ AR B B0
Ay bR R, B AT 8 A 2O L W S R R 2
T DR ARSI — A5 Bl 4 B 1T TAP-SSLS
XF il SR L2 A R e, 5§ TR — R RS
[ TAP-SSLS it RAE A AT BEMLT .

1 WS

L1 ##5RA

RPMIL640 5 1 HyClone 7 & ; Jf 4= ML 75 1 F1 PAA /4 7l
Percoll I ] Phamacia /A & ; 4= Ifil 7% 1 2 11 ( BSA) L ADP 14 [
315 Sigma /3 7] ; CCK-8 i £ F H 4% Dojindo 2\ 7 ; 5 [- 1l
WG (4 1 ( Wright-Giemsa ) ( BRifE DR A ARG IRAHD) 5
PE #7019/ BB A CD162 ( PSGL-1) 155 [ 4 /& (KPL-1) . PE
FRICH/NBRITA CD62P BATEREHT K (ACL. 2) . PE F712 /N B
IgGl (mIgGl1-PE) ¥y [ 3% E BD A #],
1.2 Fik
12,1 A RATMbk THP-1 UM G 9% AR dn sk
THP-1 (P R5 EBe BRI 3%, 1 F ATCC) , >R H] RPMI1640 5% 42
FEFREL (B 10% B4 175,100 U/ml %575 %100 pg/mL £ %5
%), T 37 C 5% CO, fHIRAF , I 2 ~3 RBH B
1.2.2 Percoll Y=l S22 FE b e B30 125 43 B9 SR b Mk
4
1.2.2.1 PR B L] 4 Percoll L5 90 g/L
SULARZ BN 25 B /K oy BB 5.5:1:3.5 5 6.9: 1: 2. 1

BA, 153 55% K 69% By Percoll 43 B4 o

1.2.2.2 wHPBRdifaagmaite RS AR DS
EIE 2 mLCHCE P4 R S Beda L)) ,490 x g K500 15 min, 35
R, R E T4 M2, DL 2 mL & 1% BSA ) PBS &
TR —ELEH, HERKKINA 69% Fl 55% (¥ Percoll 435
Wi 2 mL AW 1 mL,490 x g #5020 min, WZHL 2 J2 Per-
coll 438 Y - I 1R] ) Hh Mz 40, A 3 R (AR %) 21 41 it 284 £
W (150 mmol/L. NH,C1,10 mmol/L KHCO; .1 mmol/L. Na,EDTA,
pH=7.4) B G EEEE 5 min, 200 x g &.005 min, &
1% BSA (1] PBS 0 4rVEVR 20N 2 IR o & B ilE g (0 2 0 P 4
MLTE ) >95% , Bty CC- RS % (K000 43 15 T 5w P 4T i 2 3
>95% , VAB Tyrode’ s ZZ ik (150 mmol/L NaCl 2.5 mmol/L
KCI, 12 mmol/L NaHCO; .2 mmol/L CaCl, .2 mmol/L MgCl,
1 mg/mL BSA .1 mg/mL D-glucose,pH =7.4) JHEE R HE E
1.2.3 4TS AR A% THP-1 4B E R 1 x
10°/mL( A4 JE i b #2403 3 x 10°/mL) 370 F 96 FLAR,
100 WL/ L, 323 LA RBAPE XT HR 4, B4 5] o R FR 20 35 3% 3
AN FL. THP-1 4HHLE 37 °C,5% CO, fEIHAT % 24 h(ChL4 i
K32 h) 5, BN & TAP-SSL5 J¢ SSL5 (11 3 Jik &b B 4
(L 3.10.30 mg/L) ;25 20 K 5552 5%, AN 41 Je 5 B
PEXT RRZH LAF 1Y) PBS AU B4 A 11 Ak 3h 5% 24 h s AL
HA 10 WL CCK8, 4k%E7E 37 °C 5% CO, fHIR4H¥5H 3.5 h, i
HRAYL ( thermo variockan ) ] 5E 450 nm & 4k 19 6 25 1 (B
[D(450) ], 4 ff 17 & R AR5 A L3 5 4 7708 & =
[D(450) 525 41 - D(450) z= 40 1/[ D (450) B P XT R4 -
D(450) 25 A4l ] x 100% , SLidLdE & 3 %,

1.2.4 THP-1 40835 PSGL-1 4% K TAP-SSLS % KPL-1
EAVEFMEN B A TAP-SSLS K i SSLS & 11
Fik G aib R /N e 255 S 2409 77 4, TAP-SSLS Ak % 4
JE 4 98% , HAXT4rF ik 31. 913 x 10°, 4] SSLS 7K (4 M4l
J# >90% , N4> TR 27 x 10°, Bt THP-1 ZH g, fin A TAP-
SSLS il AR 1 (24 B2 10 mg/L) B SSL5 (443 i 10 mg/L) , vk
%% 20 min /5 ,0. 01 mol/L PBS P4 2 ¥k, B PE 45
B $T CD162 (CD162 R PSGL-1) B 50 B 4 &, vk LIF &
30 min, [ i35 [F) 28 350 A B P X B, 0. 01 mol/L PBS ¥4 41l i
2 ¥%,200 pL 0.01 mol/L PBS T £ 4H i , Vi =t 20 4 46 ) TAP-
SSL5 Xt CD162 Hifi (KPL-1) #£ THP-1 40 I S i 25 & B
THILEL 3 K,

1.2.5 ifii/Miz 5 THP-1 4 a5 bk 4 i i 45 &

1.2.5.1 4ff AT MRS BUE &Y THP-1 44 sl
PRI, PR AR 5 5 % 10°/mL, T4 BIMA 10 mg/L
TAP-SSL5 B 10 mg/L SSL5, K L ## & 20 min,0. 01 mol/L PBS
VEUANM 2 ¥k, LAEi K Tyrode” s 2% i ik 16 6 41 L vk 5 1y 5
10°/mL, /5 Ay 28 WA R AN T 290 0 o A B A A M AR
BABTEERY & & L/ AR AL (platelet-rich plasma, PRP) (A P4
M E B MR} ) ,450 x g B0 15 min, 12 M5, T3E B 1/
A CGS 22 ik (120 mmol/L NaCl.12.9 mmol/L trisodium cit-
rate .30 mmol/L D-glucose,pH 6.5) %% 1 ¥, LA SysmexKX-21N
(HZ) M 4u s [ 3h 5 B AT Eom /i, FHEk B Tyrode” s 25
VRO 1l /AR e BE 5 250 x 10°/mL,
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1.2.5.2 SCEsre T 1/ - 20 L 45 6 2H ( Baseline
ZH) \ADP P i/ IRz A1 e 285 G- 20 ( Control 2H )  ADP 38315 IfiL
/M- TAP-SSLS T Ab B ) 07 41 Jid 25 4 2H ( TAP-SSLS 4H) |
ADP G IfiL/M-28 SSLS T AL B (k7 4 fa 45 A 41 (SSL5 41)
1.2.5.3 SCUBIE BOHAY R /RS (250 x 10°/mL)
JOAZRIE A 20 wmol/L ADP, LAFLTE Il /MR ,5 min 56 H 5
THP-1 4 ffa s h PERLZA A (5 x 10°/mL) #e SRR L R 4, &
B TMEE 5 min, 8 INA 10 pL $T CD62P-PE Hiik LIbRid i/
2, LA migG1-PE E Jy [6] #4538 T F 140 F 15 min,
1% 22 B F S 6 2 ), SR A X AN A8 (FCM) A&, FCM. A6
b, SEhfl THP-1 4 s b 40 M i, SR 5 78 FL2 33 38 46 )
YA T 4 10N 2 A I 00, 30E— 2540 BT i 45 A I/ MR 4 20
i k7 S A T 2 B B A b, SEERELEE R 5 ~ 6 1K,
1.2.5.4 EiG-iMpeEete RS Al /MRS ok 4 i
IR G REA B T3 1,37 CCHFAR PN T4 [ 2 30 min i
Tty EG- W A= Y (O 3 ~ 5 T AT S5 40 1 min, DT KRR R VR
ZAMYET, E0R T AT, R T B T REPLIT 4L
100 AR AN 1w I MRS A i, SEERIEEE3 IR,
1.3 “%itsam

BAEH x £5 £, KA GraphPad Prism 5. 0 /4, 4H [a] Lt
BOR R Z I 20T,

2 HF#R
2.1 #AE G TAP-SSLS 3¢ THP-1 28 fofo A b M 45
a9 il 7E N 0975 R

TAP-SSL5 @il 4 & [ /E T THP-1 20 i sl A rb 4 4 g
24 h J5 R A CCK-8 IR £ A0 I 40 i 1% g iy 25 R 3 B, AUk
1 30 mg/L 5 LR 1% TAP-SSLS 5§ SSL5 i r 41 i 7% 77 ¥4 IG5 #A
W (E 1),

CITHP-1 41 NG é e v if o)

120 -
100 |-
80
60

TR (%)

401
20F

O_.

1 2 2 5
1: %488 48,2 TAP-SSL5 (3 mg/L) ;3 TAP-SSL5 (10 mg/L) ;4 ; TAP-
SSI5(30 mg/L) ;5:SSL5(10 mg/L)

1 FERE TAP-SSL5 gh& & 870 SSL5 X304 A i& 71 B9 %2 0

(x£s,n=3)

2.2 TAP-SSL5 #p4) KPL-1 &5 THP-1 %m e &g 45 4
AT A0 ARG T &% S b, THP-1 40 i 36 i A 3 & /Y
PSGL-1(CD162) ik ,KPL-1 (41 CD162) (145 & FH 2Ry 90% ;
10 mg/L TAP-SSL5 LJ }% 10 mg/L SSL5 fig i Z #ji il KPL-1 &5
THP-1 4IH 0455 -
2.3 TAP-SSL5 #p4) ADP i o /s 5 THP-1 28 iz
Y 2 A

(=2 =4

U A M ASCRG I 25 2R {7, 7 Baseline 2, R 30 M /MR

5 THP-1 4454 8%, R (16. 1 £10.7) % ; 7F Control
20,20 pmol/L ADP 3 IfiL/Mi 55 THP-1 41 it (1) 45 & 3% i 25 38
JNZE (31.3 £8.4)% , 5 Baseline 2l Wi £ R A F 223 X
(P<0.05); % 10 mg/L TAP-SSL5 & 10 mg/L SSL5 i b Bl
THP-1 41l )5, H 5 ADP 336 i /AR 1) 25 & 5 2 %500k
(13.4£6.7)% F1(13.9 +6.7)% , 5 Control 4 3345 L%
WBERFBAL(P <0.01) ;38 TAP-SSLS F1 SSL5 4 a] i Z 4 i
/MRS THP-1 1M %54 .

2.4 TAP-SSL5 #74] ADP % 7& fo /N1 5 P b 45 4 e

oy A

W A0 ARG I 25 51 S /R, 7E Baseline £, A J03 I /M
b A Y 45 B 2RI, AR (17.7 £14.4) % ;7% Control
24,20 pmol/L ADP i ML/ Hh b 40 I (1) 25 45 2R 4 35 3
JNZE (35.6 £5.9)% , 5 Baseline 2l Wi £ R A F 222 X
(P <0.05) ;#: 10 mg/L TAP-SSL5 5§ 10 mg/L SSL5 TiAh B e
RN, Fo 5 ADP S /MR S A 385 B (10. 4 =
6.4)% F1(10.0 £6.6) % ,5 Control 41 F ¥4 Ak H T2 1[4
(P <0.01) ;1361 TAP-SSLS FI SSL5 4 AJ & 4 il 1./ Mie 5
RIS G o
2.5 MR PR g i 2k A0 B KRB E R &4

m 2E R

Ty DG -4 40 5% 2 €6 R TR S 2B A 1) S s i /Nl A5 v
AR 0B (A 25 B I 0, mP M 40 O (R TR 1) 22 4% A, A R g
SR (0, TR A0 JE B A il /MR 2 R 4T, A 100 Ak
AR 40 BT 45 4 1 il /AR B3R U0 R < Control 41 (20 wmol/L ADP
IO I/ N 5 P R 2 I ) 45 B ) R (364.3 £79. 1) A TAP-
SSI5 FiZH 4 (189.3 +53.9) 4, 55 Control 2 HLi 2% B4 Gt
2R (P <0.05) ;SSL5 T4l 4 (183.0 +34.7) 4,5 Control
HIRZERAGIFE L (P <0.05) 5 I i — 25 5 W A9 52
T TAP-SSL5 1 SSL5 3 Ifit /N 55 rb o 48 i 25 -6 1 410 skl 4 FH
(E2).

4 » T N
o o0 RN
R * A »
e IR ok Al
. - & oo
fel B ?~ "‘) « P
. | q"‘.i .9 ’,‘-,., ’ -
) o® RN vy
- -« g - ~ e "‘,'r » »
I & ou. &"' . . & LY L S )
el ” ".‘ e
Fad 1 - .

. : &, » Re ,‘
",‘1 3‘. L] .é ®
B e

) &~ - » v -
3wt T R C ! )

A AN fo b Mg 4w B B Control 85 C ;10 me/L TAP-SSL5 F 7
28;D:10 mg/L SSL5 FFiz
E2 K- EAFERERNHENL/MELS PR ARES
TAP-SSL5 {9 FHUER  ( x 1 000)
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3 itig

I/ NRAEAR P A% B 7 v B 2R i
AN SR = e 4 B s R e ] B PO RS Y 3
FL5 G T 2 G M0 40 A P A7 B0 26 B A i) 1A B T 5
7%, HEITE AR by WA M, 7T e 2 T B06 R 240 B AN 3 ik
SIS RERE AL A8 BT IR o A PO RE S /AR B TR R
FEALFE _#ER IR (adenosine diphosphate , ADP) |
A i A I A4 25 A2 (thromboxane A2, TXA2) 4§ [fi
ARG I, R TR F & 1) P-iE#E R (P-selectin ) &
B, A MBEE 1 GP I b/Il a Y4 % & A= ol 28 1 3
AR DRI S I A L /I BR T 3 e R 1T Y P-se-
lectin 5 P14 R 10 Y PSGL-1 254, JE LIl MR- Kz 2
LSRR, DT TG 10 400 L, 7 A S Sy I B R B
N, EL4E EH 40K T CD11b/CD18 (Mac-1) Y3
ik, LIS ZH A K F- (tissue factor, TF) ( CXCLS8 ( interleu-
kin-8,1L-8) . B % 2 ML #4516 25 F1-1 ( monocyte chemo-
tactic protein-1,MCP-1) & TRAE R F-o ( tumor necro-
sis factor-a, TNF-a0) ZJ8iE [H T B BRI 120
I R SR AR i /N - 120 AR A RS 0 T By
], K A B2 A Bl ok ok A R A0 78 1% B 3 i AR B i
i

Bestebroer 21"~ {y B 5¢ & B, SSLS W] 5 19 40 g
FEIHE ) PSGL-1 #1 G & IR ER 521K ( G protein-coupled
receptors, GPCRs ) 4% &, M T 4100 1 41 ffg A F ( CXCL8
A ) R BCEE R (C3a, C5a 55) XiF 1 4H M i 0% AR
SSLS EWIESE R il it 15 PSGL-1 5 GPCRs 731 Hf i
iy sialyl Lewis X ( sLeX) Rl 454 1M AR,
YT B koA A A A JE Al 22 B I AR TR A 0 ik 1 A 2
iE (AN 2B RS Ik es A AE Bl it i XSS ) kAR
LGP DRI, o006 00 A R 9 S RE SO RIS T B2 )
EHEEE AT, AR R ST T, R
FXa #1571 TAP 5 SSLS B4, M T HA BT & Ft
EERUH) BE (1) il & 11 TAP-SSLS, Jf /& $ TAP-SSLS
AR 7E P-selectin R 18T (4 R B PRt , 4% 52 56
iE—2DWFSE T TAP-SSLS X IfiL/ M- 20 MOAH B4 FH A9
A

20 B EE M S A5 R W, TAP-SSLS &Y SSLS 4 1
(LU BEAE 30 mg/L sl AR B, X THP-1 20 g F e
LN A A3 2 TE I 52, PRk, 30 me/ T K AR Y
TAP-SSL5 1}, SSL5 £ [ 40 B 5 TR/ 4 i 55 50 iF
9, 3X FN IR AT AT A 5 v i R Y B R B A —
L MM R BT R W], TAP-SSLS 7] B 4% 5
PSGL-1 £5&, If-v] e 4 M fl | PSGL-1 g (KPL-1)
5 HL-60 s rh MR LN A5 6 o ABFR S5 R o, PS-

GL-1 £ THP-1 4l ffl % i A7 /e 48 & B4k , TAP-SSLS
[EIREHNH T KPL-1 5 THP-1 48 M0 i8 454, T s 1 il
/NIRRT A K P-selectin /77E . H UL, ARWF5E LA
AR AN R THP-1 40 i A1 A &0 JE] i k2 40 i Sk X
G 38 5 P X 40 S0 A G -0 R 5% e € 43 S0 G I T
ADP & LIRS 38 T b 40 i 0 45 515 40 1
JINKR 5 40 B B R HE R 501 1, 5 AR BEAE AT 4 1 P o
JINK 55 40 R A7) R AR — 2, TR I B B B ) B LA
WRIREE . S50 o, ADP 6 A9 1/ 5 40 i A 4
44 2 TAP-SSLS 1 SSLS ¥4 ] 5 354171 i) X — 4%
BAEH ;X 2R Ky TAP-SSLS il SSLS 5 4 fifl 4%
I Y9 PSGL-1 &54 5 , Il 1 34006 e 0 /N A 3 it P-
selectin-PSGL-1" YE & A2 SR AN Mo ) 255 . 9 7b, iF
G340 5R % B, SSLS Ml TAP-SSLS i A 5 ifiL /N 4 2
1 GP [ ba 454, Rtk TAP-SSL5 A ] 638 155 41 i) 1fi. /]
Hz GP I ba 55 vWF [RAHELAE I, 17 2E K /)N BURE 38 4 1
IFE], DA R A il S Ak (FeCly ) 1755 B R BRUT JES i Uk 1fi
B . Ifi/MR GP T ba 7] 554 41 i 2 11 /) Mac-1 2%
A, Kt TAP-SSLS i ] figili i 55 GP I ba BYZE &, 1M
IR WANY i v 1108 -5 X N5 7 A

B H I A2 B P /N 254 ADP 3% {4
(P2Y12) F5HT7], S ELA 4« 1/ IVHR -7 200 Bt 3R A 1A
TEREIVE o S A% 75 7E BRI L /N 32 1T P-selectin
FEIR A R, T g 2 /L B ko B A Ak s 2R I TR
Hh I VAR R 48 SR AR R T A RS R,
FE/N BN BE R K SO B A b B — AR 9 ADP 37 {k
(P2Y12) FEHUFIEHA% T nl 300w afn /)N 5067 40 i 9 AH
AR, AR R AR S a7 2R R, R A
PR L/ IR R 20 B SR AR A TR B, K T A Rk % 46
JZNE, Xof T B0 Ik ok R s A i 5 8 495 P A8 S A7 B R
i S A 7 A — i A I BN . AR B SE WA IE S
T, Wl TAP-SSLS A bt 2 Bt Bk WAL 1, 723
i XL /DN -4 200 B SR AR AR T B T VR 5 ELH S 4
X7 20 B BE (U R E P A9 28 18 RIS ) B4 52 i) i
AR — 055 .
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