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B R U B SR BRI SR T oo (TNF — o) KB A, R4 B /MRS AL B 7 (PAF) REZ RS 55 E
ST ATREVL . 7573%: #INEERY Sprague - Dawley KR 24 REEHLEE 50 4 4 . BF R4, SN 41, SNI + DMSO
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[PESHES] R363 [XEFRIREE] A

I/ TE LR F (platelet activating factor, PAF) J& 525 4l
MR LN —MEBENRENF. PAF REZK
JTERETHEAR TS, S 5WE PN — R 5] i3 A T
el ERABIEN , PAF REZAS 5184 Am 1 iR
BALHLE™ o BNSO730 & —#h A T4 B PAF ZIARHIH,
VR AT PAF Z R4S A 008D o AR EE 0
SEBE TR S BNSOT30 X Al B4 2243 ST B 14 ( spared nerve
injury, SNI) X S B ) 8 B8 i/ IR FE B F o (tumor necrosis
factor, TNF — o) FRIXHI5 W0, 381 P9 VR M PAF R H 32 (R 7
ZR IR PR TP AR LA T B4R A, S BNS0730 TR
R RIS IR

o 1 I N

1 ZEiRH

T Sprague — Dawley X R, /A 200 - 250 g, HiAe 1}
R B B 2B L 30 3h 4 o0 32485 BN50730 19 F RBI; 4
¥t INF — o HUARE F AU B LA Y AR A 7] ELISA A&
% B Diaclone,
2 HHNEE

KBRS T 5 10% 7K & B (300mg/kg) FRBY G , 7%
Milligan 451 77 9, Zo 4 L MEAR 52 58 80 B, AT SR 9k
B W — vt P B TR A B AR K 9 PE - 10 348 17 3K o 3
A3 cem, FERFEFZRESGYO, FEIMEKR TRER
JEEER W B B R B E A O, R 4 BIR SR, EIR4ERE 20
-25 C, AR, AHYKFRE, KREE 24 h 54T
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BHS 2% ML RE 10 uL HIWSFEME, INESE 30 s
KRB IBUS BOREN S A S E LB IE,
3 HERSANEIRSSE

RSEMEIER BT3B R R 24 HAZ
5, FEDLSE 0 4 40 R TF AR (sham 4) ,SNI 41, DMSO( —
LR ) Xt FR 2 #0 BN50730 (100 pg/S wL) 36¥74. BA
BE 3 dJ5, 5 Decosterd %) i 7 MBI SNIETRIAL,
10% 7K & 5B (300 mg/kg) BREE)S , T K BRA O K B8 8 0
FF, B FEWE RS AL B P 4243 3T, 43 S VT - 5 LA P 2 0
Mz, REHER A BT REN R B ELBEMES A
IR FISEFL o
4 FEERNE

BN RERIFARMET 1d MWHERE B, FASE 1.3.5.7.10
14 d BEP£425 1 1,30 min J5 5% B, 288 Obata 251 fy
Jr¥s, R AT B 3SR (Ugo basile, Comerio) , il
L 45 N {H ( paw withdrawal mechanical threshold, PWMT) ;
2 M8 Hargreaves 47 ) J7 ¥, 5% Fil 48 4 #4 0U J% 1% ( BME —
410A B, p [ 2Rl A Be A W) R 22 TRRBTFAT) , AR S48
JNE AR ( paw withdrawal thermal latency ,PWTL) ,,
5 GREHALF

5 14d P52 BUG , KBRS 10% K& S (300
mg/kg) BREE T FF I , 280 R EBZERIAT E SR IR EHETE, 4
HEEK 200 mL HRE e, 4k 2 LIBIE B 4% £ R B BEE R
(P& 0.1 mol/L PBS,pH7.4) 500 mL # ¥ [f £, BUSBE
L -L 9B, BETHFEERDHEE 24 h, $ir AL E T
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25% FERR 4 CUKAERAERR . K H , BUEBEKGET A, T
JRRE25 um, ] F & A 0.01 mol/L PBS i FIEW G, A
0. 25% Triton X — 100 JB% 30 min,3% 3 & LS (H,0,) =B
20 min,30% 1E% 2 M%7 37 °C #HH 40 min J5, A 1: 300
FERR BRI RYT TNF — o« 131,37 CHEE 1 h,4 CUKFTR ;IR
H PBS ¥&UEfE , INA 1: 100 R B AW R L EHi R G 11
$1,37 CIBE& DI 30 min; PBS {HUE/E, A 1: 100 F55 R
) ABC & &%) 37 CHEE 45 min; PBS 357 /5,DAB B.£8 5
min, K YE, K1k OB ; TEH BT B BE BB B, —
HHFEH , PRI E . B8R KREEVLIERES k15, /&
T M BE (5 3 (R R 4 73BT 2R 56 (Leica Q500TW) A6
BMAIRIZE TNF - o 50 BE RN P 6B (A) TR E
B,
6 ELISA Z#&iEHE TNF -a &2

BHAAKREGE TIRE MR PR, HAE4L C
20 000 x g BS.0> 30 min, B HIEBRAF A . RN & UL 31T
ELISA 35460 TNF - o & &, 1T E S B A LS H TNF - o F¥K
B, U ng/g £Ro
7 SitFEAE

BOE AR + bR (2 £ 5) K78, R A SPSS 11.0 4eit
WALHAT R R 225047, 4k Z L) Fisher’ s PLSD £ LR,

5 R

1 EHPES BN50730 X4k R SNI A 307 81 B9 =2 i

BRFRAKRBARETS5ARG PWMT & WL B 2284k, SNI 4
1 DMSO A KB THAEHAEE 1 d YIRS # 96 85 (me-
chanical allodynia) , % 7 d B} 3K Bl 55 0 H7E AR A [B] O 1558
7E B N TE ST BN50730 BR 8% SNT BT 5 i HLAR 4 55 6
B, UL 15 4% 4K BRUR 3 v TIOR3 PWTL BB B2 5%,
e 2,

—e— Sham —&— SNI

50 ' —— SNI+DMSO —o— SNI+BN50730

Paw withdrawl mechanical threshold (g)

Time (d)
Effects of intrathecal administration of BN50730 and
spared nerve injury( SNI) on paw withdrawal mechani-
cal threshold in rats. BN50730 and vehicle were admin-

istered, respectively. Mechanical allodynia was assessed

Fig 1

with a dynamic plantar aesthesiometer ( Ugo Basile,
Comerio, Italy) , which is an automated von Frey — type
system. X +5. n =6. * P <0.05 vs sham group; “P <
0. 05 vs SNI and SNI + DMSO group.
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Fig2 The time — course of paw withdrawal thermal latency in
rats. Thermal hyperalgesia was assessed with a radiant
heat stimulator. There were no differences among four

groups in each time point.

2 EHRiEST BN50730 Xt SNI X RAA/UE R BRI

2 EH/iEST BN50730 Xt SNI 5| #2f)& 88 TNF — o RIZHIZN
G5 AL B8 43 B, SNT 5|2 [R5 B8 A 9 TNF — o
FIFEIRIE R, X A AR > TNF - o PRI, B AR
Fi BN50730 J5 K BUS B8 AN TNF — o 35K 5 SNI 4 )
DMSO 4 A8 Lk B BB (P <0.05) , W&l 3, ELISA L4,
BN50730 B B4 SNI 5| R2H)EHE TNF - o S EFE (E4),
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Fig3 Changs of TNF - « in lumbar spinal cord. Absorbence of
TNF - « in immunohistochemical photograph was ana-
lyzed with a colour picture analysis system ( Leica
Q500IW). % +s.n=6. " P <0.05 vs sham group; “P <
0. 05 vs SNI and SNI + DMSO group.
E3 SNI KR#EHE TNF -a T
Wi
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B/ B B A RS E AT R B R, BT R R &R
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R, AR EA R R E R, FAE 1 d =G E
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Fig4 TNF -« level in lumbar spinal cord. Quantitative deter —
mination of TNF — « protein was performed by ELISA.
Z+s.n=6."" P <0.01 vs sham group; “P <0.05 vs
SNI and SNI + DMSO group.
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BRI IR, e B4 A B B 7= AR AR R M Al B R
EMESRBEERIE P REEEEM. TNF - o 2B A
MFEREER R M E T, TNF - o 3550700 77 BH
FEMAMGEERRHS R R E TP TNF - o 7
MR AR, B B E TR R 4R E T (4 IL -
18.IL - 6) By IR FIBERK , FH ELIE 48 1 40 I B3 7 6 A 3 K B
EIVER, LA EAGT 383280 688 TNF - o S 5 WA REMR
AR BAYLE . AP REH, SN M EHG 535 48
TNF - o [YFETA M8, 3R TNF — o AT EES 5 SNI M1 Z0m H0%
HREHLH

PAF 22— ELA |1 A 2 15 P 1 P9 U5 P s 26 48
AR, BEHREME RGNS R B ARE TR, PAF
SH2ZEEETE MBS, RERSIE 2, BRTWHRE
INHFEFE 3 A~ PAF S5 6 A0, B 1 DR ALER EALSF 2 4
MRS . PAF MM XR T ZAR—% C EHEEBZ
B EERATE N AREAGES R SRBRN, BEHAEA
EETRE AR IR T (cAMP) | Bt H il (DAG) =%k
BRALEE (IP;) /K P . PAF 3 2 — 7 40 0 P9 IR, 3852 55 %
SRR 5 25 6175 T P 28 0 R0 e B 4 it P R S 5 B ) 3R 3K
BroT A, PAF 38 /0 2 T I R 40 i PGE, o Bt B S 3t
KSR A TR R B4 iE COX -2 F1 INF - o R IX L
AU PAF 2 5E RSB G R A AEE T IL - 18 M
IL -6 Fy#ik"" , BN50730 2 —ff A T4 LK) PAF 32 (k%
BiAl, AR TS & ALs . BFRFRP, BN50730 R
BRBRPBE RO RERR RN . HERE RS
SHSNEEDR ,FHK TR PAF R Z KERZR
R PR S TR R, AU AT
BN50730 B 2 )8 SNI K LA M 5 5 R 85, R B P2 B 5 48
TNF - o 35 T8, BB YL 7T RE 2 4E F T PAF 411 N &5
AL TN PAF f35 v, 10550 0 40 M0 P P M S 2L R 3k
EHFEREA, EE KRR EES %S, BN50730
Xt B S A TR IR B TG B B8, T RE 5 SN AR R R7E
FEVUAE R B TR B, TR PR SR SR R,
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