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1.3.2 MTTVERTINTNF -0 U7 3122 SWOIB J5esed 40 M 4 G gl i/ E L OGS KN4t e, 22084k ik
2.5X107/LEI, #AEFL200 pl3efh T96FLE - (5 X 10%cells/well), £53#8712 h, 4NMuihEE, 4> % H
S REZH ORI AR R R 25) . TNF—o 2 GREE 28551 X 104, 1X 105, 2X 109f15X 101 U/L) . U731224H (s
Jr 91, 2. 5015 pmol/L) BLRUT3 122 A TNF-alfk AL (TNF o SEIR] 1=, UT3122 (3R I35 R 2. 5HI15
mol/L, ZGNU73122, 30 min)5FIIATNF—q, HITU731224%FIDMSOWEMEIE), Sy HERRDMSOX 40 o () 5, 76 %}
HEAH S INF—o 21 R B I AAH RMAFR IRIDMSO) , R w5 ML 148 hfa &FLIMAMTIT (5 g/L) 20 ul, 4%z
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1000 r/ming05 minZedEgAE, PBSEVE2YK, 1000 r/min&0»5 minZsPBS, FiAMIT5%ks4 ClH & £ /06
h, 1000 r/minE.005 minZ [, PBSIEEYE2YX, 1000 r/min@(»6 minZiPBS, FH900 pl PBSH&E4MH,
BIAT100 pl PIHH (0.5 g/L), 37 CHFE30 min, N4 HIRES

1.3.4 S BRI TNE —o S UT312240 B SWO K SR8 40 i J caspase—3 [R0E Mbe 1 -2 AT W
SEFFINAN B, NIRRT, HHAT12% SDS—RINMEBEIGE R vk, 4 CHEBL, 5% BHRA- 9= A
1.5 h, TBSTEME3ZXS5 min, —Hr=IMIFAEL h, TBSPEBI3X5 min, “PIEWEPFE L h, TBSPEREL3 X5 min,
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1.3.5 it ARSI EEINR, BOFERAT AR, SRAISPSS10. O A 2E4T F X 3 77 7% 5%
#1 (One-Way ANOVA), LSD. SNKiEHFATALIR 2 S Lue, i DAE - ArrE = RoR, P<O. 0580 AT Giil 2%
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Tab.l Inhibitory effect of U73122 on proliferation
of SWO glioma cells (Mean+SD)
Group Din) Inhibition rate (%)
Control 1.652+0.074 0
u73122 1 pmolL 1.438+0.040 11.5142 46%
2.5 pmel/ . 140420116 13.60+7.12%
5 panolL 1.3%5+0.060 14.17+4 074

*P<0.05 us control group

2.2 TNF-aXf SWO Jit s 4 J 1 5 g 4t il 4

VEFH48h G, TR EEIITNF - (2 X 10°A15 X 104 U/L) %+ SWO K 5t Jed 40 L 38 4 A3 W S 4R/, T ek FE 1)
TNF-o U (3R2) .
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Tab.2 Inhibitory effect of TNF-« on proliferation
of SWQ plioma cells (Mean+SD)

Group D)) Inhibition tate %)
Control 0.9°75 4+0.092 0
TNF-rx 10°U/L 0897 6+0.053 3074547
1°UL (.925 3+0.050 5.18+5.14
2y 10°U/L 0756 6240.092 22.5149.38%
Sx10°U/L 0719 8+0.083 26.28+8 45%

TNF-z, Tamor necrosis factor-oo;, *P<0.05 vs control group

2.3 UT73122 K TNF— Pt F XFSWO i 52 4 it 48 4 i e sl A
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[FITNF-a (1 X TOAFIL X 105 U/L) XFSWOME S0 41 M i B A, Mk 4R ik FE I TNF -~ TEIRSE R4 T
U73122, JLIGTHANEIR A IO W2 5 (GR3, 4) .

2.4 PTG 40 S 43 HTTNF -0 A U7 3122175 5 SWO e S5 % 40 J ik 1475 00

WELFTR, 45073122 5 pmol/L BRTNF—q 1 X 10%U/LALFEA8 h, SWOMRHIR 4N MR AT B 1=
By SRR A5k, A4 TUT3122 5 pmol /L AITNF-o 1 X101 U/LALEE48 hJF, vy Ol BA S W — %
PRV o 5 SIIR 2 A AN PR TR L3R5
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Tab.3 Inhibitory effect of U73122 in combination with low
dose of TNF-« on the proliferation of SWO cells (Mean+50)

Group DA} Inhibition rate(%4)
Control 0.976 440,052 0
TNF-« 10° U/L (397 620,053 8.07+5.47

TNF-n 100 U/LATT3122 2.5 pmel/T. 0.708 6:0.045 27434505 ¥
TNF-¢ 100 U/LATUT3122 5 pamol/L. 0.695 8:0.040 28744412 ¥
TNF-» 10° U/L 0.925 8+0.050 5.1845.15%

TNF-r 107 U/LATT73122 2.5 pmol/L 0.692 640.043 29,0744 45%3
TNF-o 107 U/LAU73122 5 pmol/L. 0.723 6£0.060 25.89+6.21%3

*P<0.05 ws control group; *P<0.01 ys TNF-rc 10° U/L group; *
P<0.01 vs TNF-o 10° T/L group



F4 BRERHEUTZ BSIRE TNF-« 3 SWO 21 5 52 78 §]
H &
Tab.4 Inhibitory effect of U73122 in combination with
high-dose TNF-« on the proliferation of SWG cells (Mean+SD)

Group D{n) Inhibition rate (%)
Control 0.976 44.0.092 ]
TNF-ze 2x10° UL (L7556 6+0.092 22.51+9.38%
TNF-z 2x10° ULAUT3122 2.5 pmol/l. 0.686 240.079 29.7248.17#
TNF-re 2x10° WFLAUT3122 5 pumol/L 0742 640,110 23.95.11.29%
TNF-ce 5x10° UL 719 80,083 26.28+8.49%
TNF-ce 5x10° WFLAUT3122 2.5 pmel/L. 0.761 2:0.084  22.0448.68%
TNF-ce Sx10° WLAUT3122 5 pumol/L 0.761 6+0.058  21.99.595%
*p<0.05 ws control group
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A: Control group; B: U73122 5 pmol/L; C: TNF-a 1X104 U/L; D: U73122 5 pmol/L+TNF-a 1

Fig. 1 Detection of apoptosis by flow cytometry with PI staining

X104 U/L; E: 5-Fu group

3 5 PLE SRR sCH B S04 SWO i BRR T 26
Tab.5 Apoptosis rate detected by flow cytometry with
PI staining( n=3, Mean+5D}

Group Apoptosis rate (%)
Control 6.633+0.737
73122 § pmol/T. 6.100+0.954
TNF-x 1x10¢ /L 6.233+1.193
73122 5 pmol/TATNF -z 1x100 U/L 30.067+2.779%

*P=().05 ps control group
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Fig 2 Effect of U73122 and TNF-o on SWO cells
Activation of caspase—3 is induced, and expression of bcl-2 is down-regulated.
Lanel: Control group; Lane 2: U73122 (2.5 umol/L), 12 h; Lane 3: TNF-a (1X104 U/L),
12 h; Lane4: U73122 (2.5 pmol/L)+TNF-a (1X104 U/L), 12 h
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