th e 574 4 2004 SE 4 A 20 %% 281 Chin J Bumns, April 2004, Vol. 20, No. 2

« 92 .

PR E M A E WA R U937 AP 1E IR
A o W BE T HI R T
Wi ik WE HAE AHF BERXK

(HE] BN HiTAREENANEE/ NS (LPS) 4 A B AR U937 LR M4E
KEFSWEENMEH, HiE 480800.0.0.1.1.0.10.0,50.0.,100.0 pg/ml ] LPS 3] ¥ 1 51 55
F 4y U937 VER 24 h J5 2 F DU BE 0 5 ( MTT ) 1 10 A 40 o 398 0 08 7, o P 9 =X &0 R 130 T 5 440 P 0 o
3, 3F F BRI S R O RE B A D A B3 B P RLAERKE 1 B, (TGF-8,) Ml E AR EKE T
(VEGF)WKEM T, SR 5LPSH0.0 pg/ml it A, SHKE R 0.1 ~100.0 pg/ml & 7] ) #
U937 spMa A 1= AT HEH 4 TGF-B,( P <0.05~0.01) , H A KK A (0.1 ~10.0 pg/ml) ) LPS A {2
¥E U937 MBI ( P <0.05~0.01) ,{8% VEGF 4 Wb CH R EmE( P >0.05) ; B & (50.0.100. 0
pg/ml) § LPS X U937 @458 LR IEA( P >0.05) ,{HEER & VEGF R WEEH (P <0.01), &
# LPS ] #IE U937 FHAZ {4 TCF-B, , MIBM 1L 0.1 ~10.0 pg/ml 4 H; LPS L ERK R IKE

ot BE4E # U937 4014+ VEGF,
[g@im) WHEEL:, AESEKETF; #bEKETF-B,: U937; HMmm,; AEET
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[ Abstract] Objective To investigate the effect of lipapolysacharide ( LPS) in different concentrations
on the biological features and growth factor secretion power of U937 cell line. Methods In vitro cultured

U937 cells were stimulated by O ( as contrel ),0.1,1.0, 10.0, 50.0 and 100 wg/ml LPS respectively for

24 hours. Thereafter, the cell proliferation ahility was determined by MTT method. The cell apoptosis rate

was determined by flow cytometry. The changes in the contents of transforming growth factor B, (TGFB, )

and vascular endothelial growth factor ( VEGF) of the supernatant of the cell culture were assessed by

ELISA. Results Apoptosis and TCFB, secretion could be induced by LPS in dose of 0.1 to 100 pg/ml

when compared with that without LPS challenge ( P < 0.05-0.01). In detail, LPS in lower dose (0.1,

1.0 and 10.0 pg/ml) could promote the proliferation of U937 ( P < 0.05 —0.01) but exerted no effect on

VEGF secretion. In contrary, LPS in high dose (50 and 100 pg/ml) could promete VEGF secretion ( P <

0.01) but exerted no effects on the proliferation of U937 cells. Conclusion U937 cells could be activated

to increase the secretion of TGFB, by LPS in optimal dose of 0.1 -10.0 pg/ml, but the secretion of VEGF

could only be promoted by LPS in higher concentration.
[ Key words] Lipopolysacharide; Vascular endothelial growth factor; Transforming growth factor B, ;

U937; Cell proliferation; Apoptosis
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1. EE R KR8 LPS (0111 :B4) HE[H Sig-
ma 23 7 7= 5, RPMI 1640 58 & 3 3¢ % Ky 3£ [H Gibeo
AT FE 4, TGF-B, #1 VEGF 1 B BK % 4 IR B I 2
(ELISA)RFlamadt s mEEW T HRARA A,
HTS 7000 Plus % ELISA M5 E1{¢ X3 E Perkin Elmer
AF PR, FACS 420 73 X 48 i X 4 % & Bio-Rad
AR

2RI RS NE MM R U937 I B
hE R R A E S B A e TR AT, A
R 10% /D4 of ¥ B9 RPMI 1640 58 4 3 5%
HEMEFR, YAREEED 2 x10°/ml BfE,
1 %/3 d, @ 4EH7E(1 ~20) x10°/ml,

3. 40 a4 7 T O W < R P PO R R e i (MTT)
o K U937 R L 1 x 10°/ml Y% B #:50 F 96 FL
B FE M ,200 pl/FL, 4 BIMMA 0.0,0.1,1.0,10.0,
50.0,100.0 pg/ml iy LPS #HiTHRIE , SR E 6
Efl, W20 h 5HILMA 5 mg/ml B MTT 20
wl,37CHEEH 4 h, B.L¥42 9 cm,1000 r/min F.L 5
min, # E¥E, BIMA 150 pl —BHETRIEH 10
min, {55 G Y 7 4y TS % R Al ELISA 4 F %
K 490 nm 4b 32 % FLA R ELEE( A ) fH,

4. 40 M 8 T & A B 5 B R TGF-8, I
VEGF & B /M E % U937 ML, 1 x 10°/ml |95
EHEMT 6 FLIEFRH,2.5 ml/fL, 2 FHIMA 0.0,
0.1,1.0,10.0,50.0,100. 0 pg/ml fy LPS 3 47 %
B EMEE6ANEL, HH24hE, BL0¥FRI
em, 1000 r/min E>5 min, WEAMIEF LiE, ™
# ¥ B8 ELISA i 7l & U9 H Kl TGF-B, 1 VEGF
IR, WEMBIIEE, AR K BB E Z
WEYE 3 KBS AR 25 70% M ZREE &, il
BN E BN 1 x 10°/ml, fin A % 4k BB MK T
(PI),4C & 30 min L) k., I 300 H 7R3, &
Bk 8 AT 440 B, 17 PR O =K 4 B A #E AT DNA 40 i J8 38 43

B 38 3 AT A A R R R, TR U937
MHAFE TR,

5.5 F B R« 2 s £OR, R A SPSS
11.0 % it %2 FF xF i & % B #4720 47, A Student-
Newman-Keuls H 8% 4 ¥ 8UH 09 2 71

s R

1 M3 A 0% J1 284k - 5 LPS 7 0.0 pg/ml
B, MWk E 5 0.1,1.0,10.0 pg/ml B, U937
MHE DA BAR(P <0.05~0.01) ;4 LPS
50.0.100.0 pg/ml B, AL FE I EBH B BAL( P >
0.05), W%k 1,

2. ARIAT-HH 5 LPS 0.0 pg/ml i
Fods, My BE 4 0.1 ~ 100.0 pg/ml B, U937 40 il
BT RYHPEIE(P <0.05~0.01) , AL 1,

3. VEGF ¥ BE B9 A5 4k : 5 LPS % 0.0 pg/ml &
P38, 24 ook B 4 50.0,100.0 pg/ml B}, VEGF ¥ BF
WHBHE(P <0.01) , K1,

4.TGF-B, ¥ A2 {k . 5 LPS % 0.0 pg/ml &
Hode, 4wk H 0.1 ~100.0 pwg/ml B U937 40
AU TGF-B, ¥HH B EZ (P <0.01),H LPS
5 10.0 pg/ml BfRIEH (K L),
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Mo ey 4 i BB 7 o, H AT TGF-B, #1 VEGF #HF R
B8 %, TGF-B, MEM B R B Kt , K E
( <0.5 ng/ml) &y TGF-B, AR 3 N B 40 T 5.
5% ARk R AT 4 A0 B A KA F . VEGF B 3 /9 1
BB ( >0.5 ng/ml) # TGF-8,
BELIE PY R A0 B 22, S A i B 2 BT, VEGF R4k
NEENLEERESFEF,TURBHNEARS

1 ARBKEOAZTR/IESHERMT U937 AREEATE ) HATERERR TS REINHRE(x +5)

Tab 1 The changes in cellular activity, apoptotic rate and growth factor secretion in U937 by the stimulation of LPS in

different concentrations( x + s )

LPS % (pg/ml)  fL¥ RIS TS 0 HRBTHE(%) MERKERRAT (pp/ml) HUEERET B, (pg/ml)
0.0 6 0.96 £0.47 2.81 £1.28 2.90 +0.59 10.85 £0.25
0.1 6 2.39 £0.427 7 4.80 £0.84" 2.80 +0.04 13.12£0.60" *
1.0 6 2.02+0.227" 4.66 £0.27" 2.80 +0.05 16.86 £0.56" *
10.0 6 1.32£0.24° 4.87£0.95" 3.00 +0. 12 20.91 £0.18" "
50.0 6 1.24 £0.13 6.02£0.59"" 8.00 £0.35" " 18.71 £0.32° "
100.0 6 1.24 £0.17 8.57+1.57"" 8.40+0.25"" 15.64 £0.03""

- GG S S B BB (A ) 5 0.0 pg/ml LPS B, » P <0.05, % » P <0.01
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it EdamEn TR AR MARBT
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