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ABSTRACT
Aim To investigate if platelet-derived growth fac-
tor (PDGF-BB) is a chemoattr actant factor for mono-
cytes adhesing vascular endothelium.

Methods

mediators

Pretreated with or without inflammatory
50 pg/Ls
lipopolysaccharide 100 ug/L), the * Cr-labeled mono-

(tumor necrosis factor,

cyte adhesion to endothelial cell (EC) monolayer was
assayed.
Results PDGF-BB (1, 10, 100 pg/L) do not exert
a direct influence on the monocyte adhesion to EC
monolayer, but it can potentiate the augmented effect
of inflammatory mediators (tumor necrosis factor, 50
pg/L; lipopolysaccharide, 100 pg/L) on the monocyte
adhesion.
Conclusion PDGF-BB is by itself not a chemoat-
tractant factor for MC, but can synergize the action of
some monocyte active factors on monocyte adhesion to
the vascular endothelium.
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% % (lipopolysaccharide, #& T E. coli. 0127.B8) } Sig-
ma A8 & Na,'CrO, W B P EE FHF X,
1.2 BERENGIE

BEXMOBINBH T EHEEREARE.

1.3 ABFaghkPA R EBR A 3%

A B & 8 B (UL T 8 AR 0 K 48 BEL , endothe-
lial cell, EO#y 2 B K5 BEXM4IN B oy 7 % #
F.ECEMBAFHARERNSHLEXLEER . XL
AUsEFRE. THAE 2~ REH.

1.4 SMEAmMEEZARNEE SRS

BL Ficoll % B # & % & P14 % 4 4 i 3 oy 4
BAm¥EANEE®A, 4 1 mmol/L EDTA #v 0. 5
mmol/L $ B 45 69 RPMI 1640 #% %, B F W & 41t
EOH A EHAENMO). HHALHEER E S
FREBLENGFANTHEAEENKT 5%,

% B X #6], BLCr 47T AT #l & %5 MC. MC # 4%
LERAEAERIA.Z2hARTER.

1.5 BT e R A

B 10% B 4 fu 7 (feral bovine serum, FBS)-RP-
MI 1640 4 H 4 E MW ECHE 2X10°/L.EAFH AR
BB &7 96 FLAK (100 pL/3). K EZEW,REL 4
EE, 4% R K% TNF-a (50 pg/L). g % 4 (100 pg/
LO)F 4 10 min 89 MC(HAEE BB F R k& 3
KON 96 B (ER 0.1 mL 4 16° AE B, BE
BOmin(HE B LREAE BEHEHREERKTS
PDGF-BB 1.10 #7 100 pg/L) R B s R AL M@ p, /v
A Triton X-100 €0. 15 mL/3.) & , A & & 19 3% i+ 2k 1%
AN TR, TREANL. FEXIANELA.E
€ 3%,

1.6 ZEitFLE

FrABESE c2s kT AR LRRAFELY

Hge .

2 %R
2.1 BZHRR5E BN KRR
HTME MC 5582 EC K 8 B3 5%
£,4EL) RPMI 1640 #i£&# MC B MEZ R E
EC k.0 F —Ent [ 5, 8o % & N E T 5L
XA E R EE, SR NE 1 (Figure 1), HBE
30 min B, MC M5 R ELIEE, 5 60,90
min IFELR LB ER . H G S AR Ff s
KA 30 min AEE A,

1600
1400
1200
1000 )

[
o
= 800
= 600
400
200
0 10 2 30 60 So
time in minutes
Figure 1. The control time course *'Cr-labeled mono-

cytes adhesion to RPMI 1640-incubated endothelial

cells in vitro.
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The effect of PDGF-BB, TNF-«, and LPS

on monocytes adhesion to monolayer endothelial cells.

Figure 2.

The results are expressed as the ratio of asherent counts per
a; P>>0.05, b; P<<
0. 05, c: P<C0.01; compared with RPMI 1640 group.

minute relative to RPMI 1640 control.
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Figure 3.

The effects of PDGF-BB on monocytes in
presence of pretreatment with TNF-x or LPS adhesion

to monolayer endothelial cells. The results are ex-

pressed as the ratio of asherent counts per minute relative to

LPS-treated(A), or to TNF-a treated(B) control. b: P<C0.

05, c: P<{0.01. compared with control group.
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