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[ ABSTRACT] Aim To study effects of cell protein phosphorylation on scavenger receptor. Methods Mouse peri-

toneal macrophages (MPM) were treated with protein kinase C ( PCK) inhibitor staurosporine, and then the cell were incubated
with ' F (oxidized low density lipoprotein (ox-LDL) or oxLDL. The effects of the drug on expression of cell surface receptor
Moreover, the cellular binding of '®F ox-LDL, its degradation and the accumula-
Results  Staurosporine( 0. 4 Hmol/ L)) could enhance MPM to bind lipids

and stimulate scavenger receptor exression, and could reduce degradation of lipids by MPM and the accumulation of cholestrol

were observed by means of autoradiography.

tion of lipids within cell were measured separately.

within the cell.
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Conclusion The function of scavenger receptors may be correlated with cell protein phorsphorylation.
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Figure 1. Gel dyeing after SDS PAGE

1 AR TREA

20y -

2. EMEEEMGBENTNEERER
4, 2 Jx A

Figure 2. Autoradiography of STA and control group
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Figure 3. Effect of STA on the binding of '® Fox LDL and
Scatchard plot
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Table 1. Effect of STA on the cholesterol accumulation in MPM

A @ I ] T 12 L [ JOEL ] s i
(mg/ g) (mg/ g) (mg/ g)

%of HELZH 62.8%0.3 40.7 £0. 5 22.1%0.4

STA 41 49.9%4.1 39.6%5.2 10. 3 +3. 5°

a: P< 0.01, 5xtHRAItbE.
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ORI SR T 5E 40 M4 P Fox-LDL )[4 it 45 3 55
7R, STA (147 Kb 3 A5 200 i 2 A I S8 20>, 3k ik /1> 5
e F 40 M3 S 198 55, RN STA 41 5 % R 40 1)

MTT 4 B A BB B 48 . 5 40 Mo F% /18 A — 3%,
STA ARG B B & AR T B4, T H L
I [ it i e A P

S P B T R A T 0 R 3 SR-A R
ik, AN MAE 2. SR-A 5 H A 20 i i A #%
AR — PR Z AR PR . 4 N B B R AL
IR 15 AT 0 T8 52 A B IR R, 0B AT 5] A 52 AR 1
A0, 8 2 E MR B 4> A 39 0, T S8 &
Boddt 2, X5 — W ot. STA AbFRAIH S, 41
JH P B A ox- DL [ JIEL [l ez i 25 R B S ik 2L, 4 ]
Re2 kY oxLDL 456 5, 2k R EE &N R it
LT e Tl A % A S I A R R 8 . TR RAT
7E U937 40 LRI STA b3 J5, ik L A
VIR B B 18 X — s, L SR-A B B EB
& 3 A Ser/ Thr BEFRALAL &1, & 75 PKC #1 7]
SR LR R A, T T 5 R 52 A4 P B8 R B L S ox- DL
e gt AN I [ B2 1 5 AR R D, (S — P IR R 5 K.

W04 PKC VEYE, MPM _E SR-A Rist£, H
1Tt pAy L] 2 (1 % A 5 AR 082D, 3R B SR Thiee 5 4
LA R TR A 7K T B A O, O L — AP (4R
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