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The Effects of Oxidized Low Density

Lipoprotein and Very Low Density

Lipoprotein on Platelet Derived Growth
Factor B-chain Expression in Monocytes
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Ling
( Department of Pathology, Tongji Medical University,

Wuhan 430030, China)

It is very clear that hyperlipemia is a risk factor of
atherosclerosis. To further understand the role of
lipoproteins, especially oxidized lipoproteins in athero-
genesis, we examined the effects of oxidized low densi-
ty lipoprotein (OLDL) and very low density lipopro-
tein (OVLDL ) on platelet-derived growth factor B-
chain (PDGF-B) expression in monacytes.

Methods

low dens_ity lipoprotein (VLDL ) were isolated from

Low density lipoprotein (LDL) and very

normal blood donors by density gll'adient ultracentri-
fugation. After exposed to LDL,OLDL, VLDL, and
OVLDL for 24 hours and subsequently exposed to
lipoprotein-free media for 24 hours, respectively,
monocytes were used to immunocytochemical staining
by anti-PDGF-B antibody, meanwhile the conditioned
by cultured monocytes media were collected . and their
influences on *H-TdR incorporation into DNA of
smooth muscle cells were observed.

Results
OLDL and OVLDL enhance the expression; the mono-

cyte conditioned media also can promote the ‘H-TdR

Monocytes can express PDGF-B. and

incorpation into DNA of smooth muscle cells.
OLDL and OVLDL may play an im-

portant role in pathogenesis of atherosclerasis through

Conclusions

stimulating the secreation of PDGF-B in monocytes,

1 5
(FRUFBEHXFARFRHRE,

Bk
XL 430030)

that promotes the proliferation of smooth muscle
cells.
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mE AEtapaidh ik HRmA 25 mg
L& % & B8 & é (low density lipoprotein, LDL), § 4t
LDL (oxidized LDL, OLDL), # 1& & & 5§ & & (very
low densiy lipoprotein, VLDL) Ao £t M & F A I F
& (oxidized VLDL, OVLDL),’% % 24 h 5 F A £ £
ElREagRARKELMRAL AAURREHEZL
$74° H-TdR # N £ 5 8 F 7 Wgm o DNA 69 ¥ oy, R)
KA BM A K BT B &Ik Uk PDGF-B it b 1§
ARBBAFRE ZERAY, LML & PDGF-
B.OLDL # QVLDL #t % 2.3& {2 i} ¥ 1% %2}, PDGF-B
$hfak, 4 AR AR H-TAR A3 Mim
J.DNA A, Lit4 X4 7,OLDL #= OVLDL i if 2
Hf e 55 PDGF-B # - FEMmp it d &
ARBE RN ATETRIER,

XEBIEA 2 hBRHEEERT, KERAKEL;
MIKEREFEE; LALSH; $iimpe

BB 2 A 7 31 K 3 £ 68 {L (atheroscle-
rosis, As) #9 &% of 8 . S B ML 8 B 0
(monocyte, MC) 5Z | 5 Ik B P9 B (L B F 89 1
AMEANNET )5 As R EELLZ
—. EMC {£ As (RS B REEME,
AREE . AU ERRMEA L MC FiL/p
WIEH A K ETF B & (platelet-derived growth
factor B chain, PDGF-B)#LFE@yF ik & OLDL
M OVLDL M H Eikfy#m. FetME MC &
435 32 & X °H-TdR 2 A\ 7 ¥ UL 4 fi (smooth
muscle cell, SMC) DNA 89 & mq, LA iE 3£
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1 #EER%
1.1 KEEEZEONRRKEEEZQNLE
B5g4™

ABEBLH T EARNEFALRXPLELDL I
VLDL, A #3% j& % 10 pmol « L' ¢ CuCl, £ 1L #5 1%
LDL # VLDL.LDL fo VLDL W% R B L E KR S #
Ji (thiobarbituric acid reactive substances, TBARS){&
% 1.2~3.2mol - g"& & ,T OLDL #a OVLDL #
TBARS {# % 63.0~78.5 pmol * L % &1,
1.2 EEREEEERIAHRNES

RA~6 A X ot P R M7 4.
FEREZAXAMGRE . FERKERRE AREE
o EDTA et . ¥ MK AL 10% 8 F ok
M199 3 % & (Nissui 28), 4% 4K SMCEXKXLR
e, ERAELER LB, SMCHE X . HEHEE
HET SMCEAN“HELR"EH,
1.3 AMPZARSESRiTHEN

EXENABTHAREAR S BER(LERMNZ
IIRBALEAZ BB HBLELERSE MC. A
RPMI 1640(4 50 mg« L" K AB £ .2 mmol - L' 4 &
BEIKEMC,E37TC5% CO. EHABTRACER
MEKAZEA)EXEAEFLF WA 25mg-L'th
LDL.OLDL.VLDL f# OVLDL, %% 24 h G2 5 % £
¥4 %,PBS ##%,4 ¥ mAFX4 LDL.OLDL.VLDL
MOVLDL W ERBHRERF U hERELBESR
£, A EKEERA PO MCERERN —FAR
W o AHHBERE, At PDGF-B iAo R AR ER
&,
1.4 REALQLCFRE

ALwEELR BERAERL APBS RELKE
ERALAEE REFEMCHERN AFARHEE
15 min, |} LAB-SA 7 # (i # & & £ B ZYMED 2 9
£ EIRTRKARAF R 6, Triton-TBS ik, w4
&7 B & @ 15 min & 2 3l iw i PDGF-B i & (1 :
800, Santa Cruz 2 5 ),4Cx %, Triton-TBS # %, v
EMERLHER R IgGU 100, L E P b £ 478 R
A 8] ),37 C 30 min,Triton-TBS %3, v B tF SP(1 :
100,4t 7 # b 4 4742 K & §) 37C 30 min, Triton-
TBS #i%.DAB/H.0. B €. W3 848 4 PBS &
F-HAFE_Hidk . ey, ATITY-300 B &
HEGLELXAAMPDGF-BHEAEMC L TEH

L5 PEMBRKHEFRERTRINAREL
SRAE

REKKARFHELME # B SMCELE NS
LO%G R 4 du i o5 M199 35 5k BB M IR )X 4 TX107 -
LYW 28 #F 48K, E 200pl ¥ 605,
PBS itk .iw DME/F-12 R &3 K £ K 30h, F £
X% %EEK B A E¥KLDL.VLDL,OLDL
OVIDL kREMKENABERE. BHKI0hE,
PH-TAR(LXE FRARFAOEENALKEH 0.5
pei, K 20, FEHEHAEX, 5 0.1 mol - L
NaOH 200 pl, 30 min G, AR E%XT 2 . KB LA
HABBEAEA 7Tml GHEH(Z ¥ K * Triton=21 1,
0.4% 2.5-Z PR B o) 8y M F , ALK 4 %3 % B
(FJ-2107G EDR P A K HBEF K.

2 48

FALEFEISE A (OLDL) M OVLDL £
T MC JE,PDGF-B {{ B MC &Y
FHFEE (x+53)4518:OLDL 4 0. 317 0.
013, HEIEH AT RA0.194+0. ODMHH , HER
BB EHE X (P<0.01);0VLDL HAT-H
YeFERE R 0.32740.016, 5IER M BAHER
ERAERBEEHE N (P<0.01);M LDL 4
(0.19940. 016) 1 VLDL 4 (0. 203+0. 02) 5
EEMBAHEREZERTBEEE X (P>0.
05,Table 1),

Table 1. The effects of OLDL and OVLDL on the

antigen expression of PDGF-B in monocytes.

Groups number of cells  average optical density
control 30 0.19440.010

LDL 30 0.199%0. 1668
VLDL 30 0.203+0.019"
OLDL 30 0.31740. 01322

OVLDL 30 0.32940.016>

AAcompared with A, P<{0.01;: * »* compared with *, P
<0.01; A and * compared with control, P>>0. 05.

BEMMN S REEFER SMC B4
SR ERER, 2 OLDL Hl#H MC &
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33 E3°H-TdR # A\ SMC DNA 1B A&
(z+s3, cpm)B 1 729+74, SEFXMNBA 1
059+76 fl LDL 41 1 093+69 filL , KERH
1% B F4 8 L (P<0. 01);OVLDL #]##y MC
B R I EAH-TdR # A SMC DNA #1#5
AEH1789+92, 5IEH X BMAM VLDL 4
(1 130+6DHE  HEFAERBEUHEX (P
0.01);LDL f1 VLDL A5 E ¥ X BAMH,
BEFRENBEERTEEFHEEL(P>0.
05, Table 2),

Table 2.
media on the incorporation of H-TdR into SMC DNA.

The effects of various monocyte conditioned

H-TdR incorporation

Groups " into SMC DNA (cpm)
control-CM 6 1059176

LDL-CM 6 1093+69%
VLDL-CM 6 1130+68"
OLDL-CM 6 1729+7488
OVLDL-CM 6 1789+92"*

CM :monocyte-derived conditioned media; A /Acompared with
A,P<0.01; » = compared with # , P<<0.01; A and =
compared with control, P>>0. 05.

3 g

B, KEMATREHE . MC ZR&MH#AL
HFERMLENIB, IR A RENER
PEEALZ—. BHik.itie MC BERVLH
BHERIMFHEAsBEENRBER
REEHEN.

BEXIE,PDGF BH 2 MEXBRE A
#EMBHAR, 4B 2 A FANEE R
B.BE#REBENR c-sis WRBEY.BBE—
BFREFTENBEHYR.EAsERIRSP
BERAEENER, EWRHEPESMC EA

MBI AT, B4R OLDL f OVLDL 5 As
MEEERBEAERIEENXRZ B4,
OLDL # OVLDL 5 PDGF-B fJ %% f1 4
FIEA K RR? A XA EEARMEN T L
WL, EEASME L MC ,% PDGF-B i Jf %
i% , i B ,OLDL il OVLDL Xt ik & iR
A, fEREXHEMNAREEFREEIERE
FHRE . FRTHEZAIEFEX SMC HH
EEa ¥ m, 4% 8R,% OLDL 1 OVLDL
RIS MC RS2, 7RGE 0 B Hh (2 %
SMC {4 #54, M\ 7 % 85 ,OLDL #1 OVLDL &
{2t MC 4} PDGF-B,

& X % R & R, MC g % iX PDGF-B,
OLDL #1 OVLDL g i 3% MC Rk # &+ W
PDGF-B M i {2 SMC % . AT OLDL 1
OVLDL "3 X —RBWE As T B+
REEEMEM.
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