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Enhancement of sis Gene Expression in
Human Monocyte-macrophages by Gly-
cosylated Low Density Lipoprotein
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210009, China)
ABSTRACT Aim To investigate the effect of gly-
cosylated low density lipoproteins (gLDL) on expres-
sion of sis oncogene in human monocyte-macrophages
and its significance in accerelated atherosclerosis asso-
ciated with diabetes. Methods Total RNA were
isolated from monocyte-macrophages which were pre-
pared by density gradient centrifugation from healthy
subjects blood. The dot blot hybridizations were per-
formed with digoxin labelling V-sis probes and detect-
ed by chemical luminescence and densitometry scan-
ning. Results The gLLDL significantly enhanced
the expression of V-sis in cultured human monocyte-
macrophages. Conclusions The stimulating ef-
fects on sis oncogene expression of gLDL contribute to
its atherogenic properties, which may be an important
machanism for high tncidence of atherosclerosis in dia-
hetic patients.
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BERtaRt s REAZHULRRALEBEADE
ARHEHRALP T, Hik BRABREBOH
BAREAAII A L YKERmmE, Y RNA, &
FARR s RO Rt R ENFEARMNAL
FEREH, BR BIARKTANEFLERNE
ALl de ¥ 45 ha e sis K B RE i BEAK
EAREaOMAIS A b $iitapw sis REREGHR
ABEFHDHEHRTEH LG T RILH,

340 LHKERBEEG; AXE, ARKER
e AL, SIBKEARL, BEFK

Zh Ik 33 BE 5§ 4k (atherosclerosis, As) B,
HERREENERNFREMNEER TR
T, ResEal w8 v (RN B EE i m R
AEORBEEEIESREN, EREEL™
., 1 & FIEE O (ow density lipoprotein,
LDL) &8 # 4k j5 @ & LDL &R 2, &
NEBRRER,.5IES MK As HREYFIY,
f£As RAEFREZEERY, EHIEERH,As
RERENREIRY sis RERFE MEHER
FREr A, AW sis BEEI/MMEARKEHE
F (platelet-derived growth factor, PDGF)#)
& H , £k H PDGF X% I LA
MR EEER, AR THRAEEL
LDL f A\ S8 E WA M 7R ses 2[R Rk (9 %2 Tl
BETE As RAEFHE L.

1 #ME5RE
1.1 #¥

RPMI 1640 }¥ # & ,Gibce # & i Percoll, Pharma
cia &; V-sus 57141 4 kb)) £ 4 49 7 & 0 7 To-
tal RNA Isolation Kit, Promega & & ;digoxin (DIG)
DNA Labeling and Detection Kir, % £ § o & # & F



292 FEE KB ZE(Chin ] Arterioscler), 1996, 4(4)
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RAS R i W b R
1.2 EREIEESssE™
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M€ W 5 A, 168 000X g,10°C, 150 min.
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BEekEXHL AFTRKNE, Lomry RWEER
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mmol/L, & 37CEW &% THN 7 X. ¥ N4 LDL X
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1.4 ANGENRMING KiEN

RFSAM 100 ml, FR AN E 50ml HOAF
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X W42 ¥ W Et LDL (glycosylated LDL, gLDL)
FoLDL EH¥ X 100mg/L, 3% 24 h ERITER.,
1.5 RNA ¥R

XAREN-B-K G (AGPO % M R @ M &
RNA. # 10" A M £ 4 4 mol/L 5 B X .25 mmol/
LERRS.0.5%+ =% M4AKAF 0. 11 mol/L
REZHOXBEETRNM.REPAH 01 HER 2
mol/L NaAc, —th RAKR R BRAY, B 0.2 KR A
/R AWMU 1D, R4, 0CHK 15 min 5. KL kH
WASEKBEREAM, £ 200K, RNA Lk 0.3
m EEXRE.BEm-—hBRFHY —20CERAR,
RNA fLR e 70% % Z® %5, F % . &F DEPC A ¥,
1.6 EEHIRC

V-sis EEEF4 (1.4 kb)F % ¥ DNA KBt 3]
WEHRLAEEH TR RESRESERLA B, 652
RARAAAEE 63,
1.7 BRART

RNAHBES 66X TRHY AXSSCERPEH
BoRLOp EFTHEEMHRAME, KX
RNABIR. #SWREMATSHAMELTAGX
SSC. 2UHAKA .0 IU T - HENKKH 7% T =

3£ 35 M ¥ (sodium dodecyl sulfate, SDS). 50 mmol/
LARWEFRFpH 7.0, 50X PRB)IE 68TH &
% 1 ho R )6 0 A DIG-V-sis X # 3 X £ 20 pg/L, 68T
FERA LG RKE RN 2XSSC.0.1% SDS. §
min X2 (¥ #).0.1XSSC, 0.1% SDS; 15 min X 2
(63C).
1.8 {LERRERN

REEELMA 1IN HAANLRE SHERR
TRRE SR W F Rtk XA W (75 w/L)R & 30 min,
BEMS0.3% Tween-20 W G RMUEME R £k &
A WK X Ay o AL % X K 4 CDP-star 500 ul (1
C10RM), HFEMREAX XN ERY. BN 30
min &R AN .

2 HR

Figure 1 ZH B FHRITH is Wi SAH
BERMMEE RNA MREARXHLERXE
SEENE. X X SHRNHkEHEIHN
B . £4S=5150m, R=600 nm, TKREN
W BB RR I RE BB EMRESE, R
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Figure 1. The resull of the dot blot hybridizations
with digoxin labelling V-sis probes and tosal RNA of
human monocyte-macrophages. 1. The human monocyte-
macrophages by non-glycoaylated low density lipoprotein (as
control), 2~4. The human monoeyte macrophage by glycosy-

lated low density lipoprotein.
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e ARMLAREREL, REARER
£, S AR , Percoll 43 BEBE Al SEARIX —BR &K, —
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AR AR FRA ERICERE . RET
FERFACETREFRNTREMEEHENR
FRERETRNARE RESEH ERER
Wint, A SO A T B BUR Y6 | CDP-star, R
R, B X X6 B aS R K K 485, /b et
ZHAREBERE R MEGHEERT FHEHE
R, R SRR,

EEEREACDLAERMLEERT, &
REHBERHE FERFEREMBERRE
S SR EEREEBRIENS S I Amadori
ERELTY, XEYmMEHK —FBK, &
& Wb BT R R A ™Y (ad-
vanced glycosylated end products, AGEP)!],
H TR+ 5 LDL Z &GS SR CEBER
B TR R 7R T BB B 4b B AGEP &4, [ 5|
& LDL Rt RS fEE MMM E R ME
# LDL il —MEEM I ZRER I HEIE
KEAE MP K EIRE, 518 40 M A A5 B
MR ME L. B3R R B gLDL RAE#H MP
L1 iE R ZEIEF] . Lopes-Viralla 2\ 45 MP
ML 3K A LDL Z &k fEF 7/ gLDL
THRBHRZAM LDL, EARESHAHN
MR 5 7 B BAL & ) (AGEP) %4k, fE
RRMEHFLETEBEEERY. RINIOBWE
GRFH ERELLDL @t —FHEESH. &
HEROZEANRARRM, FELS AGEP B4 4
AGEP % {k,(H¥ B4t LDL 5 AGEP 338 sis
EAREMEHAR -HHC, GE LR
BRI S AL,

B BRI A s Ik B 68 458 4 PDGF-
BB 98 & &, Fo o I PY R 40 . F o WL 4
R B ERRE R X PDGF it H 4 W R %
S W IR GG, WK ¥ B, 3 3% 1 45 7
W UL K 3% 58, PDGF # + Bi vl = Bt 14 o] [ ¥

BB o I O K F A P B R R SMC 2 3
W E A% % PDGF kM8, Ir£HAKREFM
HAMAR-1 R IRTEE 1 AR sis RER
i, T RN AT I He ok o AR K B F e
MMSEEMXBEEAREHITAERLFHR
## KR Z—,PDGF BB MM P IR N &
B c-mycc-fos, H M 7 ¥ % B F NF-kB, &
RES# S ET MAPP MEBR &, BT
PDGF RHEZE As REPHEREM, 7
LAy 24k LDL X A\ BB B W40 M o sis 2
EREHEHERE RN EESE As WEEN
#z—.
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