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ABSTRACT
phocytes and plasma LDL binding activity to liver

A study on LDL receptors of lym-

non-parenchymal cells of rat in 5 normal persons
and endogenous hypertriglyceridemics (whose plas-
ma triglycerides levels were 0. 87 + 0.32 and 3. 07
4+ 1. 67 mmol/L respectively) was made. Plasma
LDL was isolated by density gradient ultracen-
trifugation.  LDL receptors of lymphocytes were
measured by a enzyme-linked method developed by
this laboratory. '®I-labelled-LDL was prepared by
IC1 method. Liver non-parenchymal cells (NPC) of
rat were prepared by collagenase method. '* I-
LDL binding to rat liver NPC was measured by
Goldstein and Brown’ s method. The results showed
that the Bauxx of LDL binding to lymphocytes from
hypertriglyceridemic group was significantly higher
than that of normal group (57.5 4 13.2:38.2 +
9. 3 ng/mg cell protein, P<C0. 05), but there was no
difference in affinity (Kd) between the normal and
hypertriglyceridemic groups (12.0 4+ 3.2:13.3 £
4.1 pg/ml, P>>0.05) . The binding activity of plas-
ma LDL from hypertriglyceridemics to rat liver
NPC was significantly lower than that of LDL from
the normal group (?<C0. 05) . The results are diss-

cused.
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L me LDL £ 44T o4, SEAYW, S+
Wi X AHCape LDL R 444 F ¥ B
#57.5+ 13.2ng/mg & dr, Rbl.EF Ay
38.2+ 9. 3ng/mg mBEH EEAS (P<0.05),
MAEKAEARE (1220 £ 3.2413.3 + 4.1 pg/
ml, P>>0.05), £ X ¥ LDL 5 X &Mk hap
WA EHAER R R ERMK (P<0.05).
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WEHSHMZEEMA (hypertriglyc-
eridemics. HTG) R2REH¥ R — LK HiEM
i, AEiEMAER 65 %M., HATUENTE
R, LEEE NS MAE RSO B A T
IERE N T, B 4 W TR, WE(E RS,
AEEHELESY, HTG BF MK VLDL
BEAE, AEFEEEECHEER (high
density lipoprotein cholesterol, HDLC) & ik
FEIEEEEREE (low density lipoprotein
cholesterol, LDLC) TR, Grundy U1
£ 7T 12 fl HTG 2 # LDL # 4 k& g X
(fractional catabolic rate, FCR). K[
ERELDL A FCREYREFNHEER
=. HFF LDL 58 LDL R & .
HTG B ML LDL FER R asdLH A #F
., B LDL ZBURERTANER BMR
. F13 HTG BEKE AN LDL Z{k#
FT a4 - HRETEHFLE LDL SKEAF
R LDL Z AL & EHE



hE B k4L 2R (Chinese ] Arterios), 1994, 2 (1) « 7.

HRBEWMT .
1 HREF®
1.1 MR

ZRI2~4b i BEEE (HiEZ® (TG) <
120 mg/dl, EE® (TC) <200 mg/dl 5#H # E ¥
xt A@; R 12~14 h, TG170 mg/dl, TC<230
mg/dl & 5 # ¥ HTG 4.,
1.2 FH&E
1.2.1 m3ELL REBOKCLPOSBIFE &
REURREEIATH - AR EFHEBAEC#
2% d=1.040~1.056 8y LDL R XL g o & (d>
1.21),
1.2.2 21—|DL H&E ¥ % B 8 MacFarlane'™
#%4RiL LDL. Na'®1, R &K, LEE FRATH
5 JPI—LDL H A& &7 b 75~250 cpm/ng & 8,
BRILENTF Y%, HERKY,
1.23 AMESKIDL R4 Hocgy
#LDL ZABRH W7 HEM12~14h #
B 10ml, FEHE, UKEARS> ERL EHKE

i)

1.2.4 DL SKRFFIELRAIR LOL RiHES
&M SDAK,150g; HREBEDSEREX
FagE (NPO), hE>95%, 4L he, HES
>90%. ¥ EH KL NPCEFFHHFEK (20
mmol/L HEPES, 8. 0 g/L NaCl, 0. 4 g/L KClI, 0. 06
g/L Na,HPO, - 2H,0, 0.06 g/L KH,PO, - 2H,0,
0.2 g/L MgSO, » 7H;0,0. 4 g/L CaCl, » 2H,0,1. 0
g/L HE WK 10% LPDS, pH 7. 4) %, W+ F
#30mn, BQLE, EEMAFHEAE, BEE
(0. 2~0.6) X10° MM /ml, L BP#47 5'51—LDL
Wit LH X% "I—-LDL 5§ NPC & & 4 # Goldstein
% Brown #0347,

1.2.5 #¥ TG. TC, HDLC, LDLC Mg A ¥
A EHAT.

2 &BR
2.1 MmBEKF

HEHEHH ERMERESEL AL
MmAE/K¥I, Tab 1,

Tab 1. Plasma lipid levels in HTG and normals (x+s, mmol/L)
groups n TG HDLC LDLC
Normal 5 0.870. 32 4.76+0.50 1.2840.19 3.1240. 42
HTG 5 3.071+1.67%% 5.67+0.63 0. 85+0. 26* 2.83+0. 35

compared with normal group, ¥P<0.05, ¥ X P<Z0.01

i Tab 1 A L, HTG 4% TG $E %
MRARENT (P<0.01), HDLC B &R
i (P<0.05), TCEEHHE., LDLCEBEA T
e, HEITLBRENARREE (P>0.05),
2.2 HEMMLDOL B&EHH

Xt 5 IEH AR S5 f HTG BEHKE 4
KaA9 LDL ZE#AFTT 4047, Fig 1 HKE R
MESER LDL (M $d L (A R
Scatchard fE (B).

#RFH . JE4RIC LDL o] 35 S04
HRP-LDL 51E#% A% HTG B & K E 410
LDL #4925 & . Scatchard fEHII HH £,
HTG BE KB LDL Z{£5 HRP-LDL
HEEBIMEEEIKD 512,043, 2 pg/ml. £
KEEARE B H 57.5 +13. 2 ng/mg 48

EH; EFRBEHRLDL Z{&%4& HRP—
LDL ) Kd {4 13-3 + 4.2 pg/ml, B k%
EAEBB.L.F38.24+ 9. 3ng/mg AMED.
UL AT, BE M E ARG LDL Z {4 B B
EFHE (P<0.05). WEMS (Kd) X E,

[
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(B) Scatchard plot B
Fig 1-
normal and HTG lymphocytes.
(HRP-LDL: 15 pg/ml; 37°C, 1 h,
3 HTG: » —« — )

2.3 DL 5EXBFEXRABNESEY

KEAFEEAR (PC) S F 4
(NPC) HJ¥7E LDL Z4&, /& LDL Z &%
BEaIE®R 5~7 1%, BO1¥ HTG #£E LDL
(HTG-LDL) RIE% /A LDL (N-LDL), 23 5
A NPC 5" L-LDL Ay i . LA ER
HTG-LDL % N-LDL XK BRI NPC 5415
I-LDL g3iW#{E A (Fig 2),

The inhibitory curve of LDL receptor on

Normal: « — « —

¥ (44
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Fig 2. Comparison of the ability of HTG-
LDL (o — o — @ >and N-LDL (* — - —
2L DL for binding to
rat liver NPC. NPC. 0.6X10°;1—LDL: 15ug/ml

B Fig 2 AT /L. FKIxidhy HTG-LDL &
N-LDL $3 a3 AWM #'I-N-LDL 5K K
fHES: A LDL #&% &. H N-LDL )
M#ERAE HTG-LDL g K, X—4%R1E
<. HTG-LDL 5 KR NPC-LDL Z{£ &y

+ ) to compete with

HeEEH BRI,
3 tig
3.1 HTG 3% LDL REHXE

EFAEKRHR, HTG BE KB MK LDL
SPHREBREERE B.BEN, BEXY
B 50.2% (P<<0.05), MR&EHEMHTHR
T, X—ZRERIVAEENESE 5L
i 80%) % &M HTG KX R AF NPC LDL
ZHEHRETL -, HTG KK AiF NPC
LDL & Bo. R B EH I, HEXTEIN42%
(P<0.05), B Kd HRTLHE, X4 7R
R, Grundy %% HTG 8% LDL #J FCR
®hn, TTRER BE MK LDL 24K, SR
EREAFEEZFRARBE MR, AR
LDL Z&E M, 44 . BB LRI
KPEZXAH LDL, X7 RER LDL R34
WEERE., HTG BE KB4 LDL Z/4&
KERMOES HTC BEMY¥ BEEHAS
B cAMP KFTRERX. RITUENHRE
B, aEEAHAEY AN ERAR M
B.OESERHH=ZB&EERASE; HTGC B&
EREEBERELER AMP BT .
Chait FUI% B, B & K 0738 hn 40 i 2% 1 49
LDL Z&A9%H, M LDL ot 24k &
WAEEM N 25%, MEFMNHTUE.
Stout FU ORI T Bt cAMP R B £ 4
RS kT L4 B X' T1-LDL f945 4 .
BEUBERE ., XV RIRR, HTG BHIKE
MM LDL ZEBEMMTESHE XK
AE & cAMP KT REH %, Bu4h, LDL 2
KA EE LR M ¥ LDL KT8 i & AT
(BIFRERT) . F73 2 LDL FlEE B A &Y
THRIEY, HTC EEEZ#A LDLC BT
B, XA[aER3IE HTG BEHE 4 LDL
ZHEEE MBS —FA.
3.2 HTG EEMm3Z DL 5FNPC LDL 2
LS EENE

AWRLREEE, HTG B LDL 58
NPC LDL 2 SRENREMK. XAES
HTG 2% LDL 7 TG B A& H £,
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Michael %018 3¢ HTG-LDL. N-LDL %
HL-LDL (ZFFisfs®E /g LDL) R —
EIEMEMERIEAB, & T HL-LDL N ¥
TG BUKRER . BT Apo B100 B[R] 4
WEE. @ LDL MR PHHERZRERE
LDL gy . HitiX# LDL 5 LDL Z&#8y
EfiAbn. W HTG BFM LDL, HAK
TG & &% N-LDL 8 F¥ i, X# HTG-
LDL, M X 5% Apo B100 ZS[a] 2 #83F, 1§
STFERANBEMZRENEE LDL MR,
HmfE HTG-LDL 5 LDL Z&MEM AT
B, ABREMR . HTG-LDL 5 KB EELR
MM LDL ZRELE S EEREFXFH
Michael £ %3 .
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