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RS 4rie B2 4 CH (apoCl) HEtk, ARBL-_BRREHIBE, £27
SRR apoCl 48 (A5 Aok, AR PEF 2B apoCH

ot adiFitdts THR.

XME BBEEGCLLK (BaEs), Hepl, aMs-k

# 8 & 8 (apolipoprotein, apo)C &4 F
BE/MY—RBEEL, EESMELKIARE
SR (CMD RIRBEREED (VLD R EHE
A8 E H (HDL) . apoC 3% apoC 1 ,apoC T K&
apoC I Z AW 2K. apoC T 79N ERA
5.5 FECh 8751D, B8 LAMER BR O RS B
ENE BEFITERRN > FRXA 4
% apoC I ,,apoC I, f% apoC I, =, H%H
B4 B R 493, 4.72 A 4. 450 S E BA,
apoC U Br W] I8 & H1 A5 8§ (LPL) 15 ¥E 5k, 3B
A4 &) B 48 B R apoE 3% {& HY IR B Th 68 ,
£ VLDL J HDL %f8&E B4 e g
HEMEFER. B 5ER Chao F¥ W £ 3
apoC I ,apoC I & apoC I #J 1R & fiil & B A W
AT 40 IR 5. 4 4§ VLDL M fE A, Van
Berkel 5K ;M ,apoC I AT 1] 554 CM HK
MALTHRAREFIFELRARP S G
Gustafson[‘]%m%iﬂ? BT AR apoC I 0] 5
JFF P9 B2 40 M8 22 T A AT M5 65 5 Scatchard 1B 43
MR MG & RAZhESHRE; vk
$RiT apoC B BT, A& EHRMEESHHRK
LK B 3 5 5 40 M B E FF Ry apoC T 32
. A ST FRIE A apoC 1 ALK, 852 7 /D
BUIF 40 MU apoC W B2 AR ST 40T ik, 3F0 A K
/)N EURF 20 L REE apoC W 45 4 i A st 4T T
.

1 ME5EFE

1.1 B

A apoC T B X F X %5 i & 4# fit.
BALB/C/pRAE 18—20g, HAKRELRFHY
dLE . 1P1-Nal, 8K, LR FRER 5
. SIMEREE (BSA. Hika) KhER
2R AEYYERTER. BZ 8 (PEG), Mr=
6000, ¥4, H AT 4%, BESEE, Difco
WO Fr-REDHAEHRSRER. E
AN AE0 M &, AR A R EES
AR APIBRAI AR, AR —Be SRR

1.2 Hk

1.2.1 apoC I #3tRid

HRF X EME-T EARIC A apoC B
#1712 apoC I Y L B 5F 4 4 13. 1—25. 8uCi/
pg s I HTE 98. 7% —99. 6 %8 10 =HEER

- OPLIE. BEEHLA apoC W M EFREE A I, T

tRIE apoC I 5HiRH S & B #m L, RIF'™ZI
#Rid apoC I RE L EHE.

1.2.2 A% HDL,LDL }k VLDL #4
Aoy

Wk AR S — R R R BOE
Ly E#4 VLDIL., LDL A& HDL.

"EHRHEE T ANEESRANPEEFESHS T
BY .
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1.2.3 JFARRRER S B AL

N B /I BRUFF 490 B P 4> 85 4 4 3% Ray %™
B PEN 1L 8mg BMEASEAFRASR,
1.23mg BEASREFRAS. 5HA%K
B, L AT HERES-ZEBRE (5-
AMPase) H.IEHE N 13. 7 4%, difb B4
Fi 5B MR L TR YRS 0 14. 3 4R

1.2.4 ZEZEGER

R4 MLE 5 & A Tris-HCL
¥ (50mmol/L Tris-HCl, pH7. 5, 100mmol/L
NaCl, 0.5mmol/L CaCl, % 0. 1% 4 MEHE
). RESE(TBOMABEHL0—18pg,
155]_apoC 0 50 000 cpm ZEH B RN At i, B4k
B 100ul. FEHRLESE (NSB) MABREH
10—18pg, ®I-apoC K 50 000cpm ZE 4, L&
50 {5 dE 4710 apoC B R R N A, BIERA
100pl. 0—4'CHRIR 2h J5, Bl 30pg 4 V-BREH
% 0.5ml 5% (W/W) 4CH#AH PEG 6 000,
{5 PEG &R R 4. 2%. 0—4 CHE 15min,
3 500r/min B> 15min, R F LH, WETF
FJ2003 B V-9 45 33088 (B % 262 ) B3
FHREGEHRESELITRIE, BAE8H
FEBRESNERE S CB). HBPEAINE
W 58 Ky B

2 8 B

2.1 W0 apoCH REGSITHFERAR

2.1.1 RZ-BHESEEREERE

BE PEG WEEW I, W78 TB K& NSB i
. X PEG &KIEEiA 4. 2% B, SBEFIRA.
B L #%#% PEG KKE N 4. 2% K3 BB 5 F.
BRESARELSNE GRE, FARRE
M RESE & i B B ALK

2.1.2 BEAH

¥E 0—18ug WHEW, REHE S “l-apoC I
MRS S B HAIXER.

2.1.3 fRiEEE

0—4 C1RiR 2h,%T-apoC T 55 T 40 B BE Y
HREGINTBETIE, XFBKRES.

2.2 "lapoCH 5AFAMKHEESS

3

2.2.1 MR K Scatchard V& B 24t

0—4 CH# 18 2h,'*T-apoC ¥ B 3 ¥ B 3 b0
SARFSREHESETRAEYE (B 1.
Scatchard fE @ AT EHE LR (B 1b).,7 =
—0.947, K. {8 % 0. 31pgmmol/L (3.1X 1077
mol/L), Buu¥ 1. 74pg/mg FEEH. RE“L-
apoC 1 5 A FF 40 a5 i) 45 & D 7 4R A0 G 3R
MEE, THRB.

(a)
25}

20p

1.0F

1250_apoCHl bound / (ug/ mg)
i
L3

05F
o]

0.‘4 0.13 1.2
125 _apoCl /(¢ g/ ml)

(b

0.5 7.0 1‘.5 zfo
B/(ug/mg)

B1 AFERMKapoCE RiktaTadhRR
Scatchard {EBB 547
Fig. 1 Binding of ”I-labeled human apoC K to
human liver plasma membranes

0. TB; 4a-a-a: SB; OO0 NSB;
(a) ML, (b) ¥ R455 B Scatchard B,
(a) Saturable curve; (b) Scatchard plot of specific

binding at 0—4°C for 2h
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2.2.2 ¥HR#%E

A 0—80pg B H I ® ZE T3 45id HDL,
LDL & VLDL #fTESHE A RN, 4R LA
2,3E47i2 VLDL fEM#'*T-apoC K 5 A FF 40 A
B REE, HMH % 59E4RC apoCE Z
M4l W LDL & HDL A8 #)'*1-
apoC I 5 A\ T4 4 &

P

o i 1 L 1
20 40 60 80
apoCIl and lipoproteins / (ug / ml)

B2 FRCEFOXAFEERES™ 1 -apoCll
HEs
Fig. 2 Effect of unlabeled human apoC K and lipopro-
teins HDL, LDL and VLDL on the binding of *I-la-
beled human apoC X to human liver plasma membranes
OO0 HDL; m-m-. LDL; A-a-a. VLDL;
©-0-@®: unlabeled human apoC I

2.2.3 Ca’, EDTA RBE O ET®]-
apoC X 5 A FF 4 MR 45 & 9 B R

e B & 48 i 0—5mmol/L CaCl, &
0-—30mmol/L EDTA-Na,, %}'*I-apoC ¥ 5 A
IR RS TR, TR DR &
AEBENMBER R 1). FH'*I-apoC I
5N RBRE & K Catt, X BEE B
B

2.3 "I-apoCH 5/\i FF 4008
SR

2.3.1 MR K Scatchard 1 2-#r

¥'*T-apoC I 5/NEUF 4 I RAE 0—4 CHR
@ 2h,"I-apoC I 5 fF 41 MU IR 45 & £ WA
# . Scatchard fEE S EEH 2k, r=—0. 921,
K4} 0. 31pmol/L (3.1X10 "mol/L), BunH
1. 52pg/mg JREH. F8'*I-apoC I 5/NEAF
MR & RPIEM HEMME S Y S

G RDEIRL, 5 A2 AL BEEAE L.
¥ 1 Ca2t, EDTA B MEKE M7 1%1-apoC X
S5AFaEnEsnks
Table 1 Effect of Ca**, EDTA-Na, and digestion
with trypsin on the binding of human *I-apoC K to

human liver plasma membranes

“EeR
. ® K 1%1-apoC ¥ bound
Concentration
(pg/mg)
CaCl, (mol/L)
0 1.4
2.5 1.2
5.0 1.2
EDTA-Na, (mol/L)
0 1.3
15 1.2
30 1.3
Trysin (ug)
0 1.2
25 0.5
50 0.3
2.3.2 FRUERE

Pl 0—80pg R HEZEFIE4iC VLDL,
LDL k& HDL #fTRFHEERY. HRER,
JEHRiE VLDL BB #)'*1-apoC K 5 /) R 40 fd
FRE & &, Hamml g 2R 5364712 apoC B A9 1
8 AH L. Wi LDL & HDL RAE# #1'%1-apoC K
5 RR 4.

2.3.3 Ca’, EDTA KBEE O ®1-
apoC B 5/MNEUFF 41 IR 4 & B9 WA

ER N A B 90— 5mmol /L CaCl, &
0—30 mmol/L EDTA-Na,,'*I-apoC K 5 JF 44
KRS EBAEUE; FARES 0—50pg B
HEEBZE 37 CRB 30min /5, 5'%I-apoC T #4
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e BERK. KRB T-apoC I 5/ 40 M
PR 45 & A IKHE Ca?t, W R H B U,
3 9 i

ApoC I B 43 A7 F L VLDL, CM &
HDL EBE 2N - R CHEBERED. MK
VLDL % TG F+ &b}, M3 apoC T B&EFH&E.
apoC I &Y% TNEEIZ 5 MR E . KILR K
#, apoC I AT M| apoC I ¥t LPL A BLIEN.
apoC I XA 7] A#I# CM 3 8% . VLDL R B
BRI 2R R, XU R E A,
apoC I 7£ VLDL } CM R A EE E/E
H.

RITEFERREEVRIAKXBIFLRSE
3F 5C 5 40 B REE_E7E7E apoC W 45 & 37 A5 iy 2 A
L 8T AR/NEAFHRRE, % 1-apoC I #
LT apoC H A& 43#78:, JEE T Gustafson
R sk AR AR S 4R I B 95 5 4R SE TR 40 M R L 7
7 apoC I ZAEMBE. AR LN, AR/DE
B AL I A B PR A AR AR RS &
%]-apoC I By {if &, Scatchard fEE 2 H %, r=
—0.921, Ki 5 3.7 X 107" mol/L., Buox H
1. 52pg/mg JRE H ,apoC I J VLDL BT 4
M T-apoC I 5EHE H 44, LDL & HDL
X4 & TR P l-apoC I 5 S4BT REH,
JF 4R R AR apoC I 2R [E F B & BLHY AT I B
CREEB3ME, I LDL 34k, HDL 324k, apoE
WK apoA N &4 H. “l-apoC I 5 fEf %
AT Ca®", A3 EDTA W%, MBEEH
BESUR. T FFAE LDL 3{& & apoE 2k 54N
REAR %5 & MU% Ca** 72, HDL 5 HDL 2
BHESRKBT Co*, WEHEHHAK
RIS apoA N G5 (L HMAMKBT Ca2™, B Xt
BEHBIRAERDY. BET L, B4R
apoC I EE M ER—MARTLARAILAHER
AW EEL 2T 2.

BMTFIE® AMK apoC I £E 4 # F
VLDL #; BJLMILKAEEH+, X VLDL &
TG MM H P T-apoC T SREE; RIIX
apoC I & L S A F X 40 (r 347 T BF

7 KM apoC I 44 ML (NFFETF P IRIER
H O3 Bk, RATHEW, AT 40 KR
RIERY apoC I Z{AEEE T apoC I RHI 54 &
VLDL, Miigmm VLDL #F&#ECE, apoC I
Z5RH %G apoC I Z K815 F 7T GE 2
apoC I iff¥5 VLDL AU FTheE. L AR
apoC I SZARM WL IRIT, HAR R YIThEE M
HRet— SRR,

(B/TY %

3 PREFARAGRE Sl-apoCH WS
Fig. 3 Binding of '*I-labeled human apoC I to

different tissues homogluate of mouse
W B4a8; [0 FHRESGR
M. Total Binding; []; Nonspecific Binding
10k 20 BFs 3 B8 4. Fiffs 5. B 6. H,
7. Kigs 8. /N 9. BLA
1. Heart; 2. Liver; 3. Spleen; 4. Lung;
5. Kidney; 6. Stomach; 7. Large intestine;

8. Small intestine; 9, Muscle
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Study of apoC I -Binding Sites of Human
and Mouse Hepatic Plasma Membranes

Fang Dingzhi Liu Bingwen
(Department of Biochemistry, West China University of Medical Sciences, Chengdu 610041)

ABSTRACT

A specific, sensitive and simple radioligand binding assay for apoC I -binding sites of hepatic plas-
ma membranes has been established by separation of B/F with PEG. Addition of increasing concentra-
tion of ®I-labeled apoC § to human hepatic plasma membranes revealed saturation binding to mem-
branes with a K of 0. 31 pmol/L (3. 1X10 "mol/L.) and binding maximum of 1. 74 pg/mg of membrane
protein. In displacement studies using unlabeled apoC I and isolated lipoproteins HDL, LDL and
VLDL, only apoC E and VLDL effectively competed with *I-apoC I for membrane binding sites. The
binding of *I-apoC I to human liver plasma membranes was Ca’*-independent and was abolished when
plasma membranes were treated with trypsin. The characteristics of apoC I -binding sites of mouse liv-
er plasma membranes was similar to that of human liver plasma membranes with an exception of binding
maximum of 1. 52 pg/mg of membrane protein.

Key words apoC I binding sites (receptors), hepatic plasma membrances, radioligand assay
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