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#HHWEE H (apolipoprotein, apo) CII 247 7E
Fim# FLERM K (chylomicron, CM) ., K% E
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A ENER (high density lipoprotein, HDL)
PR EARE S TREROR, TESHE=
BENE & F (triglyceride rich lipoprotein, TRL, F*
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BEEHVIE B AT eERMN, 1088 £,
FUFHETRELRKBERY “8EB CI=
PR, AT BLIE FAFTE P a7 4 8
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=), 5 apoCMTAHIMTEERE & Hm=mEEE
FHERA R, FEMBN - F2FIEI/PIESEA, A
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apoCll 4%, AARTEAMAEMIEE S Z 4
i HDL %%, {RFERER (LDL) A7
AR FTAUST AR apoC I 32 #6694 28 Dy g8 K LR
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SrA 4,
1.2 AT 4B & HepG2 HHFLAI G 71

B H 00 HepG2 #HELFNA 100 ml $5351E+, H
FMANL 5 ml TEFFE (50% RPMI 1640,
0% A NI FE, 4 mmol/L & & B %,
100 mg/LEIBHER, 100 Uml BB E G ),
KB E T _FAHBTEEA, T5% CO, 95%F
S, GTHDCEHTEESER. 2~3 REHE K
PrEEssFem, 67 RIE 1 3Bk
1.3 VLDL §9%l%&

ZIBIRKEFSCI B HE, e #E
f VIDL £ E AR A EREE, ARf
—[{) VIDL 47, HAFFEERK,
1.4 apoCI[ fIHRid

R F M M ERE-T AR 0 apoCIT. FRiC
apoC T BIER RS 1 4 1. 35 <10 Bg/mol, H&M
SR 95% LA B #1090 = S BEBRITIE.
1.5 BG4

KA B A 50 mmol/L Tris-HCl pH 7.5,
100 mmol/L NaCl, 0.5 mmol/L CaCl, & 0.1%
BSA AR, BEEE (total binding, TB) FlIEfF
FEEE (non-specilic binding, NSB) 0 7.
104 ~8 X 10* N HepG2 MM BH REB RN i
W, 25C /K 30 min, RESBHMALRFE
125 TapoCIT, LMW EN 0. 5~40 pg/L, HPAFEE
FRUEERMALEIFIRC VLDL (295> LapoCll

SBi(pgrg7)
(=]
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p(=TapoCI(pg L)

BEAMAER 300 15)), BAEIRA 200 ul. F LE
BEET 25 CAKBEER FHES r/min) HE 1 h
J&. 2000 r/min B 5 min, YWESH, HHA
PBS ¥ 3 k. AHRGTREAE v b EalE. JERE RS
EESREEES 2 B PITHRIE, SUENMASE,
REECHEZFERREGENFRE S (specilic
binding, SB). B 100 ul HepG2 4 BB, N
0.1 mol/L NaOH ZFiRME 2 h, A, X
B Lowry ZMIEHAMEAREE BIMEHRBE
56 IR
1.6 EIRHIT

£ SPSS B AT Hit b, F A
apoC I & & K, (£ B, (B2 [ LB HiE A
B R 4880 (B 548%Wa/ AN
(B/F) IR M R EZ&RA.

2 4 R

2.1 =T-apoCl[ 5 HepG2 HWPRAILE ST

2.1.1 WAL K Scatchard FE2#7. 25°CH&#
1 h/E, YlapoCIl BEEMRE NS A FFE 4
# HepG2 MBI 45 2T WHA KA (B 1a).
Scatchard fEE /M 2 HZ (Bl 1b), MHXHEH» 2
#70.995, Ky (E24 8.98 X 107° mol/L, B, A
1.02 ng/g. FH HepG2 HMFL LAFTERT M, +F
f==] apocm%ﬁ{ﬁ)ﬁ.

&) p.o6f
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Fig. 1 Binding of ™ I-apoC T te cultured HepG2 cells at 25°C for 1 h
(a) Saturable curve; (b) Scatchard plot,

2.1.2 WHIELE., HdEdF4Ric VLDL f'= -
apoCll —#25 HepG2 HHEITE 25 C AR 1 h #ATH
W, R 2R (B2, dE3F4FIC VLDL &

A HME® FapoClT 5 HepG2 # B apoC [ 54K
W&, REP TapoCll 5 HepG? AR ML &
BIBL:
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Fig. 2 Ellect of unlabeled VLDL on the binding of
25 -apaC Tl to cultured HepG2 cells at 25°C for 1 h

2.2 BREEX HepG2 40 apoCIl 32 /AT BERIFEM
A& lomg/LFBEESENTESEIEFEES
HepG2 WML 0, 12 K 24 h 7, 45 5 W 2 40 B
apoCTI ZAEM Ky B2 B A6 (£ 1), SXEAM
thy IABRBEZRE, HepG2 # BT apoCTT S &)
K {578 12 h 1 24 h Bf 8 #ES, ELFEiTER
X (P>0.05), MEB, BE12hfM24 hEHE
FEMN (P<C0.05). #RFH, MEEN HepG2
B apoCIN SZAFRFEF S LM, EAF apoCII Z 1%
SEFENZAEE REG.

Table 1 Elfect of insulin on ™ I-apeCI[ binding to cultured
HepG2 cells

Groups Ko/ (10 ¥ mol/L) Boae/ Cugrg 1)

Control §,53+1.03 3. 28+0. 31
12 h 9. 88+0. 64 4. 40+0. 720
24 h 10. 62+1. 67 8.65+1. 72

Compared with the control group, Y P=<70.05, 2 P<70.001, n=6.

2.3 BEMBEEXN apoCIl ZAETIEE (0

F& 4X107" mol/L B MR T LEEHE
SRR HepG2 AHEL 15 h M 36 h &, MIEH A
apoC I ZARM Ky {55 B8 (F2). SXEAM
th, AABEIERE Y S, HepG2z MHL apoC Il 5%
K, ERLFEREREMNEKTMBEY S (P
<0.05), MH B [ALGHEME (P>0.05). 4
B, BElEET HepG?2 L apoCll A4k
AT, B apoCll ZHLEEEELTELM,

Table 2 Elfect of glucagon on ' T~apeC T binding to cultured

HepG2 cells
Groups Ka/ (10 ? mol/L) Buax/ (pg-g U
Control 8. B5+0. 99 3.32+0.38
15 h 12, 37+0. 74D 3. 67+0. 25
36 h 15.73+1. 27 3.56+0. 46

Comnpared with the control group, P P<70. 05, 2 P<70.001, n=¢6,

AR E LS FapoC T A EAE, 8IS B 4%
EARMUMNA TS, 9T T HepG2 WA LR T FFE
apoCII 5248, WA LAEISEIRFEH, E%iE
FER ¥ 456 apoCll, Ky A (9.53+1.03) X
107° mol/L, Bo. A (3.28+0.31) ug/g, iEE
HepG2 #iHL LEEEEM A H), I, R
1 apoC Il ARG &AM A, T LAH HepG2 4RRE N
HE— BT apoC T 5244 B9 A 40 HELASEAY,

AR S0 O B JE Sk A i L
AL AT LIS L4 apoC I S2ARBAT TR 5T,
H K, 4958 % 0.1 X 1077 mol/L. 0.31 X
107" mol/L. 0.31 X 1077 mol/L, B, B 34
42 ug/g. 1.52 mg/g M 1.74 mg/g. MLLZTF,
AFEMHEE HepG2 MMM apoCII 2488 K, (B0
B [E¥)H BFEE, FH HepGz MM LFRILH
apoCMIZHHE (MZALGEE BREEAMN
b ABHS apoCII B3R NN BE S T IEE AN
ELAT.

AR R E g P E T T EZNER,
EAMYAT & RS VIDL & HDL, e @it H
FRHEREESHERINERSMNEREES. X8
RN, FRIEZIAERBENERER. EY
FERFEIRLA. FEt, WNMEWRTRES R
SZME RS HepG2 41H8 apoC I ZARTHEE RO 82
W, ZFr, WAIE A WE FTARREREY
HepGz LB MBEO TN E W, & RFH,
10 mg/LEEZEF 4 < 107" mol/L JE & 0L 5 E %
HepG2 4l apoCI B3 F2mam R0, R e RF
Fuar B Ik I P A O TR MR B BB &R ok T R L X
apoC [l 52 AR TIRE )2 m.

AWFFRIN, BEEEX HepG2 ML apoCIl 5
BEIEMNFLEWN, B apoC | FBEEEE
=A% H 250N, AERMAEEFEB RN, K
AR S, 7y EOLEA SR SR
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i, m#F TG AKFREAG, R, KRS
JRAHBL VLDL F HDL SARE B kD, apoCIl A5
G E P lapoCIME BEWM. RAVRRH, &
SRWEA = A {2 VLDL B8 A i,
[F] R I 3% 75 B VLDL A9 78 F #{%, VLDL ¥
apoCII B & EARE N, M SBME TG AFH
e, g EBATAK, MEESEREAE, #
FERE apoC Il 4R 4E &R BN, MTAE T AT AT
%P CM Ml VLDL F1iE kg, |REFHME TC M
VLDL K FPHE. AZTHEEIRE, BEEAIR
B HepG2 40HE 733 apoCIl . A3 EHTER 5 R
FHPFFEMNER T —IW R0 F ik JHATHED,
apoC T W REXI T AT apoC T S2A& H EAHATTH{EH,
BIFTAT apoC I 52530 E B apoC [ 3R 7 3 hn i 14
. mA, KEWREW, BEETEERTH
MEEE A R-E RN, XPTE R S HepG2 A
apoC I 52 A% B M N Ao = 2 n (7.

REWFR KW, apoCIT A #1HI A AERT CM 1
VLDL AR, HiTEREFEES S H i
=B (TG) WET &, f TRL {1 H & EE
&0, BEMEERANEBETMATLERE. E
A2 MEFRRA, apoC I nlEEE D 06 £
REHE A2 485 TRL K462k 2w B E 3T 5 & R09E
B, FEILHEF . a apoCll AJMHE apoB 7+ FHIME
BEH5 LDL Z4EH4-E07, b, apoC T F & E A,
t, HEFRIEN apoCll HIH VIDL 5 LDL 4%
s, MHER T E apoC I AL T VLDL F1 )
apoE AT 0, H AR KB, apoC Il B2 1
apoE M TRL PR ; e apoC I 14 BE4s Fe 40 AT A
REFHEGE 2R EL CM 1 VILDLES, R=ZEDIHR)
PRI, apoC I 52445 ML 18 0 i B eF, FEAT 45
& VLDL F3E PR BRAREI, AT, apoCII 51
AT RETEA —M B 248, 78 apoC I #1 &I AT V&
B TRL A dFHE P EEZEIEH. & VIDL 4/
apoCll 5 apoCll ARG &5, TR EIE B
B¥ VLDL RIS Theb R4 o3, iRBl44& VLDL
FER T REEY MM TEGED, S L4 VLDL &
CX

AWR R, JEE MR AT HepG2 4 A
apoClI ZAEFEMHEETE, EXZENEER
ELEESmM HBLELAMEN, EXMHFELT,
apoCII Z4EN A ZREUE & TG PEE B 840 HE
AR BEBIE. Guettet ZE20V 3+ HA AR F o oy 19
BEMARBATHRE RN, XEXEENERS

T, Mm% TG A& VLDL-TG K ¥ ¥ B % & 1E,
VLDL S-SR MR B CM TG KFEE
EHEA, CM HaA BTN, 2k
HIMFEAEHE S TG REEMAEMNERE. X
— &5 RS HATEHEN E AR 6.

RER, A ERTAM apoCII 45
e S e B E MRS LR WA RRAT, X hi#H—
1 apoC Il 52 AR ThEE A A TEREL & H
v = B MUAE R A AL A 1F FI IR 4L T4,
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Effects of Insulin and Glucagon on Apolipoprotein C]I
Receptor of Cultured HepG2 Cells™

LIUJ Hao, LIU Bing-Wen™ , LI Qiang
(Apolipoprotein Research Unit, West China School o Preclinical and Forensic Medicine , Sichuan University, Chengdu 610041, China)

Abstract In order to develop an alternative and reliable model [or [urther study of human hepatic
apolipoprotein Cll[ receptor, and to elucidate the physiological [unction and regulation ol apoC|ll receptor,
whether or not there were apoCIll receptors ol HepG?2 cells by radioligand binding assay was [irst studied.
Addition of increasing concentration of ¥ TapoCIl to Hep(G2 cells revealed a saturable binding to HepG2
cells with a K, of (9.53+1.03) X10° mol/L. The maximum specilic binding capacity (B...) was (3. 28
+0.31) ug/g. The results showed that there were specilic, saturable, and reversible binding site of apoC
I on HepG?Z cells, and it was identified that HepG?Z cell line was a uselul madel [or the study of human
hepatic apoC [ receptor. In the [ollowing, the ellects of insulin and glucagon on apoCll[ receptr of HepG2
cells were examined respectively. The results showed that insulin had no ellect on the K, value, but
signilicantly increased the B, value of apoC [l receptor; and glucagon had no ellect on the B, but
decreased the allinity constant ol apoC [l receptor. These results indicated that human hepatic apoC [II

receptor was possibliy under the dillerent regulations af insulin and glucagon.

Key words apolipoprotein C[l| receptor, HepG?2 cells, insulin, glucagon
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