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ABSTRACT

low density lipoprotein (LDL) receptor from rabbit

In this study, the partially purified

liver was used as an antigen, and two monoclonal
antibodies were obtained , designated as ZMRE6 and
ZMREF7 respectively, both of them can react specifi-
cally to rabbit LDL receptor with a high titer and
belong to the subgroup of IgG1. Tested with indi-
rect immunofluroscent staining, no cross reaction
was found between these two monoclonal antibodies
and the cultured human fibroblasts and rhesus en-
dothelial cells, so it is considered that ZMREG6 and
ZMRF7 have a genus-specificity.
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BE VA DEAE 4 £ 39 2Ly £ R A
BARZ4a(LDL) £ % AR R, #1& T Hiki & LDL
2R AR AR (ZMRES, ZMRF7), BEig4 s
% LDL &4 fFeds, A LARSGRERY,
BMARGCLEE, MBEAAZRARBAY. BERS
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Low density lipoprotein receptor;
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« DEBEHETHE

LDL) ZEkRMEHEE L& BIRMA —FiE
BEH, ERTHERAMIKBEBRRKE. §
FENEERARFEPEEEENEM.
EMEESIRNZELE RS L IREER,
HHEER LK LDL (R % AR, BEEBKE
BERE LD, Brown %01 34 fE [ % 1R it A9
LDL A SFERBHRAMEFERS T4E
WESARMN R, AR R A B3 ik
WEEREL AR PR AT N RIR A F 4 B0 o
KN, HTHFMTF LDL Z&a5TheE. @
T AT — BT . B3 LU AT LDL 24
HPUR. #& T AkdL% LDL Z&a9 85
filk (McAb) dilatk, FH3$TH 53 WA McAb
BT REEY FHFENEEMHE.

1 #MHENAE

1-1 HL%RHFLDL 2 McAb B HI&

1.1.1 IBeg U DEAE #4 KE 44L&
%M LDL 24&%3ES, £ balb/C M E &%, H 4K
SEUBREZAEMACTREEN FARAMAK
Ty K 115pg, AR, EHLAUT T L4 H
AAAEALDL REAMEAZEL M —K. H T
BRBENI4R UBERARESHE I mE
2.

1.1.2 BEMEREMELER ZE¥HARLE
NEBERENSI DK FRADEESOUNRLE
8 — 6000 (PEG. MW 4 000, Sigma) 1 & T4 .
A4 20% % ik HAT R 545 AR #, Y
ELISA “ 3R HK, MEP/NEZANERY
AAREMAEETUARBRLRE R, FZXR
L@ BRI EEL 100%, MREHFLHGMEE
BXRERATT AZF BERTFARDEHE,F
+ A

1-1.3 Bty H ! DEAE 4 # £ 4 B #7,
Sepharose G25 i ti sk fL 69 R f LDL A X H K.
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FAELISA ¥ 2R MEZABRURK. F-F U
0.01 mol/L, pH 7.4, PBS ¥ E (5 pg/ml) &
BEAER, FRREERE R LR Qo0 BH,
RAEEMERL gGG—HRP, Fh Lo RRKY
HEXREEN., F-F$FALDL Gpg/m) &8, F
mERE, ELDL 5 KHRHEL, TEKKAM
ANERBXAERESF LFR. FHRA [gG—HRP,
ERMBYYAPBS RhEZR, MRELITCHF
1h, ¥ B AR+ Y LR K F LDL Z 1k McAb (IgG-
CHOUMEHRA, UHLELRP/NZ2.5~3.0 84
LHEBRAANERAES KEABRTARAER
xE.

1.2 {i%FFLDL 246 McAb FtEER

1.2.1 #ERARLEEHERE 2 REIXAZMR
B 4a8h B, HERAPMAKAME, REKE
}0.1pg/ml, KEBREFHATZHEREAR
K, GHRREARBARITR.

1.2.2 EREOAXVUNET REEHER
B bkRE¥REC EXR M Hitk (L4
HHERRF #ATFBXT HRX%.

1.2.3 Ml -ELISAMERLOL BEEHE £
RAGREVFE Kedaampl 5X10/7#
BT SRBERAREFR =R RERKREAAER
XEE, RFF D—Hanks &t =k, B 1%BSA
—RPMI640 X Asif & R AZKBMA 1% %
FERERELE 30 min, PBS % =K, 4%BSA—
RPMI1640 # 1 37C 2h,PBS $t = %k, 5% LDL
ZAMAb BH 2h, ¥ E A [gG—C; ¥EHik, B
KEAMNRHA K IgG—HRP, 37CH&F 1h, W\ K
4 37TC# 4% E 30min, F 1 mol/L HBR&EILE
£, 0 ODysomaffi.

1.2.4 LDL 24 GERLELH LEAG482%,
ABEFRaZXH4a8. URKRARERERT
EuA L, CRELBEAS X, AMWALDL. %
SEEBLARES 250 ug/ml, HHEZX, RREX
10 min,PBS Bt Z K. FEREHR LRI RA A
H% LDL 245 McAb i PBS S R4+ ¥ LR AR
LDL %4 McAb. 37°C 1h. PBS £ 2K, £K 5~
10 min, 4 5 & FITC 712 89 ¥ 11 & IgG {EA ., 37°C
0min, A AZAFERHHiHA KARBHKRTA
KER,

2 SFR

2.1 MRFFLDOL F& McAb BHI&

2.1.1 mpids ERAIRKR A 384
P TR, BXBERENR
81.77%. 231 ELISA M H b 4w
HREFREAZRTRE 212 L, HSR%EN
67.51 %, HODEKXTFHBASEULER
MRMETE. 3t 16 Al
2.1.2 ZXZBmptiigiLid i M 16
AEMEELPHVIE 8 fl, £ 5 KARME
REEAES, BERIABRES LR
LDL 32k McAb B 7SRRI BE P bk, H
¥ E KN ZMRES fl ZMRF7, K4 8 fl
T HEEARE.
2.1.3 X BmBpRéEtmtsn T,
BRTBARA LR, Sk LE
MELAMEPE L SR OEk, fRREE
AT 90~105, REH 95~98, RAHRK
2 Qe (R R RFAE .
2.1.4 McAb & HR X 2 ELISA #E
ZMRES6. ZMRF7 f4HMEIE S LR MBE
/MR KRR 45 A 1.36. 0.99 F
1. 15X10°%, 1.07X10%,
2.2 %A LDL 24 McAb HIHERE
2.2.1 McAb 5% LDL SHéHFritd
ELISA B4 %8, ZMRE6 f1 ZMRF7
gk 5% LDL KRS S, 2Rl
%, BIZARER N, ZHESHENEL
Wi, YRER—ERERN, SFEELEY
b, BEEMR. B4 S ERERLDL %
fk McAb (IgG-C) M AR RELS. 2—
K FEZ,  Fig 1 fR.
2.2.2 % LDL %48 tmag ELISA R X
HRARARETIE R IFEFRFT INEERS
BB E%E 10 min, SHi% LDL 3{& McAb ¢
T, BIESR 1gG-HRP, | H OD {§. ZM-
RE6. ZMRF7 5 & ¢r2E4ilass &, OD
B BARFHEANF T ERERK LDL %
& McAb 3~7 &,
2.2.3 LDL £ hé k505480 rE#
i TEREEE SR A9 A AT R o] RIF B I 7
HERLBEEATE. UBERAANE: MEE
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Fig 1. Specific binding curve of the McAb against
LDL receptor of rabbit and LDL receptor

Fig 2. The rabbit’ ¢ fibroblasts incubated with the
McAb (ZMRES) against LDL receptors, stained by
indirect immunofluroscent method.

Fig 3. The rabbit’ s fibroblasts incubated with
1gG-C; can not be stained by immunofluroscent an-

tibody.

ANERRAERR. AN CQERAEAR.
BAEARIIERANERRERERT K.
2.24 McADMEREX SHEES
BB 48 h FiEX . ZMRE6 #1 ZMRF7
o B BRST WA McADb 308 1gG1 K.

3 itit

4% ERERMAEMFAKLDL #&
McAb B3, NS E RiRE . Hét FRR
HWMALDL ZEAFERNHEER . Hit
AREURRFLDL 2E MR BT
BRIEES WA R LDL B4 McAb 3
1 40  bk ZMRE6, ZMRF7, —#k McAb &
NRAREHEE, HARDHEEEaD
BRI R4 510 1-36, 0.99 #1 1. 15
X108, 1. 07 X 10°, £ BR fig ¥ S BE XL 4™ ROk iE
B, Z“H McAb /R 1gG1 LA, £ ELISA
FI4H M ELISA &8, 32 LDL (&
&) -LDL 2 {-McAb-ELISA B4R &Y
ZMRES # ZMRF7 — bk 40 B 43 W #9 McAb
S50 LDL 2EMNESRANFRE. AZR
¥ McAb X %R 4 4 RER R AT
REBR.LERAIOAREFRMEELN
MRERFHARERXAABRSE, ER
REFE DL REETERREEFRPHF
YRR, RoFERRX_H McAb T8
REJR LDL Z k@ Rk SRR A, i H R
FEF B % 05 . ZMRE6 . ZMRF7 4F @94
EES 2 LDL RESRESR . MM AR
MRS EHAE, NSERAEAR. BRAK
MR N XRN . ZHEH HRIFRE.

R T F McAb #— W% LDL 2
AR LAE. HHBXME.
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