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YRR BLA AL S 0 ELISA JilE
A MEBRIEEE E B35

AHERASREAERTE KAA EEY RURB k&% xE4LE BHEKO FEgz

wm OE #F B3 RABIEE G E(poE) £ £ ik, 2 2 T ¥ 4 B dodka{r ¥ & ELISA
MZ apoE 97 ik AMEFTEOHRE ARAR HERX P A KA R TG, BWMEGAIAIL BC
1 .CI.CITFAHBA, 28 TR 10ng, @ik 101. 2%, AT F AKX CV=59%,#E CV=8.1%, #

P X T 1048 HEF Ao S5 & & & bk apoE 4 ¥,
BIEGE

XEE L LMk ELISA,

apoE ZAMFE T S RELSRRHXRY
RRZ,apoE GHIRKHBELLELREBEA
RPFIAAFUXRET?., REIR—FHETR
HTERE apoE T ERER N GEERETERRY
B, ESMESL T 82 AL apoE #3751, M0
HREXK®, AREES M A REENERERE
%00, IBFHRFANNGERESTRAKGEMN
#) A EHFFPER apoE EXHEENRA.RFE
B EANMOERFARERXFEINNERE
HZ—. ZHEAHEH K apoE R REHRE
(McAb)® B 3L T W i & 3 L ELISA # & apoE 7
B AEEFITEELRFAG IFTETRNLF
R EEE EARSTTERFMUETES
AFEAMiH apoE S K.
1 HHERAE

1.1 HES5RAH

L1 BHKE.-RELFHEREHUX
0, R2ERH & F &,

1.1.2 & #4% 4 :0.05mol/L pHY. 6 % &
- S N

1.1.3 % %7.4 0.05%% 8 —208 0.
Olmol/L PBS(pH7. 2),

1.4 HEK:4 10%/ 4 41 # 0. 0lmol/
L PBS,

L5 #ERAFRERABEFRLH:

O TEARREFRBAREEHER

4 4% PEG 9% % &,

1.1.6 E#HBEK 4 FE 2 4mg /w A pHS. 0
SRE—TRRES K LomLBEA W AN 30%
H.O 10gl,

1.1.7 BE&A4 -McAb 5 HRIT ALY H
HRP AKX R HEBEBENEXKTAL,

1.1.8 apoE A1 .AI BETEHEZHEE
EREFHEMAENARERE. apoC 1 .CI1 &
TEaHATEEEFHRITRE.

1.1.9 apoE S H g A - B4 EEHAF
AL HF R G apoE B & 4 3. 8mg/dl.

1.1.1 #H{ A apoE McAb. X R A KB A M
HAARRREITIRBFEIRAKGB KL H
FUENESREEBEFARFXXRE.,

1.2 ZEBRAK

1.2 #HEREEALEAFTMASH Llpg/
ml, McAb(E6C3) & # # # 0. 1ml,37C1 /> 8¢, #&
FaCcHE.,

1.2.2 HEAAR AAEAAL 4B, §X
RE 3L T,

.23 A A FmAHAKO 2ml,37C30 £
.

1.2.4 % &FERAE,

1.2.5 £ A4 5 m#5F 10.20.40.80.160 4
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ty& 4 % 0% 0. Iml, 4 3, apoE RE 2 5 4 0.
380,0.190,0. 095,0. 047,0. 024mg/dl, # £ %& 7. 4
Pl A#MAE 2060 B & H M AE 0.1m,37C 1 4
&,

1.2.6 #®&EL,

1.2.7 %3 mAK4i2 McAb(HRP—E4C2)
0.1ml,37C 1 /hBf,

1.2.8 #%#REL.

1.2.9 £#HXPEHHEXO0 Iml,37C10—15
S EEL WA 2mol/L H & 0. 1ml,

1.210 AZaxBARE, & 492nm R K
4®EODH,

1.2.11 A¥H&4HFREE, BEFESR
(B, AERZRBEAHINRLER L BE Y
REAE.

2 LRER

2.1 ERAHNEF

2.1.1 HEE MAbESCCHRER F MR,
# McAB(E6C3 M E N 4. Smg/mD HEHARE 1
+100,1 ¢ 200,1 : 400,1 : 800,1: 1600 HEE K .49
BPREEACHE URNMEELOENE.BBSE
ROMMERE 2, ERU Npg/m KEEENR
XERE IREBREKE.

2.1.2 BESYWHRP-ECOIHRERE
B9 1E4E. A apoE (Spg/mD B ¥, % HRP--24C2 &
FIRBMARNER BEMEHEE ODHE, 2
RN EE(E,EOD X L OMBERE I TH
R, BD 1 3500,

2.3 BALBEFENER- S
Olmol/L. PBS.PBS— H & 20— PEG,PBS — Tri-
tonX100—PEG MABE KN EEHER %
E HEENHEE O, ERUPBS— it -
20PEG R R IF.

2.1.4 RENBHEE.HENERNEE
S50 0.5 hEE 1 ANEF 2 MBS ZAFRE R BB
B MER—HSNRREMRES), ODHMEN
B RE T3 0 (BEREMRERRE EH 1/
Bt RV EE] .

2.2 ERFEMFEN

2.2.1 FREALXFEHE apoE.AL LA
I.B.CI.CI.CXHRtE . FREW,RNEX
HapoE REMEMAR SHERBEAIRFER

XER.

2.2.2 BBRE -ARKNKRRRANENE
BE EHEKEY 101.2%,

2.23 EEWHRAR-ERNEL, FHH#tA
WECV=5.9%, FyEEE CV=8.1%.

2.2.4 REE.AFERELEO. 24~3.
80mg/L, X THER E WM apoE LR TR E
4.8~225.0mg/L WM. £ ¥ TR 10ng,

2.2.5 EXAFEALY apoE T EWES
R HAANERET 106 HIER A ML apoE S &
K 37+1Img/L,METHELRKA 134 8, M i#
apoE J§ 53+18mg/L. B ILEESR B ¥ 128 &, M #
apoE Jg 534 16mg/L, ¥ Ri% A 135 #, L & apoE
# 511 18mg/L, 7 B ML I S & 545 #), M {& apoE
¥ 57+ 23mg/L. &R BER EiRS8 A M # 2poE KF
BHFIEH®AP<O0.01).

3 it #

HEBBESE RRUERAEZRENE, &
FHXEFADIDERARKERAZEFERKE
R EREBZENEHERZEEUHETHE,
3 B0E B E B LR HE{L , X HE R apoE Y 1ks
FEHAMBEFENT EEHAWRT ELZLE,
aopE RXHAMRHE Y BHERERE . B —
#1471 apoE McAb, i F apoE 1 P E . XL BEH
HB)TF apoE MEH LML,

M¥EP apoE H=FrFEXH, B apoE,.Es.
ECBBETH—REHW P IEERAEFTR®. &
FRHBEERXR . FEALFFRSHFRF—
. mA—ENAMREFHPERI =M EHLA
FRE MK apoE EEUNBLNEBES=ERREE
RAERN®, B8 AR =5 apoE HIStREHRERE
¥ . i Western blotting 8y F ORI T RIH &8
apoE McAb, %% 8% McAb 5 apoE, .Es.E, BI &
ERFHRBEIN, RITEH F RS 5IIR 3] apoE
BA KRB R R E R McAb BL T McAb UL
A 30 ELISA W 2 apoE ¥k, A F UL 2poE &
RYWE.

BTHERHERBESS FUTRMEH
ZEREE BNELETREBTRENREE
B RENE ENEBE EADFLESZHAE
FRETHERENRBEE. MSTEXALRE
apoE 88, % 3. 7+ 1. Img/dl, 5EHIMNEEH B F
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HAGEM® L ME T —H2 20N, SR
HEBRHRAAHNEENDH pE TRGTER A,
HEIRETNERNBE—SRARRIRBL.
BT EOBRINE—SHREEFHRRS
apoE %EZ‘IRE@*T"‘#%’@%%& 5. R0
¥ &t $§ apoE McAb B ¥ B F Western blotting
$,# 5T ALK apoE XBMME . ESRRHF. &
ETHEZFENEERBLSR.ETHEH.B
IR E apoE &R apoE RALG SN, HE&H
KT E apoE 5EHHERM X RRBEELIKIE.
EE 8 Y
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1
i

Quantification of Human Serum Apolipoprotein E by ELISA
Using Anti—apo E Monoclonal Antibodies

Zhang Dongsheng, et al
Dept. of pathophysiology ,Henan Medical University

Monoclonal antibodies agaist human apolipoprotein E were prepared. Double McAbs Sand-
wich ELISA has been developed to quantitate apoE concentration in human serum. This paper
presents the details of analytic procedure,and the evaluation of its specificity, precison ,accuracy
and sensitivity, The McAbs reacted specifically with apoE,no cross reaction with apcA I ,A

I,B,C1,CI,CH wasobserved. The assay could detect 10ng of apoE,average recovery was
101. 6%,

8. 1%, respectively. The assay was used to quantitate apoE levels in normol persons and pa-

the cofficients of variation of the intra—assay and inter—assay were 5. 9% and

tients.

Key Words Monoclonal antibody; ELISA; Apodlipoprotein E
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Table 1 Statistics of error in groups

specimens x* (mg/L) S(mg/L) CV(%)
. 1 21.3 1.3 6.1
2 31.3 1.8 6.0
3 50. 4 2.6 5.2

« RGHRES 10 BE— R EMESRASHE

Table 2 Statistics of error between groups

specimens x(mg/L)" S(mg/L) CvR
1 22.5 1.8 8.4
2 34.1 2.8 8.2
3 51.0 4.0 7.8

« RBHRAE B EMELRNHE.
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Fig 1 Standard Curve
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Fig 2 Effect of different coated concentration of moncantibody on measurement
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Fig 3 measurement of the best suitable diluted degree of enzyme labeling monoantibody
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Fig 5 Reaction curves during different reactive time
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