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Detection of Thrombin Receptor by Al-
kaline Phosphatase Antialkaline Phos-
phatase Method

SUN Cheng-Wen. WANG Han-Bin, SHI Yin-Kui,
LIU Long-Bin, WANG Hai-Tao and CHEN Wan-
Rong

(Cardiovascular Diseases Research Lab, Affitiated Hospital of

Academy of Military Mediecal Sciences, Beijing 100039,
China)

ABSTRACT

Aim To establish a immunocytochemistry method
of detection to thrombin receptor(TR).

Methods
peptide that contain 41 amino acids (TR1-41) from N-

terminal of TR. The TR1-41 was synthesized accord-

TR activated by thrombin can release a

ing to the amino acids sequence of TR, then mice were
immunized utilizing the TR1-41. 4 cell strains produc-
ing TR-McAbD were gotten. Preparations of atheroscle-
rotic human left ventricular myocardium of four died
patients were cut out. The preparations were made in-
to paraffin sections.

Results A immunocytochemistry method — alkaline
phosphatase antialkaline phosphatase(APAAP) to de-
tect the thrombin receptor was established and the TR
of myocardium were detected successfully.

Conclusion The method established can detect TR
expression of tissue and organ.

KEY WORDS Thrombin; Thrombin receptor;

Monoclonal antibody

HE W% BT R LR EH % ST R
DT RY ’k*’bnmil 4 % 7 E, FH MALLSS

COVAT S B O R TT A B AT Br . L 10008S

EHHS BEHR

Tes e B R BR T, 4B F 100039)

eTapBLEARRBHAB 41/ 2R 122HEM,
BERE-NESH AARABRKRYG K (TRI-4D,
k48 TR1-41 HEXBA P MHERHFLA . DL
R LR IFERFET 445 AR TRI-41 £ L& RHA
eagi ik, AR R TRI-41 £ B Rkt T —#44R
4t o B A6 BR BE AL F ik — R M BB BE AT AR
WA EREE kL A R e AR B T ML da B R e BRI
THETUA THERET R 06T AR,

X 15 R b, BT L ERA

%E [MLEF 5% /& (thrombin receptor, TR ) #% %
I B (thrombin ) ¥ i% 5| & 1 {4 58 I 18 17 5L
’Bi?ﬁﬂnij%%glﬁ%%ﬂﬂ*ﬁ#@fkﬁﬁﬂ%ﬁﬂi
AR M ERFWEERE ", 4 TR %
Buger TR EERMS 41 RS 42 {7
ZEREAHEIE BRE —1EF 11 M EER
REMZI(TRI-4D . FXH LS E T
i TR1-41 R ESE BT —F TR 89
FEBARAEFE — BERRERIER
B% B (alkaline phosphatase antialkaline phos-
phatase, APAAP)E,

1 MEF0EZE
1.1 5

TRI41 $ RF2EAREAFELTR VL EAE Y
%8 ¥ | B PE 2 3 ABI433A §H"—\Eif)‘({:_‘,\5ﬁ,'%‘
WHEHEERENL . 4T € 5000 kDa" Y, APAAP iR 7

EMGATPLEHHRAMR 8. 08 F A8 oG,
APAAP B &4 R R RE L&,
1.2 TRI-41 B8RRERE

LETRIM41 $RPLETaER. Loy, b3

Mk F 1:5000~1:10000 0 FR.EEHEHTE
0¥ A Sp2/0 BERMWE L. FRER 1By

TR1-41-McAb dyé ¥tk , 2 £ % .TR1-41-McAb 7 &
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1gG1. K &, &M e, A MX I & HMCV $ &
RTNREER SAEAXXREY,
1.3 HAHEF

ANPRAAKEATTEARMEN X+, 04
IR ERLMKABY . 7F A Y HETARSMN
BEA LR AECNERE LR IN.T5 Y.,
RTIEWBARECERBLONER, RPERAL
CENBREXSHBRYE, KRFLHOM 1~4,
1.4 XKRHZE

# B APAAP i DA MBEX OQRESL . &
MARF O Imol/LERRESA.EFHAFL. &
XS5min,WEXEH BC.HEEK X% % 5min;@10%
b ¥ @1 7% #4 @ 10 min, @ F & &K . w TR1-41-McAb,
37C 30 min.0.01 mol/L PBS # Z A @i & 4y ¥ Ki2
# =14 .37C 40 min.PBS % = X :@APAAP X & %,
37C 30min PEBS AZ A DEEHLEE (M TARE
UM S S S N SIS 1.0 318 £ -0

AFANETHRKMERFTT o458
BUEREEE EATERSRARTE . R TXE
AEXwmPERTT M. 2. APAAP X &% . 2
EAFHE, B4 . FiRit T HBsAg-McAb £ £ 1 B
A TRI-4l s xR,

2 4R

s BN CNEST RESRER
ﬂﬂﬁnﬂﬁﬁma#!?ﬂlﬁvﬂ.a(l“igure). E
HEX R F Bk HBsAg-McAb X B4 8900
—2AEERBHEERES HRFAEN
FAYE, % (Table),

Figure.

Myocardium TR pesitive ( X 200).

Table. Results of detection TR on myocardinm by A-
PAAF method.

Groupa Myoe-1  Myoc-2  Myoc-3  Myoc-4
A + + + ¥
B = = s —
C = = s =
D = = = =
E = = = =
F - + = -

G - -_ - -

A, 1es1 groups B: TR-McAb: C: goat against mouse IgG, D,
APAAPE, developing fluid; F; HBsAg-McAb; G, TR1-41
block s Myoc: Myocardiumi -+, Positivej— Negative.

3 itig

B T I AR o 7 o4 i /) Al 0 R sk i R
ERPHBARER. BRESULCUIIEFEMRR
ke LT Bk :ola ik FE--1. 1. {:oF0 ]
NEEKANREVHXR, FR TR S0
MMEMERREOCLERRGARLIBPNEF
ARBEEFROECRE. EFTUERORE
NERROMME AN EETHRFEFFR
BHEEERMNHESABNSHNE. 90 F
VEOFRAMHERXERE TR ORHR
. BF TR AR F ., A T334 M8 11a 4 foy 8¢
ETROSFHIERTTH TR, BT
FTEXZHHRNLONEERYRS. EAWE
R AR R RRLN TR RIARRIER
mERIWE S, FXH TRI-41 BRK G &
ARLEETHI TR R ERERE.XATR
M TR 89 APAAP ¥, F R CHLE R M
TR#FTEN., RN 4 HLNERN+F.H
VERBEMH RN, EXRPTER
MRRETAROERTR. EFEEEHE
BEONARFHAFEELIE LB REE.
HRTEENENFLA.RETERERY
MERRT . &8 F TR 897& LS shbk R 3 (LB
EEFENSVHNXE.CHAN TR RN
BT8R L SRME AT, BNMEML
WA TR A & &= M TR1-41 KFH R
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