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Escherichia coli. The results showed that such
protein was successfully prepared and its bispecific
activities were testified by affinity blot and Western
blot. The biotin binding and immunocytochemistry

assay indicated that the expressed fusion protein was
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capable of binding biotin molecule and CEA antigen
respectively. This protein has the potential applica
tion when combined with the corresponding tests.
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Flow Cytometric Evaluation of Asialoglycoprotein
Receptor on the Surface of Hepatocytes. L1 Wen
Xin, ZHANG Rong-Jun, TAN Cheng, TAO Yong-

Hui, JIN Jian ( Jiangsu Institute of Nuclear

Medicine, National Laboratory o  Nuclear
Medicine, Wuxi 214063, China).
Abstract To establish a flow cytometric method

(FCM) for simultaneous evaluation of asialoglyco-
protein receptor ( ASGPR) on the surface of normal
rat hepatocytes, injured rat hepatocytes and hepatoma
cells (BEL-7402). FCM for ASGPR was established
( L-02) and FITC

galactosykneoglycoalbumin ~ ( FITC-

using normal hepatocytes
conjugated
NGA), the specific ligand for ASGPR. The mean
intensity of fluorescence ( MIF) of the three different
hepatocytes were determined and calculated after
simultaneously incubated with FITC-NGA at the
same concentration. The concentration of FITCG-NGA
for saturating ASGPR on the surface of L-02 was
0.4 mg/L, at which the MIF of the three different
228.7, 5.8l and 1.13
respectively. The saturated combination can be com-

pletely inhibited by 50-fold NGA or 10mmol/L

EDTA. FCM can display soundly the characteristic of

hepatocytes  were

the receptorligand combination between ASGPR and
FITC-NGA. Compared with normal rat hepatocytes,
there is no ASGPR on the surface of BEL-7402, and
the quantities of ASGPR on the surface of injured rat
hepatocytes decreases significantly.

Key words

asialoglycoprotein receptor,

hepatocyte, galactosylneoglycoalbumin,
flow cytometry, mean

intensity of fluorescence
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