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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.
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Abstract The change of conformation and activity of
placental ( PLAP,
E.C.3.1.3.1) in pentachlorophenol ( PCP) solutions

of different concentrations were studied by enzymic

Qingdao

human alkaline phosphatase

activity measurement and fluorescence spectra. The
inhibition type of PLAP by PCP and the effect of pH
on the enzyme inhibition were simultaneously mea
sured. In the PCP concentrations lower than 1.0
mmol/ L, the enzyme activity and fluorescence inten-
sity rapidly decreases with a marked red shift of emis-
sion maximum. In the PCP concentrations higher

than 1.0 mmol/L, the enzyme activity and fluores

Prog. Biochem. Biophys.

+ 401 -

cence intensity gradually decreases with a continuous
red shift of emission maximum. At 5.0 mmol/L
PCP, the enzyme intrinsic fluorescence quenched and
the enzyme activity is 51. 4% of original activity. At
10. 0 mmol/ L. PCP, the enzyme residual activity is
30.0% . PCP is an uncompetitive inhibitor of PLAP,
The inhibition constant ( K;) is 3. 86 mmol/ L. The
activity inhibition of PLAP also affected by the pH,
its activity inhibition disappeared below pH 7.5, but
gradually increasing between pH 7.5~ 10.5. The
results suggest that the activity inhibition and the
conformation changes of the enzyme were caused by
PCP. The inhibition of PLAP activity correlates with
the dissociation state of PCP.

Key words

phatase, fluorescence spectra, activity, inhibition
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