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Automatic Discriminatory Analysis of Wave
forms of Visual Evoked Potential and Its Clini-
cal Application. YU MinrZhong, WU De
Zheng ( National Ophthalmological Laboratories,
Public  Health,
Ophthalmic Centre, Sun Yat-sen University of
Medical Sciences, Guangzhou 510060, China).

Abstract The amplitudes and the phases of first

Ministry  of Zhongshan

to sixth harmonics of P-VEP waveforms were
calculated, thus 12 parameters of the P-VEP
waveform were obtained for the diseriminatory
analysis. The P-VEP waveforms of thirty-two
thirty-one amblyopic eyes and

( RBN)

were used to establish the discriminatory sys

normal eyes,

thirty eyes with retrobulbar neuritis

tem. In the test of the discriminatory system,
thirty of the thirty-two normal P-VEP wave
forms were classified into normal group, thirty-
four of the thirty-five amblyopic P-VEP wave
forms were classified into amblyopic group, and
twenty eight of thirty RBN P-VEP waveforms
were classified into RBN group.

Key words

natory analysis,

visual evoked potentials, discrimi-

Fourier transform, amblyopia,

retrobulbar neuritis
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Liver Targeting Ligands: Galactosyl Albumin
and Galactosyl Poly L-glutamic Acid. LI
Chong-Hui, WEN ShouwMing", CHI Mu Gen,
SUN MarrlJi ( Institute of Pharmacology and
Toxicology, Beijing 100850, China; " Depart-
ment of Clinic Pharmacology, General Hospi-
tal of Air Force, Beijing 100036, China).

Abstract Two kinds of artificial ligand of
asialoglycoprotein receptor (ASGPR), galactosyl
human serum albumin ( Gal,HSA) and galacto-
syl poly-L-glutamic acid ( Gal,PLGA),

synthesized chemically. ICspof synthetic ligands
125
-

were

inhibiting the binding of '* Fasialofetuin (
ASF) to ASGPR of rat liver cell membrane were
assayed. The results showed that Galjz HSA,
Gal;sHSA, Galye HSA, Galyp HSA and Galss
PLGA could all efficiently inhibit the binding of
"PFASF to ASGPR. The affinities of Gal,HSA
increased along with the increase of the coupling
number of galactosyl. Here, the synthesis and
the affinity identification of Galzs PLGA with
ASGPR were firstly reported. These synthetic
ligands with abundant sources and simple prepa-
rations may be used as targeting ligands for the
livertargeting delivery of drugs or genes.

Key words asialoglycoprotein receptor, galacto-

syl albumin, galactosyl poly- L- glutamic acid





