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Study of apoC I -Binding Sites of Human
and Mouse Hepatic Plasma Membranes

Fang Dingzhi Liu Bingwen
(Department of Biochemistry, West China University of Medical Sciences, Chengdu 610041)

ABSTRACT

A specific, sensitive and simple radioligand binding assay for apoC I -binding sites of hepatic plas-
ma membranes has been established by separation of B/F with PEG. Addition of increasing concentra-
tion of ®I-labeled apoC § to human hepatic plasma membranes revealed saturation binding to mem-
branes with a K of 0. 31 pmol/L (3. 1X10 "mol/L.) and binding maximum of 1. 74 pg/mg of membrane
protein. In displacement studies using unlabeled apoC I and isolated lipoproteins HDL, LDL and
VLDL, only apoC E and VLDL effectively competed with *I-apoC I for membrane binding sites. The
binding of *I-apoC I to human liver plasma membranes was Ca’*-independent and was abolished when
plasma membranes were treated with trypsin. The characteristics of apoC I -binding sites of mouse liv-
er plasma membranes was similar to that of human liver plasma membranes with an exception of binding
maximum of 1. 52 pg/mg of membrane protein.

Key words apoC I binding sites (receptors), hepatic plasma membrances, radioligand assay
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Table 1 Comparison of different ORFs

ORF B Base Amino acid residues LR S
ORF and virus R AL Y aa T % Intr‘insic
constrain factor
Total Variation Total Variation

CK

HBVadr 5 WHV 495 145 (29.9) 165 41 (24.8) 85.3

WHV 5 GSHV 558 65 (11.6) 186 17 (9. D 78. 8

HBVadr 5 HBVayw 549 51 (9.3) 183 8 (4.4) 87.2
SK

HBVadr 5§ WHV 678 182 (26.8) 226 90 (39.8) 44. 0

WHV 5 GSHV 666 58 (8.7) 222 23 (10- 0 64.1

HBVadr 5 HBVayw 678 36 (5.3) 226 17 (7.5) 53.5
Pre-S X

WHV 5 GSHV 615 143 (23.3) 205 55 (26.8) 62. 8

HBVadr 5 HBVayw 489 68 (13.9) 163 22 (13.5) 70. 0
Pol X

WHYV 5 GSHV 2637 436 (16.5) 879 198 (22.5) 52.3

HBVadr 5 HBVayw 2496 239 (10.0) 832 97 11. 7 58.8
XX

HBVadr 5 WHV 408 140 (24.3) 136 71 (52.2) 27.3

WHV 5 GSHV 414 65 (15.7) 138 39 (28.3) 28.6

HBVadr 55 HBVayw 435 15 (3. 4) 145 11 (7.6) 23.1
EHBX X XA

HBVadr 5 WHV 411 154 (37.5) 137 85 (62.0) 7.0

WHV 5 GSHV 426 67 (15.7) 142 53 (37.3) 4.4

* REEBABEFHNEB T PR R EEERBRFRNT o 1L
* Intrinsic constrain factor was caculated as the ratio (percent) {o triplets without substituting the amino acid

code to total triplets having a one-letter change.
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Fig 4 Relative evolutional distances FHE, Bd o RINEAL X ORFRFhH

between hepadnaviruses }& Eg , H R ﬁﬁ X ORF WHV 5 GSHV E(J*%
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Evolutional Relationship Between Hepadnaviruses

Wu Yuzhang Zhu Xihua
(Department of Molecular Immunology, The Third Military Medical University, Chongging 630038)

ABSTRACT

Comparisons of the nucleotide sequences and amino acid sequences were made among various hep-
adnaviruses, and the relative evolutional distances were calculated. From the comparison, it was shown
that DHBV, HBV, GSHV and WHYV are derived from a common ancestor, and the three mammalian
hepatitis B viruses are more homologous to each other than they are to DHBV, indicating that DHBV
starts to evolve on its own earlier than the three other viruses, as do birds compared with mammals.
Based on these findings it was proposed that viruses evolved in a fashion parallel to the species they in-
fect. From the calculated relative evolutional distances, it was suggested that WHV and GSHV can be
categorized in a way similar to the subgroups of HBV.

Key words hepadnaviruse, molecular evolution, nucleotide sequence comparison



