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Table 1 Syncytium formation induced by the 23
amino acids peptide and mutations of the gp4l N
terminus"® '
Primary structure of gp41 Syncytium
N - terminal 23 peptide formation
and its mutants (%)
AVGIGALFLGFLGAAGSTMGARS 100
EVGIGALFLGFLGAAGSTMGARS 4
AEGIGALFLGFLGAAGSTMGARS <2
AVGIGALFRGFLGAAGSTMGARS <2
AVGIGALFLGFLGAEGSTMGARS <2
AVVIGALFLGFLGAAGSTMGARS 34
AVGIVALFLGFLGAAGSTMGARS 45
AVGIGALVLGFLGAAGSTMGARS 33
AVGIGALFLVFLGAAGSTMGARS
AVGIGALFLGVLGAAGSTMGARS 15
AVGIGALFLGFLVAAGSTMGARS
AVGIGALFLGFLGAAVSTMGARS 0
AVGIGALFLGFLGAAGSTMVARS 45
AVGIGALALGALGAAGSTMGARS 0
AVGIGALFLXFLXAAGSTMGARS
VVGIGALLLGFLGAAGSTMGARS 4
,23 N
Phe8 11 Leu9 Alals
10 13 16
Gly
Gly Val
HIV -1 Gly
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13 16 20 Gly o
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Table 2 HIV - 1 Entry Inhibitors Targeting the N36 Coiled Coil of the gp4l Glycoprotein
Inhibitor Description T e o dti‘:ﬂN HR (IE }Ll lsb(;t)ogr 2{? Vo llljitnl(t):y
or cell — cell fusion
€34 34 - residue peptide Hydr"ph‘;}())i;"l(if""ve and 2 - 5nmol/L
DP178(T20) 36 - residue peptide  Hydrophobic groove only 50 - 60nmol /L.
P30 30 - residue peptide  Hydrophobic groove only Timol/L
Dl0-PX -2k 07 mDI:Z;:jZ: cyclic pocket only 3~ 200pmol/LL
. CHR 10
CHR 1 DP -178
, DP178 , HIV -1
HIV , ;0 2 gpdl C
apdl HIV HIV - 1
;3
HIV -1 ; 4 CHR ( 628 -
gp4l 661) NHR (++++4+),
N36 ( 628-646) (+).
C34 2 D10-PX - HIV -1
2K Eckert N 36 Jiang gp4l NHR
D CHR NHR C
D10-PX - 2K NHR
NEQE 656-659  gpdl C SJ - 2176
N36 HIV -1 L7l
gp4l NHR N WNWF 670 —
Ferrer 673 DP - 178 241
NHR apdl C P38
628 — 665 61 275 HIV -1
opdl N 2 C7 - HIV - 1
Mn34 - Mn42 - P30
C7—-Mn34 -Mn42 gp4l gp4l
C P30 636 - 665 gp41IN
HIV -1 P30 20 HIV -1
Ferrer C7-Mn34 - Mn42 gp4l C
Trp628 Trp631
I1e635 N CHR HIV -1
Jiang
lys574 HIV -1
[27]
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ADVANCES IN MECHANISMS OF HIV -1 ATTACKING HOST CELLS
AND INHIBITORS IN RELATED STEPS

QIU Yang
(Department of Biophysics, School of Basic Medical Sciences, Peking University,
Beijing 100083, China)

Abstract: HIV -1 is the most popular and destructive virus that causes Acquired Immunodefi-

ciency Syndrome (AIDS) . HIV -1 attacks CD4* cells specifically by two steps: 1. binding to the

receptors on the target cell membranes by viral surface glycoprotein gpl120; 2. fusing with the

plasma membrane through the transmembrane glycoprotein gp41. After these two steps, the viral

nucleoproteins and genetic materials are injected into the target cell and replicated in it. The cell

membrane stability is disrupted. The inner and outer environments of cells lose balance, and lead to

the death of cells. These acquired achievements of studying the mechanism of HIV - 1 attacking

target cells provide us with new ideas for exploiting effective anti — HIV /AIDS drugs.
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