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the rhinovirus receptor
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the conclusion that ICAM-1 is the
rhinovirus receptor

Bioinformatics comparisons support the
conclusion that ICAM-1 is the rhinovirus
receptor

Influenza serves as a model for
attachment by enveloped viruses

The influenza HA spike protein binds
to sialic acids
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to the nucleus
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by biting arthropod vectors

Essential concepts
Questions
Further reading

4

4.1

4.2

4.3

4.4

4.5

GENE EXPRESSION AND
GENOME REPLICATION IN
MODEL BACTERIOPHAGES

Bacterial host cell transcription is
catalyzed by a multisubunit machine
that catalyzes initiation, elongation,
and termination

Bacterial host cell and bacteriophage
mRMNA are typically polycistronic

Transcription and translation in
bacterial host cells and bacteriophages
are nearly simultaneous because

of the proximity of ribosomes and
chromosomes

Bacterial translation initiation,
elongation, and termination are
controlled by translation factors
Bacteriophages, like all viruses, encode
structural and nonstructural proteins

61

63

64
65
65
66

&7

B8

69
71

72
73
74
74

77

78

80

81

81

83




CONTENTS

IX

&

410
an

412

413
L4114
415

416
417

418

419

The T7 bacteriophage has naked,
complex virions and a large double-
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