
single homeless must be matched by adequate resources
for their primary health care. Furthermore, public, pro-
fessionals, and politicians must recognise more widely the
social changes needed to tackle homelessness at source.
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Submucous cleft palate

A treatable condition that is commonly missed

Although submucous cleft palate was first described in 1825,'
it remains a diagnosis that is missed or forgotten by many non-
specialists.2 Yet it occurs in about one in 1200 births,23 and 4%
of attendance at clinics for patients with cleft lip and palate are
for the condition.4 Submucous cleft palate is an abnormality
of the muscle attachments to the soft palate with an intact oral
and nasal mucosa.56 Feeding difficulties, speech problems,
and disease of the middle ear may result because of the
abnormal muscle attachments to the palate and eustachian
tubes, but about 10% of cases are symptomatic.3

Kelly first described the classical triad ofsigns ofsubmucous
cleft palate: a translucent zone in the midline of the soft
palate, a bifid uvula, and a notched posterior nasal spine on
palpation.7 Not all these features must be present for the
condition to be diagnosed,48 and a bifid uvula occurs in
isolation in about 01-3% of normal people.269
A review of over 80 cases of submucous cleft palate showed

that 22 of the 26 infants in the review showed slowness to
feed (taking longer than 40 minutes), together with nasal
regurgitation for which no other cause was found (A L H
Moss et al, meeting of the British Cranofacial Society,
Edinburgh, 1987). The incidence of these feeding problems
in the normal population is not known, but submucous cleft
palate must be included in the differential diagnosis of these
symptoms. The incidence of disease of the middle ear in this
group of patients is probably similar to that in patients with
overt cleft palate-that is, 59-93%.6 1012
The review showed that patients with submucous cleft

palate had three main patterns of presentation (A L Moss et al,
meeting of the British Cranofacial Society, Edinburgh, 1987).
Firstly, those under 12 months all had feeding difficulties
(slowness and nasal regurgitation). The second group all had
speech problems with velopharyngeal incompetence (nasal
escape and hypernasal resonance), and most had related faults
of articulation. These patients were aged 21/2 to 10 years, and
most had been referred by ear, nose, and throat surgeons or
speech therapists. Just over half of the group also had
symptomatic chronic secretory otitis media that needed
treatment. The third group comprised a diffuse collection
of patients (all over 10 but only four over 20) referred
from various sources, including general practitioners, psy-
chiatrists, school medical officers, and oral surgeons. All
showed abnormalities of speech.
A quarter ofthose over 2 1/2 years had had an adenoidectomy,

a procedure long contraindicated in patients with submucous

cleft palate.""3 The middle ear symptoms in these children are
more likely to be caused by the abnormality of muscle
attachment that results in dysfunction of the eustachian tube
than by the adenoids themselves.5 14-16 The incidence of
velopharyngeal incompetence after adenoidectomy is about
one in 1400 cases but may be more common.'3 15 16

Several techniques have been described to help confirm the
diagnosis of submucous cleft palate, but the most reliable
is videofluoroscopy with barium contrast and nasopharyngo-
SCOpy.6 7 The classical and characteristic appearance is of a
ridge or valley on the nasal aspect of the soft palate caused by
the abnormal position and attachments of the muscles,
particularly of the musculus uvulae.5 The investigation will
define whether pharyngeal disproportion coexists and
indicate whether pharyngoplasty is needed as well as repair of
the palate.'7 1 When the patient has symptoms the palate
should be explored and the levator sling reconstructed,8 and
the earlier the child is treated the better their speech.2 19

In conclusion, newborn infants should be examined
intraorally both visually and with the finger. Any feeding
difficulties without an obvious cause should alert the pae-
diatrician, general practitioner, midwife, or health visitor of
the possibility ofsubmucous cleft palate. An early referral to a
paediatric otologist will allow the function of the middle ear to
be fully assessed and the problems to be treated. Speech can
be assessed accurately by 2 ½12 years; nasal escape may
sometimes be picked up earlier by experienced speech
therapists.2 12 Because of the high incidence of asymptomatic
submucous cleft palate an operation is not justifiable after
diagnosis at birth, but close supervision should allow the
decision to be taken by about 2½/2years, when the results of
repair should be excellent.2
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Regular Review

Prospects for vaccines against HIV

A vaccine for routine use is at leastfive to 10 years away-

The best and cheapest method of preventing illness is
immunisation, and we urgently need effective vaccines
against the human immunodeficiency virus (HIV). This
enormous undertaking will be facilitated by the rapid
advances in molecular biology and recombinant DNA tech-
nology, the understanding of immunological mechanisms,
and the production and application of monoclonal antibodies
so that the structure and location of important antigenic
epitopes may be determined. Chemical synthesis of oligo-
peptides has been simplified, and computer programs, x ray
crystallography, and other methods provide the tools for
determining the three dimensional structure of proteins so
that the structure and location of antigens or epitopes may be
predicted. These techniques have already led to novel
vaccines against hepatitis B virus and the virus causing foot
and mouth disease. 1-5
HIV is placed taxonomically in the lentivirus group, a

subfamily of the retroviruses. This virus encodes DNA
synthesis directed by ribonucleic acid (RNA) (reverse
transcription). The.enzyme reverse transcriptase catalyses
synthesis from the single stranded RNA of the virus of a
double stranded DNA intermediate, the provirus, which
becomes integrated into the host DNA and serves as a
template for viral genomic and messenger RNA transcription
by the host cell.
The development of vaccines against HIV is beset with

difficulties because of the nature of the virus and because
antibodies to the structural components of the virus (figure)
are present in infected people, often at a high titre, although
such humoral antibodies may be protective before the onset of
infection; in addition, the surface lipoprotein envelope of the
virus is subject to variation; and there is a lack of suitable
small laboratory animals that are susceptible to this infection.

Inactivated virus vaccines
Traditionally vaccines against virus infections are based on

inactivated or killed whole virus preparations-for example,
the influenza vaccine and the Salk (killed) poliovirus vaccine
-or its surface antigen component-for example, the plasma
derived hepatitis B surface antigen vaccine. This approach,
however, presents several problems. HIV will have to be
grown in large amounts under conditions of high and secure
containment. Complete inactivation of the virus without loss
of antigenicity and immunogenicity must be assured-a
difficult task without small animal models. The use of cell
culture systems for this purpose raises the difficulty of

inserting viral nucleic acids into the host cell chromosome and
encouraging the production of new and infectious viruses.6

Immunisation and vaccination after infection against two
animal lentiviruses have led to severe clinical syndromes
on subsequent exposure to live virus-for example, goats

gpl120
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Anatomy ofHIV (after DrH Gelderblom). The virus particle consists ofa lipid bilayer
in which the envelope protein is incorporated with the transmembrane pedicle (gp41) and
the protruding knoblike structures (gp 120). The core, which contains the RNA genome
and reverse transcriptase, is surrounded by two membranes-an outer layer (p18) and an
inner membrane (p24)

inoculated with inactivated preparations of the virus causing
carpine arthritis and encephalitis develop a more severe
disease when challenged with live virus. Caution will there-
fore be required in developing and testing such vaccines
against HIV.7 An additional problem is that inactivated HIV
vaccines may induce immunosuppression if by analogy with
animal retroviruses this syndrome is induced by a viral
component.

Attenuated live virus vaccines
Using live virus vaccines against HIV is precluded by many

of the considerations that make inactivated virus vaccines
difficult. The construction in vitro of a non-pathogenic virus
by gene deletion seems an attractive option, but this approach
has several disadvantages. Firstly, reverse transcription of the
viral genome into copies of DNA and integration into the
cellular genome may occur. Secondly, recombination with
endogenous retroviral sequences may restore pathogenicity.

86 BMJ VOLUME 297 9 JULY 1988

 on 24 M
ay 2023 by guest. P

rotected by copyright.
http://w

w
w

.bm
j.com

/
B

M
J: first published as 10.1136/bm

j.297.6641.85 on 9 July 1988. D
ow

nloaded from
 

http://www.bmj.com/

