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Fig. 3b. Similar lesion but with more prominent
blistering.

Fig. 4. The peeling in lesions is often a feature of
epidermal necrosis.

Fig. 5. Wrinkling purplish-red lesion — a sign of insipient
blister.

Fig. 6. Most lesions resolved 5 days later; the child is
holding medication prescribed for his URTI.

Discussion

Fixed drug eruption (FDE) is a sharply demarcated, cir-
cumscribed, round or oval dermatitis resulting from
administration of a particular drug.' The diagnostic hall-
mark is the almost perfect circular appearance of the
skin lesion and its exact recurrence at previously
affected sites on subsequent exposure to the same
drug. The lesions do not only recur in the same loca-
tion, but additional lesions may also appear on any part
of the body and vary in severity.? More than 100 drugs
have been implicated in causing FDE and the list is
steadily growing.! In adults the active ingredient of
laxatives (phenopthalene) is commonly implicated.
Table | lists some of the more commonly encountered
drugs associated with FDE.

The eruptions can develop from 30 minutes to 8 hours
and longer after ingestion of the drug.® The lesions are
usually red, round or coin-shaped and may vary from
one to a few in number. The typical patient is systemi-
cally well and has a few lesions; however there are
cases of multiple FDE that may include systemic
involvement. In addition, although in most patients the
lesions present with erythema which resolves, in some
cases blister formation as in our case becomes promi-
nent. Multiple, sometimes bullous, FDE may look simi-
lar to erythema multiforme and when associated with
systemic involvement may be considered to be on the
benign end of the drug reaction spectrum, with SJS
(<30% epidermal involvement with at least two
mucous membranes) intermediate and TEN on the
severe end.

Lesions resolve into hyperpigmented, typically blue-
black or slate-grey annular (or oval) lesions that remain
after the initial acute phase and last for months to
years, and become more pronounced after every
recrudescence. Commonly affected sites are the
extremities, genitalia, perianal, periorbital and perioral
areas.® The incidence and prevalence have not been
quantified in population studies but FDE presents more
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Table I. Some of the drugs associated with FDE

Antibiotics
Co-trimoxazole
Doxycycline
Metronidazole
Tetracycline
Amoxicillin
Amoxicillin-clavulanic acid
Analgesics
Aspirin
Butazones
Paracetamol
Others
Laxatives
Codeine
Phenytoin
Quinine
Barbiturates
Lidocaine
Colchicine
Hydroxyzine hydrochloride

commonly in adults because of their increased drug
exposure over time. Genital lesions in FDE, as in our
case, seem to be common in children and have been
reported in 20% of the patients in one study.” Solitary
FDE has been reported with co-trimoxazole, tetracy-
cline and ampicillin. The Koebner or isomorphic phe-
nomenon (i.e. development of skin lesions typical of a
disease in areas of trauma) is not typically associated
with FDE; it is more typically associated with viral
warts, lichen planus and psoriasis where it is seen for
example as the growth of plane warts along skin
scratch marks. Nikosky sign is the extension of a blis-
ter as a result of pressure and is the more likely expla-
nation for the linear lesions in our patient.

The pathogenesis of FDE is not clear? Localised
delayed-type hypersensitivity, local enzyme deficiency
and reaginic hypersensitivity have all been suggested
as part of the pathophysiological process. It has also

recently been suggested that Fas and Fas ligand (Fas L)
may mediate apoptosis in FDE. Fas is a cell surface
receptor that is highly expressed on a variety of cells of
lymphoid or nonlymphoid origin. Fas L is a membrane
protein, usually restricted to activated T cells and natu-
ral killer cells. Binding of Fas L to Fas on Fas-sensitive
target cells causes apoptosis.®

Treatment consists of removal of the offending drug.
This case also highlights the need to avoid unneces-
sary polypharmacy, particularly for mild URTIs which
are typically self-limiting. Our patient had taken at least
three drugs, co-trimoxazole, paracetamol and codeine,
which could potentially cause the reaction. Advice for
future management includes exposure to one drug at a
time so that the offending drug can be identified and
avoided. This can be done as an outpatient, under med-
ical supervision, because FDE is typically a self-limiting
condition.

Conclusion

FDE presents with specific features and is easy to
diagnose clinically. The diagnostic hallmarks are the
purplish, slate-gray or blue-black annular or oval lesions
with variable erythema that typically recur at previously
affected sites and a history of drug intake. In most
cases, like in ours, it is difficult to know exactly which
drug was responsible because patients may have
ingested more than one drug that has been associated
with FDE.

Declaration of conflict of interest
The authors declare no conflict of interest.

REFERENCES

1. Mohboob A, Haroon TT. Drugs causing fixed eruptions: a study of
450 cases. Int J Dermatol 1998; 37: 833-838.

2. Seghal VN, Gangwani OP. Fixed drug eruptions: current concepts.
Int J Dermatol 1987, 26: 67- 74.

3. Rallis E, Balatsouras DG, Kouskoukis C, Verros C, Homsioglou E.
Drug eruptions in children with ENT infections. Int J Paed Otorhinol
2006; 70: 53-57.

4. Nussinovitch M, Prais D, Ben-Amitai D, Amir J, Volovitz B. Fixed
drug eruption in the genital area in 15 boys. Pediatr Dermatol 2002;
19: 216-219.

5. Choi HJ, Ku JK, Kim MY, et al. Possible role of Fas/Fas ligand-medi-
ated apoptosis in the pathogenesis of fixed drug eruption. Br J
Dermatol 2006; 154: 419-425.

OnNLINE CPD ACCREDITATION NOW
AVAILABLE FOR CURRENT ALLERGY
& CLINICAL IMMUNOLOGY

Current Allergy & Clinical Immunology has been

accredited for CPD points in the Clinical category, so

you can now earn 2 CPD points for Individual

Learning. CPD accreditation is only available through

the online service; no faxed or mailed responses will

receive CPD credits. To obtain CPD credits:

1. Read the journal

2. Answer the questionnaire on p.163 by
accessing the online CPD accreditation on the
ALLSA website at www.allergysa.org/cpd
or follow the links from the home page
www.allergysa.org.

3. To register, you will need to enter your name, per-
sonal details, HPCSA number and a password.

4. Once you have registered, you will receive an

email confirming your registration. You can either
answer the questionnaire immediately or log on
at a later date to answer the questionnaire.
Please note that each questionnaire has a closing
date — the closing date for submission of the
June 2008 questionnaire is 30 September 2008
and for the August 2008 questionnaire it is 30
November 2008.

5. Follow the instructions given on the question-
naire page and online.

6. After you have submitted your answers, they will
be marked immediately, and you will be informed
of the results and the number of points earned.

7. At any time you will be able to see your current
CPD credits from the journal by logging on.

140 Current Allergy & Clinical Immunology, August 2008 Vol 21, No. 3



ALLERGIES IN THE WORKPLACE

OCCUPATIONAL VITILIGO IN ASSOCIA-
TION WITH AUSTRALIAN BLACKWOOD
DUST AS A NOVEL RISK FACTOR
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ABSTRACT

Occupational vitiligo is an acquired depigmenting
disorder of the skin that can be caused by certain
chemical skin exposures in the workplace in geneti-
cally susceptible people. The association between
vitiligo and occupational chemical exposures was
first described in 1939 in leatherworkers in relation
to exposure to mono-benzyl ether of hydroquinone
in rubber gloves. Since then an increasingly long list
of chemical agents, and in particular the phenol/cat-
echol derivatives, have been associated with the
development of vitiligo. Our understanding of the
complex interplay of genetic and environmental risk
factors has been improved through the recent dis-
covery of NALP1 and certain other genes implicated
in conferring susceptibility to vitiligo and other
autoimmune and autoinflammatory conditions. This
article looks at a sentinel case of occupational vitili-
go instigated by contact with Australian blackwood
(Acacia melanoxylon) dust in a cabinet maker, with
good resolution of lesions following his removal
from exposure and treatment.

Introduction

Vitiligo is an acquired depigmenting disorder of the skin
due to decreased or absent melanin, and histological
examination reveals either complete or partial loss of
melanocytes from the epidermis.’ Vitiligo occurs with
a frequency that ranges from 0.1% to 2.0% in various
populations, with clustering in families suggestive of a
multifactorial polygenic inheritance pattern.”

Although not life-threatening, vitiligo can cause consid-
erable disability because of a change in the physical
appearance of the skin, as well as physical discomfort
during the acute inflammatory stage when there may
be pruritus and irritation and from sunburn of the depig-
mented lesions. Vitiligo is associated with an extended
phenotype of autoimmune and autoinflammatory con-
ditions such as Hashimoto's thyroiditis, Grave's dis-
ease, type 1 insulin-dependent diabetes mellitus,
Addison's disease, autoimmune polyendocrinopathy
syndrome, systemic lupus erythematosus, pernicious
anaemia and inflammatory bowel disease.*® Alkhateeb
et al.* reported that autoimmune thyroid disease was
about eight times more frequent in people with vitiligo
as compared with the general population. This sug-
gests a common gene defect conferring susceptibility
to both vitiligo and other autoimmune and autoinflam-
matory conditions.’

Correspondence: Dr D Knight, School of Public Health and Family
Medicine, University of Cape Town, Observatory 7975. E-mail:
dave.knight@absamail.co.za

Vitiligo was previously classified as idiopathic; however
recent research has provided insight into the complex
relationship between various genetic and environmen-
tal risk factors that leads to the development of this
disease.®'?

There are many chemicals known to trigger vitiligo in
susceptible people. This paper examines occupational
exposure to Australian blackwood (Fig. 1) dust and
reveals it as a novel risk factor for occupational vitiligo
in the setting of genetic susceptibility. The wood's
botanical name Acacia melanoxylon is ironic.

‘Melanoxylon' comes from the Greek root, melanos,
the same root as for the affected cell, the melanocyte.
Melanos means 'black’, but perversely the wood
caused the skin to turn white instead of black.

Nk

Fig. 1. Australian blackwood (Acacia melanoxylon).

Case report

A 42-year-old man who works as a solid-wood cabinet
maker developed an itchy depigmenting rash which
lasted for 4 years preceding the diagnosis of occupa-
tional vitiligo. The development of the rash coincided
with a significant worsening of his control of asthma.
The rash started shortly after he had compled his train-
ing as a cabinet maker and commenced employment
at a local joinery company that manufactures solid-
wood furniture. The rash and itching seemed to get
worse when he used certain woods and in particular
when Australian blackwood (Acacia melanoxylon) was
used. Significantly the rash improved when he went on
holiday and worsened when he recommenced work. It
started initially as itchy red papules with scaling, in a
patchy distribution over the face, limbs and body. It
was particularly evident around the wrist and under the
watchstrap, on the forearms, elbow flexures, axillag,
lower back especially in the midline, umbilicus, and
around the neck, chin and mid-face. Gradually the areas
became depigmented. The depigmented lesions
would slowly recover over weeks to months, especial-
ly with the use of clobetasol proprionate 0.05% cream,
prescribed by a local doctor. Repigmentation would
start from within the lesion as small brown macules
around the hair follicles and would then slowly expand
outwards. On the dorsum of the fingers, distal to the
middle phalangeal joint, the lesions would repigment
partially and only from the edge of the lesion.
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He also developed work-related deterioration in his
asthma control in association with exposure to certain
hardwood dusts, in particular African rosewood
(Pterocarpus erinaceus). He developed shortness of
breath, a cough and wheezing, sometimes within 15
minutes of exposure to African rosewood dust, and
symptoms frequently lasted into the night. This was
associated with monthly exacerbations requiring oral
corticosteroids, and in June 2007 he was started back
on an inhaled corticosteroid (budesonide 200 ug daily)
by his local doctor.

Before changing his career to become a cabinet maker
and while training at a local technical college, he had
had no skin problems and his asthma was well con-
trolled without the need to use inhaled corticosteroids.
During training he did not work with expensive hard-
woods and used mainly pine. Effective dust extraction
ventilation was employed in the training workshops.
He was otherwise well with no other medical conditions.

A workplace visit was conducted to assess exposures.
Hardwood was supplied from a sawmill in the southern
Cape, which was treated with Lindane at the sawmill
before being air-dried for about a year. The dried hard-
wood from the mill was cut to the correct thickness
and edged before being laminated with glue if required
for making table tops. The wood was then further sand-
ed with an electric sander, and cut before being assem-
bled by the cabinet maker as the required piece of
furniture. The assembled piece was then given a fin-
ishing sanding before being sprayed or varnished.
Spraying of the furniture with various coatings was per-
formed in an enclosed room with extraction ventilation.
The cabinet maker worked only on the assembly of the
piece and was not involved in varnishing or applying
sealants or paints to the wood. Apart from the spraying
booth, the rest of the process occurred in a large fac-
tory space with very poor extraction ventilation and
excessive levels of wood dust visible to the naked eye.
The wood exposures identified were SA pine (Pinus),
oak (Quercus), Oregon pine, maple, Australian black-
wood, African rosewood, yellow-wood (Podocarpus fal-
catus) and cottonwood. Other exposures included
wood glue, the rubber handles of tools, metal screws
and soaps, all of which were not thought to be signifi-
cant exposures because the distribution of the rash
suggested airborne allergens.

Figures 2 and 3 show the typical appearance of depig-
mented patches with focal areas of repigmentation
around the hair follicles. The watchstrap area and neck,
chin and area around the nose are particularly affected;
this is due to accumulation of dust on the collar, in the
beard, under the watchstrap and where the face mask
makes contact with the skin.

Fig. 2. Depigmentation of the hand and watchstrap
area.

Fig. 3. Depigmentation of the chin, beard and neck
area.

A spongiotic dermatitis with pigmentary incontinence
was shown on histology (Fig. 4). An autoimmune
screen confirmed that he was antinucleotide-factor-
and anti-double-stranded-DNA-negative. In addition his
thyroid stimulating hormone, full blood count, erythro-
cyte sedimentation rate, liver functions, creatinine and
glycosylated haemoglobin were all within normal lim-
its. His total IgE was 387 U (>100 IU). A skin-prick test
to common aeroallergens was positive for a wide
range of aeroallergens, confirming that he was atopic.
A patch test to wood dusts showed a 1+ positive reac-
tion to Australian blackwood and a negative reaction to
African rosewood, cottonwood, yellow-wood, Oregon
pine and oak. The standard battery patch test to 43
allergens was 2+ positive to nickel sulphate.

Fig. 4. Melan A immunochemical stain. Absence of
stainable melanocytes in the basal epidermis is in
keeping with the diagnosis of vitiligo.

On the basis of the work-related history, typical appear-
ance, histopathology results and positive patch test to
Acacia melanoxylon, the diagnosis of occupational der-
matitis and vitiligo was made. The Lindane that was
used to treat the wood was not considered a significant
exposure as all the hardwood supplied from the
sawmill was treated with Lindane, yet the worker’s
reaction was confined to exposure to Australian black-
wood and African rosewood. He was treated with top-
ical corticosteroids, initially using the potent topical
corticosteroid clobetasol proprionate 0.05% with wean-
ing to less potent creams once the inflammation had
subsided. At the same time psolaren and UVA (PUVA)
treatment was started. He was also advised to stop
working with the Acacia and Pterocarpus family of
woods and given education on hand care.

His asthma was further investigated and treated with
inhaled corticosteroids and inhaled beta-adrenergic
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agents. His case was notified to the Department of
Labour as a potentially compensable case of occupa-
tional dermatitis and work-aggravated asthma.

He elected to resign from the company and to start his
own business specialising mainly in pine furniture. He
did however continue to work with hardwoods but
never worked with either African rosewood or

Australian blackwood. Over the next 6 months he
made steady progress with no further occurrences and
the depigmented areas gradually repigmented. In
some lesions the repigmentation was partial while in
other lesions complete repigmentation was achieved
(Fig. b).

Fig. 5. Repigmentation after discontinuation of expo-
sure and treatment.

Discussion

Over the last few years, the pieces in the 'vitiligo puz-
zle' have started to 'fall into place'® especially with the
recent identification of the NALP1 gene.®

The complex environmental and genetic risk factors for
vitiligo are now thought to revolve around the
melanocyte proteins — tyrosinase  and tyrosinase-relat-
ed protein-1(TRP-1)'° and their interaction with the
immune system and exogenous compounds. Genetic
susceptibility is thought to be conferred by: (i) a variety
of single nucleotide polymorphisms in and around the
NALP1 gene that code for proteins involved in the
innate immune system, in particular the T cells and
Langerhans cells involved in skin autoimmunity;® and
(i) other genes associated with vitiligo such as the
VIT1, catalase, tenascin and FOXD3 genes which are
either involved in repressing immune response, com-
bating oxidative stress, repairing DNA or maintaining
melanocytes on the basement membrane or facilitat-
ing melanocyte migration.'

The biochemical mechanisms leading to vitiligo seem
to involve in concert or as isolated events: (i) a build-up
of hydrogen peroxide from oxidative stress that results
in excess production of o-quinones by the melanocyte
enzyme tyrosinase; (ii) an excess of catecholamine-like
molecules that are also converted by tyrosinase to o-
quinones; (iii) an altered redox state that promotes
excess o-quinones production through reduced cycling;
(iv) exogenous chemicals particularly phenolic and cat-
echol derivatives'® that are oxidatively converted to
o-quinones in the epidermis or may be directly toxic to
melanocytes.

Current thinking is that o-quinones link with tyrosinase
to form a hapten complex that is then seen as non-self
by the innate immune system in susceptible people,
triggering an autoimmune response that leads to
destruction of melanocytes through activated T cells
and Langerhans cells.® Tyrosinase is involved in the

production of the pigment melanin from the substrate
tyrosine and if the enzyme is not functioning properly
this could lead to impaired pigment production.
Furthermore there is also some evidence that the
humoral immunity may also be involved in melanocyte
destruction through autoantibodies in certain people.’
TRP-1 is thought to mediate the cytotoxicity of phe-
nol/catechol derivates with mutant TRP-1 genes con-
ferring susceptibility to these compounds.® ™

Since 1939 when occupational exposure to rubber
gloves, containing mono-benzyl ether of hydroquinone
was first associated with vitiligo of the hands and fore-
arms in leather workers,'" an increasingly long list of
chemicals has now been linked to occupational vitiligo.
In the early 1970s, the link between paratertiary butyl
phenols used as adhesives in the manufacturing of
tyres and resins was associated with vitiligo and sys-
temic effects.'” Boissy and Manga in 2004'° published
a list adapted from Miyamoto and Taylor'® of agents
currently thought to trigger occupational vitiligo in sus-
ceptible people.” This list has been adapted slightly for
this article with the addition of Acacia melanoxylon
(Table ).

To date there has only been one other report found that
associates exposure to wood products with the devel-
opment of vitiligo. Kumar and Freeman' in 1999
reported a case of vitiligo in a worker exposed to pine
wood and colophony in the form of medium-density
fibre (MDF) particle board.™ It is not certain whether it
was the wood or chemicals used in the production of
the particle board that was responsible for the vitiligo.

Various wood dusts have been associated with the
development of occupational asthma, with the
American Conference of Governmental Industrial
Hygienists (ACGIH) in 2005 listing 90 different species
of softwood, tropical-wood and hardwood dusts
known to be allergenic and associated with occupa-
tional asthma. Included in this list is Australian black-
wood. African rosewood is not included in the list.
Australian blackwood is associated with lower and
upper respiratory tract symptoms as well as allergic
contact dermatitis,’®"” and De Zotti and Gubian'® in
1996 reported Acacia dust exposure in association with
asthma.'® The immune mechanisms in allergic contact
dermatitis and allergic occupational asthma are differ-
ent, with contact dermatitis being a delayed-type
immune reaction and allergic occupational asthma due
to a type 1 IgE-mediated immune response (although in
some cases a poorly understood non-IgE-mediated
response is found, especially with low-molecular-
weight molecules that act as haptens in triggering an
immune reaction).

A number of different chemicals have been isolated
from Australian blackwood that act as sensitisers
resulting in allergic contact dermatitis or asthma in sus-
ceptible people. Naturally occurring quinones such as
2,6-dimethoxy-1,4-benzoquinone and acamelin have
been isolated and shown to be sensitisers,'®?? and
more recently hydroxyflavans have been isolated from
Australian blackwood and shown to be allergenic.?® The
author postulates that either naturally occurring
quinones or possibly hydroxyflavans in the Australian
blackwood dust triggered vitiligo in this susceptible
patient.

In our patient good resolution of the vitiligenous lesions
was evident once the exogenous trigger was removed
and treatment with topical corticosteroids and PUVA
started.

Identification of Acacia melanoxylon as a cause of
occupational vitiligo is important as it provides authori-
ties with additional evidence for adjudication of com-
pensation for this worker and for future workers who
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Table I. Materials and agents associated with contact/occupational vitiligo

Materials containing phenol/catechol derivatives
Germicidal detergents
Disinfectants

Varnish and lacquer resins
Synthetic oils

Duplicating paper

Plasticizers

Insecticides

Printing inks

Paints

Photographic chemicals
Rubber antioxidants

Motor oil additives
Deodorants

De-emulsifiers for oil field use
Latex gloves

Soap antioxidants
Formaldehyde resins
Adhesives

Valve plants

Adapted from Boissy and Manga.'®

Other non phenol/catechol derivative chemical agents
Sulfhydryls

b-Mercaptoethylaminehydrochloride (cysteamine)
N-(2-mercaptoethyl)-dimethylaminehydrochloride
Cystaminedihydrochloride

Sulfanolicacid

3-Mercaptopropylaminehydrochloride

Miscellaneous

Mercurials

Arsenic

Cinnamic aldehyde

p-Pheylenediamine

Benzylalcohol

Azaleicacid

Corticosteroids

Optic preparations
Eserine(physostigmine)
Diisopropylfluorophoshate
Tio-tepa(N,N¢,N¢¢-triethylene-thiophosphoramide)
Guanonitrofuracin

Systemic medications
Chloroquine
Fluphenazine (prolixin)

Wood dust — Acacia melanoxylon (new agent from this

paper)

may develop occupational vitiligo from wood-dust
exposure. PUVA treatment is expensive and successful
adjudication in favour of the worker allows for com-
pensation of costs for PUVA treatment in South Africa
in terms of section 4.3 of circular instruction 181 from
the COID Act No. 131 of 1993.

Medical practitioners should be aware that Australian
blackwood, which is commonly used in the manufac-
turing of hardwood furniture and musical instruments,
as well as a range of other chemical agents, is an occu-
pational risk factor for vitiligo. Furthermore, medical
practioners should also be aware that various wood
dusts are risk factors for work-related asthma and con-
tact dermatitis. Workers who present with these con-
ditions and are exposed to one of these agents may be
eligible for compensation. Investigation at a specialised
unit may be required in order to perform punch biopsy,
patch testing or further investigation for work-related
asthma.
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BASOPHIL ACTIVATION ASSAYS

Allergic diseases, including reactions to foods, repre-
sent increasing health problems worldwide, and symp-
toms may not always be easily distinguished from
other disorders. Therefore, different tests should be
used to support the diagnosis, and in allergic reactions
to food, it is necessary to distinguish between an aller-
gic and an adverse reaction. The gold standard for food
allergy or intolerance is the double-blind placebo-con-
trolled food challenge (DBPCFC). However, this tech-
nique does not distinguish between allergic and
non-allergic reactions involving different antibody
types, cellular immune mechanisms and reactions
based on intolerance.

Furthermore, the results of immunoassays for the
detection of specific IgE antibodies are potentially sus-
ceptible to the presence of IgG antibodies of the same
specificity, can vary between the different assay sys-
tems (e.g. ImmunoCAP, Western blot) and often do not
correlate with data obtained by skin testing. Current
standardisation regimens favour the quantification of
the major allergen and the adjustments of the allergen
extracts (e.g. skin-prick testing) to a defined concentra-
tion of the selected major allergen. The problem with
this approach is that not all allergic patients are sensi-
tised to the same allergens, and minor allergens may
represent biologically relevant components for some
allergic individuals. A recent comparative study using
different, cell-based, biological assays revealed qualita-
tive differences in the composition of allergen prepara-
tions which were undetectable by conventional
IgE-inhibition assays.'

With these issues in mind more sensitive and specific
functional in vitro tests have been developed to inves-
tigate the cause of allergic reactions. These functional
in vitro assays focus on basophil-mediator release
assays such as histamine and leukotriene release tests
and have recently focused on the utilisation of flow
cytometry. The general concepts of these tests are to
mimic /n vitro the contact between allergens and circu-
lating basophils. The release of histamine and tryptase
can be quantified via ImmunoCAP (or other immuno-
assays), the release of leukotrienes with the commer-
cially available CAST assays? and general activation of
basophils via flow cytometry.®

Basophils

Basophils are granulocytes that mature in the bone
marrow and circulate in the periphery where they are
present in less than 1% of the leucocytes. Basophils
have a segmented nucleus and are identified by means
of staining with basic dyes such as toluidine blue.
Human basophils express a variety of cytokine recep-

Correspondence: Dr A Lopata, e-mail Andreas.lopata@rmit.edu.au

tors for interleukins, chemokines, complement,
prostaglandins and receptors for the IgE antibody
(FceRl and Fc yRIl). The basophil can be activated by a
number of stimuli which are mediated by the high-affin-
ity IgE receptor (FceRI) or not, and give rise to distinct
activation pathways. Electron microscopic studies have
revealed that basophil activation may follow two main
pathways: (i) so-called anaphylactic degranulation,
which is characterised by fast exocytosis of the intra-
cellular granules and release of preformed mediators;
and (ii) piecemeal degranulation, characterised by mor-
phological changes and secretion of granule content
without exocytosis. In addition, upon cross-linking of
the IgE antibodies (bound on their receptors) to their
respective allergens, basophils not only secrete and
generate a broad variety of quantifiable bioactive medi-
ators, but also up-regulate the expression of particular
proteins. To demonstrate exocytosis and release of
preformed mediators, often sulfidoleukotrienes such
as LTC4 and its metabolites LTD4 and LTE4 are meas-
ured. These mediators are more stable than histamine.
However, LTC4 can also be formed de novo, which can
be both IgE-dependent or non-IgE-dependent. To
demonstrate the second pathway, activation of
basophils without active release of mediators, also
possible in the absence of IgE mediation, flow cytome-
try has great advantages.

Recently a new specific marker protein, known as
CD63 (lysosomal-associated membrane glycoprotein-
3), was discovered on basophils. It was observed that
this protein is associated with secreted granules and
up-regulated concomitantly with basophilic degranula-
tion. Additional proteins are upregulated such as
CD203c (neural cell surface differentiation antigen; E-
NPP3) which is exclusively and constitutionally
expressed on the surface of basophils. These two
marker proteins are now used to demonstrate activa-
tion of basophils using flow cytometry.® Table | outlines
the principles of basophil stimulation assays.

Basophil activation

The conditions required for effective FceRl cross-link-
ing and subsequent degranulation have to be optimal.
Critical for any stimulation assays are the correct sam-
pling and preservation conditions of the blood samples.
To obtain optimal cellular viability and functionality
especially with basophils, analysis should be per-
formed within 3 hours of sampling in preservative- and
endotoxin-free tubes. The whole blood tubes (with
heparin or EDTA) should be stored at 4°C and the ery-
throcytes separated by sedimentation or centrifugation
before stimulation. Patients should avoid systemically
administered antiallergenic drugs, such as corticos-
teroids, chromoglycic acid (DSCG), indomethacin or
similar, for at least 24 hours prior to blood sampling.

The assays should be performed at 37°C and preincu-
bation with interleukin-3 (IL-3) may increase sensitivity.
Relevant negative and positive controls have to be
included. False-negative results are possible as up to
10% of tested individuals fail to show stimulated
basophils, particularly if the last acute allergic reaction
occurred more than 6 months previously.
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Table I. Principles of basophil stimulation assays

Aim of the test

Principle of the test

What to measure

Basic technology

Stimulus
(commercial or
in-house)

|dentify
cellular immune
response

Quantification of
released mediators
from activated
basophils

Quantification of
protein markers,
indicating activation

Quantification of
e Histamine
e Sulfidoleukotrienes

Quantification of
e CD63
e CD203c

ELISA testing

Flow cytometry

¢ [nhalant allergens
e Food allergens

e Latex

e \/enoms

e Drugs

of basophils (even
in the absence of
release of granules)

Allergen stimulation

The correct selection of an allergen is a prerequisite
and it should be kept in mind that extracts prepared
from natural source material might be heterogeneous
with varying composition of allergens, presence of
nonspecific stimulatory and/or inhibitory components
such as preservatives, endotoxins and lectins.*
Furthermore, the basophil response can be extremely
heterogeneous between different individuals. There-
fore dose-response experiments have to be performed
to distinguish between patients and control individuals.
Also the identification of sub-maximal stimulation is of
importance as recently demonstrated for the monitor-
ing of successful venom immunotherapy.

In summary, during recent years an increasing number
of studies have demonstrated that flow cytometry is a
reliable tool for monitoring basophil activation on aller-
gen challenge by detecting surface expression of pro-
tein markers (such as CD63 and CD203c). The assay is
relatively fast (2-8 hours) and needs about 2-5 ml of
whole blood. Protein allergens or drugs can easily be
tested; however, healthy control subjects have to be
included and assessed for each allergen. Based on
published papers on basophil activation, it can be con-

cluded that this technique represents a major advance
in the field of in vitro allergy diagnosis and could be per-
formed reliably by any laboratory with the appropriate
experience in allergy diagnosis and flow cytometry.
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THE HISTORY OF THE ALLERGY SOCIETY OF
SoutH AFRICA (ALLSA)
— 20 YEARS OF SERVICE

Adapted from a talk given by Professor Matt Haus
at The Sky's the Limit Congress, Sun City, May 2008

Prof Matt Haus introduced his talk on the history of
ALLSA by saying that the Society has grown on the
backs of people who have given so much to the
Society. The vision they had has been far surpassed,
demonstrating the truth of the saying 'the more you
give, the more you get back'. From the inaugural meet-
ing on 10 May 1988 held at the Carlton Hotel, Sandton,
Johannesburg, which attracted 150 people, interest in
ALLSA has been high.

He commented on the various congresses, both
ALLSA alone and the successful combination con-
gresses that have been held with other societies (e.qg.
SA Thoracic Society and SA Paediatric Society), and
including overseas meetings at which South African
allergists were eventually able to interact with dele-
gates from all over the world. He related the time dur-
ing the apartheid era when Eugene Weinberg spoke at
an overseas congress and had to give his talk to only
South Africans as everyone else had walked out! What
a change in 2000 when Cas Motala was appointed to
the Board of Directors of the World Allergy
Organisation (WAO).

Four past-chairmen of ALLSA celebrating Cas Motala'’s
appointment to the Board of Directors of the WAO at
the ICACI President’s dinner in Sydney, Australia,
October 2000.

ALLSA congresses have attracted overseas speakers
of the highest calibre across a wide spectrum of aller-
gy topics.

Matt paid tribute to the editors of the journal: Paul
Potter who was the founding editor of Current Allergy
Allergie Vandag as it was called before it became
Current Allergy & Clinical immunology, and Eugene
Weinberg and Heather Zar, the current editors. 'Every
single journal is @ monument to what the Society has
been able to do — from the beginning it contained the
highest standards of scientific writing." Almost imme-
diately the journal became respected as a letter of
commendation from President David Hill of the
Australian College of Allergy received in 1989 testifies.

.-' o

ASIIERGIES

From the first Excom (see below) meeting, enthusiasm
has been the order of the day. Even in the early days
the aim of the Society was to develop allergology as a
subspecialty. All the Excom members have made indi-
vidual contributions to furthering this goal.

- N "'ﬂ=!|!i

1988-1991 ALLSA Excom: Dr Paul Potter, Prof Eugene
Weinberg, Dr Lionel Wolff, Dr Luke Krige, Dr André
Botha, Mr Steve Lee (Dr Christo van Niekerk absent).

ALLSA EXECUTIVE COMMITTEES

1988-1991

Prof E Weinberg (Chairman)
Prof PC Potter (Hon. Secretary)
Dr A Botha

Dr L Kriger

Dr C Van Niekerk

Dr L Wolff

Mr S Lee

1991-1993
Prof PC Potter (Chairman)
Prof E Weinberg (Immediate Past Chairman)

148 Current Allergy & Clinical Immunology, August 2008 Vol 21, No. 3



Dr M Haus (Hon. Secretary)
Prof C Motala (Treasurer)
Dr PJC Buys

Dr PL Ireland

Mr S Lee

Dr M Groenewald

Dr A Morris

Dr A Manjra

1994-1997

Prof C Motala (Chairman)

Prof PC Potter (Immediate Past Chairman)
Dr M Haus (Hon. Secretary)

Dr A Morris (Treasurer)

Prof E Weinberg

Dr C Buys

Dr R Green

Dr M Groenewald

Mr S Lee

Dr A Manjra

1998-2000

Dr M Haus (Chairman)

Prof C Motala (Immediate Past Chairman)
Dr A Manjra (Hon. Secretary)
Prof PC Potter

Dr M Groenewald

Mr S Lee

Prof P Bardin

Prof H Zar

Dr S Kling

Prof J Cilliers

2001-2003

Dr A Manjra (Chairman)

Prof M Haus (Immediate Past Chairman)
Dr S Kling (Hon. Secretary)

Prof C Motala (Treasurer)

Prof PC Potter

Prof H Zar

Dr J Steer

Dr A Van Niekerk

Dr A Halkas

2004-2006

Prof C Motala (Chairman)
Dr A Manjra (Immediate Past Chairman)
Dr S Kling (Hon. Secretary)
Prof A Morris (Treasurer)
Prof M Haus

Prof H Zar

Dr A Van Niekerk

Dr A Halkas

Dr E Irusen

Prof M Jeebhay

2007-2009

Dr S Kling (Chairman)

Prof C Motala (Immediate Past Chairman)
Prof M Jeebhay (Hon. Secretary)
Dr D Hawarden (Treasurer)

Dr A Manjra

Prof M Haus

Prof H Zar

Dr A Halkas

Dr R Green

Dr S Risenga

As the different portfolios developed and loosely affili-
ated working groups (asthma, allergic rhinitis)
emerged, wider aspects of allergology were covered.
Matt honoured the contributions of Harris Steinman, of
FACTS (Food and Allergy Testing Service) who right
from the beginning contributed enormously to
research on food allergy and Mohamed Jeebhay who
has made an outstanding contribution in the field of

occupational allergy. Sharon Kling's tremendous efforts
in getting the Diploma in Allergology recognised were
also acknowledged.

5
‘ - T=y Y 1 ¥
F s

The South African Allergic Rhinitis Working Group,
1998.

Examiners and diplomates: First Diploma in
Allergology exam. Standing: Prof M Haus, Drs G Du
Toit, G Davis, A Manjra, Prof C Motala, Dr G Joyce,
Prof P Potter, Dr A Morris. Seated: Dr S Kling, Prof
E Weinberg.

‘Looking at a programme of a 1990 symposium we can
see that some of the topics haven't changed much, but
what is being talked about within those topics has
changed remarkably." ALLSA ran workshops, intro-
duced the Allergy Update meetings, held Inter-City
meetings and produced the series Understanding
Allergy which proved very popular with the general
public. In 1995 the ALLSA Handbook of Practical
Allergy was published, followed by a second edition in
2001. More recently ALLSA has been involved in pro-
moting World Asthma Day very successfully.

Workshop on Immunology: Dr Anne Cadman, Dr Ivor
Emanuel and Dr Paul Potter collecting kikuyu pollen
anthers outside the Conference Centre, Bakubung.
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National Allergy Update Lecture Series:

From left to right: Dr Jan Vlermeulen (Cape Town),
Dr Cas Motala (UCT), Dr Matt Haus (Johannesburg),
Elaine Lehmkuh! (Sandoz), Dr Marcelle Groenewald
(Pretoria), Dr Paul Potter (UCT), Dr Charl Bester
(Johannesburg) and Mr Peter Bradley (Sandoz).

Undersianding

ALLERGY
PREVENTION

CHILD HEALTH

Some ALLSA publications.

Matt mentioned the enormous debt of gratitude owed
to Ruwayda Adams who has run the national office so
competently from the beginning. The first office
opened in Observatory in 1992 and the move to the
new office in Mowbray happened in 1995. The first
membership subscription was R20 a year, and now 20
years later, it is R200 a year.

ALLSA could not have flourished without the support
of its sponsors. The first research award from UCB
was R150 000 (which in 1991 was an enormous
amount). The pharmaceutical companies' contributions
now stand at over R2 million.

ALLSA receiving the first research award cheque:
Back row: Mr S Lee, Dr J Mullineux, Dr L Krige,
Dr A Botha. Front row: Mr H. Herr, Dr L Wolff,
Dr C Motala, Prof EG Weinberg, Dr PC Potter,
Mr D Marais.

No history of ALLSA could
fail to mention Eugene
Weinberg, the ‘father of
paediatric allergology' in
South Africa. He was
awarded Honorary Life
Membership of ALLSA in
1998 in recognition of his
outstanding contributions
) to the field of allergy educa-
right: Prof ion and clinical practice in
South Africa. Since his
retirement, the keynote lec-
ture at each ALLSA con-
gress has been named the
Eugene Weinberg Lecture.

Matt concluded by looking at Paul Potter's guest edito-
rial in the November 2007 issue of the journal on the
future direction of allergology in South Africa. The list
of achievements covers what ALLSA and local
allergologists have already done, and outlines the need
for training (both at undergraduate level and for a post-
graduate diploma once allergology is recognised as a
subspecialty by the Health Professions Council of
South Africa).

A worthy record of achievement for a small society
over a relatively short period of time.

Left to
Eugene Weinberg re-
ceiving his Honorary Life
Membership award with
Prof Philip Bardin and
Dr David Hill.
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CONGRESS REPORT

THE SKY'S THE Limit CONGRESS —
Sun City, 29 MAY — 2 JunE 2008

The Sky's the Limit congress (a combined congress
involving ALLSA and various paediatric societies —
PANDA, SAAPS, SACCSG, SAPA and UNAPSA) proved
to be another successful meeting where delegates
could access the latest research and update their
knowledge on a wide spectrum of topics. The ALLSA
programme from the opening Eugene Weinberg
Lecture, on 'New insights into early immune develop-
ment' delivered by overseas speaker Prof Susan
Prescott from the University of Western Australia,
Perth, Australia to the closing lecture looking at the
year in review in the literature, offered something for

everyone. The June issue of the journal contained
abstracts of the oral free presentations and posters, as
well as articles based on some of the talks, so this
report gives just a sample of the variety of the scienti-
fic programme.

ALLSA celebrates its 20th birthday this year and Prof
Matt Haus took a walk down memory lane, marking
the achievements (and change in hairstyles!) of the
ALLSA Excom over the last two decades. See ‘History
of Allergy Society of South Africa — 20 years of service’
on p. 148. A 20th birthday party (with birthday cake, bal-
loons and party packs) was enjoyed by all.

152 Current Allergy & Clinical Immunology, August 2008 Vol 21, No. 3



Prof Heather Zar addressed the topic of asthma preva-
lence in South Africa and Africa in terms of the
International Study of Asthma and Allergies in Children
(ISAAC). While asthma has been regarded as much
less common in low- vs high-income countries, the
prevalences in many low-income countries is rising,
while that in high-income countries has stabilised or is
declining. There are poverty-related factors, as well as
unigue environmental, infectious and genetic factors
that have implications for asthma epidemiology and
management in Africa. Recent publications looking at
the ISAAC data comparing Phase | studies with Phase
[l have shown a striking increase in prevalence in
Africa in contrast to developed countries where the
prevalence has stabilised. In Phase lll, a high preva-
lence of asthma was reported among 13-14-year-old
adolescents as measured by self-reported wheezing in
the past 12 months both in Cape Town (20%) and
Polokwane (18%). While advising caution in interpret-
ing the data because one needs to understand that
large regional differences exist within the same coun-
try, Prof Zar looked at the reliability of the data in terms
of the tests used. Both the written and the video ques-
tionnaires (used to overcome language difficulties)
showing five sequences of people having asthma
attacks (at rest, after exercise, etc.) recorded a consis-
tently increased prevalence for all asthma symptoms
when comparing the Cape Town Phase 1 and Phase 3
studies. Tests of bronchial hyperresponsiveness have
also confirmed a rise in asthma prevalence in both rural
and urban children. Prof Zar made the very important
point that although asthma and poverty may have an
inverse relationship, there is a direct relationship
between poverty and the severity of asthma as reflect-

ed by ICU admissions and high asthma mortality. South
Africa is bth in the world in terms of asthma mortality
despite being only 25th for prevalence. There are
unique challenges to asthma management that need to
be considered.

Dr Harris Steinman gave a fascinating talk on emerging
food allergens, focusing mainly on the potato but also
on emerging trends in Europe and relating them to the
South African context. The potato is a common food,
an important starch crop, which was traditionally
thought to have low allergenicity and was even recom-
mended for use in hypoallergenic diets. There are 32
varieties, all with different chromosome identities.
Potatoes are also prepared in different ways (with oil
and without) and cooked and eaten at different tem-
peratures. A Scandanavian study identified a small
group of potato-allergic children, including immediate
and delayed reactions, in whom potato exacerbated
allergic dermatitis. Dr Steinman encountered three chil-
dren who tested positive to skin-prick tests, one of
whom showed a dramatic effect and was able to come
off steroid creams on a potato-free diet. So he has
undertaken a study to assess its significance as an
allergen and to look at the difference in allergenicity of
various forms (raw, boiled, cooked in oil).

Profs Mohamed Jeebhay and Cas Motala.

Other allergens discussed included fish, nuts, pollen,
fruit and flour.

e Tuna and yellowtail have been found to develop his-
tamine levels as soon as they are caught — histamine
poisoning affects 10-17 people every 2 years. Dr
Steinman related an amusing anecdote about a col-
league who had an unpleasant experience with but-
terfish — he'd remembered Dr Steinman mentioning
it but not his warning! Butterfish contains unab-
sorbable wax esters so after 12 symptom-free
hours, the oil pools in the rectum. This is not intoler-
ance, nor poisoning.

e Cashew nuts are being produced locally which may
account for more cases of allergy — although not as
common as peanut allergy, it is more severe, with
anaphylaxis and no skin involvement.

e Qlive tree pollen has been found to be cross-reactive
with tomato, potato, bell pepper, banana and latex —
there may be a risk of development of food allergy.

e Persimmon and pomegranate — not common, but
can cause anaphylaxis. They are being introduced
into countries where not previously encountered.

e Kiwi fruit is a big allergen in Britain but is still quite
expensive here so not common. It has been impli-
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cated in oral allergy syndrome (OAS) and food-pro-
tein induced enterocolitis syndrome (FPIES).

e |upin seed is used as a texture improver in bakery
products in France. It is highly cross-reactive with
peanut and is a hidden allergen because it is added
to flour. Although not yet encountered in South
Africa, we do follow food trends so it is something
to be aware of. Spelt and quinoa are advocated as
alternatives to flour, but spelt is actually a primitive
form of wheat and quinoa, although gluten-free,
may contain other allergens.

Prof Thomas Platts-Mills of the University of Virginia,
USA, discussed determinants of asthma prevalence
and severity, considering hygiene, allergens and
lifestyle. Asthma prevalence has increased since the
1960s so he looked first at trends in the USA. As early
as 1935 hay fever was being studied, way before asth-
ma, so he posed the question whether hay fever pre-
dated asthma. In terms of hygiene, what he termed the
‘cow theory,' this could not have played a role as the
removal of cows from American homes happened
much earlier. In the USA poverty is strongly associated
with the prevalence of asthma, but it has not always
been that way. There has been a shift from no social
class bias in 1969-1972, to a wider gap from 1979-1982
to a huge gap in 1987-1991 figures. However compar-
ing this with worldwide trends, there has been an over-
all increase worldwide since 1960 but this varies wide-
ly by country. In some places like Papua New Guinea
there is almost no asthma. Turning to lifestyle factors,
he examined what happened from 1960 to now, and
came up with TV as a contributor not only to childhood
obesity, a worldwide medical problem, but also to the
rise in asthma. Children are spending 3-4 hours indoors
when they used to be outdoors playing. They have less
physical activity, less sunlight and more exposure to
indoor allergens. In the USA they go to school by bus
and are not allowed to walk or even cycle. It has also
been found that sighing, a normal reflex in children,
occurs less often when children watch TV than when
they read; this may also affect lung function. Prof
Platts-Mills commented that really obese highly inac-
tive children don't complain about their bad lung func-
tion 'because they don't do a damn thing' yet others
may complain of breathlessness because they're
obese but their lung function may be fine. Changes in
lifestyle alone cannot explain the differences in
increased incidence in New Zealand (20%) and New
York city (5-10%), nor can the hygiene factors, so aller-

Overseas speakers Profs Tom Platts-Mills (left) and
Susan Prescott (second from right) with Dr Sharon
Kling and Profs Robin Green, Cas Motala and
Mohamed Jeebhay.

gens have to be considered as the factors that create
the difference.

At the Gala Dinner the overseas speakers, Profs Susan
Prescott and Tom Platts-Mills, were awarded Honorary
Fellowships, the 2007 research awards were present-
ed and three journal awards were announced. The suc-
cessful applicants for the research awards were Dr
Anita van der Walt, Dr Didintle Motsepe, Dr Barbara
Nurse and Ms Gina Stear. Thanks to our sponsors,
GlaxoSmithKline, AHR Pharma (formerly UCB Pharma),
MSD and Cipla Medpro. Dr Docrat who was section
editor of the Skin Focus section for many years was
awarded an ALLSA distinguished service award for his
service to the journal. Dr Ruth Prescott and Prof Paul
Potter won the best journal article award (and R1 000
each) for their article 'Immunochemical characterisation
of grass pollen allergens in South Africa’ and Dr
Rannakoe Lehloenya won the best photograph award
(and R1 000) for photo-
graphs in his article
‘Management of Stevens-
Johnson syndrome and
toxic epidermal necroly-
sis'.

Anne Hahn

Left to right: Ruth Prescott and Paul Potter receiving their Best Article award, Rannakoe Lehloenya receiving his
Best Photograph award, and Barbara Nurse receiving her research award.
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CONGRESS REPORT

XXVII EAACI ConNGRESS 2008 1I¥
BARCELONA, SPAIN

The XXVII congress of the European Academy of
Allergology and Clinical Immunology (EAACI) was held
in Barcelona, Spain from 7-11 June 2008. The congress
attracted more than 7 600 delegates from over 100
countries globally and addressed all aspects of allergic
diseases from paediatrics to geriatrics, with exciting
and stimulating sessions. There were a number of
research communications delivered by South African
researchers this year.

Advances and future trends in occupa-
tional allergies

Occupational allergies featured among the extensive
scientific programme highlighting the advances made
in this field. Some of the emerging topics included
markers of inflammation (e.g. exhaled nitric oxide
(eNQ)); cross-reactive carbohydrates determinants
(CCDs); and emerging allergens such as thaumatin-like
protein (TLP), lipid transfer protein 2G (LTP2G) and
B(1,3)-glucans allergens implicated in baker's asthma.
Another new allergen, strawberry pollen has also been
identified in greenhouse workers. An entire occupa-
tional allergy research poster discussion session
focused on health care workers. Causative agents
implicated in this setting included latex, disinfectants
and cleaning products and exposure to biological dust
(e.g. mites, moulds, bacteria and endotoxin).

Recipients of the 2005 ALLSA-GSK and ALLSA-UCB
awards, Tanusha Singh and Onnicah Mabe from the
National Institute for Occupational Health (NIOH) also
delivered scientific communications at the congress.
Tanusha Singh presented her findings from her PhD
study investigating endotoxin exposure in dental care
settings and its association to work-related asthma.
This study demonstrated that dental institutional char-
acteristics and job type are important predictors of
exposure to elevated aerosolised endotoxin levels in
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Onnicah Mabe (left) and Tanusha Singh.

EAACT

this setting. Onnicah Mabe, MSc student, with her
poster entitled 'Latex aeroallergens in dental schools in
South Africa’ demonstrated that certain products such
as dental dams used in dental settings are a major
source of aerosolised latex, in addition to latex gloves
of various brands still used in South African dental care
institutions.

Prof Mohamed Jeebhay, from
the University of Cape Town
delivered a presentation entitled
'High exhaled nitric oxide (eNO)
is associated with work-related
respiratory allergy in non-atopic
bakers', findings from a large-
scale study of bakery workers
funded by an award from the
Canadian Centre for Asthma in
the Workplace. The study con-
cluded that in addition to elevated
serum specific IgE to wheat/rye
flour, other determinants include
age, smoking and atopic status
of the worker.

Mohamed Jeebhay

Researchers win Best Poster Award

Drs Harris Steinman and Di Hawarden were awarded
the best poster in the late breaking clinical poster sec-
tion for their work on 'Oral rush desensitisation to
cow's milk in a severely cow's milk allergic adult' at the
congress. Congratulations!

Harris Steinman and Di Hawarden with their award-
winning poster presentation.
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Support your society, it supports allergology in South Africa

ALLSA remains one of the world’s most pro-active and innovative allergy societies. Our pioneering website and
patient information resources have spurred other national societies to follow suit.

ALLSA relies on an active membership base to continue to provide excellent resources to healthcare workers in
Southern Africa. We welcome new members from all over Southern Africa and membership is open to all health-
care workers with an interest in allergology. Our current membership includes medical practitioners (general prac-
titioners, physicians, pulmonologists, ENT specialists, dermatologists, ophthalmologists, paediatricians and
anaesthetists), nurses, dieticians, medical technologists, pharmaceutical industry staff and medical students .

Membership currently costs only R200 annually; this is a tax-deductible expense.

Members enjoy a number of privileges which include:

e The highly rated ALLSA journal — Current Allergy & Clinical Immunology, which is edited by Profs Weinberg and
Zar, and published quarterly. This journal is available on-line.

e Access to ALLSA's comprehensive allergy website at www.allergysa.org.

e On-line CPD accreditation.

e Patient information guides and leaflets on common allergic disorders.

e Discounted ALLSA congress registration fees for our annual congress.

e Regional allergy courses, meetings and journal clubs.

e Support with examination preparation for the Diploma in Allergology of the Colleges of Medicine of SA.

e Access to allergy research funding and annual ALLSA research awards of up to R50 000 per research study.

For more details on membership and privileges please contact Ruwayda Adams on tel 021-447-9019,
fax 021-448-0846, or e-mail enquiries to mail@allergysa.org

Please cut out the membership application form and post together with your payment.

ALLSA Membership Application R200 annual subscription
Dr SIS VIS

Post to: Allergy Society of South Africa, PO Box 88, Observatory 7935

Direct debit details:

Standard Bank: Rondebosch
Sort Code: 02-50-09

Account Number: 07 149 1821

Cheques payable to Allergy Society of South Africa
For direct deposits: Kindly fax your bank deposit slip as proof of payment (Fax No. 021-448-0846)
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PRroDUCT NEWS

4mg

Imonishaboe! socium, AT

MSD (Pty) Ltd is proud to announce the introduction of
SINGULAIR 4 mg. Studies have shown that asthma in chil-
dren under the age of six is on the increase worldwide.'
SINGULAIR 4 mg is the first asthma controller therapy, that
is not a steroid, to be approved in South Africa for children
as young as 2 years old.?

Studies have shown improvements in symptom and activity
scores from as early as day one, affirming the efficacy of
SINGULAIR 4 mg in this age group.® The current guidelines
for treatment of asthma in children, as compiled by the
Allergy Society of South Africa (ALLSA), call for the intro-
duction of a leukotriene antagonist as a controller agent in
this age group at step 2, after the use of short-acting reliev-
er medication has proven to be inadequate in controlling
asthma symptoms. In other words using leukotriene antag-
onist as a first line controller agent.* At present, of the
leukotriene receptor antagonists, only SINGULAIR is indi-
cated for use in children under the age of 12.2

SINGULAIR 4 mg is indicated for the prophylactic treatment
of mild to moderate asthma in the 2-5 year old age group.
SINGULAIR 4 mg is presented in a 28-day pack and one
tablet should be taken once daily at bedtime.? To date world-
wide use is more than 2.2 million children in more than 90
countries. This puts SINGULAIR in the unique position of
being the only controller therapy to be registered and indi-
cated for asthmatic patients from 2 years old and up.?

The FREEDOM +o be a Child!

REFERENCES:

1  Ehrlich, R. The Prevalence of Asthma in South Africa. Current
Allergy and Clinical Immunology March 2002; Vol 15: 4-8.
Data on File.
Knorr B, Franchi LM, Bisgaard H, et al. Montelukast, a leukotriene
receptor antagonist, for the treatment of persistent asthma in
children aged 2 to 5 years. Pediatrics 2001;108(3):1-10.

4 Motala C, Kling S, Gie R, et al. Guidline for the management of
Chronic Asthma in Children — 2000 Update. SAMJ. 2000; 90:
524-539.

MSD (Pty) Ltd (Reg. No. 1996/003791/07), Private Bag 3, Halfway
House 1685.

Copyright © MERCK & CO., INC., Whitehouse Station, N.J., U.S.A.
1999. ® Registered Trademark of MERCK & CO., INC., Whitehouse
Station, N.J., U.S.A. Before prescribing, please refer to the full pack-
age insert. 06-2004-SGA-03-ZA-230-0

Reg. No: 35/10.2.2/0397, SINGULAIR 4 mg

¢ 9 MSD

Foratec HFA

Foratec HFA is another exciting addition to Cipla's
range of respiratory products, emphasising our
commitment to offering solutions for Total Asthma
Control!

Foratec HFA (formoterol fumarate 12ug) is:

" a long-acting B,-agonist, giving up to 12 hours
bronchodilation'

as fast-acting as salbutamol,? between 1-3 minutes'
the only available formoterol fumarate MDI
" a 120-dose MDI; 2 months' supply (at 1 puff b.d.)

CFC-free, re-enforcing our global commitment to
preserving our planet within our sphere of influence

indicated as add-on therapy to inhaled corticosteroids in patients with chronic persistent asthma (GINA step

3)® and for prophylaxis and treatment of symptoms in patients with COPD',

priced at R69.60 SEP (excl VAT), the most cost-effective long-acting B,-agonist in SAI®

Isn't this enough reason to prescribe Foratec HFA?

Cipla offers you Total Asthma Control through choice of molecules, choice of devices and a choice
to treat cost-effectively!

Prescribing information available on request. Please contact Beverley Kruse on 021-917-5620.

1. Foratec HFA Package Insert

2. Van Noord J, et al. Salmeterol versus formoterol in patients with moderately severe asthma: onset and duration of action. Eur Respir J 1996;

9: 1684-1688

3. Asthma Guidelne limplementation Project. Primary care management of adults with chronic asthma. Revised 2006. SA Family Practice

Journal. June 2007; 49: 19-31

4. Bateman ED, Feldman C, O'Brien J, Plit M, Joubert JR. Guideline for the management of chronic obstructive pulmonary disease (COPD):

Revised 2004. S Afr Med J. 2004; 94(7 Pt 2): 559-575.
5. SEP (excl. VAT) as per PCD, July 2008
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NEW DESIGN FOR SYMBICORD

AstraZeneca is proud to introduce a new design for
Symbicord boxes and packaging. The purpose of the
packaging change is to standardise the colours and
design globally, so that wherever in the world you
may be, the Symbicord packaging will look the same.

In line with these changes, we are also keeping these
colours for our promotional and educational material,
so that the design is standardised throughout. The
new look is bold, positive, professional and modern,
with an emphasis on clinically relevant and clear infor-
mation. The approach is future-focused, to reflect the
constant innovation and challenging of conventions
that is the basis of our approach to medicine at
AstraZeneca.

Please note that the ingredients and doses of
Symbicord will remain the same.

In conjunction with the new look, AstraZeneca
intends to introduce user-friendly educational and
support material to assist and support people with
asthma.

The new material is aimed at providing the busy
physician and his/her patients with the tools that they
need so that people with asthma can take responsi-
bility for their own asthma control.

S 3| Symbicord® Turbuhaler® 80:4,5 ug/dose (Inhaler), Reg No.
35/21.5.1/0404. Each delivered dose contains as active con-
stituents: Budesonide 80 micrograms and formoterol fumarate
dihydrate 4,5 micrograms.

:.

Tatm s

Turku kam

@ Symbicord® Turbuhaler® 160:4,5 pg/dose (Inhaler), Reg
No. 35/21.5.1/0405. Each delivered dose contains as active
constituents: 160 micrograms and formoterol fumarate dihy-
drate 4,5 micrograms.

@ Symbicord® Turbuhaler® 320:9 pg/dose (Inhaler), Reg No.
38/21.5.1/0187. Each delivered dose contains as active con-
stituents: Budesonide 320 micrograms and formoterol
fumarate dihydrate 9 micrograms

NAME AND BUSINESS ADDRESS OF THE HOLDER
OF THE CERTIFICATE OF REGISTRATION:
AstraZeneca Pharmaceuticals (Pty) Limited, 5 Leeuwkop Road,

Sunninghill, 2157, South Africa. Reg No. 92/05854/07.
Tel: +27 11 797 6000. Fax: +27 11 797 6001. www.astrazeneca.co.za

HEALTHWAY EMF AIR PURIFIER

World’s most advanced medical grade air
purifiers

Studies have shown that indoor pollution is five times
more dangerous than outdoor pollution and we spend

90% of our time indoors. It seems we live in an environ-
ment tailored to creating allergy sufferers.

One of the best ways to combat allergies is to remove
airborne allergens in the first place. Until recently, this
was not possible for the average man on the street as it
required expensive, advanced equipment.

Healthway has pioneered the quest for smaller air purifi-
cation units that are packed with all the required tech-
nology but packaged into an affordable product.

The Healthway EMF Air Purifier is one of the most
advanced air purification systems in the world. It is certi-
fied by FDA as a class 2 medical device and defined as a
medical air purification system.

Independent laboratory testing certified that bacteria
were reduced by 98-100%, virus by 99-100% and mould
and fungi by 94-100%.

The system includes dual cleanable pre-filters for larger
particulate collection. It also includes 4 pounds of gran-
ule carbon and zeolite filter for high-capacity multiple
gas/chemical scrubbing.

The EMF system is 99.97% efficient at collecting 0.3
microns size particulate. The 12 inch diameter EMF filter
is 100% sealed so no air can bypass around the filter, to
ensure 100% of the air passing through the system is
treated by the EMF germ-killing zone.

H20 International is proud to be the exclusive distributor
of this product. With a 13-year history of great service,

over 70 branches nationwide and a central warehouse
stocked with maintenance staff and parts, you can rest
assured that you are buying from a well-established com-
pany that can back you up on any after-sales service you
may need.

Call H20 toll free on 0800 492 837 and receive a free
indoor quality test valued at R495.00.
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NASONEX IS NOW INDICATED FROM
THE AGE OF 2 YEARS!

Nasonex Aqueous Nasal Spray is indicated for use in
adults, adolescents and children between the ages
of 2 and 11 years to treat the symptoms of season-
al allergic or perennial allergic rhinitis.

In patients who have a history of moderate to severe
symptoms of seasonal allergic rhinitis, prophylactic
treatment with Nasonex Aqueous Nasal Spray is rec-
ommended prior to the anticipated start of the pollen
season.

Dosage and directions for use

Adults and adolescents: The usual recommended
dose for prophylaxis and treatment is two sprays (50
ug/spray) into each nostril once daily (total dose
200 pg). Once symptoms are controlled, dose reduc-
tion to one spray into each nostril (total dose 100 ug)
may be effective in some patients for maintenance.

Children between the ages of 2 and 11 years: The
usual recommended dose is one spray (50 pg/spray)
in each nostril once daily (total dose 100 pg).

For more information contact
Gary Vine, ﬁ-—ﬁy \Schesng-ocigh
Schering-Plough (Pty) Ltd, (ﬁt‘ﬁi"m Alergy Conrol
011-922-3300.

PIMECROLIMUS CREAM 1% IN ATOPIC
DERMATITIS: A 6-MONTH, OPEN-LABEL
TRIAL IN PAEDIATRIC PATIENTS

Pimecrolimus, a new, non-steroid, inflammatory-
cytokine inhibitor, has been shown to prevent pro-
gression to flare in atopic dermatitis (AD) and to
improve long-term disease control when applied as a
1% cream. In this 6-month, open-label, multinational
study, 177 infants aged 3-23 months and 489 children
aged 2-17 years, with mild to severe AD, were includ-
ed. The study was designed to evaluate the efficacy
and safety of pimecrolimus cream 1% used as a first-
line treatment. Treatment consisted of an initial bid
regimen, for as long as signs and symptoms of dis-
ease persisted; this was followed by treatment as
required at the first signs and symptoms of AD.
Emollients were allowed as per the physician's normal
practice, and topical corticosteroids could be used to
treat severe flares at the discretion of the physician.
Efficacy was assessed by evaluations of pruritus, and
total-body and facial Investigators' Global
Assessment (IGA). Results from the first return visit
(day 7) showed an improvement from baseline of = 1
in total-body and facial IGA for infants (59.1% and
72.8% of patients, respectively) and children (59.3%
and 62.2%, respectively). Pruritus was absent or mild
in 67.8% and 65.4% of infants and children, respec-

tively. This level of improvement in the patient popula-
tion was maintained throughout the 6-month study.
Adverse events occurred in 75.7% of infants and
71.1% of children. Most adverse events were com-
mon childhood illnesses that would be expected in
this population (e.g. nasopharyngitis (infants 22.0%,
children 12.8%), upper respiratory tract infection
(infants 18.6%, children 11.9%) and cough (infants
8.5%, children 10.1%)). Concerning pimecrolimus's
local tolerability, application-site burning occurred in
2.3% of infants and 7.0% of children, and local pruri-
tus occurred in 0.6% infants and 1.0% children.
Application-site reactions were most frequently
reported during the first 6 weeks of treatment and
were mild to moderate in intensity. In conclusion,
pimecrolimus cream 1% was effective in the treatment
of the early signs and symptoms of AD (including pru-
ritus) in infants and children, and demonstrated a
good safety profile.

Reference available on request. Contact Thoko Nzama, 011-929-
9111

) NOVARTIS
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BOEHRINGER INGELHEIM LAUNCHES
THE NEW INFLAMMIDE® 200 NOVOLIZER®

The prevalence of asthma is continuing to rise through-
out the world and South Africa. Guidelines still recom-
mend inhaled corticosteroids as the cornerstone of
asthma therapy." Despite the availability of numerous
treatments the disease remains poorly controlled.?
Inappropriate and incorrect use of inhaler devices con-
tribute to the lack of adequate asthma control; 71% of
patients misuse their MDIs and up to 47% of patients
cannot co- ordinate on activation and inspiration.® It is
now well recognised that improvement in drug delivery
will continue to be paramount in improving asthma man-
agement.*

Boehringer Ingelheim has launched the new
Inflammide® 200 Novolizer®. This product combines
the proven efficacy of Inflammide® 200 with the innov-
ative technology of the Novolizer® delivery system.

The Inflammide® 200 Novolizer® is designed in such a
way that it is virtually impossible to use incorrectly,
closely meeting the characteristics sought in an ‘ideal’
inhaler. ®

The Inflammide® 200 Novolizer® is breath actuated and
can only be successfully activated once the threshold
PIFR of 35-50 litres/min is generated. At this level the
complete dose is delivered to the patient. The Novolizer®
has a triple feedback that tells the patient when each
dose has been successfully inhaled,® thus optimising
dosing.

In healthy volunteers the median lung deposition of
budesonide administered via the Novolizer® was 19.9 -
32.1% at mean PIFR of 45 - 90 litres/min.®

The Inflammide® 200 Novolizer® contains 200 pg of
budesonide per inhalation in a 200-dose cartridge. The
product will be available in 2 forms:

e The Inflammide® 200 Novolizer® Complete which
contains the Novolizer device and a cartridge.

e The Inflammide® 200 Novolizer® refill which con-
tains the cartridge only.

In line with the Montreal Protocol manufacturers were
compelled to switch their asthma inhalers, which contain
CFC propellants, to more environmentally friendly prod-
ucts by December 2005. The Inflammide® 200 Novolizer®
is a multidose dry powder inhaler (MDPI) and does not
contain any propellants, making it not only patient-friend-
ly but environmentally friendly too.

The Inflammide® 200 Novolizer® offers substantial advan-
tages over metered dose inhalers making it an ideal
replacement product for patients using budesonide
MDls.

For further information please contact Greg Zurnamer
(Inflammide® 200 Novolizer® product manager) at 011-886-
1075 or e-mail: zurnamer@jnb.boehringer-ingelheim.com

REFERENCES
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2008, softcover, 320 pp, 250 illus, R720
summaries, and review questions in every chapter.
Key features

setting.

New to this edition

Basic Immunology, 3/e

Functions and Disorders of the Immune System With STUDENT CONSULT Online Access
Abul K. Abbas, MBBS and Andrew H. Lichtman, MD, PhD

Here’s a readable and concise introduction to the workings of the human immune system, with emphasis on
clinical relevance. The format makes learning easy with short, easy-to-read chapters, color tables, key point

B Relates basic science to clinical disorders through clinical cases for better application in a real-world

B Includes a full Glossary to keep you on the cutting edge of immunologic terminology.

B |ncludes appendices summarizing the features of CD Molecules, a handy Glossary, and Clinical Cases
that test your understanding of how the immune system functions in health and disease.

B |llustrated with beautiful full-color artwork for enhanced visual learning.

B Provides the most up-to-date immunology information including coverage of regulatory T cells, and biology
of the Th17 subset of CD4+ T cells to keep you completely current.
B Access integration links through included STUDENT CONSULT access for more in-depth study.

E-mail: jackie@medbookseller.co.za

Orders: Medical Book Seller, Tel Jackie: 083 303 8500, fax (021) 975-1970,
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MIELE LAUNCHES TOP-CLASS RANGE OF
VACUUM CLEANERS

A fact of modern life is the increase in allergies, with
more and more adults and children suffering from
asthma, rhinitis and hay fever. Allergies are made
worse by household pets, and dust mites in carpets,
mattresses and soft furnishings. In response to the
growing need for appliances that can help alleviate
the problems suffered by allergy sufferers Miele have
developed a number of features and accessories to
ensure excellent levels of cleanliness in the home.

The S5281 MedicAir Vacuum
Cleaner is supplied with all the fea-
tures and accessories to meet the
specific needs of allergy sufferers.
The unit is equipped with an inno-
vation that offers additional security
and comfort; the Allergotec Sensor
floorhead for visible hygienic clean-
liness.

Miele offers a choice of three filters placed behind
the motor. Because of the airtight design, any air leav-
ing the vacuum cleaner only leaves via the final filter.
The Miele Super AirClean filter removes nearly
94% of the particles as small as 0.3 p and, for this
reason is the most suitable for everyday households.
The Miele Active AirClean filter incorporates the
Super AirClean filter and is designed for customers
who have to vacuum up items with unpleasant
odours. A tight-fitting filter cassette with a rubber seal
prevents any air escaping. The active charcoal com-
ponent absorbs and neutralises odours. The Miele

Active HEPA filter solves the problems of allergy suf-
ferers. The Active HEPA filter retains 99.5% of parti-
cles.

For the true pet lover — the S5261 in Capri Blue and
S6361 in Tayberry Red are Miele's Cat & Dog range
of vacuum cleaners. Stubborn pet hairs do not stand
a chance with the Miele Cat & Dog's Turbo Brush.
This special floorhead is driven by the suction of the
cleaner and rotates evenly to pick up hair and dirt
from most types of carpets, while the smooth run-
ning floor head SBD takes care of most hard floor sur-
faces. The Miele Cat & Dog vacuum cleaner is spe-
cially fitted with an ActiveAirClean filter. The activated
charcoal filling ensures any smell arising from the
contents of the dustbag is absorbed before it leaves
the cleaner and that the exhausted air is always fresh

@

Miele (Pty) Ltd Gallery of Fine
Mi‘ﬂlﬂ' Living (Head Office),
PO Box 69434, Bryanston, 2021,

Anything el<eis u campremise mandy'h_unt@m'ele_'co'za'_
A www.miele.co.za, info@miele.co.za

Share call: 0860 000 622,
Share fax: 0860 000 633.

FURTHER ACCEPTANCE FOLLOWS
GLAXOSMITHKLINE'S SERETIDE PRICE
REDUCTION

GlaxoSmithKline's decision to reduce the price of its
flagship asthma medication, Seretide, is showing
encouraging signs of success. Seretide is used in the
treatment of chronic asthma and was already one of
the most prescribed chronic medications in South
Africa at the time of the 20% price reduction. Medical
schemes, as well as medical practitioners and health-
care professionals, are also starting to adopt Seretide
as the medication of choice, now that it is more
affordable. Medical institutions are following suit and
the cumulative effect is that more and more chronic
asthma sufferers in South Africa are gaining access
to the medication.

Following the price reduction, one of South Africa's
leading medical aid schemes, Medscheme, included
Seretide in its Restrictive Formulary from 1 February
2006. The result is that all Medscheme-administered
asthma patients now have access to Seretide.
Restrictive formularies are primarily used to deter-
mine prescriptive needs of the lower to middle
income groups, which means that the use of Seretide
is likely to be extended to asthma sufferers who pre-
viously would have had no means of gaining access
to the medication. In the light of the Department of
Health's drive towards creating lower income medical
schemes, the inclusion of Seretide in a major health
scheme's Restrictive Formulary gains extra signifi-

L]
@GlaxoSmithKline

cance. It is still too early to ascertain the extent to
which chronic asthma sufferers in previously disad-
vantaged communities are now able to acquire
Seretide, but as time elapses this should become
easier to determine.

S3 SERETIDE® 50/100 ACCUHALER® - 33/21.5.4/0413
SERETIDE® 50/250 ACCUHALER® - 33/21.5.4/0414
SERETIDE® 50/5600 ACCUHALER® - 33/21.5.4/0415
SERETIDE® 25/50 INHALER - 35/21.5.4/0411
SERETIDE® 25/125 INHALER - 35/21.5.4/0412
SERETIDE® 25/250 INHALER - 35/21.5.4/0413.

Composition: ACCUHALER® - Each blister contains a mixture of sal-
meterol xinafoate equivalent to 50 ug of salmeterol and microfine flu-
ticasone propionate (100 pg, 250 pg or 500 ug). Contains lactose as
excipient.

INHALER- Each single actuation provides salmeterol xinafoate equiv-
alent to 25 pg of salmeterol and 50, 125 or 250ug of fluticasone pro-
pionate.

GlaxoSmithKline South Africa (Pty) Ltd; (Co. reg. no.1948/030135/07)
Private Bag X173, Bryanston. 2021 Tel +27 11 745 6000. Fax +27 11
745 7000. September 2005. For full prescribing information, please
see package insert

For more information, please visit www.gsk.com or
contact: Dudu Ndlovu, Head: Corporate Affairs, tel
011-745-6101, Fax 011-388-6101,

e-mail dudu.d.ndlovu@gsk.com
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New Nestlé NAN H.A. 1 with PROTECT

START™ and Nestlé NAN H.A. 2 with

PROTECT PLUS™

Nestle
utnition

Nestlé Nutrition proudly presents the introduction of two new advanced premium

| B |

NAN

e
-

South Africa.

infant formulas, that not only provide all the essential nutrients for babies' optimal
physical and mental development but also train and modulate their natural immune
defences to reduce the risk of allergies in those crucial first years of life.

The alarming increases in recent decades of allergic diseases in children in both
Western and developing countries, is a concern. This trend has also been reported in

Exclusive breastfeeding during the first six months is the simplest and most effective prevention of allergies caused by for-
eign food proteins. Mother's milk, with its immunogenicity and natural bifidogenic effect, actively promotes the simultaneous
development of oral tolerance. For the infant at risk of developing allergies, where breastfeeding is not possible, an alterna-
tive is the unique hypoallergenic infant formula, developed by the leaders in infant nutrition, Nestlé Nutrition.

New Nestlé NAN H.A. 1 with PROTECT START™ is the only hypoallergenic starter formula with a unique nutrient combina-

tion, to meet the needs of infants from birth. It is designed primarily to support the establishment of a balanced immune sys-
tem and it is clinically proven to reduce the risk of developing allergies.

PROTECT START™is made up of:

OPTI PRO"™
Bifidogenic nutrient combinations

__-\.'-". ._-II
£ kot 7 o

LCPUFA's long-chain polyunsaturated fatty acids such as DHA and ARA

r 1 L]
2 For the infant older than 6 months, as a follow-up to New NAN H.A. 1, Nestlé introduces New NAN H.A.
2 with PROTECT PLUS™: Nestlé NAN H.A. 2 with PROTECT PLUS™ is a state-of-the-art hypoallergenic fol-
low-up formula with BL-active cultures, to meet the needs of older infants.

SET hy PROTECT PLUS™ is made up of:

e OPTI PRO"™
e BL active cultures

-._’ % : e | CPUFA's long-chain polyunsaturated fatty acids such as DHA and ARA
i These products are improved formulations, which replace the current NAN H.A. that you know and trust.
For more information please contact Nestlé Consumer Services on 0860 09 6789 www.nnia.org

IgE testing in persistent cough

IgE testing is helpful for GPs in determining those young
children with persistent cough who will and will not develop
asthma at age of 6 years.

Cough is the main complaint in at least 13% of general prac-
tice consultations for children from birth to 4 years of age.
Clinical parameters alone cannot identify the subgroup of
children for whom the risk of developing asthma is high, and
therefore if a special investigation could be found to have a
high predictive effect, this would be of great benefit to the
clinician.

A study in The Netherlands of 752 children visiting 72 GPs,
found that IgE testing was helpful for GPs in determining
those young children with persistent cough who will and will
not develop asthma at age of 6 years.

The aim of the study was to investigate the diagnostic added
value of allergen-specific IgE measurements to predict
development of asthma at the age of 6 in young children
with persistent cough. A structured questionnaire and a
blood sample at inclusion were used to construct a simple
scoring formula including age at inclusion (3-4 years), wheez-
ing, and family history of pollen allergy. A follow-up exami-
nation with lung function tests and questionnaires was
performed at the age of 6 years.

Serum total IgE and specific IgE for cat, dog, and house-dust
mites were determined. The children with an IgE-positive
status were matched to those with a negative status defined
by age, sex, region (rural versus urban) and IgE antibody test-
ing, and using the baseline criteria the researchers could cat-

egorise the children into 16 groups. The range of predictive
values for asthma development in these groups increased
from 6- 75% to 1-95% when IgE antibody testing was
included. Almost 13% of the group (all less than 4 years of
age) had an IgE-positive status for cat, dog, and/or house-
dust mites. In 3-year-old wheezing children without family
history of pollen allergy the probability of developing asthma
at the age of 6 was 48.1%. After testing for allergen-specif-
ic IgE the children could be categorised into an IgE-positive
group with high risk (88.1%) and an IgE-negative group with
low risk (28.3%). The predictive values were below 5% in
non-wheezing children with negative test results but
increased to 20-50%> if the tests were positive.

The study concluded that the assessment of specific IgE to
inhalants may be helpful in determining those children with
persistent cough (= 5 days) who will and who will not devel-
op asthma at the age of 6 years. In particular, IgE testing was
able to categorise children who wheeze into low- and high-
risk groups.

Eysink PED, ter Riet G, Aalberse RC, et al. Accuracy of specific IgE in
the prediction of asthma: development of a scoring formula for gen-
eral practice. Br J Gen Pract 2005; 55: 125-31
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CPD QUESTIONNAIRE

Earn 2 CPD points after you have read the journal by com-
pleting the following questionnaire online on the ALLSA
website at wwwe.allergysa.org/cpd or follow the links from
the home page. To earn points, you will need to register
and fill in personal details (make sure you have your
HPCSA number handy and decide on a password before-
hand). Once you have registered, you can answer the
questionnaire. If you have registered for a previous ques-
tionnaire, you'll need your HPCSA number and password
to logon. Please note that there is only one correct answer
per question, and you will have only one opportunity to
submit the questionnaire, so please check answers care-
fully. You will be able to change anwers if you click the
wrong one by mistake, but once you click 'Submit
Answers' the test will be submitted and marked.

Points will be submitted electronically to the HPCSA.

The closing date for submission of this questionnaire is 30
November 2008.

ASTHMA, ALLERGIC RHINITIS AND ECZEMA IN THE
ELDERLY

1.

True or false: The typical symptoms of asthma such as
dyspnoea, cough and wheeze have a good predictive
value in the diagnosis of asthma in the elderly so it is
not necessary to investigate for alternative diagnoses.
a) True
b) False

. True or false: Theophylline is a safe option in the treat-

ment of asthma in the elderly because it has few
adverse effects and does not interact with other drugs.
a) True
b) False

. True or false: Leukotriene receptor antagonists are not

effective as a steroid sparing agent in the elderly.
a) True
b) False

. True or false: New onset of nasal pruritus, sneezing,

rhinorrhoea and nasal congestion is most likely due to
non-allergic rhinitis.

a) True

b) False

. True or false: Antihistamines have few muscurinic

side-effects and can safely be used in men with benign
prostatic hypertrophy.

a) True

b) False

IMMUNOSENESCENCE: INEVITABLE OR PREVENTA-
BLE?

1.
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Choose ONE correct answer: Components of the
adaptive immune system include the following:

a) Macrophages

b) Dendritic cells

c) Natural killer cells

d) T-cell lymphocytes

e) Neurophils

. True or false: Ageing is associated with increased pro-

inflammatory cytokines
a) True
b) False

. True or false: Exercise improves immune parameters

in the elderly.
a) True
b) False

. Choose ONE correct answer: The following micro-

nutrients have been shown to influence immune
responses in the elderly.

a) Folic acid

b) Selenium

) Vitamin Bg

) Vitamin C

)

c
d
e) All of the above

5. True or false: Natural killer cells show improved func-

INFLAMMATION,

tion with age but reduced numbers.
a) True
b) False

IMMUNITY AND ALZHEIMER'S

DISEASE

1.

Choose ONE incorrect answer: Pathological features

of Alzheimer's disease include:

a) B-amyloid plaques

b) Lewy bodies

c) amyloid angiopathy

d) neurofibrillary tangles

. Choose ONE incorrect answer: The accumulation of

amyloid-B in the brain may occur as the result of:

a) mutations in the amyloid precursor protein (APP)
gene

b) trisomy 21

¢) impaired clearance of B-amyloid in the elderly

d) non-steroidal anti-inflammatory drug use

. Choose ONE incorrect answer: Microglia in the brain:
a) are normally in an up-regulated (activated) state
b) are part of the monocyte/macrophage cell lineage
c) may cause neuronal damage when activated
d) are implicated in the pathogenesis of a number of
neurodegenerative diseases

. Choose ONE incorrect answer: The following allelic
combinations of the apolipoprotein E (APOE) gene are
associated with an increased risk of developing
Alzheimer's disease:

a) €2/e4
b) €3/e4
c) €3/e3
d) ed/ed

. Choose ONE incorrect answer: Therapeutic strate-
gies being developed to treat Alzheimer's disease by
lowering B-amyloid concentrations include:

a) B-secretase inhibition

b) acetylcholinesterase inhibitors
c) y-secretase inhibitors

d) amyloid-B4.4, immunisation

SKIN FOCUS - FIXED DRUG ERUPTION

1.

True or false: The majority of patients who develop
fixed drug eruption (FDE) do so as a reaction to com-
monly available drugs.

a) True

b) False

. True or false: The skin lesions of FDE often progress
to toxic epidermal necrolysis.
a) True
b) False

. True or false: After the first episode of FDE, subse-
quent exposure to the offending drug results in the
appearence of skin lesions only limited to sites of pre-
vious lesions.

a) True
b) False

ALLERGIES IN THE WORKPLACE

1.

True or false: Medical treatment for occupational con-
tact dermatitis is compensable under the COID Act cir-
cular instruction 181.

a) True

b) False

. Choose ONE incorrect answer: The following work-
place exposures are risk factors for occupational
vitiligo:

a) Disinfectants

b) Insectlcides

c) Latex gloves

d) Silica dust

e) Australian blackwood dust
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