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Lyme disease in Australia
L. Cestnick

School of Behavioural Sciences, Macquarie University,
New South Wales

Some people still hold the view that Lyme disease does not exist
in Australia, partly because the symptoms of people infected here
have been found to be slightly different to the symptoms of those
infected in North America,' where the spirochete, Borrelia
burgdorferi, was first discovered and also because serological evi-
dence has been inconclusive.

In European countries and Australia, there have been central
nervous system (CNS) complaints of sharp, shooting pains and
migraines in the absence of any rashes or arthritic pain,>* whereas
in North America there are more peripheral arthritic complaints than
direct CNS complaints,S although people with both sets of com-
plaints do exist in these areas of the world.

Clinical Lyme specialists (e.g. Bernie Hudson and Janet
Kitchener-Smith) in NSW have seen strikingly similar/identical
symptoms and response to treatment post tick bite from many pa-
tients bitten in the northern beaches area of Sydney as those with
positive serology from other countries. In addition, different symp-
toms could be a result of different DNA strands of the spirochete
within CNS and peripheral systems.”8

Denial of the existence of Lyme in Australia based on different
symptoms of patients here versus in America is not justifiable and
may be hazardous from a treatment perspective, particularly given
recent evidence suggesting that the spirochete may exist in Pittwater,
NSW.% Scepticism lies in the fact that the patient who recently tested
positive had spent time in Europe 17 months before the onset of
symptoms so there is a chance that the infection was gained over-
seas. The patient was adamant, however, that he was not bitten bya
tick in Europe, but was bitten in Pittwater.

Lyme researchers in Australia are of the strong opinion that the
spirochete exists here, but behaviours of the spirochete and our
immune systems make it difficult to detect serologically. In addi-
tion, the only laboratory every to perform Lyme serologies for pa-

tients from NSW (Infectious Disease Pathology laboratory, Uni-
versity of Newcastle) was only in operation for less than one year.
Clearly, without adequate research, the task of identifying the
spirochete in NSW has been difficult (for information on laborato-
ries performing serologies throughout Australia, see Russell!%).
(Note: the Ixodes tick, which carries the disease, is endemic in the
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northern beaches of Sydney, where the largest number of I-m
symptom complaints originate from.)!!

The etiology(ies) behind these symptoms is (are) not ¢
clear, but could be a direct result of the micro-organism Bojy
burgdorferi which invades the body or the reactions of the igim
system to the spirochete. e

The causative agent of Lyme, the spirochete B. burgdorferi
been detected in the cerebrospinal fluid of many persons with
symptoms of Lyme.'! In most cases, however, symptoms of. Lyme
exist in the absence of positive Borrelia serology.!? This permcm
and ingenious micro-organism has a long replication time,
undergo genetic variations once in the CNS,” can hide in mtraéé]‘
lular locations'*'* and in difficult to penetrate sites (e.g CNS;joinits,
anterior chamber of the eye).'’ These features make it very difficult
to detect or kill, which is why treatment decisions must be made
based on the symptomatology of the patients and exposure to en
demic areas for Lyme disease as opposed to positive serology '

Lyme may persist for such a lengthy time after initial infectig
as a result of the B. burgdorferi synthesising large amounts of,
interleukin- 1 necessary for T-cells to mature rapidly, as well as from
the excitotoxicity of quinolinic acid and n-methyl-n-aspartat
appears that both the spirochete and the immune system may mte,
act to maintain the disease. .

In summary, given exposure to a tick, particularly in a proposed:
endemic area, and even one symptom of Lyme, the logical decision "
appears to be to offer treatment and ask more detailed questions later, °

References

1. Gasser R, Reisinger E, Sedag B, Horvath R, et al. Oral treatment of late lynie ;f:.
borreliosis with a combination of roxithromycin and co-trimoxazole — a pitor.-
study on 18 patients. Acta Med. Austriaca (in English), Heft 3. 1996; 99-101, .

2. Asbrink E, Hovmark A, Hederstedt B. The spirochetal etiology of acrodermati- -
tis chronica atrophicans Herxheimer. Acta Derm Venereol (Stockh), 1984; 64:
506-12. .

3. Bannwarth A. (1941). Chronische lymphocytare meningitis, entzundliche-
polyneuritis and ‘rheumtisums’. Arch Psychiatr Nervenkr 1941; 113; 284-376; -

4. Garin Ch, Bujadoux A. Paralysie par les tiques. J Med Lyon 1922; 3: 765-767. -

5. Burrascano J. Jr. Managing Lyme Disease, 10th Edition. East Hamptom, NY.
1995. URL: http://www.lehigh.edu/lists/lymenet-l-managing.htm

6. Steere A, Malawista S., Snydman D., Shope R., et al. Lyme arthritis: an epi-
demic of oligoarticular arthritis in children and adults in three Connecticut com-
munities, Arthritis Rheum, 1997; 20: 7-17.

7. Pachner A., Itano A. Borrelia burgdorferi infection of the brain: characteriza-
tion of the organism and response to antibiotics and immune sera in the mouse
model. Neurology 1990; 40: 1535-40.

8. Schwan T, Burgdorferi W, Garon C. Changes in infectivity and plasmid profile
of the Lyme disease spirochete, Borrelia burgdorferi - the Lyme disease
spirochete, as a result of in vivo cultivation. Infect Immun 1988; 56: 1831-6.

9. Hudon B, Stewart M, Leennox V, Fukunaga M, et al. Cultural-positive Lyme
Borreliosis. Med J Aust 1998; 168; 500-2.

10. Russell RC. Lyme disease in Australia - still to be proven. Emerging Infectious
Diseases 1995; 1(1): 29-31.

11. Ratanavadee N, Duray P., Schumacher R. Jr. (1996). Ultrastructural demonstra-
tion of spirochetal antigens in synovial fluid and synovial membrane in chronic
Lyme disease: possible factors contributing to persistence of organisms. Phila-
delphia: Saunders, 1996.

12. Magnarelli L. Laboratory diagnosis of Lyme disease. Rheum Dis Clin North Am
1989; 15: 735-45.

13. Georgilis L, Peacocke M, Klempner M. Fibroblasts protect the Lyme disease
spirochete, Borrelia burgdorferi, from ceftriaxone in vitro. J Infect Dis 1992;
166: 440-4.

14. MaY, Sturrock A., Weis J. Intracellular localisation of Borrelia burgdorferi within
human endothelial cells. Infect Immun 1991; 59: 671-8.

15. Luft B, Steinman C, Neimark H, Muralidhar B, et al. Invasion of the CNS by Bb
in acute dissemninated infection. J Am Med Assoc 1992; 267: 1364-7.

1998 voL. 22 no. 5



