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ABSTRACT

Periodontal disease is rare in nature but
widespread in domestic dog and cat populations.
Unnatural diets are known to facilitate the build-
up of oral microbial communities which then
interact with host-immune defences giving rise to
periodontitis. Eight of 14 animals undergoing
dental treatment and dietary change at a subur-
ban veterinary practice were investigated and
found to have low leucocyte counts. Follow-up
testing revealed changes averaging a 77-7 per
cent increase with concomitant ‘subjective good
health’. These findings serve to cast doubt on the
commonly used haematological reference ranges
where the subject animals may have suffered
from periodontal disease. The demonstrated
reversibility of white cell depression associated
with periodontal disease should provide a focus
for further research.
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INTRODUCTION

Periodontal disease is an inflammatory process
involving the supporting structures of the teeth.
Whilst plaque organisms are known to be closely
involved in the initiation of disease, emphasis is
now shifting to investigations of the factors that
influence host/plaque interaction (Harvey 1993b).

Removal of plaque, either by physical or chem-
ical means (Sanz and Newman 1994) or by the
abrasive forces of feeding, exerts control over the
development of periodontal disease. Various
authors have commented that the natural diet of
wild carnivora has a plaque-retarding effect (Page
and Schroeder 1982, Higgins 1987, Harvey
1993a, Watson 1994). The human dentist and
comparative periodontist, Sir Frank Colyer
(1947) concluded: ‘Paradontal disease is always
associated with an alteration in the physical or
chemical character of the diet of the animal — in
other words with a departure from natural diet
and conditions.’

There is accumulating evidence of the systemic
consequences of periodontal disease — in its sim-
plest view, pain, local to the lesion, is registered
in the brain with concomitant lack of appetite
and evidence of malaise. Various authors (Beard
1991, Hamlin 1991, Lonsdale 1993a, DeBowes
1994) cite a range of systemic conditions, eg,
bacterial endocarditis, glomerulonephritis, poly-
arthritis and polyvasculitis, believed to be conse-
quences of chronic oral inflammation.

It is thought that systemic conditions may
actively exacerbate periodontal disease (Harvey
and Emily 1993, Liebana and Castillo 1994). One
theory postulates that there is an interactive cas-
cade of events involving a progressive, two-way
worsening of periodontal disease and body
sytems giving rise to a range of degenerative dis-
eases (Lonsdale 1993a). Due to the reserve capac-
ity of the various organ systems (eg, liver,
cardiovascular system and kidneys) it is believed
that the interactive spiral decline may remain
clinically undetectable until end-stage develop-
ments. The same could be said for circulating
leucocytes which may exhibit minimal effects on
circulating numbers but a profound alteration in
the function of the cells (Latimer and Meyer
1989b). Due to a wide reference range, leucocyte
numbers can increase or decrease markedly
whilst still disguising underlying disease. In the
event of reduced circulating numbers this can be
explained by a decreased production of the leu-
cocytes, redistribution between the circulating
and marginal pool and emigration into the tis-
sues (Latimer and Meyer 1989a).

This paper details the outcome of eight cases
presented to a suburban clinic showing advanced
periodontal disease and reduced leucocyte and







