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FELINE

STOMATITIS

Rosalind Gaskell
Izflaxiitory conditions of the m u t h are a relative?-; commoc p r o b l e n
iz the c a t and sre often notoriously unresponsive to treatztent. In m n y
case:; this is because the underlyiaa causes are just not understood, and
thus it is impossible tc use acy rational or specific treatment.
The major presenting signs of feline stomtitis are dysphagia,
generalissd sips of -oral discolofort, halitosis, excessive salivation,
sometimes bleeding, inappetsnce, and in soEe ani~alsthere m y be some
associated weight less and dehydration.

First cf a l l it is most important to establish whether 3, Cot the
disease is primry, or whether the cat is sufferins from some other more
generalised disease ir, addition to t h e stomtitis. For example, conditions
such as chronic kidney disease and, possibly, Ziabetes nay predispose to
oral ulceration and inflammation of the ~ U E S ,
In chronic renal disease
this is tbeught ts be due tc tC2 effect of bacterial cccversion of high
blood and salivary urez to amocia, which is irritant. In diabetes the
ziechanism is not clear, but is thougfit tc be due to reduced tissue
resistance and repair, and secondary bacterial and fungal overgrowth
because of the glucose in saliva. It las also been suggested that the
presence of felice leukaemia virus infection may be associated with a
chronic ulcerative stomatitis which is typically refractory to treatment,
presumably ss a result of acconpanging immunosuppression. Therefore all
cases should be tested fcr feline leukaemia virus status, as an aid to
prognosis.
Primary feline stomatitis may be divided somewhat arbitrarily into
conditicns which are acute, and t h m e which are more chronic. The acute
conditions are of relatively sudden onset, and of more finite durztion, and
include such things as traumatic lesions due to road accidents and. falls the cat classically lands on his nose. This results in Einor injuries such
as broken o r chipped teeth and lacerations to the tongue and lip; more
severe lesions inclu&e cleft palates and mandibular and maxillary
fractures, Generally such lesions heal well, although fractures must be
wired together fairly quickly to avoid the necessity f o r more coaplicated
surgery l&a,er on.
+

Foreign Sodies such as bits of bone or stick are not often found in
the mouth of cats, presumably because they are quite selective in their
eating habits. However, sometimes fish Sones may get stuck, and they do
like playing with needles and threads: sometines an attached needle will
penetrate the mouth or pharynx, and. must be removed after radiographic
examination, uader snsestbesis, In North Acericz it has 5een suggested
that dry cat food can cause abrasiocs of the hard palate ( J o l n s c n and
P m e y , ?932? b u t this would seem tc be a comparatively rare event, and
probably outweiahed by the advantage of improved dental hygiene which
follows dry cat food feediiig,
Chenica l irritants - such s s hokseficrld cleaners and disinfectants sre often blmed for acuth ulceration in cats, and in s m e cases almost
certaicly do so, b u t these are FroSaSly very ~ a c c m o ncauses compared to
the feline upper respiratory viruses, that is, feline calicivirus, and
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fe?ize viral rhinotrscheitis (FVR) virus.
Both of these ciruses m y
produce stomatitis, but of the two, feline calicivirus is much more likely
t o do so. It has been shown that while there is only one main serotype of
feline calicivirus, within this serotype, and varying slightly from each
other, there are many different strains of the virus which are of varying
pathogenicity for cats. Some of these strains produce mouth ulceration
only. These ulcers typically occur on the dorsal surface of the tongue,
but they may appear elsewhere, for example on the hard palate, or around
the nostrils.
Other strains cause a mild upper respiratory disease
syndrome with mild sneezina and discharges from the eyes and nose, which
may or may not Se accompanied by mouth ulceration.
Yet other strains
produce a more severe syndrome more similar to FVR, some strains produce an
interstitia? pneumonia where the only clinical sign may be difficulty in
breathing or perhaps in young kittens, unexplained death, and finally some
strains appear to be relatively harmless and the resulting infection is
entirely subclinical. Some strains of feline calicivirus have also been
identified which produce only fever, muscle soreness and liqing {Studdert
et EL.,197'0; Pederson et &. , 1983).
With feline viral rhinotracheitis, however, the characteristic
syndrome is a more severe upper respiratory disease, and mouth ulceration
,is much more of a rarity. Typical signs include fever, depression, and
loss of appetite. There is a marked sneezing, nasal discharges, difficulty
in breathing, and sometimes coughing, and affected cats often show severe
conjunctivitis and accompanying ocular discharges. Microscopically one can
also see signs of pharyngitis and tonsillitis, and more rarely small tongue
ulcers may appear - all these may lead to excessive salivation, signs of
oral .discomfort, and difficulty in eating, typical of the cat with acute
stomatitis.
Treatment of cases of viral-induced stomatitis must, at present, be
limited to antibiotic therapy to control secondary bacterial infection,
vi,tamin supplementation, and good nursing, because, as yet, there are no
suitable antiviral drugs marketed to control the virus infection. Whilst
lesions are present, soft liquid foods should be given, and if dehydration
is a problem, subcutaneous or intravenous fluids may be indicated.
In
severe prolonged cases, a pharyngostomy tube m y be helpful (Lane, 1977).
The more chronic forms of feline stomatitis include conditions such as
eosinophilic granuloma, neoplasia, dental disease, and non-specific
inflammatory conditions. Eosinophilic granuloma, or labial o r so-called
'rodent' ulcer, is a non-neoplastic, chronic, localised and ulcerative
lesion, sometimes with raised proliferative edges, which typically occurs
at the mucocutaneous junction of the anterior part of the upper l i p on
either side of the midline. Occasionally, there are other lesions present
in the mouth, such as on the tongue, and sometimes lesions occur elsewhere
on the body, for example OE the skir of the abdomen, legs and feet. ,The
condition is called eosinophilic granuloaa because the lesion is
classically, though not always, infiltrated with eosinophils, but
eosinophilia is not a common finding.
The cause of ,the condition is
unknown, although some people have suggested self-trauma from licking, or a
low grade bacteria? infection. Miss?ignment of the canine teeth has also
been suggested in one or two cases but the condition is probably
multifactorial. Xore recently poxviri;s infection has also been associated
with the presence of similar lesions, but it is not known if the infection
was primary o r secondary (Gaskell et aL, 1983; Martland et al., 1983). It
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has been suggested that eosinophilic granulom is nore common in adults,
and females. The major differential diagnosis of the condition is squamous
cell carcinoma, or more rarely, other tumours such as fibrosarcoms, and if
there is any doubt then the lesion should be biopsied.
Conventional treatment of this condition has included the topical
application of antibiotics, corticosteroids, and chemical cauterising
agents, such as 2-5% silver nitrate solution, but the results of such
topical treatments are usually disappointing. Greater success has been
achieved by injecting a long-acting corticosteroid directly into the lesion
but these can be difficult to administer. Systemic corticosteroids are
probably the best first line of treatment. Quite high doses are needed,
and owners should be prepared for possible recurrence, but a 75% success
rate hzs been achieved with systemic corticosteroids used at a dosage rate
of lng/kg prednisolone orally twice daily for 1 to 2 weeks, followed by a
gradual tapering of the dosage over the next two weeks. Oral progestagens
'e.g, 2.5mg megoestrol acetate twice weekly) have also been found to be
useful.
Antibiotic cover, for exaxple with lincomycin, should also be
provided.
Other people have succcessfully used surgical excision and
radiotherapy, but the best second line of defence after steroid therapy is
probably cryosurgery.
Moving on to oral neoplasia - malignant tumours of the mouth are
relatively common in the cat, and although they rarely metastasize to other
parts of the body, they usually rapidly recur after attempted surgical
removal. The most common tumours are squamous cell carnicomas, and much
more rarely other tumours such as fibrosarcomas; they tend to occur in
older cats (average age 10 years); and they most commonly occur on the
ventral surface of the base of the tongue, the palate, and the gums.
Tonsillar squamous cell carcinoma, although it has been reported from some
geographical areas in cats, is not nearly as common as in the dog.
Squamous cell carcinomas are often proliferative and ulcerated and should
always be differentiated by biopsy from chronic inflammatory conditions and
perhaps the occasional granulomatous lesion caused by actinomycosis.
Gingival squamous cell carcinomas also tend to invade the underlying bone.
Benign oral tumours such as periodontal fibrous epulis are rare in the cat;
occasionally fibromas occur on the lips and face and these can be removed
successfully surgically.
The third aspect of chronic feline stomatitis is dental disease.
Dental caries, as occurs in humans, does not seem to occur in the cat. The
cat does however sometimes show cavitation of the neck of some teeth which
progressively undermines tha crown and can lead to tooth loss.
These
lesions are hard and, unlike true caries, a dental probe does not stick.
They seem to be caused by excessive osteoclast activity.
The classic
progression to dental disease in the cat however starts with calculus
formation on the surface of the tooth. Calculus tends to occur in older
cats, particularly those fed soft food. It can occur an any tooth but is
commonest on those closest to the major salivary ducts (eg. lat, aspects of
premolars and molars; lingual aspect of incisors).
Calculus = mineral
(which is mainly calcium hydroxyapatite) t bacterial plaque (bacteria $.
salivary protein), and it tends to form on the surfaces of the teeth close
to the gingival sulcus.
The adjacent gum then becomes inflamed, and
ulcerated, and eventually recedes, so predisposing the tooth to infection
and periodontitis.
There may also be periodontal pocket formation.
Treatment obviously consists of removing the calculus, but if there is
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marked gingivitis or periodontis then the cat should also be treated with
antibiotics, preferably starting several days before calculus removal to
reduce the risk of septicaemia. In severe cases, affected teeth should be
remved. Calculus does tend to reform quite quickly, however, probably
because in removing the tartar, micro-abrasions are made on the enaael
surface of the tooth.
There is therefore little that can be done to
prevent the disease, but the feeding of dry cat food is probably helpful.

Finally I would like to consider the most intractable group of all,
that is "non-specific stomtitis and gingivitis." In young cats, a simple
hyperaemia rather than gingivitis may occur at the margin of the gum, but
it is ususlly an owner complaint rather than a cat complaint and it usually
resclves satisfactorily without treatment. However, more important is the
syndrome of chronic inflanmation and ulceration, which occurs in all ages
of cats, often in the mucosa of the fauces at the angle of the jaw,
soaetimes on the hard palate, on the gums, and occasionally on the tongue.
It is not known if the iuore unusual condition of hyperplasia of the mucosa
of the angle of the jaw, which often encroaches around the base of the
molars, is the same syndrome or a separate entity. Probably it is a sequel
to the chronic inflammatory and ulcerative lesions where the gingival
tissue tends to proliferate in an attempt at healing. Unfortunately the
hyperplastic tissue is rather friable, and thus is easily traumatized
further during mastication.
The aetiology of these chronic inflammatory conditions is unknown Sacterial infection with anaerobes such as Bacteroides or Fusobacteria, or
with a variety of aerobes has been suggested as a possible cause.
In
occasional cases, fungi such as W d a spp may be involved, particularly
if the cat has been on prolonged antibiotic therapy. Certain viruses have
also been implicated in chronic stomtitis, particularly feline
calicivirus.
The role of this virus in acute stomatitis is well
established, but there is limited circumstantial evidence that it m y be
involved in the aetiology of more persistent problems as well. Recently a
small series of cases was reported from Australia where a significantly
higher isolation rate of calicivirus was obtained from cases of stomatitis,
compared to matched controls (Thompson et al., 1934).
However, this
possibility needs to be examined further, since the association of this
persistent infection with cases of stomatitis may simply represent a
general immune deficit on the part of the host, and not cause and effect.

.

Another facet to consider with respect to the aetiology of chronic
stomatitis is the possibility that it may be immune-mediated in some way.
There are three aspects to this,
The first is the association of
persistent feline leukaemia virus infection with some cases of chronic
stomatitis, presumably because of the accompanying immunosuppression. The
second aspect comes from a report by Johnessee and Hurvitz (1983) who noted
in a series of cases that the lesions were predominantly infiltrated with
plasma cells, and all cats hac! a polyclonal gampathy. These authors
therefore suggested that the cats may be predisposed to overrespond
immunologically to otherwise normal bacterial flora. The third way in
which chronic stomatitis m y be immune-mediated is by means of the
pemphigus complex, more specifical'ly pemphigus vulgaris, where autoantibodies form to intercellular cement substance and to the cell wall of
the epidermis, leading to lesions at mucocutaneous junctims and also on
mucosal surfaces.
The diagnosis of this condition is by a specific
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immunofluorescent test, but its relative
stomtitis complex is not as yet known.

importance

in

the

feline

Finally, diet should be considered in the aetiology of chronic
stomatitis in the cat.
Soft foods can of course predispose to the
condition, particularly by encouraging tartar formation. It is also worth
noting however that diets with excess Vitamin A (e.g. high in liver) can
lead to gum hyperaemia and tooth changes. However it is probable that
other skeletal abnormalities would be noted associated with this
hypervitaminosis A , , before the mouth lesions.
Treatment
of
these
persistent
inflammatory
conditions
is,
unfortunately, often unrewarding: n number of treatments has been suggested
- f o r exanple, specific antibody therapy based on bacterial culture and
sensitivity tests - and if spirochaetes and Fusiformis are implicated then
metronidazole therapy may be indicated, though it has been suggested that
the curative effect of this may Se non-specific i n its action.
Corticosteroids may Se usefGi?, particularly a long-acting corticosteroid
injected directly into the lesion but although temporary remission may
follow, there is often little long-term success with such treatment and the
Another suggestion has been the use of
prognosis is not good.
intramuscular corticosteroids followed by oral progestagens, or oral
p-ogestagens alone (Wildgoose, 1979).
Other measures that have been
suggested include antiseptic mouth washes, (eg. 0.2% chlorhexidine, widely
used in human gingivitis), chemical cautery (e.g. 2-5% silver nitrate
solution) to stimulate epithelial regeneration, and vitamins A, B and C.
Sloppy and aromatic foods are helpful in encouraging the cat to eat
although it should be remembered that such foods encourage tartar formation
in the long run.
Teeth should be checked for tartar formation and
sometimes where the inflaxmation appears to be associated with particular
teeth, it does seem that the removal of sone or all of the teeth may be
helpful even though no dental disease m y Se evident. However this is a
somewhat extreme measure, and difficult to achieve in cats whose teeth are
otherwise healthy, and by no m a n s all cases will respond to what is after
all pretty radical therapy.
Finally, cryosurgery has recently been
advocated quite strongly by some as a possible treatment for chronic
stomatitis, particularly f o r ulcerated or hyperplastic lesions in the
It does seem that with care, it can 5e successful, but the
fauces.
mechanism by which it works is not understood.
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