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Introduction
Discospondylitis describes the infection of an interver-
tebral disc and its adjacent cartilaginous end plates and 
vertebral bodies, and is commonly bacterial or fungal in 
origin in both dogs and cats.1–4

Numerous reports of discospondylitis in dogs are 
available, describing associated signalment, clinical signs, 
typical imaging features, aetiological agents, treatment 
options and outcome.2–9 In contrast, the literature regard-
ing feline discospondylitis is sparse, with only eight indi-
vidual case reports.10–17 Despite recent advances in terms 
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of diagnostic imaging features able to guide diagnosis of 
this condition in cats,18 there is little information available 
on signalment, clinical features, neurological findings, 
treatment options and outcome.

The aim of this study was to describe, retrospectively, 
a population of cats with a diagnosis of discospondylitis, 
and report the signalment, clinical and neurological signs, 
possible predisposing factors, comorbidities, laboratory 
findings, aetiological agents, treatment and outcome.

Materials and methods
Animals
The medical records of cats diagnosed with discospon-
dylitis at four referral institutions in the UK between 
February 2009 and January 2021 were reviewed. Cases 
were included when MRI evidence of discospondylitis 
was found. MRI evidence of discospondylitis included 
the involvement of one or more intervertebral discs, alone 
or in conjunction with adjacent end plates, according to 
previous reports.18 Characteristic MRI features indica-
tive of discospondylitis included a combination of (1) 
a T2-weighted (T2W) and short tau inversion recovery 
(STIR) hyperintense signal nucleus pulposus; (2) involve-
ment of the adjacent vertebral endplates, and T2W and 
STIR hyperintense signal neighbouring soft tissue; and 
(3) contrast enhancement of at least one the following 
structures: nucleus pulposus, adjacent endplates or 
neighbouring soft tissue.18

Information retrieved from the medical records 
included signalment, duration and type of clinical signs, 
and abnormalities on neurological examination. Evidence 
of pyrexia at the referring veterinary practice or at pres-
entation to the referral centre was sought, and defined 
as an intrarectal temperature ⩾39.2°C.19 The individu-
ally affected intervertebral disc sites were described. In 
searching for other sites of infection or possible predis-
posing factors (eg, cat bite abscess), as well as evidence of 
attempted antibiotic therapy previous to referral, clinical 
histories from referring veterinarians were sought up to 
6 months before presentation, when available. Results of 
further diagnostic testing, including haematology and 
serum biochemistry, urinalysis and cerebrospinal fluid 
(CSF) analysis, were retrieved. Comorbidities identified 
at the time of presentation were also described. Feline 
leukaemia virus (FeLV) antigen, feline immunodeficiency 
virus (FIV) antibody and feline coronavirus (FCoV) anti-
body titres testing results were sought from the medical 
histories. In order to establish comparisons with available 
limited literature on feline discospondylitis, data from 
previous case report findings were also collected and are 
summarised in Table 1.

Bacterial cultures, treatment and outcome
Bacterial cultures, including urine, blood or percutaneous 
fine-needle aspiration (FNA) of affected intervertebral 

discs or altered paraspinal structures, or associated 
abscesses and CSF, were described, as well as antibiotic 
sensitivity results. Treatment protocols were collected, 
including antibiotic dosage regimen and length of treat-
ment, as well as analgesic therapy. Surgical treatment, if 
any, was described, as well as advised exercise restriction 
measures. Outcome was obtained from the clinical histo-
ries when available describing the response to treatment 
in terms of pain management, neurological dysfunction 
and possible recurrences. Outcome was considered (1) 
excellent if complete resolution of clinical signs was pre-
sent at follow-up consultations or the owner considered 
the cat to be clinically normal and pain-free; (2) incom-
plete recovery if there was substantial but incomplete 
improvement in clinical signs or the owner considered 
the cat to have some recurrent episodes of pain; or (3) 
poor if the cat did not improve or deteriorated further. 
Long-term outcome (>6 months) describing recurrences 
was collected via telephone interviews with the owners 
or the referring veterinarians.

Results
Signalment, clinical signs and predisposing factors
Seventeen cats with a diagnosis of discospondylitis were 
identified. Thirteen had previously been included in a 
study describing the imaging features of feline discospon-
dylitis.18 Breed distribution was domestic shorthair (DSH; 
n = 13), Maine Coon (n = 3) and Siamese (n = 1). There 
were seven female cats and 10 male cats; all the cats were 
neutered and had a median age of 9 years (range 0.9–14). 
The median duration of clinical signs before presentation 
was of 3 weeks (range 0.3–16), and all cats presented with 
hyperaesthesia on spinal palpation. Pyrexia was identified 
in 3/17 (17.6%) cats, with temperatures of 39.3°C, 39.4°C 
and 39.5°C, respectively. Further details on clinical and 
neurological findings are detailed in Table 2. Twenty-five 
foci of discospondylitis were identified in the 17 cats, with 
four presenting a multifocal discospondylitis: two cats 
with two affected sites, and two cases of three and five 
affected sites, respectively. Discospondylitis was identi-
fied most commonly at L7–S1 in 9/25 (36%) cats; further 
information on the distribution of affected sites in this 
study and previous case reports is available for Figure 1.

Previous referring veterinarian histories, available for 
nine cats, revealed other sites of infection or possible pre-
disposing factors in two cats: a cat bite at the tail base 
3 months before presentation and an ongoing chronic 
gingivostomatitis complex, respectively. Evidence of 
attempted antibiotic therapy prior to referral was found in 
3/9 available clinical histories. Haematology and serum 
biochemistry results were available in all 17 cases; identi-
fied abnormalities are described in Table 2. Urinalysis 
was unremarkable in all 17 cases. CSF analysis was within 
normal limits in three cases. Comorbidities diagnosed at 
the time of presentation included a presumed adjacent 
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empyema or meningeal involvement (n = 7), suspected 
abscess in the adjacent paraspinal tissues (n = 4), adjacent 
T2W hyperintense iliopsoas muscle with femoral nerve 
involvement (n = 2), megacolon (n = 2), chronic renal dis-
ease with hypertension and cachexia (n = 1), endocarditis 
(n = 1), adjacent intraparenchymal oedema and syringo-
myelia (n = 1) and retroperitoneal lymphadenopathy 
(n = 1). Three cases had results for FeLV and FIV avail-
able, which were negative; one of these cases also had 
FCoV antibody titres measured – the obtained value of 
1/640 was interpreted as compatible with exposure.

Bacterial cultures, treatment and outcome
Urine bacterial cultures were performed in all cats. Nine 
cats also had a distinct tissue cultured: blood cultures in 
eight cats; FNA sampling in four cats; and lumbar CSF 
in one case (Table 3). Positive bacterial cultures were 
achieved in two cats, including Staphylococcus species 

Table 2 Clinical and neurological signs, and 
haematological and serum biochemistry findings for  
the cats in the present study

n = 17

Clinical signs
 Reluctance to jump 9 (52.9)
 Lethargy 7 (41.2)
 Inappetence/anorexia 4 (23.5)
 Pyrexia 3 (17.6)
 Dysuria 2 (11.8)
 Obstipation 1 (5.9)
Neurological signs
 Spinal hyperaesthesia 17 (100)
 Spinal hyperaesthesia alone 6 (35.3)
 Neurological dysfunction 11 (64.7)
 – Paraparesis/pelvic limb ataxia 7 (41.2)
 – Pelvic limb lameness 6 (35.3)
 – Abnormal pelvic withdrawal/patellar reflexes 5 (29.4)
 – Abnormal tail carriage/tail paresis 5 (29.4)
 – Muscle wastage 2 (11.8)
 – Biting extremities/paraesthesia 1 (5.9)
Haematological findings
 Unremarkable 14 (82.4)
 Leukocytosis with neutrophilia 1 (5.9)
 Leukocytosis with neutrophilia and monocytosis 1 (5.9)
 Mild non-regenerative anaemia 1 (5.9)
 Reticulocytosis without anaemia 1 (5.9)
Serum biochemistry findings
 Unremarkable 10 (58.8)
 Hyperglobulinaemia 4 (23.5)
 Increased urea 1 (5.9)
 Increased urea/creatinine 1 (5.9)
 Increased creatinine kinase 1 (5.9)
 Hypoalbuminaemia 1 (5.9)

Data are n (%)

(n = 1) and Escherichia coli (n = 1). Staphylococcus spe-
cies were found in urine, blood and intradiscal FNA in 
a single case, and were sensitive to all tested antibiotics. 
Escherichia coli was found in urine (only bacterial culture 
performed in this case) and was resistant to clindamycin 
alone. Both of these cats presented with multifocal dis-
cospondylitis, in two sites (L1–L2 and L5–L6) and in five 
sites (T12–T13, T13–L1, L3–L4, L5–L6 and L6–L7), respec-
tively, depicted in Figure 2. In another case, cytology of a 
fluid-filled cavity adjacent to an affected L7–S1 disc iden-
tified ‘intracellular rods’ within neutrophils; however, 
bacterial culture of the fluid was negative. None of the 
cases had fungal cultures performed.

Treatment was non-surgical in all cats, with antibiotic 
drugs being started at the individual clinician’s discretion 
and maintained for a median of 3 months (range 1–9) for 
cats having survived the initial hospitalisation, with one 
cat having been euthanased after 3 days of treatment (see 
below). A single antibiotic was used as the first-line treat-
ment in eight cats; two antibiotics in seven cats; and three 
antibiotics in a single case with multifocal discospondy-
litis (Figure 2). Details on the antibiotics used and dosage 
regimens are given in Table 3. Pain relief, which included 
non-steroidal anti-inflammatory drugs (NSAIDs; most 
typically meloxicam, alone or in combination with gaba-
pentin), was also provided to all patients. Exercise restric-
tion was advised in all cats, either by means of strict cage 
or room rest, or avoiding jumping and the stairs, for a 
minimum period of 4 weeks.

Outcome information was available in 12 cats (70.6%). 
In 10/12 cats (83.3%) the outcome was excellent in terms 
of pain control and neurological function at the time 
of stopping the antibiotic protocol (Table 3). In one of 
the improved cats with megacolon, despite resolution 
of pain and neurological deficits without recurrence, a 
subtotal colectomy was performed 11 months following 
diagnosis, with the cat developing chronic diarrhoea after 
surgery. One case had an incomplete recovery having 
received a single antibiotic for 6 weeks with initial con-
siderable improvement, with clinical signs relapsing 4 
months after presentation; this case was subsequently 
lost to follow-up. A single case had a poor outcome, hav-
ing failed to respond to intravenous antibiotic medica-
tion and pain relief while hospitalised, and the owner 
opted for euthanasia 3 days after presentation. Long-term 
follow-up information was obtained in four cats, all with 
an excellent outcome, at a median of 31 months (range 
12–36) from presentation, without evidence of recurrence. 
These cats had been treated with two antibiotics (n = 3; 
amoxicillin–clavulanic acid and metronidazole, cefalexin 
and marbofloxacin, and cefalexin and metronidazole) or 
with a single antibiotic (n = 1; clindamycin) for 2, 3, 4 and 
9 months, and had been off antibiotics for 34, 27, 8 and 23 
months, respectively.
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Table 3 Bacterial cultures, antibiotics and outcome for the cats in the present study   

Urine culture n = 17
 Negative 15 (88.2)
 Staphylococcus species 1 (5.9)
 Escherichia coli 1 (5.9)
Blood culture n = 8
 Negative 7 (87.5)
 Staphylococcus species 1 (12.5)
FNA cultures n = 4
 Intradiscal n = 3
 – Negative 2 (66.7)
 – Staphylococcus species 1 (33.3)
 Paraspinal musculature n = 1
 – Unidentified ‘intracellular rods’ 1 (100)
CSF culture n = 1
 – Negative 1 (100)
Antibiotics, dosage regimen Number of cases Used as monotherapy
 Amoxicillin–clavulanic acid, 15–20 mg/kg q12h 8 (47.1) 3 (17.6)
 Metronidazole, 10 mg/kg q12h 6 (35.3) 0 (0)
 Cefalexin, 20 mg/kg q12h 5 (29.4) 2 (11.8)
 Marbofloxacin, 2 mg/kg q24h 4 (23.5) 1 (5.9)
 Clindamycin, 5.5 mg/kg q12h 2 (11.8) 2 (11.8)
  Median (range) time on antibiotics for cases surviving 

hospitalisation (months)
3 (1–9)

Outcome Available in 12 cases
 Full neurological improvement 10 (83.3)
 Euthanasia during hospitalisation 1 (8.3)
 Early recurrence (<6 months) 1 (8.3)

Data are n (%) 
FNA = fine-needle aspirate; CSF = cerebrospinal fluid

Figure 1 Chart presenting distribution of discospondylitis sites in this study and previously published case reports10–17
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Discussion
This is the largest reported population of cats diagnosed 
with discospondylitis, describing the typical signal-
ment, clinical and neurological findings, treatment and 
outcome.

In accordance with previous reports, the most affected 
breed was the DSH, the most common intervertebral disc 
affected was L7–S1 (Table 1) and cats were mainly mature 
adult cats with a median age of 9 years.10–17 Male cats 
were found to be marginally over-represented (58%) in 
the study population, which is in agreement with 7/8 
previously reported cats.10–17 Discospondylitis in cats has 
only been found in the thoracolumbar, lumbosacral and 
coccygeal vertebral column, with no reported instances of 
cervical discospondylitis.

Discospondylitis can be challenging to diagnose in 
dogs, as signs are variable and sometimes vague, includ-
ing pain of unknown origin, lethargy, reluctance to move, 
fever, anorexia, weight loss and neurological deficits usu-
ally occurring secondarily to either concurrent empyema 
or pathological spinal fracture.1,2 Systemic illness with 
fever or weight loss are present in only 30% of affected 

dogs, and hyperaesthesia and neurological dysfunction is 
not always present.1,2 This inherent difficulty in diagnosis 
seems to be evident in feline discospondylitis. The most 
consistent clinical sign was spinal hyperaesthesia, which 
was found in all cats, and was the sole neurological sign 
in 6/17 of cats. However, signs of neurological dysfunc-
tion seemed to be highly prevalent (present in 11/17 of 
the study cats). These signs were related to T3–L3 spinal 
segment neurolocalisation, characterised by paraparesis/
pelvic limb ataxia; or a L4–S2 spinal segment, associated 
nerve root or associated named nerve (eg, sciatic) neuro- 
localisation, characterised by pelvic limb lameness/
nerve root signature or tail paresis. In previously reported 
cats, the described clinical signs included spinal hyper-
aesthesia in all cats and neurological deficits, including 
proprioceptive ataxia, paraparesis or paraplegia, in 5/8 
cats.10–17 Non-specific clinical signs such as a reluctance 
to jump, lethargy or inappetence/anorexia were present 
in a smaller percentage of cats (Table 2). Pyrexia was 
identified in a minority of the present cats (n = 3/17), 
having also only been reported in 2/8 of previously 
reported cats.11,13 The higher prevalence of neurological 

Figure 2 Example of multifocal feline discospondylitis on (a) left lateral vertebral column radiograph and (b–d) mid-
sagittal plane MRI: (b) T2-weighted, (c) T1-weighted pre-contrast and (d) T1-weighted post-contrast images. Evidence of 
discospondylitis was found at the level of the T12–T13, T13–L1, L3–L4, L5–L6 and L6–L7 intervertebral discs (affected sites 
indicated by arrows); areas with epidural/meningeal enhancement are indicated by asterisks. This cat had positive bacterial 
culture results on blood, urine and L6–L7 intervertebral disc fine-needle aspiration for Staphylococcus species; cerebrospinal 
fluid culture was negative
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dysfunction in cats (n = 11/17 [65%]) vs dogs (reported 
as being 48% in a large case series),3 could be interpreted 
as an indication that cats affected with discospondyli-
tis might be more prone to an adjacent meningomyeli-
tis/neuritis than dogs, a clinical suspicion that has been 
raised previously.11 However, this remains speculative 
considering the small number of cases in the reported 
population, the limited CSF samples analysed and the 
fact that compressive lesions such as epidural abscesses 
could also be contributing to this higher prevalence.

Adjunctive investigations, including haematology, 
serum biochemistry and urinalysis, did not reveal consist-
ent abnormalities in the current population, with hyper-
globulinaemia (23.5%) and leukocytosis (11.8%) being 
the most prevalent non-specific findings in this study 
(Table 2). This is in agreement with previous reports, 
where changes in haematology, including neutrophilia, 
lymphocytopenia and eosinopenia (n = 1/8); leukocyto-
sis with neutrophilia (n = 1/8);11,13 abnormalities in serum 
biochemistry, including hyperglobulinaemia (n = 2/8); 
increased urea and creatinine (n = 1/8) and hypercal-
caemia, were reported inconsistently.12,14,17 CSF analysis, 
despite only having been performed in a minority of 
cats, did not reveal any abnormalities, which is in agree-
ment with findings in dogs, where analysis is typically 
unremarkable or reveals only non-specific changes.2,6 
Acute-phase proteins, namely C-reactive protein (CRP), 
have recently been studied in canine discospondylitis in 
two case series, with 61–87.5% of dogs presenting with 
increased serum CRP, which was a more prevalent find-
ing than pyrexia/hyperthermia and leukocytosis in both 
studies, alongside hyperglobulinaemia in one of the  
studies.20,21 Acute-phase proteins were not assessed in 
this population. In cats, the serum concentration of CRP is 
not reported to be significantly increased after an inflam-
matory stimulus, with early increases in serum amyloid 
A protein, followed by alpha 1-acid glycoprotein and 
haptoglobin, appearing to be more consistently found in 
feline inflammatory processes.22 Future studies on feline 
discospondylitis could explore changes in these latter 
proteins as possible relevant markers of inflammation.

The aetiology of discospondylitis is typically undeter-
mined; however, haematogenous dissemination, migrant 
foreign bodies or direct extension of infected paraver-
tebral structures have been implicated.1,2 Although not 
detected in many cases, the source of infection has been 
suspected to be related to urogenital tract infections, der-
matitis, periodontitis, endocarditis or other sites of infec-
tion in dogs.1,2,5 It seems likely that the possible aetiology 
of discospondylitis in cats is similar to that of dogs. In 
the population reported here, the cats with a previous 
history of a cat bite abscess and chronic gingivostomatitis, 
as well as the concomitant identification of endocarditis, 
were considered compatible with haematogenous spread. 
The presence of paravertebral abscesses and concomitant 

empyema/meningeal involvement in these cats could 
either have been the origin of the discospondylitis or have 
occurred secondarily by direct extension of the infec-
tion. Other potential predisposing factors and infectious 
comorbidities in previous reports in cats included pyelo-
nephritis, paraspinal abscess and respiratory tract infec-
tions.11,13,14 Possible co-infection with FeLV, FIV or FCoV 
were not investigated in detail in the reported population. 
Considering that both FeLV and FIV infection have the 
potential to induce immunosuppression,23 exploring a 
possible relation with discospondylitis might be of inter-
est in future studies.

In previously reported cases of feline discospondy-
litis, positive bacterial cultures were achieved in two 
cats ante-mortem, through urine cultures,12,14 and post-
mortem cultures were positive in another two cats.11,13 
E coli was found as a single agent in two cats, alongside 
Streptococcus canis and Actinomyces viscosus in another 
case; a single case presented mixed Enterococcus species 
and Clostridium perfringens infection.11–14 In the current 
population, bacterial cultures identified the causative 
agents in only 2/17 (11.8%) cats, E coli and Staphylococcus 
species, with another case of unidentified ‘intracellular 
rods’ having been described on cytology of FNAs of 
affected paraspinal musculature. The prevalence distribu-
tion of bacterial species in cases of feline discospondylitis 
seems to correlate with the most commonly identified 
pathogens reported in cats with bacterial urinary tract 
infections.24,25 Both cats with positive bacterial cultures 
in the current population presented with multifocal dis-
cospondylitis. The presence of several affected foci, which 
were distributed over non-adjacent areas of the vertebral 
column in both of these cats, likely indicated a more dis-
seminated infectious process, increasing the likelihood of 
a positive bacterial culture. However, the small number 
of cats available make this analysis a mere clinical conjec-
ture. Negative bacterial blood or urine cultures are also 
highly prevalent in canine discospondylitis, representing 
about 40–75% of cases, with a higher yield of 75% positive 
results for percutaneous disc aspiration in a single study 
of 10 dogs.2,3,7 Concomitant sampling of multiple tissues 
is recommended in cases of discospondylitis in order to 
maximise the chances of obtaining a positive culture.21 
Despite all current cats having undergone urine cultures, 
almost half of cats did not have a distinct tissue cultured. 
The isolation of the causative microorganism may also 
have been complicated by treatment with antibiotics 
prior to referral; however, this was only seen in a minor-
ity of cases (n = 3/9). Of the cases with a positive culture, 
one had not received antibiotics previous to referral and, 
for the other cat, this information was not available from 
the medical history.

All of the cases of discospondylitis in this study were 
managed medically with antibiotics provided for a vari-
able period of time, which was also the most commonly 
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reported treatment modality in previous case reports 
(n = 5/8).12–15,17 In previous cases, two cats were eutha-
nased or had died before treatment was initiated,10,11 and 
surgical management was performed in a single case 
alongside broad-spectrum antibiotics.16 Medical treat-
ment of discospondylitis is based on broad-spectrum 
antibiotics, ideally based on bacterial culture and sensitiv-
ity results, and pain relief. Fungal or algal discospondyli-
tis has not yet been reported in cats, being a less described 
but possible aetiology of discospondylitis in dogs.3,26 
Conservative measures such as cage rest or room rest, and 
general recommendations such as avoiding jumping and 
stairs are typically established, for a minimum period of 
4 weeks. Nonetheless, guidelines and the length of time 
of restricted exercise in cats with discospondylitis are still 
subjective, and have not been studied in detail in either 
cats or dogs.2,3,27

Previously reported antibiotic treatment protocols in 
feline discospondylitis cases that improved were based 
on a combination of enrofloxacin and ampicillin for 8 
weeks in one case,14 and amoxicillin–clavulanic acid for 
2 months in another case,15 with medication having been 
discontinued at that stage. In the current population, anti-
biotic monotherapy or dual therapy was initiated in the 
majority of cats, with a single case being initiated on three 
antibiotics following diagnosis of a multifocal discospon-
dylitis. As medication is typically initiated before bacterial 
culture results are available, and bacterial culture results 
were mostly negative, in the majority of cases antibiotics 
were initiated empirically based on the individual clini-
cian’s preference. However, considering that the most 
commonly identified bacteria in feline discospondylitis 
appear to be E coli, followed by Staphylococcus species, 
Streptococcus species, Enterococcus species, C perfringens 
and A viscosus,11–14 antibiotic choice should be based on 
presumptive activity against these organisms and, in 
particular, against E coli. This considered, amoxicillin–
clavulanic acid, trimethoprim–sulfamethoxazole (not 
used in our population and considered particularly dif-
ficult to use in cats) or cephalosporins would be advis-
able first-line choices unless otherwise contraindicated 
by comorbidities.28 Second-line antibiotics, including 
metronidazole, fluoroquinolones (such as marbofloxa-
cin, which was used in the current cohort of patients) 
or clindamycin, should typically only be initiated when 
supported by bacterial sensitivity results or in case of a 
poor response to first-line antibiotics. Despite clindamy-
cin having been used in two of the current cats as mono-
therapy, presenting a broad anaerobic coverage, it is not 
thought to possess activity against aerobic Gram-negative 
bacteria such as the typical case of E coli,29 and therefore 
should not be used as a first-line monotherapy, unless 
indicated by culture and sensitivity results.

The duration of antibiotic therapy in successful cases 
was of a mean of 3 months in this study, with the only 

recurrence of clinical signs occurring in a cat treated for 
6 weeks with a single antibiotic. Although this study’s 
population sample was small, it appears reasonable that 
cats suffering from discospondylitis should receive a 
minimum of 3 months of continuous antibiotic therapy, 
which could be extended further according to clinical 
response, or – potentially – based on repeat imaging find-
ings. In feline discospondylitis, repeat radiographs have 
been reported in one instance following 9 months of treat-
ment, where complete radiological resolution was not 
achieved.18

The outcome in the current population was excellent 
in terms of pain control and neurological function in the 
majority of analysed cases (83.3%), with a single cat being 
euthanased shortly after diagnosis. This is in contradic-
tion to previous reports, where half of the cats were either 
euthanased or died: one case was euthanased at the time 
of diagnosis;10 one case died spontaneously shortly after 
diagnosis;11 and two cats responded initially to broad-
spectrum antibiotics only to be euthanased 6 days or  
2 months later, respectively.12,13 In more recent reports, 
three cats were managed with broad-spectrum antibiotics 
alone, with a good outcome reported at 3 weeks, 10 weeks 
and 11 months, respectively,14,15,17 and one case was surgi-
cally managed alongside broad-spectrum antibiotics, with 
a good outcome reported at the 12 month follow-up.16 In 
the current study population only one instance of recur-
rence was recorded, in a cat that received a shorter, 6-week 
course of antibiotics. Although this was identified in a 
single cat, it seems to reinforce the need for longer periods 
of antibiotic therapy in cases of feline discospondylitis. 
Outcomes following treatment in the current population 
appear to agree with reports in dogs, where improvement 
has been reported to range from 69% to 100%.3,8,9,30

Disease prevalence was not investigated in this study. 
However, based on the paucity of reports of discospon-
dylitis in cats, this appears to be a rare presentation in 
this species. Our findings of a low yield on positive cul-
tures from these cats supports the notion that this may be 
a more common condition than the literature suggests. 
Before consistent diagnostic imaging features, including 
cross-sectional imaging, as well as recognisable clinical 
features, were described in dogs, discospondylitis was 
considered to be a rare condition.3,4,6,9 The imaging fea-
tures of discospondylitis in cats have been reported else-
where, aiding in the recognition and diagnosis of this 
condition.18

This study was limited by its retrospective and multi-
centre nature, which meant that treatment protocols 
was not standardised and information gathered might 
have been incomplete. Previous medical history from 
the referring veterinarians was not always available and 
were not standardised; therefore, detailed predisposing 
factors information and previous therapy details might 
have been missed. Long-term follow-up information was 
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obtained in a small number of cats, through inherently 
subjective telephone interviews, meaning that recur-
rences could have gone unreported.

Conclusions
The results of this study confirm that feline discospon-
dylitis is an uncommon condition. Spinal hyperaesthesia 
appears to be the hallmark of this condition, being pre-
sent in all cats, and being the sole clinical sign in 35.3% 
of cats. Neurological dysfunction seemed to be highly 
prevalent, considerably more so than pyrexia and might 
be more prevalent in cats than in dogs. Adjunct inves-
tigations, including haematology, serum biochemistry 
and urinalysis, only revealed non-specific changes in a 
small percentage of cats. Considering the variable and 
non-specific clinical presentation, imaging is critical in 
establishing a diagnosis of feline discospondylitis.18

Bacterial cultures were positive in 11.8% of cats, iden-
tifying the presence of E coli and Staphylococcus species. 
Considering the high prevalence of negative bacterial 
culture results, empirical antimicrobial therapy was nec-
essary in most cats.

Amoxicillin–clavulanic acid or cephalosporins were 
considered reasonable standalone first-line antibiotics, 
with metronidazole, fluoroquinolones (such as marbo-
floxacin) and clindamycin being possible second-line 
antibiotics, according to the studied population. Ideally, 
antibiotics should be supported by bacterial sensitiv-
ity results; however, empirical treatment should take 
into consideration the most prevalent bacteria found 
in this condition, namely E coli. Analgesia should be 
included in the management of this disease in all cats, 
with evidence that NSAIDs and gabapentin can be of 
help. Restricted exercise for a minimum of 4 weeks was 
advised in all cats. Overall, the outcomes appeared to 
be positive, with no long-term evidence of recurrence in 
cats following sustained antibiotic therapy for a median 
duration of 3 months.
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