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INTRODUCTION 

 

Infection with the feline coronavirus (FCoV) caused a rare, 

deadly and invulnerable expanding illness in cats called Feline 

infectious peritonitis (FIP) (Sherding 2006). Although the 

occurrence of FCoV in domestic and non-domestic feline 

populations around the world (seroprevalence 20-100%), FIP 

will only affect about 10% of FCoV-positive felines (Kennedy 

et al. 2002). Observational reports of felines with FIP have 

recognized a numeral of possible causes for the illness' 

progression. The infection is most common in young felines 

(3-36 weeks old), with the type of instances (75-90%) 

occurring in multi-feline families or, less frequently, in aging 

felines (Pedersen 2009). Extensive pyogranulomatous sores in 

the brain, liver, lymphatic tissue, and lung, as well as 

substantial fundamental systemic inflammatory degradation of 

serosal membranes, distinguish FIP pathogenesis. End-stage 

FIP patients have considerable T-cell reduction from the 

periphery and variations in cytokine expression, suggesting 

that the immune system plays a role in the pathophysiology 

kof this illness (Kipar et al. 2006b). There haven't been any 

viral genetic variables connected to FIPV pathogenesis 

discovered yet. De novo virus mutation gives rise to virulence 

according to the in vivo alteration shift paradigm. It Has been 

proposed in a different study that variations in the sequences 

of the spike protein, nonstructural protein (NSP) 7b, and 

NSP3c may triggers illness (Rottier et al. 2005). In light of in 

vitro examinations determining the FIPV strains fondness for 

macrophages, the theory was protracted to suggest that the 

intestinal Covid (FECV) endures a mutational revolution in 

the structures of the gastrointestinal tract, enabling 

contamination of macrophages, foundational scattering, and 

lethal illness appearance (Brown et al. 2009; Brown 2011).  

TNF, IL-1 and CD11b and CD18 as adhesion molecules are 

abundantly expressed by circulating activated monocytes, 

making it simpler for monocytes to interface within small and 

medium veins particularly inside activated endothelial cells 

(Kipar et al. 2006b; Takano et al. 2007a; Takano et al. 2007b). 

In addition, is thought that the main cause of increased 

vascular permeability in normal bodily coelom is the 

production of vascular endothelial growth factors in FIPV-

infected monocytes and macrophages (Takano et al. 2011). 

The illness provides numerous challenges for veterinarians 

because it is problematic to identify, there is no successful 

cure, and sufficient prophylactic mediation measures are not 

available (Chang et al. 2017). 

Epidemiology 

 

Feline infectious peritonitis (FIP) is a significant issue in 

multi-cat families. The virus spreads in settings where large 

numbers of cats are kept in a small area (e.g., catteries, 

shelters, and pet shops (Horzinek and Osterhaus 1979). 

Although feline coronavirus is relatively common in free-

moving local cats, since they do not always dispose of their 

excrement in the appropriate locations, shared rubbish bins 

are a significant transmission route in multi-cat households 

(Benetka et al. 2004). 

FIP disease is most common in domestic cats. In addition, it 

was found in African lions, mountain lions, leopards, cheetahs, 

Jaguars, Lynx, Servals, Caracals, European Wild Cats, Sand 

Cats, and Pallas Cats (Stuetzer et al. 2014). Despite the 

prevalence of FCoV infection in multi-cat households, only 

about 5% of these cats develop FIP, compared to a much 

lower percentage in single cat households. FIP is more 

common in young and immunosuppressed cats because FCoV 

replication is less tightly regulated in these animals, making 

the crucial mutation more likely. FIP affects more than half of 

all cats under the age of a year. Males, purebred cats, and 

sexually intact cats are more likely to get FIP. According to 

epidemiological research, the cat's genetic history may have a 

role in developing FIP. Researchers have established breed 

resistance and sensitivity to FIP. In Persians and Birmans, 

sensitivity to FIP is a polygenic genetic characteristic. FIP is 

more common in the Abyssinian, Bengal, Birman, Himalayan, 

Ragdoll, and Rex breeds (Pedersen 2014). 

The bulk of FCoV is excreted from the body through feces. 

The most prevalent infection route is through the oronasal 

cavity. Within one week of a common disease, cats release 

the virus into their feces. Saliva, respiratory secretions, and 

urine may contain it in the early stages of the disease 

(Andrew 2000). When naive cats in multi-cat households are 

exposed to FCoV for the first time, they are likely to get 

infected and produce antibodies; many will discharge the virus 

intermittently for weeks or months (Pedersen et al. 2009). 

Most felines develop into chronic FCoV shedders, allowing 

new cats to get infected regularly. Antibody-negative cats are 

unlikely to shed the virus, even though only roughly a third of 

FCoV antibody-positive cats do (Felten et al. 2020). Cats with 

high antibody titers are more susceptible to shedding FCoV. 

They’re also most likely to spread the virus more widely and 

frequently. The majority of FIP-affected cats shed non- 

mutated FCoV (Pedersen et al. 2008). For naive cats, the main 
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sources are trash bins shared with shedding cats. 

Furthermore, chronic reinfection via an infected cat's dirty 

litter box appears to be essential for the virus's endemic 

survival (Pedersen et al. 2008). Saliva, reciprocal grooming, 

eating from the same plate, and, in rare situations, personal 

contact is all ways for viruses to spread. Droplet transmission 

by a sneeze is also uncommon, although it does happen. It is 

unclear whether cat shows contribute significantly to the 

spread of FCoV (Pedersen et al. 2008). The infection is 

unlikely to be spread by lice or fleas. Although the 

transplacental transfer is conceivable, it is uncommon in 

natural circumstances. Most kittens are not affected until they 

are 5-6 weeks old, after being removed from adult cats 

shedding the virus (Pedersen et al. 2008). Kittens are most 

likely to become infected between the ages of 6-8 weeks, 

when their mothers' antibodies are waning, and are infected 

mainly through contact with their mothers' feces or other 

sources. FCoV is a reasonably harmless virus that may be 

treated with the most common disinfectants and detergents. 

It can survive outside the cat for up to 7 weeks in cold or dry 

conditions (for example, on a carpet). Indirect fomite 

transmission can transfer FCoV from one person to another. 

It was spread from person to person for a short time through 

clothing, toys and grooming products (Addie 2019). 

 

Infectious Peritonitis in Cats: Pathogenesis 

 

The pathophysiology of feline infectious peritonitis (FIP) has 

been a hot topic of research for quite some time. Even 

though the image is still unsatisfactory, the aftereffects of both 

in vivo and in vitro research, while occasionally doubtful, have 

provided an ever-increasing number of pieces to the puzzle. 

For the improvement of FIP injuries, three main factors have 

been identified as fundamental essentials: FIPV-infected 

monocyte activation, effective and long-term FIPV replication 

in monocytes, and systemic infection with a virulent FCoV 

(i.e., FIPV) (Kipar and Meli 2014). 

 

Virulent FIPV that Induce Systemic Infection 

 

The "in vivo mutation transition" or "internal mutation" idea, 

as well as the "distinct circulating a virulent and virulent 

strains" hypothesis, have both been presented as explanations 

for the infection of the host (Brown 2011). The main concept 

predicts that in infected animals mostly FIPVs emerge in vivo 

from FECV transformations, and there is undeniable proof 

that the Feline Enteric Coronavirus (FCoV) of maximum 

felines isn't an FIPV in the first place. Early genomic analyses 

of FECV and FIPV research office and field strains revealed 

that they appear to be inexorably connected sets of viruses. 

(Chang et al. 2011). In addition, several studies have shown 

that FIPV and FECV phylogenetic grouping is based on 

geographic distribution rather than illness phenotype 

(Pedersen et al. 2009; Barker et al. 2013). FIP-affected animals 

produced more viral quasi-species in spontaneous illnesses 

than healthy cats, showing that for the development of 

pathogenic mutants a sophisticated viral mutation rate is 

required (Battilani et al. 2003). This is further supported by 

the fact that felines with FIP are less likely to initiate viral 

replication (Dewerchin et al. 2005).  

Changes in two genes have been linked to improved FIP such 

as; accessory genes and the S gene of FCoVs. As a result, 

additional gene 3c was most likely the most notable 

concentration. Early research revealed that FECVs had usually 

good 3c quality, while over 66% of FIPV-determined 3c 

configurations include alterations (e.g., deletion or point 

mutation) that prevent full-length complete protein 

translation. As a result, mutations in 3c were formerly 

assumed to constitute an overall FI-related harmfulness 

signature (Addie et al. 2009). The past investigations affirmed 

these prior perceptions, with 3c being vigorously mutated in 

most of FIPV confines and conceivably associated with FIP 

advancement because of expanding viral wellness in 

monocytes/macrophages (Bálint et al. 2014). Nucleotide 

sequence studies of the 7a gene, the study concluded that 

deletions in the 7a gene of FECV/FIPVs are concomitant to 

the pathogenesis of FIP (Kennedy et al. 2001; Lin et al. 2009). 

The inquiry of FIP pathogenesis has lately progressed to 

include the evaluation of the S gene. The S protein of the 

crown virus is required for receptor restriction and infected 

propagation. Alterations in the S gene alone or conjunction 

with alterations in other genes could lead to the biotype flip 

because the FECV-FIPV progression includes a change in 

target cell tropism (Lin et al. 2009).  

 

FIPV Replication in Monocytes that is Effective and 

Sustained 
 

The second fundamental requirement for FIP appears to be 

the capacity of the virus to replicate well and long-term in the 

infected host's monocytes. In isolated feline peritoneal 

macrophages, FIPV can proliferate in in vitro conditions 

(Dewerchin et al. 2005; Rottier et al. 2005). Furthermore, 

significant changes in monocyte persistence and infection 

vulnerability have been identified in cats, showing that host 

factors play a role (Dewerchin et al. 2005). These findings 

back with in vivo studies show that FIP is associated with 

considerably greater virus levels in tissues (Simons et al. 2005; 

Kipar et al. 2006a; Hornyák et al. 2012).  

Viruses after being entered into the body, can reproduce 

unrestrictedly within monocytes, get entrance to the 

bloodstream, and infiltrate in the body. The principal targets 

are the lymph nodes in the mesenteric regions, serosal 

surfaces of the GIT tract and to a lower degree in the 

omentum and pleura. FIPVs can even reach the brain 

parenchyma, the eyes' leptomeningeal arteries, and venules 

(Falck et al. 2010). Virus-infected circulating monocytes are 

not only critical for viral propagation, but they also start the 

formation of the typical extensive granulomatous vascular 

lesions when they become activated (Coyne et al. 2006). 

Furthermore, immunopathological damage was seen in FIP by 

FIPV-infected macrophages. In FIP lesions, these cells seem to 

be the most infiltrated (Berg et al. 2005).  

Infected macrophages cluster around small venules after being 

infiltrated into the body, where they proceed to multiply 

resulting in multiplication of the virus. In reaction to virus 

replication, more monocytes are drawn from the circulation 

and sent to the objective tissues, culminating in the typical FIP 

symptoms of vasculitis and the production of pyogranulomas. 

Besides the virus, infected and dying macrophages generate 

inflammatory mediators such cytokines, leukotrienes, and 

prostaglandins (Adlercreutz et al. 1991). These substances 

increase vascular permeability and offer an extra chemotactic 

boost to neutrophils and monocytes. These entrained cells 

produce more mediators and cytotoxic substances in 

response to inflammation, leading to increased local virus 
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production and tissue destruction. The vascular lesions 

appear as circular and localized infiltrates dominated by 

venous and perivenous macrophages, huge numbers of 

macrophages are infected, and infection is restricted to these 

cells neutrophils and T lymphocytes address the minority of 

inflammatory cells in FIP granulomas, whereas B lymphocytes 

surround and gradually replace macrophages (Solheim et al. 

2005). Despite viral determinants, an individual cat's 

immunological competence has a role in the consequence of 

the infection (Coyne et al. 2006). 

 

Stimulation Monocytes Via Infection of FIPV 
 

Granulomatous phlebitis and periphlebitis induced by highly 

activated monocytes is the morphological confirmation and 

start of disease of FIP, most likely throughout high-level 

monocyte-related viremia with a strong viral replication rate 

(Simons et al. 2005; Hornyák et al. 2012). According to 

investigations based on real-life examples, a direct interaction 

between monocytes and activated endothelial cells leads to 

phlebitis. TNF- and interleukin-1 (IL-1) are cytokines 

produced by monocytes, as well as adhesion molecules like 

CD18, which allow them to engage with activated 

endothelium cells. They also produce enzymes that break 

down the vascular basement membrane at monocyte 

emigration locations, such as matrix metalloproteinase-9. The 

endothelial cells appear to be activated all over the body, and 

the limited dispersion of vascular lesions is most likely due to 

the endothelium's selective sensitivity (Kipar et al. 2005). 

According to a recent flow cytometry study, adhesion 

molecules are upregulated in monocytes, T-cells, and B-cells 

in response to FIP (Olyslaegers et al. 2013). Triggered 

monocytes alone can stimulate both macrophages in 

hemolymphatic organs and vascular endothelial cells if they 

produce enough cytokines (Kipar et al. 2006a). Inflammatory 

exudate in peritoneum from FIP-infected cats have high TNF-

mRNA levels, also published reports been revealed exudate 

collected by bronchoalveolar lavage contain a high amount of 

released IL-1 and IL-6 and alveolar macrophages from FIP 

infected cat, feline represents a considerable overexpressed 

of IL-6, TNF-α, granulocyte (G)CSF, GM-CSF, and other B-

cell differentiation factors (Takano et al. 2007a; Takano et al. 

2009). In contrast, as established that FIPV infection of 

monocytes seems to be a crucial preconditioning step in vitro 

in isolated feline monocytes and macrophages. FIPV triggered 

the p38 mitogen-activated protein kinase (MAPK), which also 

directly regulates the expression of proinflammatory 

cytokines by phosphorylating a range of signaling molecules in 

PBMCs, most likely during the entrance and, albeit less 

strongly, between 6 and 12 hours PI (HPI), when the virus is 

being generated in peripheral blood mononuclear cells 

(PBMCs0) (Dewerchin et al. 2005; Regan et al. 2009). This 

was linked to the stimulation of TNF- and IL-1b production, 

as revealed in the peripheral blood mononuclear cells 

supernatant at 24 HPI (Regan et al. 2009). VEGF transcription 

was remarkably increased in isolated feline monocytes and 

alveolar macrophages at 48 HPI, while feline alveolar 

macrophages generated higher TNF at 48 and 72 HPI, both in 

association with viral replication (Takano et al. 2011).  

 

Pathological Findings 

 

Referring to the 20th century, the term peritonitis was given 

to FIP in the 1960s as it denotes the most common changes 

in the peritoneal cavity during necropsy (Rissi 2018). Two 

types of FIP are distinguished; effusive (wet or non-

parenchymatous) and non-effusive (dry or parenchymatous). 

The most frequent type is wet which induces a diffuse 

inflammatory reaction on the serosal surfaces of internal 

organs with infiltration of inflammatory fluids to the 

peritoneal cavity (Figure 2) (Norris et al. 2005; Tasker 2018). 

A second form (Dry FIP) produces granulomatous lesions in 

the parenchyma of different organs like the liver, kidneys, 

lymph nodes, wall of the intestine, eye, and central nervous 

system (Figure 2). FIP granuloma is known as dry 

(parenchymatous or non-effusive) because of the lack of 

inflammatory fluid in the body cavities. In general, cats 

seldomly display both forms simultaneously. Despite 

indications that the dry form has become more prevalent in 

recent decades, the majority of cats still exhibit the wet form 

(Diaz and Poma 2009; Pedersen et al. 2009; Pedersen 2014; 

Malbon et al. 2019).  

The lesions are variable based on the form and organs 

involvement. The predominant gross lesion in the wet FIP is 

abdominal enlargement, which accounts for a higher 

percentage of ascites caused by neoplasia, liver disease, and 

cardiovascular disease (Cannon et al. 2005; Barker and Tasker 

2020). By using percussion, the collected fluid might be easily 

moved inside the abdomen. The abdomen may contain more 

than 1 liter of fluid of various colors (straw-colored or blood-

tinged) after being opened (Figure 2). Also in wet FIP, scrotal 

distention may occur as a result of descending peritonitis to 

the testes, or there may be indications of liver lipidosis and 

skin fragility (Giori et al. 2011; Redford and Al-Dissi 2019). 

Additionally, as the result of the migration of infected 

macrophages into the synovium, synovitis can be detected 

(Pedersen 2014). 

The most prevalent lesion of wet FIP is a pyogranuloma, 

which is defined as a manifestation of vasculitis (i.e., phlebitis). 

The abdomen is the most frequent site for wet FIP 

pyogranulomas, near the cranial mesenteric artery as they 

appear in the omentum and the serosal surfaces of different 

organs. As a result, the omentum is engorged with 

inflammatory fluid and showed evidence of necrosis and 

inflammatory cell infiltration (Cannon et al. 2005; Addie et al. 

2009). Microscopically, the pyrogranulomas are composed of 

a significant number of macrophages accompanied by a rich-

protein inflammatory fluid and including neutrophils, 

lymphocytes, as well as plasma cells (Figure 3). Virus antigen is 

identified in a considerable number of the macrophages in the 

wet FIP pyogranulomas. However, the pyogranulomatous 

lesion is predominantly surface-located, beneath muscle or 

organ parenchyma may show isolated lesions of phlebitis and 

mixed inflammatory cell infiltration (Kipar et al. 2005; 

Ziółkowska et al. 2017). 

In dry form, the abdominal and thoracic effusions are either 

lacking or present in a minimal amount. Regarding the 

abdominal abnormalities of dry FIP are greater, fewer in 

numbers, and less extensive in comparison to the 

abnormalities of wet FIP (Kipar and Meli 2014). The utilizing 

term parenchymatous for dry form comes from the invading 

lesions from the pleural and serosal surfaces to the underlying 

tissues (Drechsler et al. 2011; Anis et al. 2014). 

Kidney and mesenteric lymph nodes are the main sites to 

demonstrate the abdominal changes in dry FIP. On the 

contrary, the minimum changes are denoted liver and hepatic 
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lymph nodes. In addition, dry form is characterized by 

inflammatory changes in the walls cecum and colon, as well as 

associated caeco-colic lymphadenopathy with symptoms 

similar to ulcerative colitis. As well, thoracic involvement 

occurs in around 10% of cats with dry FIP but the lesions are 

generally confined and only one aspect of a larger systemic 

infection. Both pleura and parenchyma of the lung may be 

affected by small granulomas and additionally, pericardium can 

be involved (Autieri et al. 2015; Fujii et al. 2015; Felten et al. 

2019). 

Moreover, the lesions of the dry form of FIP, also known as 

pyogranuloma, resemble granuloma in their outgrowth, 

particularly in the abdomen. Dry FIP lesions are similar to 

granulomas in the effusive form in that they have accumulated 

macrophages around vessels. As in typical granulomas, these 

accumulations are accompanied by extensive infiltrates of 

lymphocytes (mostly B-cells) and plasma cells that spread into 

adjacent tissues. On the contrary, hyperemia, edema, 

necrosis, protein exudation, and fibrin deposition are not as 

prominent as in the pyogranulomatous lesions of wet FIP 

(Garner et al. 2008; Gnirs et al. 2016). 

It has been reported that 60% of cats with dry FIP have ocular 

and cerebral lesions, while 40% have abdominal lesions with 

or without cerebral and ocular involvement. FIP affects more 

than half of cats with the central nervous system (CNS) 

inflammatory disease, as well as, one-sixth of all cats with 

CNS symptoms from any cause. It has been well documented 

that FIP is the most frequent spinal disease among cats under 

the age of two years old, and it is one of the three primary 

causes of spinal disease in cats of all ages, along with 

lymphosarcoma and vertebral neoplasia. Similar to CNS 

involvement, ocular lesions are most commonly detected in 

dry FIP than in cats with wet forms. Moreover, chorioretinitis 

and Uveitis are the fundamental characteristics of dry form. In 

dry FIP, the ocular disease appears alone or in conjunction 

with CNS or peritoneal cavity changes. An early indication of 

ocular FIP is the alteration in the color of the iris. The 

pathognomonic lesion of FIP is keratic precipitates, which are 

caused by the deposition of fibrin and inflammatory cells on 

the caudal part of the cornea (Addie et al. 2009; Ziółkowska 

et al. 2017; Pedersen 2021). 

 

Diagnosis of Feline Infectious Peritonitis Infection 

 

FIP can be hard to diagnose even if having a high level of 

clinical suspicion history, clinical manifestations, and basic 

laboratory tests. FIP is different in a variety of clinical cases 

due to  the  vast  range  of  clinical  symptoms.  History and  

clinical indications, on the other hand, might be utilized to 

raise the index of suspicion. FIP is more prevalent in cat 

under ten years old (Yin et al. 2021). 

Given its tendency for younger cats, its high affinity for 

involving catteries and shelters, the typical physical with 

history findings   and   multiple   distinctive  laboratory  

abnormalities, the detection of FIP should be quite easy. 

Despite this, many veterinarians find it one of the most 

difficult diagnosis to make. While veterinarians have minimal 

difficulty placing FIP just above their diagnostic list, they have 

a lot of problems, if not downright reluctance, proving their 

diagnosis. However, not only does the veterinarian faces 

challenges; the owners are also hesitant to give up without a 

definitive diagnosis (Pedersen 2009). 

A histopathological analysis is conducted to make a conclusive 

diagnosis of FIP since the virus is frequently discovered inside 

the lesions utilizing immunohistochemistry for virus antigen. It 

is possible to detect the cytological and biochemical 

properties of the wet form using virus antigen 

immunohistochemistry (Tasker 2018). 

 

 

Fig. 1: Pathogenesis of FIPV. Mutation in the S gene, migration of monocyte from the bloodstream to the tissue, and releasing of pro-

inflammatory mediators. 
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Fig. 2: Graphic represents the most noticeable lesions in wet FIP. Authors designed graph by using biorender.com. 

 

 
 
Fig. 3: Graphic demonstrates the most predilected organs for pyogranulomatous lesions during infection with FCoV dry form. Authors 

designed graph by using biorender.com. 

 

Magnetic resonance imaging of the brain can be used to show 

anomalies in situations of miscellaneous diagnostic analysis in 

cases of neurological clinical manifestations. Foramen magnum 

herniation, obstructive hydrocephalus, meninges, 

syringomyelia, third ventricle, mesencephalic aqueduct, and 

brainstem contrast enhancement have already been 

associated with FIP (Penderis 2009; Crawford et al. 2017). 

Finally, for approaching a diagnosis of FIP generally these 

protocols should be followed: 

It's necessary to take into consideration that FIP is more 

frequent among kittens (those under the age of three, and 

especially those under the age of two), with a lower peak of 

cases in cats over the age of ten. Male cats are generally at a 

minor threat (Riemer et al. 2016).  

The following protocols are available to reach the goal of 

diagnosis (Addie et al. 2009; Chang et al. 2017; Felten and 

Hartmann 2019): 

1. History and Clinical Signs 

2. Blood Tests include the following; 

a. Hematology 

b. Serum Biochemistry 

c. FCoV Serology: Enzyme-linked immunosorbent assays 

(ELISAs) or indirect immunofluorescence antibody (IFA) tests 

have been commonly utilized in commercial testing of serum 

FCoV antibodies. 

3. Analysis and evaluation of body cavity effusions: 

This method can be quite helpful in determining whether or 

not one has FIP. Although ascites are the most frequent body 



 178 

 
 

Fig. 4: FIP treatments fall into one or more categories. 

 

cavity effusion, repetitive imaging (especially ultrasonography) 

can reveal pleural effusion and/or pericardial effusion in the 

presence or absence of ascites.  

4. Histopathological examination of tissues 

a. Routine histopathology (hematoxylin and Eosin) 

b. Immunological staining of FCoV antigen (IHC) 

5. FCoV detection utilizing reverse transcriptase (RT-) 

polymerase chain reaction (PCR). 

 

Treatment 

 

Antiviral medicines, anti-inflammatory, immunosuppressive 

therapies, and immunostimulant drugs have all been utilized in 

the treatment of cats with FIP. Antiviral medications work by 

preventing viruses from replicating. Anti-inflammatory and 

immunosuppressive medicines are used to treat inflammatory 

conditions such as pyogranulomatous inflammation 

(Lindemann et al. 2016) or antibody-enhancement (Takano et 

al. 2008). 

Immunostimulant medications, boost the immune system's 

ability to fight the virus. As well as possible virus-based and 

host-based therapy methods are all aimed at interrupting the 

FIPV replication cycle. Most categories of drugs used for FIP 

therapy are found in figure 4. 

 

Conclusion 

 

➢ At least 3 distinct forms of mutations have been linked to 

FIP virulence acquisition, with more likely to be uncovered. 

➢ Although the synthesis of numerous cytokines and other 

inflammatory proteins has been widely investigated in the FIP 

pathogenesis, little is known about how these elements are 

triggered and their impact on pathology. 

➢ FIP cannot be diagnosed as an antemortem only on the 

results of a single diagnostic test. Every cat's organ should be 

examined for history, clinical symptoms, and histopathology 

and immunohistochemistry malformations if there is a 

suspicion of FIP.  

➢ Antiviral, anti-inflammatory, immunosuppressive, and 

immunostimulant medications have all been tried in the lab to 

treat cats with FIP, but no therapy has yet been demonstrated 

to be effective in curing cats with spontaneously acquired FIP. 

 

Recommendations 

 

Further research into the pathogenesis that controls the 

virus-host interaction during FIP infection is required, as is the 

advancement of molecular techniques, especially IHC and 

fluorescence techniques, in the hopes that diagnostic tools for 

FIP will be simplified in the foreseeable future to explicitly 

diagnose FIPV and provide effective FIPV treatment. 
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