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Serological and Biochemical Diagnostic Approach in Feline
Infectious Peritonitis (FIP)

1) FCoV antibody positivity is not merely an indicator of “exposure”

Although FCoV antibody tests demonstrate prior contact with the virus, high-titer seropositivity is typically
associated with ongoing viral replication and an increased risk of environmental transmission. Kipar and Meli
(2014) and Pedersen (2019) reported that high antibody titers are most often detected in cats harboring
substantial viral loads during the enteric phase, creating a permissive environment for mutation and emergence
of FIP-associated strains.

2) The incidence of FIP is higher than commonly assumed

Most FCoV infections remain asymptomatic; however, multiple studies report that:
e The overall FIP development rate in the general feline population is 5-12%,
e In multi-cat households and shelters, this rate may rise to 10-14% (Pedersen, 2019; Addie et al., 2020).
e Thus, assuming a “low risk” for FIP progression solely based on seropositivity is not epidemiologically
justified.

3) Antibody test negativity may occur in asymptomatic or early infection
Seronegativity does not necessarily indicate absence of infection. It may reflect:

e Delayed antibody production (early infection phase),
e Immunosuppression or corticosteroid administration,
e Viral replication restricted to the intestinal epithelium.

Felten and Hartmann (2019) emphasized that serological sensitivity is reduced during early infection; therefore,
supplemental tests such as RT-PCR or the A/G ratio should be considered in suspect cases.

4) Tropism shift and early pathogenesis are not detectable by serology

FIP pathogenesis begins when enteric FCoV acquires monocyte—-macrophage tropism. This shift is molecular—
frequently involving mutations such as M1058L—and is not detected by antibody assays. Chang et al. (2012)
demonstrated that this mutation enhances replication within macrophages and initiates systemic dissemination.

5) Correlating clinical and laboratory findings is essential

Serology alone does not establish a diagnosis. Notably, FIP likelihood increases when antibody positivity is
accompanied by:
o A/Gratio < 0.6,
e SAA > 200 pg/mL,
e Globulin > 50 g/L.
De Bonis et al. (2023) identified these parameters as strongly correlated with confirmed FIP cases.
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6) Values within the reference interval do not always indicate “normal”

Pedersen (2019) and Felten & Hartmann (2019) highlighted that hematologic and biochemical abnormalities
may develop within reference limits during early FIP, yet show a directional trend over days to weeks.

Clinicians should focus on trends rather than static results:

e Progressive lymphopenia and reduced hematocrit with rising neutrophils — early immune activation +
chronic inflammation,

e Increasing globulins and total protein — early humoral response,

e Declining albumin — negative acute-phase reaction,

e Mild increases in SAA, AGP, or bilirubin — subclinical inflammation.

7) Biochemical “signals” fluctuate during the subclinical FIP phase

Recent investigations (De Bonis et al., 2023; Moyadee et al., 2024) reported the following early laboratory
patterns in pre-treatment FIP cases:

e Mild reduction in A/G ratio (0.6-0.8 is often considered the “gray zone"),

e Globulin levels trending toward or above the upper reference limit (> 50 g/L),

e ALT, AST, BUN, and creatinine values mildly elevated, indicating early hepatic and renal involvement
secondary to viral replication.

8) Subtle deviations within “normal limits” may have prognostic value

Kipar and Meli (2014) described early endothelial activation and monocyte infiltration during the transition to
systemic FIP, leading to microvascular leakage.

This process may manifest as:

e Decreasing hematocrit,
e Gradual increases in total protein and globulin,
even before clinical signs emerge.

Thus, even when biochemical parameters remain within the reference interval:
e Adeclining A/G ratio,
e Slowly increasing globulin concentration,
combined with FCoV seropositivity, can support suspicion of asymptomatic or preclinical FIP.

Acute-phase proteins such as SAA, AGP, LDH, and others may assist in early-stage risk assessment even in
outwardly healthy cats (Riemer et al., 2016; Dewerchin & Cornelissen, 2021).

Conclusion

FCoV antibody testing confirms viral exposure but does not discriminate active infection, mutation events, or
progression to FIP. Therefore, serological findings must be integrated with the A/G ratio, acute-phase protein



levels (SAA, AGP), hematological trends, and clinical presentation. A single negative serological test does not
rule out infection, especially during early phases or under immunosuppressive conditions.
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