


Chatgpt
Adalimumab is a monoclonal antibody medication used to treat various autoimmune diseases, including rheumatoid 
arthritis, Crohn's disease, and psoriasis. Understanding its pharmacokinetics can help in its clinical use. Here are some key 
pharmacokinetic aspects of adalimumab:

Route of Administration: Adalimumab is typically administered as a subcutaneous injection.
Absorption: After subcutaneous injection, adalimumab is slowly absorbed into the bloodstream.
Peak Concentration (Cmax): Adalimumab reaches its maximum plasma concentration in about 5 days.

Distribution: Adalimumab is distributed throughout the body, including various tissues and compartments. Its volume of 
distribution (Vd) is approximately 4.7 to 6.6 liters.

Protein Binding: Adalimumab binds to proteins in the blood, primarily to immunoglobulin G1 (IgG1).

Metabolism: Adalimumab does not undergo significant metabolism in the body. It is broken down into small peptides and 
amino acids.

Elimination: The elimination half-life (t½) of adalimumab is approximately 2 weeks. This means it takes about 2 
weeks for the concentration of adalimumab in the bloodstream to decrease by half.

Clearance: The clearance of adalimumab from the body is relatively slow, reflecting its long half-life.

Anti drug antibody may increase 4 fold the clearance and then reduce 4 fold the half life of adalimumab

Dosing: Due to its long half-life, adalimumab is typically administered at regular intervals (e.g., once every 1 to 2 weeks) to 
maintain therapeutic levels in the bloodstream.

Drug-Drug Interactions: Adalimumab is not known to have significant interactions with other drugs, but healthcare providers 
should be aware of potential interactions when prescribing multiple medications to a patient.





Figure 2 | Assays for detecting 
antidrug antibodies to TNF inhibitors. 
a | In a capture enzyme linked 
immunosorbent assay (ELISA), the 
TNF inhibitor is bound to TNF 
attached to the assay plate. Antidrug 
antibodies (ADAs) in the patient’s 
serum bind to the drug, and are 
detected by horseradish peroxidase 
(HRP)-conjugated anti-human 
antibodies. 
b | In a bridging ELISA, the assay 
plate is coated with the TNF inhibitor, 
which in turn bind ADAs. ADAs are 
detected by use of HRP-conjugated 
drug. Bridging ELISA is susceptible to 
interference by the drug and typically 
measures ADAs only in the absence 
of detectable drug levels. c | In a 
radioimmunoassay, protein A 
sepharose captures ADAs in the 
patient’s serum, which then bind to 
radiolabelled drug, and the amount of 
radiolabelled drug is then measured. 
Radioimmunoassay can capture 
clinically relevant IgG1 and IgG4 
antibodies. d | A homogenous mobility 
shift assay uses size-exclusion 
chromatography to measure ADA–
drug complexes.
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T1/2 = (Ln2 x Vd) / CL





Two component model ; Vss 7 L = V1 4 L + V2 3 L
40 mg  5,7 microg/L with a Cmax 3 days after SC injection

Half life : 15-20 days
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