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Classification of Common Variable
immunodeficiency using B-cell
Immunophenotyping

S s ggd) s M oliss Jlgu) IWT dobld Mdoudogs 33 des d@agaik) ) ol o) wus his gl dgs
T C oD 2 2 d 4 “O0g) 33 )& C plw] (R 4

1,3 & <
7 P 4:«4“@

bl celaddl Sl GBI ] dsale eliand] HlUL dugally ol A0S duoyls GladVly & o pudl debill § Caoed] jiiie .1
cslagdl Il sy ool Geelodl Gaad) «gba3la)l gum ) dus Ghies JWLW dislil) 5 dudsdl) (2),0Y) g 2
bl slandl L G sl dzoler iy ol raled] omall Ghdl] (bl Chll g 3
sladdl Il dovall Guslud] deswe dzsle digls guidl Grolod) Gaid) dabll ol eud 4

Abstract:

Common variable immunodeficiency (CVID) is the most prevalent inborn error of immunity (IEI) and is typically
diagnosed in adults. It is characterized by reduced antibody production, resulting in infectious and non-infectious
complications. Diagnosing and treating CVID can be challenging due to the clinical heterogeneity, genetic and
environmental implications, and lack of consensus regarding diagnostic criteria. However, our understanding
of the pathogenesis, prediction, and management of non-infectious complications of CVID has improved by
the classifications of CVID patients into groups based on their clinical and immunological phenotypes. This
article provides a concise overview of CVID and its place among IEI/PID, a glimpse into the different proposed
classifications of CVID, and a short report of the firstimmunophenotypic classification of Moroccan CVID patients,
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