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Dear Editor,

The review article on oral lichen planus  (OLP) by Yashpal 
Manchanda and colleagues[1] was highly informative. 
However, examining OLP in patients with immune 
deficiencies could provide valuable insights into additional 
underlying pathways.

Several reports of lichen planus (LP) in patients with Good’s 
syndrome  (GS, thymoma with hypogammaglobulinemia), 
a primary immunodeficiency disorder characterized 
by B cells, either very low or absent with CD4+T cell 
lymphopenia[2,3] suggest the presence of B cells may not 
be critical in the development of LP. Good’s syndrome is 
also characterized by opportunistic infections and multiple 
anti‑cytokine autoantibodies.[4] As IL‑17 and IL‑22 play a 
protective role against fungal infections, the presence of 
autoantibodies against these cytokines naturally predispose 
patients to such infections. This mechanism may explain 
why oral candida can trigger OLP in not only in patients 
with GS but also in those with other autoimmune diseases. 
In the review by Le Gatt et al.,[2] it was found that in 74% 
of patients, the OLP was diagnosed before the diagnosis 
of GS, and less than one third of these patients reported 
improvement after undergoing thymectomy. Interestingly, 
the report by Torres‑Valle et al.[5]  (n = 9 GS) g had shown 
reduced Th1/Th17 cell populations through in‑depth blood 
immune profiling. This study also identified additional 
cellular defects, including impaired memory T cells  (both 
CD4+  and CD8+  cells) and myeloid dendritic cells, 
suggesting a combined immune defect involving both 
T‑ and B‑cells.

The review referencing the study by Melo et  al.[6] 
specifying the role of Th17, does not mention whether any 
of the patients had other autoimmune diseases, such as SLE, 
Sjogrens, psoriasis etc. Additionally, we cannot completely 
ignore the Th1 signature  (IFN‑γ, IL‑21A, pSTAT1) that 
plays significant role in the inflammatory process.[7]

We are still in the early stage of understanding lymphocyte 
plasticity, but it is becoming clear that this plasticity 
influences the Th17 pathway and autoimmune networks 
in LP, with a relatively minor role of B cells in humoral 
immunity. Further research in gene defects in GS will be 
crucial for understanding how a dysfunctional thymus may 
contribute to the pathogenesis of the condition.
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