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[ Abstract] Objective To investigate the characteristics of CD160°CD8" T lymphocyte subsets in
peripheral blood of patients with influenza A virus (IAV) infection. Methods Total of 37 patients with IAV
infection and 51 healthy controls in the same period were recruitmented in Peking University Ditan Teaching
Hospital from December 2018 to March 2019, and the frequencies of CD160°CDS8™ T cells in peripheral blood
of different differentiation stages were detected by multicolor flow cytometry. Result Compared with health
controls, the frequencies of CD160'CD8" T cells in peripheral blood of patients with IAV infection decreased
[24.50% (14.70%, 44.10%) vs. 8.85% (5.14%, 18.15%)], with significant difference (U = 326.00, P < 0.001).
Compared with the controls, these decrease occurred in the four subsets of CDS8" T cells that include the
naive T cells (Ty) [3.88% (1.28%, 9.48%) vs. 0.22% (0.12%, 0.60%)], central memory T cells (T, [8.70%
(4.43%, 15.80%) vs. 1.51% (0.69%, 2.54%)], effector memory T cells (Tgy,) [22.30% (13.80%, 30.40%) vs.
7.71% (5.23%, 16.25%)] and effective memory re-expressing T cells (Tgyra) [(46.99 £ 22.91) % vs. (21.60 +
13.38) %] of cases with AV infection, with significant differences (U = 238.50, 81.50, 412.00, ¢ = 6.03; all
P < 0.001). The proportion of CD160°CD8" T cells in the discharged patients with IAV infection was higher
than that of admission [(8.92 + 7.84) % vs. (16.40 £ 9.43) %], with significant difference (¢ = 4.09, P = 0.001),
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but still lower than that of health controls [24.50% (14.70%, 44.10%) vs (16.40 + 9.43) %], with significant
difference (U= 209.50, P = 0.0029). Conclusions The frequency of CD160°CDS8" T cell subsets in peripheral
blood T lymphocytes of patients with IAV infection decreased significantly, and may be an important

manifestation of immune imbalance.
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