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[Abstract] Objective To investigate the characteristics of T cell immunophenotype and its
relationship with clinical manifestation in patients with systemic light chain amyloidosis (AL). Methods
The peripheral blood mononuclear cells from 36 patients with AL were collected and analyzed by
multicolor flow cytometry, and the expression of surface antigen CD3, CD56, CD4, CDS8, CD25, CD45RA,
CD28, CD57 and nuclear antigen FOXP3 were examined. Samples from 28 age-matched healthy donors
(HD) were also examined. Patients were divided by Mayo 2012 staging system and the difference between
immunophenotype of [ — I and - IV stage patients were analyzed. The correlations between the
proportion of T-cell subpopulation and clinical manifestations in A light chain type AL patients were
analyzed. Results The differences in the peripheral total T cells and T cell subsets, including CD4', CDS’,
regulatory T cells, and natural killer T cells were not significantly between AL and HD. The ratio of CD57"
cells in CD8" T cells was lower in AL than in HD, and there was no significantly difference in the rate of
CD45RA"and CD28 cells between these two groups. No differences were found in the ratio of total T cells
or T cell subsets between stages [ —II and [I-1V according to the standard of Mayo 2012. Within X light
chain type AL patients, peripheral CD8" T cell ratio was positively correlated with 24-hour urine protein
and creatinine level and negatively correlated with estimated glomerular filtration rate (eGFR).
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Conclusion

The overall T cell distribution in the periphery is not significantly different between AL

patients and age- matched healthy donors. However, the percentages of CD8 " T cells are positively
correlated with renal injury, indicating the importance of CD8" T cell subset in the prognostic evaluation of

renal involvement.
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CD3'CD56 47.60411.65 50.34+11.53 445.000 0.429
CD3°CD56" 6.31+4.30 7.8245.23 395.500 0.144
CD4'CD§ 44.60+10.14 46.69+15.51 0.612 0.539
CD4°CD8' 38.45+9.05 36.88+13.76 0.522 0.604
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CD3°CD567(%) 9.12+5.88 6.23+3.60 94.000 0.076
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PRA(mg/dl) 15 35.60(5.00 ~ 450.00) 8 63.05(5.71 ~ 148.40) 43.0 0.285
JRic/n 15 0.24(0.05 ~ 1.47) 8 0.47(0.04 ~1.16) 44.5 0.332
¢Tnl(ng/ml) 16 0.04(0 ~6.73) 12 0.03(0~0.39) 86.5 0.672
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