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The Relationship between Changes in Lymphocyte Subsets Levels and Sepsis
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Abstract: Sepsis is a systemic inflammatory reaction syndrome caused by infection. Although the medical technology is constantly

progressing, it is still a serious threat to the health of children. In the early sepsis stage, timely and adequate identification of patient

risk remains great challenges. The current use of lymphocyte subset detection in pediatric sepsis is still limited. This topic evaluates

the disease severity of the patients with sepsis by studying the correlation between the changes in the lymphocyte subset levels and

the levels of inflammatory factors and immunoglobulin.
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CD3+T (/uL) 2132.50 1727. 00 889.50  0.001
CD4+T (/uL) 1101.00 985.00 391.50  0.008
CDS8+T (/uL) 736.50 534.00 298.00  0.000
CD4+/CD8+ 1.49 1.91 1.41 0.000
CD19+B (/uL) 603.00 642.00 381.00  0.128
NK (/uL) 171.00 170.00 9150  0.298
CIK (/uL) 0.71 0.62 1.20 0.154
1gG 9.83 6.82 9.97 0.000

IgA 1.36 0.66 1.36 0.000
IgM 1.08 0.77 0.85 0.022

C3 1.07 131 0.99 0.000

C4 0.23 0.29 0.23 0.002

PCT 0.05 0.52 20.16  0.000
CRP 0.80 81.89 129.66  0.000
WBC 7. 94 12. 27 1502 0.000
NEU (%) 46.35 68.20 74.00  0.000
PLT 293.00 294.00 115.00  0.061
PSOFA 3.00 4.00 0.007
PCIS 88.00 85.00  0.013
(BRI (R) 6.00 10.00 16.00  0.002
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