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[Abstract] Objective To investigate the serum expression and influencing factors of hepcidinin
patients with classical paroxysmal nocturnal hemoglobinuria (PNH). Methods Retrospective analysis of
36 classical PNH patients from 2016.3 to 2017.3. Serum hepcidin concentration was measured by ELISA
method. The relationship between serum hepcidin concentration and erythropoiesis and iron homeostasis
parameters was evaluated. Results The median serum hepcidin level of 36 classical PNH patients was
32.03(23.11, 118.48) pg/L, it was significantly lower than of 181.42 (106.80, 250.53) pg/L in 292 normal
control subjects (z=-5.107, P<0.001). The median serum hepcidin of 56.41 (44.60, 95.06) pg/L in PNH
patients with normal ferritin was significantly lower than that in normal controls. The median serum
hepcidin concentration 23.75(21.77, 30.35) ug/L in iron deficiency PNH patients was lower than that in the
normal ferritin PNH patients. However, the median serum hepcidin level of classical PNH with elevated
ferritin patients 336.19 (304.19, 375.08) pg/L was significantly higher not only than that of normal ferritin
and iron deficiency PNH ones, but also than that of normal control subjects. Regression analysis showed
that serum ferritin, transferrin saturation and serum albumin level were independent influencing factors of
serum hepcidin level in patients with classical PNH. Conclusion The decreased serum hepcidin level in
patients with classical PNH was mainly influenced by iron metabolism factors.
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