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ABSTRACT Objective To observe blood stasis syndrome (BSS) of chronic aplastic anemia
(CAA) patients, and to explore the correlation between BSS and iron overload as well as oxidative stress
response mediated by iron overload. Methods According to whether they met the diagnostic criteria of i-
ron overload, 63 CAA patients were assigned to the iron overload group (37 cases) and the non-iron o-
verload group (26 cases). TCM BSS score was graded. The levels of serum Hepcidin, reactive oxygen
species (ROS), malondialdehyde (MDA ), superoxide dismutase (SOD), glutathione peroxidase ( GSH-
Px) were detected by ELISA. The correlation between these indices and BSS was analysed. Results In the
iron overload group, 30 patients (81.08% ) met the diagnostic criteria of BSS, and TCM BSS score was sig-
nificantly higher than that of the non-iron overload group (P <0.05). The serum ferritin (FS) level was posi-
tively correlated with BSS score (r =0.702, P <0.01). Hepcidin level was negatively correlated with BSS
score (r = -0.905, P <0.01). Compared with the non-iron overload group, the levels of ROS and MDA were
significantly higher (P <0.05), and the levels of SOD and GSH-Px obviously decreased in the iron overload
group (P <0.05). Levels of ROS and MDA were positively correlated with BSS score (r =0.403, P <0.01;r
=0.471, P <0.01). Level of GSH-Px and SOD were negatively correlated with BSS score (r = -0.645, P <
0.01;r=-0.562, P <0.01). Conclusions Iron overload was positively correlated with BSS. Oxidative
stress response might be induced by iron overload, which was correlated with BSS.
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