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Life span of red blood cells in patients with four common types of anemia DENG Li-nan, LI Wei,
WU Jia-ying, LUO Wen-fang, SUN Han-ying, MENG Fan-kai*
and Technology, Wuhan 430030 , China

Abstract Objective; To investigate the life span of red blood cells (RBC) in patients with autoimmune hemolytic ane-
mia (AIHA), and compare with those of common anemia diseases. Methods
ATHA , myelodysplastic syndrome (MDS) , severe aplastic anemia (SAA) and iron deficiency anemia (IDA) were retrospec-

tively analyzed, and 12 healthy volunteers in the same period served as normal controls. The endogenous Breath Carbon Mon-
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Clinical data of 55 patients in 4 groups with

oxide (CO) test was used to detect the life span of RBC, and the erythrocyte life span of patients in 4 different groups and
healthy volunteers was observed and analyzed. Results: The erythrocyte life span of RBC in patients with MDS, SAA and IDA
was (53.44 £32.61), (54.53 £22.56) and (58.75 £31.29) days, respectively, which was significantly longer than that
in the patients with ATHA [ (30.41 £31.12) days ] (P <0.05). The life span of RBC in the 4 groups was significantly shor-
ter than that of the 12 normal volunteers [ (118. 18 +25.88) days| (P <0.01). Conclusion; The shortening of RBC life
span is involved in the occurrence of anemia in patients with AIHA, MDS, SAA and IDA, but the role of erythrocyte life span

varies with different diseases.
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