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Abstract Objective: To investigate the erythroid lineage features in myelodysplastic syndromes (MDS) pa-
tients with SF3B1 gene mutation. Methods: One hundred and twenty-six newly diagnosed MDS patients between
August 2018 and November 2021 were enrolled. They were divided into two groups, mutational SF3B1 group and
wild-type SF3B1 group. The red blood cell(RBC) related parameters including RBC, hemoglobin(HGB) . mean
corpuscular volume(MCV), mean corpuscular hemoglobin(MCH) ., mean corpuscu larhemoglobin concentration
(MCHOC) , standard deviation of red blood cell distribution width(RDW-SD) . coefficient of variation of red blood
cell distribution width(RDW-CV) in peripheral blood(PB), erythroid percentage and G/E ratio in bone marrow
(BM) were compared between two groups. PB parameters were also compared between mutational SF3B1 group
and one hundred healthy controls(HC). The relationships between HGB and MCV, RDW-SD, RDW-CV were an-
alyzed in mutational and wild-type SF3B1 groups respectively. Results; D Compared with wild-type SF3B1 group.
mutational SF3B1 group had lower HGB(P <C0. 05), higher RDW-SD, RDW-CV (P <C0.01). There was no sig-
nificant difference in RBC, MCV, MCH, MCHC between two groups. Compared with HC, mutational SF3B1
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group had lower RBC., HGB, MCHC (P <C0.01) and higher MCV, MCH, RDW-SD. RDW-CV (P <C0.001).
@ Erythroid percentage was not significantly different between mutational and wild-type SF3B1 groups([39. 808 0
+17.636 4]% vs[33.800 0£18.281 3]%, P=0.135). G/E ratio was neither significantly different between
these two groups(1. 02[0. 04-4. 29]vs 1. 14[0. 11-154], P=0.615). @In mutational SF3B1 group, HGB had no
relationships with MCV, RDW-SD, RDW-CV. In wild-type SF3B1 group, HGB was negatively correlated with
RDW-SD and RDW-CV while not significantly correlated with MCV. Conclusion: RBC showed larger heterogenei-
ty in MDS patients with SF3B1 mutation than without. HGB may be negatively correlated with RBC diversity in

MDS patients without SF3B1 mutation.

Key words splicing factor 3B subunit 1; myelodysplastic syndromes; red blood cell
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