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Changes and clinical significance of red blood cell parameters in patients with myelodysplastic syndrome
SONG Xiaoying sYUAN Baojun” ,CUI Jingjing . ZHANG Qiaoling SUN Jing .GAO Lichang
(Department of Clinical Laboratory sKailuan General Hospital s Tangshan , Hebei 063000,China )

Abstract : Objective To investigate the changes and clinical significance of red blood cell parameters in pa-
tients with myelodysplastic syndrome(MDS). Methods A total of 90 MDS patients admitted to the hospital
from January 2014 to December 2018 were selected as the MDS group,and 90 healthy people underwent medi-
cal examination were selected as the healthy group. Red blood cell parameters,including hemoglobin(Hb),
mean corpuscular volume(MCV),mean hemoglobin concentration(MCH) , mean corpuscular hemoglobin con-
centration(MCHC) , variation coefficient of red blood cell distribution width (RDW-CV) ,standard deviation of
red blood cell distribution width(RDW-SD) were compared between the MDS group and the healthy group.
The levels of red blood cell parameters in patients with different prognostic risks and pathological types of
MDS were compared. The significance of red blood cell parameters in MDS diagnosis and prognosis assessment
was analyzed. Results The levels of MCV,MCH,RDW-CV and RDW-SD in the MDS group were higher than
those in the healthy group,and the levels of Hb and MCHC were lower than those in the healthy group,the
differences were statistically significant (P<C0. 05). MDS patients were devided according to the different risk
degree of prognosis,and the level of Hb in the high-risk group was lower than those in other groups.and the
difference was statistically significant (P<C0. 05). The levels of MCV and MCH in the medium-risk-1 group
were higher than those in the low-risk group and the medium-risk-2 group, the differences were statistically
significant (P<C0. 05). There was no statistically significant difference in the levels of MCHC, RDW-CV and
RDW-SD among groups with different prognostic risks(P >>0. 05). There was no significant difference in red
blood cell parameters between different pathological types groups (P >>0., 05). Conclusion The level of red
blood cell parameters has a certain guiding value for the clinical diagnosis and prognosis evaluation of MDS.
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28 51 n HB(g/L) MCV L) MCH (pg) MCHC(g/L) RDW-CV RDW-SD
RA+RARS4 12 80.56424. 65 108. 76 =11. 50 34.61x4.56 317.89420. 74 16.9143.05 62.46411.79
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P 0.621 0. 060 0.095 0.976 0. 691 0. 886
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