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Abstract: Objective To investigate the value of mean corpuscular volume (MCV), mean corpuscular he-
moglobin content (MCH) , coefficient of variation of red blood cell distribution width (RDW-CV) and hemo-
globin A2 (HbAZ2) in screening off complex thalassemia. Methods A total of 97 patients with off complex
thalassemia who were treated and hospitalized in the hospital from January 2014 to December 2020 were se-
lected as the research objects. According to the different phenotypes,they were divided into 38 cases of resting
afy complex thalassemia group,49 cases of mild «f complex thalassemia group,and 10 cases of intermediate of
complex thalassemia group. Another 90 healthy subjects underwent physical examination were selected as the
control group. The levels of MCV,MCH and RDW-CV were detected,and HbA2 was detected by hemoglobin
electrophoresis. The diagnostic efficiency of MCV,MCH,RDW-CV and HbA2 for «f complex thalassemia was
evaluated by receiver operating characteristic curve. Results Compared with the control group,the MCV and
MCH of the resting, mild and intermediate off complex thalassemia groups were decreased, and RDW-CV,
HbA2 were increased, the differences were statistically significant (P <C0. 05). Compared with the intermedi-
ate ofy complex thalassemia group,the MCV,MCH and HbAZ2 in the resting and mild o«f complex thalassemia
group were increased, and the RDW-CV were decreased, the differences were statistically significant (P <
0.05). The cutoff values of MCV, MCH, RDW-CV and HbA2 for diagnosing «f complex thalassemia were
78.8 f1.,26. 65 pg.14.15% and 3. 50% respectively,and the areas under the curve were 0. 978,0. 989,0. 959
and 0.999 respectively. Conclusion MCV, MCH,RDW-CV and HbA2 have certain diagnostic value for «f

complex thalassemia,among which the HbA2 has the highest efficiency and could be used for the screening of
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