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Abstract: Objective To analyze the manifestations characteristics and prevention and control status quo of phenotype and geno-
type in non-deletional thalassemia hemoglobin(Hb)CS-H disease in order to increase the diagnosis level of the medical staffs con-
ducting the prenatal screening to HbCS-H disease and strengthen the prevention and control awareness on this disease. Methods
The whole blood cells analyzer and Sebia Capillarys type 2 capillary electrophoresis(CE)apparatus were applied to detect thalasse-
mia phenotype; GAP-PCR and PCR reverse dot-blot(RDB) hybridization technique were used to detect 3 kinds of most common de-
letional alpha thalassemia Caa/--"*", aa/o* " s aa/a*?) + 3 kinds of common alpha thalassemia point mutations (a%, a®, ") and 17
kinds of beta thalassemia point mutations at home. Results Among 104 361 cases of thalassemia screening, CE appeared the CS
bands in 296 cases(0. 28 %) ,including the type CS,CS+ H-+Bart's,CS+ H,CS+ HbE,CS+ abnormal Hb bands. Among them, 24
cases of electrophoresis appeared the type CS+H-+Bart's in 1 case,type CS+H in 2 cases,the patients with type CS+H were di-
agnosed as HbCS-H disease by gene detection, the genotype was % /o o, Thirty cases of electrophoresis without CS band were
used as the control,the CS gene was not detected. Conclusion The patients with HbCS-H disease carry SEA and CS genes from
both parents,the patients carrying simple SEA or CS have mild hematologic abnormalities or normal. CE can effectively separate the
CS band,increases the interpreting ability to electrophoresis screening report,correctly uses the gene diagnosis means, finds the high
risk family possibly delivery the newborn of HbCS-H disease and make them enter the prenatal examination, which has an important
significance for preventing and controlling the delivery of HbCS-H newborn.
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