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Abstract  Objective: To investigate the relative telomere length and RNA sequencing ( RNA-seq) of
peripheral blood leukocytes from a family with progeria, and to explore the molecular mechanism of this
disease as well as its telomere attribution. Methods: The peripheral blood samples were collected from a
LMNA R527C mutant family with progeria (3 patients and 23 normal family members) in Hezhou, Guangxi
Zhuang Autonomous Region. White blood cells were isolated and its DNA were extracted. The relative
telomere length of the family members was analyzed using real-time fluorescence quantitative PCR. At the
same time, the RNA-seq on white blood cells from patients were performed, its data were analyzed by
bioinformatics. Results: The relative telomere length of the three patients was shorter than that of its peers,
and there was a negative correlation between the relative telomere length and the age of the family members.
The gene expression of telomerase reverse transcriptase ( TERT) was down-regulated, while the c-Fos gene

expression was up-regulated. Conclusion; The down-regulation of TERT gene expression may be related to

telomere attrition in the peripheral blood leukocytes of patients with progeria, but the up-regulation of ¢-Fos
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gene expression might play an important role in the molecular mechanism of porgeria.
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