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A Corrigendum on 


Genotype–Phenotype Association Analysis Reveals New Pathogenic Factors for Osteogenesis Imperfecta Disease
 by Shi J, Ren M, Jia J, Tang M, Guo Y, Ni X and Shi T. (2019). Front. Pharmacol. 10:1200. doi: 10.3389/fphar.2019.01200


There is an error in the Funding statement. The correct number for “Beihang University & Capital Medical University Advanced Innovation Center for Big Data-Based Precision Medicine Plan” is “BHME- 201804.”

Additionally, in the original article, there was one error. In the Discussion section, the locations of the four candidate pathogenic variations in COL1A1 were incorrectly mapped to the major ligand-binding region (MLBR3).

A correction has been made to the Discussion, Paragraph five:


“To validate the pathogenicity of the candidate variations in COL1A1, we checked the specificity of their locations (positions of the four candidate mutations: 1094 and 1097). Evidence from the protein families database (Pfam) (El-Gebali et al., 2019) demonstrate that the locations of all four variations belong to the collagen triple helix region (PF01391: Collagen triple helix repeat (1079–1137)). Structurally, different abnormalities in the collagen helix are associated with the identity of the residue replacing Gly (Bryan et al., 2011; Qiu et al., 2018), which also influence the severity of OI patients (residues replacing Gly of four candidate mutations: Asp, Arg, and Ser). Through the statistical analysis on the location of Glysubstitution mutations in a large number of OI patients, Beck et al. found that all Gly→Asp in the α1(l) chain led to OI type II (perinatal lethat form) (Beck et al., 2000). In addition, the study of the impact of various Gly replacements discovered that the three replaced form (Gly→Arg, Gly→Ser, and Gly→Cys) had a stronger association with OI lethality than the other replaced forms  (Beck et al., 2000). In all, these conclusions indicate that the four candidate mutations of COL1A1 we identified are highly likely to cause lethal OI phenotypes.”



Due to the error outlined above, the citations for “Di Lullo et al., 2002” and “Xiao et al., 2015” have been removed from the reference list, and “El-Gebali et al., 2019” has been cited instead.

The authors apologize for these errors and state that these do not change the scientific conclusions of the article in any way. The original article has been updated.
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