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Abstract Objective To investigate the association of single gene induced hypertension in pregnancy during the second trimester of
pregnancy due to hypertensive emergencies. Methods Totally 31 pregnancy meeting criteria for termination of pregnancy with chronic hy-
pertension before 32 weeks of gestation because of hypertensive emergencies and 31 normal pregnant women were recruited during the peri-
od of August 2015 and June 2019. The peripheral blood of chronic hypertension with hypertensive emergencies during pregnancy before 32
weeks were applied for the sequencing chips, which contains 43 target genes of 17 single — gene pathogenic hypertension exon in induced
hypertension. Noninvasive gene sequencing was performed on the offspring of the captured sites. Clinical data were evaluated for all pa-
tients with identified gene mutation sites. Results In the 31 patients with a history of chronic hypertension who terminated iatrogenic
pregnancy before 32 weeks of gestation due to acute hypertension, the frequency of Asian population <0.001 as the standard, 12 different
gene mutations were found in 11 patients, all of which were missense mutations and heterozygous mutations. Polyphen —2, SIFT, Muta-
tion Taster and FATHMM , etc. , were used to predict and analyze pathogenic types of mutations. 4 DNA mutations of PPARG, NFI and
KLHL3 genes were found to be related to disease. Among them, the mutation frequency of PPARG gene mutation (c.1276C > G) site is
extremely low, and there is no record of mutation at this site in the ExAC database sequencing data of east Asian exome. Conclusion
The single gene induced hypertension chip examination is necessary for patient with history of hypertensive emergencies in pregnancy, and
give medication guide. Pregnancy with hypertensive emergencies were needs for chip examination to prolong gestational weeks by given
special medication.
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