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Application of eHSP70 and CRP in the diagnosis and risk monitoring of H-type hypertension”
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Abstract : Objective To explore the application of heat shock protein 70 (e HSP70) and C-reactive protein
(CRP) in the auxiliary diagnosis and risk monitoring of H-type hypertension. Methods Blood samples of
healthy people.non-H type hypertension and H type hypertension were collected, the level of eHSP70 in ser-
um was detected by enzyme-linked immunosorbent assay (ELISA),serum CRP,blood lipid and other indexes
were detected by automatic biochemical analyzer,and total WBC was detected by automatic blood analyzer. Re-
sults Compared with the healthy control group,eHSP70, CRP, WBC and triacylglycerol in the non-H type
hypertension and H type hypertension groups were significantly higher,the difference was statistically signifi-
cant (P<C0. 05),and the difference in cholesterol was not statistically significant. The level of eHSP70 and
CRP in H-type hypertension group was significantly higher than that in non-H hypertension group.and the
difference was statistically significant (P <Z0. 05), and the level of eHSP70 and CRP in high-risk group
(Hey=20 pmol/L) was significantly higher than that in low-risk group (10 pmol/L<Hcy<(20 pmol/L) ,and
the difference was statistically significant (P <C0. 05). Conclusion The serum levels of eHSP70 and CRP in pa-
tients with H-type hypertension significantly increased, which is positively correlated with the risk level. It could be
used as a laboratory index for clinical auxiliary diagnosis and risk monitoring of H-type hypertension.
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