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(Abstract] Objective To analyze the correlation of the syndrome of deficiency of both Qi and Yin and intertwined blood
stasis and toxin in type 2 diabetic nephropathy (DN)-stage Il with endothelium dysfunction and thereby provide a certain objective

basis for the traditional Chinese medicine (TCM) syndrome differentiation of early kidney damage in DN. Methods Patients with
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endocrinology and nephropathy outpatients and inpatients in The First Affiliated Hospital of Hunan University of Chinese Medicine
from October 2020 to April 2021 were selected, including 20 patients with The syndrome of deficiency of both Qi and Yin and in-
tertwined blood stasis and toxin with type 2 DN-stage I, and 20 patients with type 2 diabetes. Endothelium dysfunction-related
indicators of two groups of patients were measured, and the difference between two groups were analyzed. Results According to
comparison of related indicators of endothelial cell dysfunction between the two groups, the syndrome of deficiency of both Qi and
Yin and the intertwined blood stasis and toxin with type 2 DN-stage Il group showed higher vascular endothelial growth factor
(VEGEF) and endothelin—1 (ET-1) than the type 2 diabetes group, the difference was statistically significant (P<005), the endothelial nitric
oxide synthase NOS) and nitric oxide (NO) were slightly lower than the type 2 diabetes group, but the difference was not statistically
significant (P>0.05), the VE—-cadherin and N—cadherin expression was lower than the type 2 diabetes group, the difference was statis-
tically significant (P005). The results of correlation analysis between indicators related to endothelial dysfunction and urine albumin—to—
creatinine ratio (UACR) showed that, UACR was correlated with VEGF (=0.921), UACR was correlated with ET-1 (=0.852), UACR
was correlated with VE-cadherin (=0918), UACR was correlated with N—cadherin (=0.884) (P<0.05). There was no significant corre-
lation between UACR and eNOS (=0.271), UACR and NO (=0.731). Conclusion Endothelium dysfunction and changes in serological
indicator may be sensitivity indicators of early kidney damage. Endothelium dysfunction shows certain correlation to the syndrome
of deficiency of both Qi and Yin and the intertwined blood stasis and toxin according to TCM. Therefore, it may serve as a partial
biological basis for the objective identification of the syndrome of deficiency of both Qi and Yin and the intertwined blood stasis
and toxin in type 2 DN-stage .
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