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Abstract: Based on the technology of platelet proteomics, the key regulatory proteins and pathogenesis of
coronary heart disease with phlegm and blood stasis syndrome were explored and analyzed. Based on the previous
laboratory research, the model of coronary heart disease in mini-swine with phlegm-stasis cementation syndrome
was duplicated. The model was judged by the changes in blood lipid and myocardial tissue characteristics.

Furthermore, the platelet proteins were studied by quantitative proteomics, and the differentially expressed proteins
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were screened. The critical regulatory proteins and biological pathways of coronary heart disease with phlegm-
stasis cementation syndrome were analyzed by bioinformatics. After ten weeks of modeling, the levels of total
cholesterol (TC), low-density lipoprotein cholesterol (LDL-C), very low density lipoprotein (VLDL-C),
triglyceride (TG), creatine kinase (CK) and creatine kinase-MB (CK-MB) in the model group were significantly
increased, reflecting the pathological changes such as increased blood lipid, abnormal coagulation function and
myocardial ischemia in the model group. In addition, compared with the sham group, there were 26 up-regulated
proteins and 8 down-regulated proteins in the platelets of the model group. Combined with bioinformatics analysis,
it was found that differential proteins mainly involved in glycolysis/gluconeogenesis, pyruvate metabolism, lipid
and atherosclerosis, Ras protein signal transduction. Among them, lactate dehydrogenase B (LDHB), alcohol
dehydrogenase 5 (ADHS), neuroblastoma ratsarcoma viral oncogene homolog (NRAS) and Kirsten ratsarcoma
viral oncogene homolog (KRAS) play a central role when interacting with other proteins and simultaneously
participate in multiple action pathways. The results showed that LDHB, ADHS5, NRAS, and KRAS may be the
marker proteins in CHD with phlegm-stasis cementation syndrome by regulating glycolysis/gluconeogenesis,
pyruvate metabolism, lipid and atherosclerosis, Ras protein signal transduction and other biological processes.
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Figure 1 Biochemical index results of coronary heart disease of phlegm-stasis cementation syndrome in mini-swine. n = 6, x £ 5. P <
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2
group; B: HE model group; C: Masson sham operation group; D:
Masson model group. (HE: x 200; Masson: x 200)

Figure Myocardial histopathology. A: HE Sham operation
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