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Correlation Analysis of Clinical Classification and TCM Syndrome Type in
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[Abstract] Objective To investigate the correlation between different clinical classification and TCM syndrome types in
polycystic ovary syndrome. Methods 132 cases of PCOS patients were divided into high androgen group, non—androgen group,
fat type, thin type, normal type according to testosterone and body mass index (BMI). The PCOS syndrome was mainly divided
into kidney deficiency and liver stagnation syndrome, kidney deficiency and blood stasis syndrome, kidney deficiency and
phlegm stagnation syndrome, liver stagnation and blood stasis syndrome, spleen deficiency and phlegm dampness syn-
drome, dampness—heat of liver channel syndrome, obstruction of phlegm and stasis syndrome according to TCM four diagnosis.
The rule between different clinical classification and TCM syndrome types was observed. Results TCM syndrome
type distributions of 132 PCOS patients: kidney deficiency and liver stagnation syndrome 45.5%, kidney deficiency and blood
stasis syndrome 11.3%, kidney deficiency and phlegm stagnation syndrome 1.5%, liver stagnation and blood stasis syndrome
16.7%, spleen deficiency and phlegm dampness syndrome 0.8%, dampness—heat of liver channel syndrome 9.1%, obstruction of
phlegm and stasis syndrome 15.1%, fat type 18.9%, thin type 18.9%, normal type 62.2%. Syndromes ordered from low to high
according to BMI: kidney deficiency and liver stagnation syndrome, liver stagnation and blood stasis syndrome, kid-
ney deficiency and blood stasis syndrome, dampness—heat of liver channel syndrome, kidney deficiency and phlegm stagnation
syndrome, obstruction of phlegm and stasis syndrome. Syndromes ordered from low to high according to T level: fat
type, normal type, thin type. There was no significant different between different TCM syndrome types, body type, testosterone
level. Conclusion The syndrome of kidney deficiency and liver was the most common type. PCOS pathology factors
were mainly associated with deficiency, depression, blood stasis and phlegm. Patients with liver stagnation syndrome show low-
er BMI and thinner body type, while the patients with phlegm dampness syndrome higher BMI and more fat type. The thin
type of PCOS patients show higher testosterone level. Different TCM syndromes have no relationship with the testosterone level.

[Keywords] polycystic ovary syndrome; syndrome of kidney deficiency and liver stagnation; syndrome of stagnation of liver

Qi and blood stasis; syndrome of phlegm—dampness due to spleen deficiency; syndrome of intermingled phlegm and blood stasis
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