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[ Abstract] Objective To investigate effects and mechanisms of kidney -yang tonifying formula on inhibition
of HPA axis and catabolism by glucocorticoids . Methods SD rats were devided into control ,model , model plus low,
middle and high dose of formula group . Model was generated by injection of corticosterone . Body weight was measured
in the 7th and 14th day. Adrenal weight was weighed and adrenal index ( adrenal weight/body weight ) was calculated.
The level of plasma adrenocorticotrophin ( ACTH) , corticosterone was measured by ELISA . Whole-genome microarray
analysis was conducted on adrenal gland sample . Results Exogenous glucocorticoids resulted in decrease in body
weight gain which was protected by kidney -yang tonic (KYT) formula. The formula also increased the adrenal weight .
The plasma level of ACTH in control ,model and drug treatment group was (324.46 + 132.92 ) pg/ml, (150.25 +
60. 54 ) pg/ml, (315. 64 +285.51 ) pg/ml, (330.57 +224.046 ) pg/ml, (305.57 +209.57 ) pg/ml respectively.
Compared to model ,KYT significantly increased the level of ACTH (P <0.05). The plasma level of corticosterone
was (16.22 7. 65 )ng/ml, (5. 50 £4. 05 ) ng/ml, (7.70 £2.67 ) ng/ml, (8.36 +2.84 ) ng/ml, (7.85 +3.59 ) ng/
ml respectively. Compared to model group , the level of corticosterone in middle dose of KYT group significantly
increased (P <0.05). 828 genes differentially regulated in model , and reversed by treatment group were captured ,
which were enriched in steroid biosynthesis and cell proliferation . Conclusions Kidney-yang tonifying drugs protect
the inhibited adrenal function ,and counteract the catabolic effects of glucocorticoids .
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