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[ Abstract ]

(CKD) in men. The mechanism may be related to hypothalamic-pituitary-gonadal axis changes, uremic tox-

Low testosterone level is one of the common complications of chronic kidney disease

ins, severe diseases, advanced age, chronic inflammation, malnutrition, and related drug effects. Low tes-
tosterone level regulates blood pressure and reduces the inflammatory response and may be a self-defending
adaptation during CKD progression; testosterone replacement therapy was found to raise blood pressure, pro-
mote renal fibrosis, and aggravate CKD progression. Therefore, low testosterone is considered a marker of

CKD rather than a risk factor, and testosterone replacement therapy requires careful consideration of the
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risk/benefit ratio.
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