MIXEZFR(EFR)
J Sichuan Univ ( Med Sci)

2023, 54 (6) : 1091 — 1096

ARG i 55 S B
Wog §ope g g

L PR ZEAETOEERE B AENEL (AR 610041); 2. PU)IK2EAEFEEE BE B AERIFST AT (WAS 610041)

(HEZEY  AE R BRI RE, SR 7 0 e A A I, (OB P (A K T ims o B AT JE 4 e 3 ot
774z, B-¥2 T 1R (beta-hydroxybutyrate, BHB) WA 4 = Z LI o A SO BRI . BHBTE B ESR H #9 S REFE A
LRk ERRTE S A ER A BT BRAY 2L SUWE AR IR AL BE; BHBIE MR 500 7, M R Z MG S5 S, 2 5%
PG ) A A R B A . BHBX 22 R B HEDO UL B AT CRAPRIG Y AT, S He A Al 4004 S 15 107 ML il e Do
97 MRS . A 2R RS RIS . BUA BTFE R A8 T IR IATE S 4 b 35 4 5E . S AbIIR
J32 R A, AR R A - T X A A AR L /N R A ) S TS A A 185 o B R P A R A . L 2 i
FEEREIY R 2 — R

(X1 mtk  BEAEROR sk diEde L
Ketone Body Metabolism and Renal Diseases LIU Ying"?, MA Liang"?, FU Ping" 241 Department of Nephrology,
West China Hospital, Sichuan University, Chengdu 610041, China; 2. Kidney Research Institute, West China Hospital,
Sichuan University, Chengdu 610041, China
A Corresponding author, E-mail: fupinghx@163.com

[ Abstract] A ketogenic diet limits energy supply from glucose and stimulates lipolysis, lipid oxidation, and
ketogenesis, resulting in elevated levels of ketone bodies in the bloodstream. Ketone bodies are synthesized in the
mitochondrial matrix of liver cells and B-hydroxybutyric acid (BHB) is the most abundant type of ketone body. Herein,
we reviewed published findings on the metabolism of ketone bodies and the role of BHB in renal diseases. Through blood
circulation, ketone bodies reach metabolically active tissues and provides an alternative source of energy. BHB, being a
signaling molecule, mediates various types of cellular signal transduction and participates in the development and
progression of many diseases. BHB also has protective and therapeutic effects on a variety of renal diseases. BHB improves
the prognosis of renal diseases, such as diabetic kidney disease, chronic kidney disease, acute kidney injury, and polycystic
kidney disease, through its antioxidant, anti-inflammatory, and stress response mechanisms. Previous studies have
focused on the role of ketone bodies in regulating inflammation and oxidative stress in immune cells. Investigations into
the effect of elevated levels of ketone bodies on the metabolism of renal podocytes and tubular cells remain inconclusive.

Further research is needed to investigate the effect of BHB on podocyte damage and podocyte senescence in renal diseases.

[Key words] Ketone body Renal disease
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