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Abstract: Cartilage degeneration is the core feature of osteoarthritis (OA), while chondrocyte senescence and the related metabolic im-
balance are critical reasons for the continuous progression of cartilage degeneration. Acetylation/deacetylation is one of the key mechanisms
in mitochondrial quality control (MQC) and is mainly mediated by deacetylase (SIRT). In recent years, it has been found that MQC imbal -
ance is closely related to OA chondrocyte senescence and cartilage degeneration, while SIRT1/3 is differentially expressed in normal and
OA chondrocytes, and participates in the regulation of MQC imbalance and senescence of OA chondrocytes. This study reviews the regulato-
ry role of MQC in OA chondrocytes, mainly from the perspective of SIRT1/3 and cellular senescence, to sort out ideas and potential targets
for subsequent studies on OA pathogenesis and therapeutics.
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SnCCs ARFHCERGTE, (ARG EM U
%% A (senescence— associated secretory phenotype,
SASP), PHHE—RINT AU th Tk T xBes R
BEARINT I, B RINT B HIEEREEH 6
SFLMMCEHE SR, SnCCs 4EHE L EHEFads
IRE I8 ¢ T SASP I ] REUANMEAMEEST (ex-
tra—cellular matrix, ECM) & B />, 12 Fh 58 14k
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BEE (40 Drpl. Fisl 1 MFN2) Ak ', BR
SIRT1 X} 51 B A M LR 3l ) 2 A I C e 2
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DPP4-SIRT1 4 428 417 il 4% 15 %%ﬁ%ﬂﬁtﬁk%
OA B ™, JK K& AT SIRT1 i RIE R
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B AN SIRT3 52 5 OA KB & UM,
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