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MicroRNA and muscle atrophy: recent progress
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[Abstract] MicroRNA (miRNA) is involved in the regulation of many genes at the post-transcriptional level and plays an
important role in many physiological and pathological processes. More and more evidence suggests that muscle atrophy diseases
are related to the regulation of miRNA, which indicting that miRNA may have a great potential to become biomarkers and drug
targets for the treatment and diagnosis of the disease. This paper outlined the progress of miRNA in muscle atrophy, hoping to
provide a theoretical basis for the prevention and treatment of muscle diseases.
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miR-494, . f miR-206, miR-34c 5 miR-335 B &
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miR-1.miR-29¢ fll miR-135a, B 1M FEE T I; (3
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FELPA A Z 30 3B A7 #e 5 » HL5 9 4 i 1 12 0 A —
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Pt PR EEAEM, 0T S E8UR L NN ZE .
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miR-15b) ik _F i, 22 Fh miRNA (miR-190, miR-99a,
miR-133a, miR-133b, miR-10a, miR-152, miR-128,
miR-206 . miR-130a, miR-374, miR-208a, miR-199a-5p.
miR-196a, miR-331-3p, miR-126-5p, miR-1, miR-10b,
miR-378 ,\miR-15a,miR-100, miR-24 , miR-23b) F K T
8, H MAPK {5558 e st fe b R #EVE Y, e
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LK. AN EMARE R AL miR-1 A1 miR-
133a YRR 1026, 5341, miR-206 7E LS 45
M ZRALE AL CALS) HfE 2 AR T AT 1828 ALS 1y
JE AR Z LA 28 il i FRA PR AR . & bk Rk
LA ZE i miRNA 2R ILER 1,
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Tab 1  Secondary muscle atrophy and expression of microRNA

Disease MicroRNA expression
CKD miR-29 y
COPD miR-1,miR-133, miR-206 ¥
T2DM miR-125a-3p, miR-144, miR-301a, miR-369-3p,

miR-551b, miR-143, miR-106b, miR-15b 4 ;
miR-190, miR-99a, miR-133a, miR-133b, miR-10a,
miR-152, miR-128, miR-206, miR-130a, miR-374,
miR-208a, miR-199a-5p, miR-196a, miR-331-
3p, miR-126-5p, miR-1, miR-10b, miR-378,
miR-15a. miR-100, miR-24 , miR-23b ¥

Disuse atrophy ~ miR-206, miR-1,miR-133a ¥

CKD: Chronic kidney disease; COPD: Chronic obstructive

pulmonary disease; T2DM: Type 2 diabetes mellitus
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