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Abstract: The main characteristic of intervertebral disc degeneration (IDD) is the reduction of the number of nucleus pulposus cells
and the imbalance of the metabolism of extracellular matrix mediated by various molecules under the stimulation of adverse factors. There-
fore, studying the changes of molecular expression during IDD has become one of the main strategies for the treatment of IDD. In recent
years, injection of growth factors has proved to be a promising biologic therapy for IDD. However, transforming growth factor— 3 and other
factors can induce unnecessary vascular growth, thus accelerating the process of IDD. In contrast, the growth differentiation factor (GDF)
family shows promise in the treatment of IDD. Studies have revealed that GDF-5 plays an important role in maintaining the structure and

function of intervertebral disc. This review summarizes the pathological process of IDD and the latest research progress on the mechanism

of GDF=5 used for treating IDD, aiming to provide new ideas for delaying IDD.
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&1 GDF-5 X T4RaIEFRHIS 00
R ) ==i] GDF-5 (VR EE (ng/ml) Fr R[] YRR 275 3k
rabbit ASCs 10~200 21d2D/28 d 3D IR PG 1 [29]
hMSCs 100 7d,28d PG 1 [28]
hMSCs 50~500 21d I B T [27]
hMSCs 100 upto 18 d AR PG T [26]
hMSCs. hASCs 10~1 000 14d  IAIREH ., PG, sox9 T ; Keratins 8, 18, 19 1 [30]

. hMSCs, NEHER e T40H; hASCs, AJRIAMIFTHTA0ME; sox9, PEMPLAE X Y-Box9
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