PROGRESS IN PHARMACEUTICAL SCIENCES

N Rl X Im i Th RE PR S A m R 25 IR (E
B ELHL I o ik R

fAAyE, ZEikis, TR, 258, 2N, Tk’
( PEBRIAFAZR , 717 e 211198)
[ 2 | IsREREA RS EHIBRMAMAERE | 15| A—FRyIER. HRAI , SIERMERIRG. BRBHARE. SAMERET
H#ry, BREEMESEANSIERIY SIHRINEEISEX. AERBEEERREIVIETT , BEEn=EE. AT, nadEl. 2&5R
. (EHERSENG DR S SHIEER. RERERBIRA Y hE—iRENHNESEET , BEAMSNHREN. A TRE
EEEREERER. MERTHRR. FBRRHELE. SR SRR e R ER R ENH AR E.
[ L5215 | SR ; SHAIES ; INEEECES ; Z9IR(ER ; WUHIRASS | IRRIThEERERS

[ FES S ] R32 [ XEIREB 1A [ SLE455 11001-5094 (2022 ) 11-0867-08
DOI: 10.20053/j.issn1001-5094.2022.11.008

dvances in Research on Pharmacological Effects
of Cycloastragenol on Telomere Dysfunction
Diseases and Related Mechanisms

HE Mengting, CHE Haojie, WANG Huifang, LI Ting, LI Lyuzhou, WANG Jinxin
( School of Pharmacy, China Pharmaceutical University, Nanjing 211198, China )

[Abstract] Telomeres are continuously shortened due to incomplete replication of chromosomes, which in turn lead to a variety of diseases.
Studies have found that many diseases, including ischemic brain injury, diabetic complications, idiopathic pulmonary fibrosis, and osteoporosis,
are associated with telomere dysfunction. Cycloastragenol is the aglycone of astragaloside IV, which has pharmacological effects such as anti-
aging, anti-apoptosis, anti-fibrosis, immunomodulation, promotion of cell proliferation and wound healing. Cycloastragenol is the only reported
telomerase activator in natural products, so it has unique research significance. This review summarizes the research progress in pharmacological
effects of cycloastragenol on telomere dysfunction diseases, including aging-related diseases, neurodegenerative diseases, diabetic complications,
idiopathic pulmonary fibrosis, etc., as well as the related mechanisms.
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Figure 1 Mechanism of cycloastragenol in the treatment of telomere dysfunction related diseases
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