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Abstract: D-galactose (D-gal)-induced aging model is widely used in the study of the pharmacodynamics of
antiaging drugs. The model has a shorter life-span, disorders in learning and memory, reduced immune function

and other aging characteristics. Regular and quantitative injection of D-gal solution to rats can produce

symptoms of natural aging models that are used in screening of antiaging drugs, and their pharmacological

activities. This paper provides a summary of the mechanism of rat model induced with D-gal solution. The

methods of building and evaluation of the aging models are provided. The theoretical basis is included to

facilitate the subsequent research and experiment in the mechanism study of aging and antiaging medicines.
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Figure 1 Different modeling in administration and dosage,

commonly used time of model establishment in the literature
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Figure 2  Different modeling in administration and time,

commonly used dosage of model establishment in the literature
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Figure 3 Different modeling in time and dosage, commonly
used administration of model establishment in the literature
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Figure 4 The application frequency of biochemical and neurochemical index in senescence study. LPO: Lipid peroxidation; SOD:
Superoxide dismutase; GPx: glutathione peroxidase; CAT: Catalase; MDA: Malondialdehyde; GST: Glutathione S-transferase; PC:
Phosphatidyl cholines; GSH: Glutathione; DA: dopamine; Ach: Acetylcholine; NA: Noradrenaline; 5-HT: 5-Hydroxytryptamine; 5-HIAA:

5-Hydroxyindole acetic acid; AChE: Acetyl cholinesterase
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T T SRR Y M SR N, IR AT LA NF-«B 1)
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Figure 5 The application frequency of each signaling pathway
in senescence study. mTOR: Mammalian target of rapamycin;

AMPK: Adenosine monophosphate-activated protein kinase
signaling pathway; Sirtuins 1: Silent information regulator 2
homologue 1; IGF-1: insulin-like growth factor-1; NF-«B:
Nuclear factor kappa-B kinase
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