%41 %% 34 FTRIARFZFZR(AAHAFR) 2024 4F 6 J
Vol.41 No.3 J Chongqing Technol & Business Univ( Nat Sci Ed) Jun. 2024

TR R b R EE R AN BN

(E=2 e
TRIAKRY HRBEL TR FR, E K 400067

WOEHN R RELSRRUELEBRR T EEERENRRLEA AR, Jitk B6RFIR,KHT R
2 WA, S RERGRE B ERERAREIH R L AR LR IR R LR AR R AR
M (SC) A A AR K 53k R AL (SASP) 4 LA bk Ak 3 | Bl A 4 & M AR SR A SR R A TH AL T I,
AREFIHARRA LR AR BARE IR T £ FAERE o8 A A% COVID-19 K47 7 £ & k69 R
iR, RESFHRRLZEMX AFOREETHRERLE L, 50 EEFHBEKCSHENETGINRT, L
SE RS EARA P F ), TR T ATWMRREL FARFERXERREL, MO RO RK G A&
RS E AR VAT 12 10 690 EREIREPAAERPLERES, BHR,FHNLE 4 0-3-% Raflg
FrBi (PUFA) i & 5 FibAR £ AR, B~ A s /FR, P4 AEZ 4 D E B2, SE M5 Wit Mg Zn Fe 5 #
MBI BRZEAARRREE IR RKFGER,

%ﬁgﬁl:;ﬁ%; %%élﬂﬂ@; J)’E\J%, %917‘

B R 0643 SClkERIAD A doi: 10. 16055/]. issn. 1672—058X. 2024. 0003. 006

Aging and Disease and the Anti-aging Effects of Major Nutrients in Diet
REN Jianmin
School of Environment and Resources, Chongqing Technology and Business University, Chongqing 400067, China

Abstract: Objective The relationship between aging and diseases and the research progress on the anti-aging effects of
major nutrients in diet were reviewed. Methods Based on extensive literature, this study explored the essence of aging,
investigated the causes of diseases, and elucidated the mechanisms of anti-aging effects of major nutrients in diet. Results
Aging is essentially the accumulation of microscopic cell damage over time, resulting in the formation of senescent cells
(SC). This process is accompanied by an increase in the expression of senescence-associated secretory phenotype (SASP)
in cells, leading to systemic chronic inflammation and a decline in immune system function. Aging is a common
underlying factor for various age-related human diseases, and it also increases the frequency and susceptibility of serious
diseases such as cancer, diabetes, and the COVID-19 pandemic in the elderly. Aging is not positively correlated with
age, and scientific dietary nutrition can delay aging. Conclusion Under the premise of controlling carbohydrate intake,
complex carbohydrates and their metabolic intermediates can act as anti-aging agents by regulating cell aging, protein
balance, and inflammation. A diet with a ratio of plant proteins and proteins to high carbohydrates of less than 1 : 10 is
beneficial to health and longevity during the aging process. Fatty acids, especially those rich in w-3 polyunsaturated fatty
acids (PUFAs), have been shown to be beneficial in ameliorating age-related diseases. Vitamins such as D, E, and B2,
appropriate minerals such as Mg, Zn, and Fe, plant polyphenolic compounds, and probiotics in the diet all have anti-
aging effects and promote health and longevity.
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Table 1 Regulation of main dietary nutrients on factors related to aging
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