PACTRBTEE S 2025 445 52 %45 5 W] Modern Preventive Medicine, 2025, Vol. 52, NO. 5 © 843 -

CEIR SR AR

fxﬁﬂ%@?fﬁiﬁ’?ﬂt F| 55 s b B R O &R Y
TEIRBENLALITST

WAL FE LA BER L ERA R AR
LV NR 2RV 3 T 22 / SEPU A U BE B, 141 i 610041

2. DU R 2EARVGEE e B i JLAE SR R0, U1 BT 6100413 DU AR U B2 B, U )1 5 #F 610041

WE B AP SR REENR T SRR ST A DU R Sumh K B Z MM RO R . FiE ARSI T4t
AR CHER EMEEZR DO D LB | IR R R A A B 1) 4 DR 20 SCIBR B | SR A8 5 25 AR (inverse
variance weighted, IVW) MR-Egger [FIH A A7 550 USRS \MRlap 2L MR-PRESSO A THUS 4T, (i F 42
THE  Q it LI MR-Egger #BEIUR U055 I IS ITAG G T EAA R, SR IVW L BoR IR 5 im ki 1< 2 2
BRI ZR Buvw: —0.050 ; 95%CI: —0.070 ~ —0.031 ; Pyyy=4.93 x 107), Hopy = USSR — 8551, JF HAGH
MR-PRESSO Z:Bi5H SNP (st , 45 AT HAT RN (P=2.28 x 107) oAt TLAY IR B AT AR A PR 5 S < JBE 22 1]
WA SN BA Gt 2 UMW RN . 638 IE P IRFRER WK S b K AR R R o

KRG  HTEAA; Jﬁﬁﬁtﬂ“ s it PR IR BERLAL 5 PR SCHR

PESES RI51.2;R394 XEAREME:A  XEHRS:1003-8507(2025)05-843-05
DOI:10.20043/j.cnki.MPM.202410443

Mendelian randomization study on the causal relationship between six

dietary—derived antioxidants and telomere length
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Abstract: Objective To explore the causal relationship between six dietary—derived antioxidants and telomere length through
a two—sample Mendelian randomization analysis. Methods The research utilized genome—wide association data concerning
vitamin C, vitamin E, vitamin D, carotenoids, retinol, urate, and telomere length. Various sensitivity analyses were conducted
using inverse variance weighted (IVW) method, MR—Egger regression, weighted median method, weighted model, MR -lap,
and MR-PRESSO. The effectiveness of genetic instruments was assessed using F-statistics, Q—statistics, and the MR-Egger
intercept test. Results The IVW method indicated a negative correlation between urate levels and telomere length (Byyy: —0.050;
95% CI: -0.070 to —0.031; Pryw=4.93%x107), a finding supported by the other three sensitivity analyses. Additionally, after
removing outlier SNPs using MR -PRESSO, the results remained robust (P=2.28x107). No statistically significant causal
effects were observed for the other five dietary—derived antioxidants concerning telomere length. Conclusion There exists a
causal relationship between serum urate levels and telomere length.
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Table 1 Detailed information on the GWAS data in the study
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Table 2 Results of the evaluation of instrumental variables
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Figure 1 Forest plot of MR analysis of six diet—derived

antioxidants and telomere length
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