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Abstract Objective: To analyze the correlation between the polymorphism of alanine glyoxylate transaminase
2 (AGXT2) gene and the recurrence of calcium oxalate nephrolithiasis. Method: From January 2017 to December
2019, 136 patients with recurrence of calcium oxalate nephrolithiasis followed up in our hospital were selected as
the study objects (recurrence group) . while 140 patients with primary calcium oxalate nephrolithiasis in the same
period were matched as the control (primary group). The genomic DNA of blood was extracted, the rs37369 pol-
ymorphism of AGXT2 gene was detected by DNA PCR sequencing technology, and the relationship between
AGXT?2 rs37369 polymorphism and recurrence of calcium oxalate nephrolithiasis was analyzed by Logistic regres-
sion. Result; There was no significant difference in sex, age, BMI, hypertension, diabetes ratio or AG genotype
frequency between recurrence group and primary group (P>>0.05). Compared with the primary group. the level
of serum SCr, BUN, the frequencies of A allele and AA genotype at rs37369 of AGXT2 gene in the recurrence
group increased (P<C0.05), but the GFP, the frequencies of G allele and GG genotype at rs37369 of AGXT2 gene
significantly decreased (P<C0.05). Compared with the patients with GG genotype, the levels of SCr and BUN in
patients with AA genotype were significantly higher (P<C0.05), but GFP was significantly lower (P <C0.05).
Logistic regression analysis showed that AA genotype was an independent risk factor for the recurrence of calcium
oxalate nephrolithiasis (P<C0. 05). Conclusion: The rs37369 polymorphism of AGXT2 gene may be related to the
recurrence of calcium oxalate nephrolithiasis, and AA genotype is an independent risk factor.
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—20°C VKAE 1R 174 . PCR 973 AGXT2 rs37369
D75 BE 51 W B AR T A TR B A PR
. FiERIWFES(5'—>3") . TAGGGACGCTC-
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Iy 140 14(10. 00) 84.52413.69 4.14%0. 83 35,4844, 06
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