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Relationship between trimethylamine N-oxide and risk of cardio-cerebrovascular disease:a Meta-analysis"
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[ Abstract] Objective To systematically review the relationship between trimethylamine N-oxide
(TMAO) and the poor prognosis of cardio-cerebrovascular disease. Methods English literatures from the
PubMed database and the Embase database were comprehensively retrieved,and prospective cohort study lit-
eratures regarding relationship between TMAOQO and cardio-cerebrovascular disease published from the estab-
lishment of databases to February 2019 were selected. According to the baseline plasma TMAO level, the par-
ticipants in each cohort were divided into the TMAOQO high concentration group and the TMAQO low concentra-
tion group. There were two outcome measures: the hazard ratio (HR) of ACO (adverse clinical outcomes) and
MACCE (major cardiovascular and cerebrovascular adverse events) which were the high-concentration TMAQO
group versus the low-concentration group. The subgroup analysis was performed according to the age,nation-
ality,disease constitution of participants,studies’ follow-up time and publication years. The Meta-analysis was
used to summary the HRs. Results A total of eighteen literatures were selected for this analysis. Compared with
the TMAOQO low concentration group,the TMAQO high concentration group had a 64% higher risk of ACO [ HR =
1.64,95%CI(1.37—1.96) ],and a 52% higher risk of MACCE [ HR =1. 52,95 %CI (1. 25—1. 85) ]. Conclusion
The plasma TMAO level was positively correlated with the incidence of clinical outcomes such as ACO and MACCE.

[Key words] trimethylamine-N-oxide; cardiovascular diseases; cerebrovascular diseases;adverse clinical

outcomes;major adverse cardiac and cerebrovascular events; meta-analysis
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Reiner MF (2018) —— 1.02(068,152) 442
Suzuki T (2018) —— 147(1.18,184) 6.16
Gruppen EG (2017) —— 1.15(0.81,164) 488
Tang WH (2017) i 207(1.37,314) 431
Li XS (Cleceland Cohort) (2017) ——— 1.81(1.04,3.15) 324
Li XS (Swiss Cohort) (2017) T 160 (0.84,3.10) 266
Ottiger M (2016) —— 160(1.01,240) 4.16
Missaildis C (2016) ———————— 432(1.32,1420) 107
Senthong V (2016) — 171(1.11,261) 420
Troseid M (2015) T—— 1.35(0.90,1.79) 497
Tang WH (2015) —— 1.46(1.03,2.14) 476
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Fiti et ] (4

=>4 1.55(1. 32~1. 83) 70.71 32.5 16,29 0.131
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PRI
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RFRAEA
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AR ()

=65 1.53(1.18~1.97) 40.73 547 13.24  0.039

<65 1.72(1. 33~2. 21 59. 27 67.7  27.87  0.001
BAS AR Go)
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Ottiger M (2018) I o I
Reiner MF (2018) I o |
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Tang WH (2017) | | o I
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Ottiger M (2016) | | O 1
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Tang WH (2015) | | o |
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Ee| 1.54(1. 23~1.93) 42.35 8.8  3.29  0.349
EIEgE 1.58(1.17~2.12) 57.65 69 12,91 0.012

W5 8] 4
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