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A Meta-analysis of serum total bilirubin concentration in patients with coronary heart disease "
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Abstract: Objective To explore the association between coronary heart disease(CHD) and serum total bilirubin concentration
(TBIL). Methods All related case-control studies about the association between CHD and serum TBIL were searched by retrieving
on databases of CNKI, Wanfang and VIP. Data from retrieved literatures were analyzed by RevMan4. 2 software for analysis. Re-
sults 26 literatures, meeting the criterion designed for this study, were included. Funnel plot showed no publication bias. Meta-a-
nalysis showed that serum level of TBIL in patients with CHD was significantly lower than in subjects without CHD (P <C0.
00001), that in CHD patients with multi-vessel affection was significantly lower than in CHD patients with single-vessel or double-
vessel affection(P<Z0. 00001) ,that in CHD patients with double-vessel affection was significantly lower than in CHD patients with
single-vessel affection(P=0. 02). Conclusion Serum level of TBIL in CHD patients could be lower than in patients without CHD.
The more severe the affection of CHD, the lower the serum level of TBIL.
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