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important  covariables were measured and
controlled in the analysis. The relatively long
observation period and high follow-up rate enabled
us to identify a less biased association between
exposure variables and outcome events. The
limitations of our study included the following: First,
the ApoA-1 and ApoB and CRP levels were measured
only once at baseline; therefore, intraindividual
variation during the follow-up could not be assessed.
Second, we did not collect data on the use of certain
kinds of drugs that can lower CRP levels, such as
statins. However, as well known, people from
relatively isolated areas who have high lipid levels
almost always do not use these medications because
they have a low knowledge rate about
hyperlipidemia. Third, about 25% of the baseline
population did not participate in the study, which
might have introduced some selection bias. However,
this bias is minimal because it is unlikely that the
participants decided not to participate because of
their CRP levels or ApoB/ApoA-1 ratios.

In conclusion, our study indicated that high
ApoB/ApoA-1 ratio was an independent risk factor of
IS and CHD, and high CRP level with high
ApoB/ApoA-1 ratio conferred the highest risks of IS
and CHD in the Mongolian population. This study
suggests that combined use of high CRP level and
high ApoB/ApoA-1 ratio may improve the
assessment of the risks of IS and CHD in the general
population in the future.
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