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Association between gut microbial composition and response to statin therapy and cardiovascular events in
patients with coronary artery disease

LIANG Fengling,ZHOU Yan, LI Huahua (Department of Geriatrics s Hunan Provincial People’s Hospital
First Affiliated Hospital of Hunan Normal University ,Changsha 410005,China) ™"

Objective To explore the relationship between gut microbial composition and response to statin therapy
and cardiovascular events in patients with coronary artery disease. Methods 85 CAD patients treated in our hospital
from September 2022-December 2023 were selected as study subjects and recorded as case group; 80 patients who had
physical examination in our hospital during the same period were selected as healthy group. The case data of all the study
subjects were studied retrospectively. The levels of intestinal microorganisms and inflammatory factors in case and healthy
groups were tested. All patients were treated with statin therapy, 58 patients and 27 patients according to treatment
response; 62 patients and adverse cardiovascular events after 2 years of adverse cardiovascular events, and 23 adverse
cardiovascular events. Test the relationship between statin treatment response and cardiovascular events and intestinal
microbial levels. Results According to high-throughput sequencing analysis, the gut microbiota is mainly divided into
four phyla.including Proteobacteria s Firmicutes , Actinobacteria » and Bacteroidetes. Compared to the healthy group. the
levels of Proteobacteria and Firmicutes in the case group were significantly increased (+ =14, 057,12, 517, P < 0. 01),

while the levels of Actinobacteria and Bacteroidetes were significantly reduced (¢ =38. 212,10. 919, P <Z0. 01). Patient
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serum IL-1 in the case group B, The levels of CRP and IL-6 were significantly increased compared to the healthy group (¢
=22.915,21. 848,16.195,P<C0. 01). According to Pearson correlation analysis,Il.-1 of Proteobacteria in patients with
coronary heart disease 8, The levels of CRP and 11.-6 are positively correlated (# =0.531.,0. 586.0. 507, P<0. 01),and
Firmicutes are associated with 1L.-1 8, The levels of CRP and 11.-6 are positively correlated (r=0.693,0.581,0. 637,P<C
0.01),and IL-1 in the Actinobacteria phylum B, The levels of CRP and 1L.-6 were negatively correlated (r =—0. 429, —
0.642,—0.517,P<C0. 01) ,and the phylum Bacteroidetes was associated with IL-1 8, The levels of CRP and IL-6 were
negatively correlated (#=—0.536,—0.519,0.637,P<C0.01). Compared with the effective treatment group,the levels of
Proteobacteria and Firmicutes were significantly increased in the ineffective treatment group (z =10. 992,5. 979, P <<
0.01) ,while the levels of Actinobacteria and Bacteroidetes were significantly reduced (z =11, 071,4. 827, P <0. 01).
Compared with the non adverse cardiovascular event group,the levels of Proteobacteria and Firmicutes were significantly
increased in the adverse cardiovascular event group (r =09. 324,7. 504, P <C0. 01), while the levels of Actinobacteria and
Bacteroidetes were significantly reduced (¢ =4, 705,3. 734, P<C0. 01).  Conclusion Treatment-naive and coronary
patients with adverse cardiovascular events had significantly higher levels of Aspergillus and Thickettsia ,and significantly

lower levels of Actinobacteria and Mycobacteria ,and there was a significant correlation between Aspergillus , Thickettsia ,

Actinobacteria » and Mycobacteria and inflammatory factors.
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