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Effect of Ci Ling Huazhuo Granules on Gut Microbiome in Gout Patients
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Abstract: Objective To investigate the effect of Ci Ling Huazhuo Granules on gut microbiome in patients with
gout. Methods Thirty patients with gout were treated with Ci Ling Huazhuo Granules for 2 weeks. The changes of
serum creatinine (Cr) , uric acid (UA) , fasting plasma glucose (FPG) , triglyceride (TG) , total cholesterol
(TC), low—density lipoprotein cholesterol (LDL-C) , high—density lipoprotein cholesterol (HDL—C) and other
laboratory biochemical indexes of the patients were observed before and after treatment. Meanwhile, the genomic
DNA was extracted by cetyl trimethyl ammonium bromide (CTAB) method for the comparison of the difference of
gut microbiome before and after treatment. Results (1)Two patients were lost to follow—up and a total of 28 patients
with gout were eventually included. (2) After treatment, UA and TG levels of the patients were significantly lower
than those before treatment (P <0.01), while there was no statistical difference in the pre— and post—treatment
levels of Cr, FPG, TC, HDL-C and LDL-C (P >0.05). (3)There was no statistical significant difference in the
pre— and post—treatment biodiversity of intestinal flora (P> 0.05). However, Ruminococcus was enriched in the
samples after treatment, and Actinomycetes, Bifidobacterium, Veillonella, and Weissella were enriched in the
samples before treatment. Conclusion Ci Ling Huazhuo Granules exerts certain effect in treating gout, and

lowering blood uric acid by altering the biodiversity of gut microbiome may be one of its therapeutic mechanisms.
Keywords: Ci Ling Huazhuo Granules; gout; gut microbiome; species abundance; blood uric acid; blood
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Figure 1 Alpha biodiversity analysis for gout patients
before treatment(A) and after treatment (B)
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