TR R R E M F R E 0T H 10 BT
Journal of Pathogen Biology Jul. 2024, Vol.19,No. 7 « 789 -

DOI:10. 13350/j. cjpb. 240709 cBE .
U 7 32 08 5B 8 70 TR R A A 50 B LT 3 1 22 AR A0 Y
HR 5T

F  NHEE RER
GHITE F 6 A R B Be o A8 9 — B W W79 416000)

BEy TN O T o 08 2B 3 TR T G R B0 O R R 50 T I I 8 ) 2 SR R A G 0 T
G AL I8 A R IGIT RN LA . Ak AT ST BT R B ME 5, T 2023 4F 4 A & 10 HEREHHZE T 30
2l 106 B H RN 30 4 fi B R R AL AR AR S L PE I N BMI SFSEZRARAE UL HL . B B AT AT S I 2 A E
BAEFEATEFT 16S rRNA BB T . SR Spearman 559 A0 5 5 ¥ VEAS I 38 B BE 0% 8 5.0 IE L3 3h 11 #5450, 0 46
DR ORI BERZ M, SR OHhERASHEN AL RSN LR AR E AR,
U 1R B ST R 8 W K (8. 02% 423, 43% vs. 10.48% 2. 83% ; P<C0. 05) , =5 & AR B R =F FF to j fIX
(8.05%£3.29% vs. 10.07%+3.06% ; P<C0.05) , AT 1 & F B W 2 n (10, 32% £3.69% vs. 9.22% £2.53%; P
<C0.05), 0 J) T B 0 220 B S AR A BUED V) 5 82 T 14 = B B2 1E A G (P <C0. 05) 1T 5 40UFF 1 8 FLAF 1)
PR IEMER TR M R AORE . &5  (SVR) 5 BUAT B L FLAT B % 2 8 A E BE & M6 (P <0, 05),
530 il R RS 50 T 8 AR 00 M I TR B 41 25 S B i 2 R 56 L 48 R I T8 A 4 2 B AR Ak RT RE AR O T IR
B R AL R B ] ik S 2 SR T HE— 25 F 5T I 8 AR 0 R R 0 T R S R el A R L O oK O YA T SR NG 42
L TR R 1 B A
O T FEE 3B R MR L LT B F1 2%, 16S rRNA JE B
[CQGNADE A 1673-5234(2024)07-0789-06

[Journal of Pathogen Biology. 2024 Jul. ;19(7):789-794. ]

Correlation between dysbiosis of intestinal flora and cardiac hemodynamic changes in patients with heart
failure

LEI Ming, HU Xiangyong, ZHANG Bailing ( Xiangxi Autonomous Prefecture People’s Hospital »
Cardiovascular Department 1, Xiangxi416000, Hunan ,China) *

Objective  To evaluate the imbalance of intestinal flora in patients with heart failure and explore its
correlation with cardiac hemodynamic parameters, so as to provide a new perspective for the study of pathological
mechanisms and clinical treatment of heart failure.  Methods This study was a cross-sectional observational study,
conducted at our Hospital from April to October 2023. A total of 30 heart failure patients and 30 healthy control
volunteers were recruited, and the 2 groups were matched on baseline characteristics such as age, gender, and BMI.
Intestinal flora analysis was performed by collecting fecal samples from subjects and performing 16S rRNA high-
throughput sequencing. Spearman rank correlation analysis was used to evaluate the correlation between intestinal flora
dysbiosis and cardiac hemodynamic parameters, including cardiac output and left ventricular end-diastolic volume.

Results There were significant differences in the structure of intestinal flora between the heart failure group and the
healthy control group. The abundance of Lactobacillus in patients with heart failure was significantly reduced (8. 02% +
3.43% vs. 10.48% 42, 83% ; P<C0. 05), and the abundance of Clostridium perfringens was also reduced (8. 05% +
3.29% vs. 10.07% +3.06% ; P<|0. 05), the abundance of Bacteroidetes increased significantly (10. 32% +3. 69% vs.
9.22%+2.53% ; P<C0.05). Left ventricular end-diastolic volume (EDV) in patients with heart failure was positively
correlated with the abundance of Clostridium (P <C0. 05).and negatively correlated with the abundance of Bacteroides .
Lactobacillus sand Clostridium perfringens. Systemic vascular resistance (SVR) was negatively correlated with the
abundance of several genera such as Bacteroides and Lactobacillus (P<Z0.05). Conclusion Intestinal flora dysbiosis is
significantly related to cardiac hemodynamic parameters in patients with heart failure, suggesting that changes in intestinal
microbial composition may play an important role in the pathogenesis of heart failure. These results highlight the

importance of further investigating the impact of the gut microbiota on heart failure, providing potential targets for future
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therapeutic strategies.
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Fig.2 Forest diagram comparing the intestinal flora structure
at the top 10 genus (Genus) level between the heart failure group
and the healthy control group
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Fig. 3 LEfSe analysis of intestinal flora in heart failure group and
healthy control group(showing only differentially enriched
microbiota with LAD =>2. 0 and P<0. 05)
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Fig. 4 Significant differences in the functional properties
of the intestinal microbiota in patients with heart failure
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Fig. 5 Correlation matrix between main intestinal microbiome
taxonomy and main hemodynamic parameters in patients

with heart failure
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