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Characterization of Gastric Mucosal Flora and Inflammation Level in Hp—Related Gastropathy with Spleen—Stomach Damp-
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ABSTRACT: OBJECTIVE To investigate the biological mechanisms underlying the formation of spleen—stomach damp—heat and
spleen—qi deficiency syndromes in helicobacter pylori (Hp) —related gastropathy. METHODS  Gastric mucosa samples were collected
from 107 patients with Hp —related gastropathy, including 70 cases with spleen—stomach damp —heat syndrome and 37 cases with
spleen—qi deficiency syndrome, while 10 healthy subjects with moderate constitution were recruited as normal control group. Besides,
the gastric mucosa samples were examined by 16S rDNA technique, and the expression levels of NLRP3 and interleukin—1p (IL-1pB)
in the gastric mucosa were measured by immunohistochemistry. RESULTS Compared with the normal control group, the relative a-
bundance of the gastric mucosal flora of Actinobacteria and Bacteroidetes phylum was significantly lower in patients with spleen—stom-
ach damp—heat syndrome (P<0.05), while the abundance of gastric mucosal flora in patients with spleen—qi deficiency syndrome was
not obviously different. In addition, the linear discriminant analysis showed that Hp was the marker genus of gastric mucosa in Hp-re-
lated gastropathy patients with spleen—stomach damp—heat and spleen—qi deficiency syndromes. What is more, the expression levels of
NLRP3 and IL-18 proteins in the gastric mucosa of patients with spleen—stomach damp—heat and spleen—qi deficiency syndromes were
significantly higher compared with those of normal controls (P<0.05). CONCLUSION The structural differences in gastric mucosal
flora and elevated inflammation levels may be the underlying biological mechanism for the formation of Hp—related gastropathy with
spleen—stomach damp—heat and spleen—qi deficiency syndromes.

KEYWORDS: Hp-related gastropathy; spleen—stomach damp—heat syndrome; spleen—qi deficiency syndrome; gastric microecology;
16S rDNA
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Table 3 « diversity analysis of gastric mucosa microflora in Hp-related gastropathy

B, 2 BB AR, >R 3 AR AR 4 BT ( Principal co-
ordinates analysis, PCoA) B 77 E: W 5% 4% 2H A i [R] 22
o IR 3 AR EARBRENES, H
) 22 AN 2 TR ULIE 2,
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Table 4 « diversity analysis of gastric mucosa microflora in Hp—related gastropathy
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Table 5 Differential flora in Hp—related gastropathy with spleen and stomach

damp-heat syndrome at the phylum and genus level (x=+s)

3 1K B K-
- Actinobacteria Bacteroidetes Helicobacter Neisseria
RSB HIE L 2.547+3.498" " 6.963+9. 752" 40.904+44. 899" 2.141+3.717"
TEH X a2 4,.851+2.921 12.390+9. 970 1.531+4.813 4.281+6.283
A R, * P<0.05, “ * P<0.01,
R6 Hp HXMBHEESEIEBKTEESHE (vis) H=3.0(8(<-3.0), [ EMRHUELFIIEF X IR
Table 6 Differential flora in Hp—related gastropathy with LA S K- , Ji B VR I ZH 10 B R R
spleen—qi deficiency syndrome at the genus level (x+s) W AT B R ( Helicobacter) , TE 8 X6 BR 20 1 ' 2k s
Rl Helicobacter AR BE N A B R B ( Neisseria ) , TEILIE 4, PR
TR R 28.269+39.237" " FEUEZH 5 1E 5 6 B2 b, 7 @ KO IR k4 B
LEH R HEAL 1. 531:+4. 812 BB 1 % | TR B ( Helicobacter ) , 1E
AU, P<0.01, o B TR TR, LI 5,
3.5 HEHE4Z NLRP3 IL-18 & [ Rk KF
3.4 Hp HCPE B M F IR AGIE IR0l kA8 5 I 0 B LA I PRI L S R AL
R bR 1 T NLRP3 . 1L - 1§ % {135 35 K 7 29 B35 (P <

SR Hp MR BRI EIBHGE I 0.05) igmFE 7~8 K 6~7,
SR B J AR S WA, AR R LEfSe 73
FriS Ana R R B P<0. 05 H LDA score
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Fig. 4 The dominant flora of Hp-related gastropathy
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3 7 Hp X1 BRI IEHIE B SIEIER NLRP3 EH R
Table 7 NLRP3 protein expression in Hp—related gastropathy
with spleen—stomach damp-heat syndrome

and spleen—qi deficiency syndrome

21 53 wiE B RBE b B
e ERHGEE 70 7 18 31 14
A HE IR 37 3 10 16 8
IEH X IR 10 3 6 0 1

1. 4 Kruskal-Wallis H %555, 5 15 % % FAL HLE, 18 BB AGIEA GE 1T
{E4 30. 186, P<0. 05, J8 < HEAIELH S5 3-(E l 31. 432, P<0.05,

% 8 Hp XM B REBIEHIE S EIERN IL-18 EERIX
Table 8 IL-1 protein expression in Hp-related gastropathy
with spleen—stomach damp—heat syndrome and

spleen—qi deficiency syndrome

41 5 gk I RE hE &=HE
JEERHIEL 70 7 29 22 12
A IR 37 4 11 16 6
1E X HR A 10 5 3 2 0

TE: 2 Kruskal-Wallis H K3, 5 155 0 BRAT LA, N6 Rk 20 48 11
B 28. 629, P<0. 05, IS B UE S8 HHE M 32. 639, P<0. 05,
4 Tig
Hp FHOCPE B E TR A0 385w , R BIL
FHG Hp YL ARG, A T SE A AT, Hp S5 RHEE A
I e A S5 1 T TR 3R 2 —, T 5 T LA B e
RIS Je 1 Bk AR LR,
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