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error: 91.92, Multiple R-squared: 0.06, Adjusted R-squared: 0.048
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targeting miRNA, has-miR-185-3p expression. PYCARD expression
was inversely related with has-miR-185-3p expression. The estimate of
regression was -0.0005 with the SE: 0.001, Residual standard error:
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448 expression. TLR4 expression inversely related with hsa-miR-448
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Figure represents the distribution of plasma level of cytokines IL1,
IL18 and TNF-a from HC, DC and DN patients. Bars represents the
plasma level of [A] IL18 [B] IL1 B and [C] TNF-a as mean £+ SD (n =
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Figure represents the relative quantification of Inflammasome complex
gene expression in INT407 cell upon glucose induction. [A] NLRP3,
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glucose. [D] hsa-miR-4760-3p miRNA was downregulated in INT407
cells induced with different concentration of glucose compared to UT.
Figure represents the relative quantification of IL1p, IL18 and TNFa
genes gene expression in INT407 cell upon glucose induction. [A] IL1B
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Bacterial abundance of Phylum among study individuals

Represents the abundance of Actinobacteria, Bacteroidetes, Firmicutes
and Proteobacteria in HC, DC and DN subjects. [A] Abundance of
Actinobacteria is significantly lower in DN (0.19£0.31) than HC
(3.07+3.37) subjects. B] Abundance of Proteobacteria is significantly
increased in DN (41.36+14.66) than HC (9.84+7.67), p<0.05.
Statistically significant was considered P<0.05, P<0.001 & P<0.0001
Bacterial abundance of Class among study individuals

Bacterial abundance of Order among study individuals

Bacterial abundance of Family among study individuals

Represents the abundance of Escheichia among HC, DC and DN study
participants. Abundance of Escherichia significantly increased in DN
subjects than HC and DC. Statistically significant difference for
abundance of Escherichia observed between HC (0.18+0.25) and DN
(32.53+16.84), P<0.01.

Figure represents the linear regression of the interaction of Escherichia
with the NLRP3 gene expression among the Type2 Diabetic subjects.
Elevated level of Escherichia associated with increased NLRP3
expression (P:0.0004). The estimate of the regression is 1.64 with the
SE:0.33. Residual standard error: 16.04, Multiple R-squared: 0.53,
Adjusted R-squared: 0.50, F-statistic: 25.47

Figure represents the linear regression of the interaction of Escherichia
with the CASP1 gene expression among the Type2 Diabetic subjects.
Elevated level of Escherichia associated with increased CASP1
expression (P:0.0009). The estimate of the regression is 1.04 with the
SE:0.27. Residual standard error: 18.26, Multiple R-squared: 0.37,
Adjusted R-squared: 0.35, F-statistic: 14.38
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Figure represents the linear regression of the interaction of Escherichia
with the phylum Bacteroidetes among the Type2 Diabetic subjects.
Elevated level of Escherichia associated with decreased Bacteroidetes
(P:0.03). The estimate of the regression is -0.75 with the SE:0.33.
Residual standard error: 20.98, Multiple R-squared: 0.17, Adjusted R-
squared: 0.1, F-statistic: 5.08.

Figure represents the linear regression of the interaction of Escherichia
with the genus Acinetobacter among the Type2 Diabetic subjects.
Elevated level of Escherichia associated with increased Acinetobacter
(P:0.001). The estimate of the regression is 5.56 with the SE:1.52.
Residual standard error: 18.43, Multiple R-squared: 0.37, Adjusted R-
squared: 0.34, F-statistic: 13.47.

Figure represents the linear regression of the interaction of Escherichia
with the genus Wautersiella among the Type2 Diabetic subjects.
Elevated level of Escherichia associated with increased Wautersiella
(P:0.0009). The estimate of the regression is 2.29 with the SE:0.61.
Residual standard error: 18.22, Multiple R-squared: 0.38, Adjusted R-
squared: 0.36, F-statistic: 14.31.

Figure represents the linear regression of the interaction of Escherichia
with the genus Prevotella among the Type2 Diabetic subjects. Elevated
level of Escherichia associated with decreased Prevotella (P:0.04). The
estimate of the regression is -0.48 with the SE:0.23. Residual standard
error: 21.2, Multiple R-squared: 0.16, Adjusted R-squared: 0.12 , F-
statistic: 4.49.

Figure represents the linear regression of the interaction of Escherichia
with the eGFR status among the Type2 Diabetic subjects. Elevated level
of Escherichia associated with decreased eGFR status (P:0.02). The
estimate of the regression is -0.2 with the SE:0.08. Residual standard
error: 20.63, Multiple R-squared: 0.20, Adjusted R-squared: 0.17, F-
statistic: 6.08

Bray-Curtis diversity index (BCDI) of inter and intra group of study
subjects. BCID reveals larger inter-individual distance among the DN
whereas BCDI significantly reduced for HC and DC. (A) Intergroup
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BCDI significantly significantly higher among diabetic subjects (DC
and DN) compared to HC (P<0.0001). (B) Intra individual BCDI was
higher in HC/DN and DC/DN than HC/ DC

Frequency of genus in Gut microbiota among study subjects
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