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Residual standard error: 20.98, Multiple R-squared:  0.17, Adjusted R-
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Residual standard error: 18.43, Multiple R-squared:  0.37, Adjusted R-
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5.86 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. 
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5.87 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. 
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5.88 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 
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5.89 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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