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In the unadjusted and age adjusted models, the 
only statistically significant difference between CC 
and CG genotypes was observed for HbA1c: (-0.48, 
p=0.029) and (-0.47, p=0.028), respectively. None of 
the other reported relationships between the afore-
mentioned genotypes and clinical parameters were 
confirmed in our study. However, after we constructed 
parsimonious models to correct for the effects of all 
physiological variables, other differences between 
our homozygous and heterozygous AA subjects were 
identified.

Although in the initial models (unadjusted and 
adjusted for age) fructosamine did not show any sta-
tistical importance between CC and CG genotypes, 
after correcting for BMI log (HOMA-IR), HbA1c and 
cortisol—the variables with significant contribution 
to variance in fructosamine—the relationship grew 
stronger to a significant statistical difference (13.99, 
p=0.001). The HbA1c difference between CC and 
CG genotypes remained statistically important also 
in our parsimonious model after correcting for the 
effects of BMI, log (HOMA-IR), and fructosamine 
(variables with significant contribution to variance 
in HbA1c) (-0.31, p=0.037).

The latest statistically significant relationship 
between CC and CG genotypes in regard to clinical 
parameters analyzed in our parsimonious model was 
observed for cortisol. After adjusting for fructosamine 
and elevated BP—variables with significant contri-
bution to variance in cortisol—our statistical results 
have confirmed marginally this relationships for cor-

tisol (-0.061, p=0.062). None of the other variables 
analyzed (BMI, waist-to-hip ratio, log (HOMA-IR), 
PSS, elevated BP, and hyperlipidemia) in unadjusted, 
adjusted for age, and in parsimonious models have 
shown any significant relationships for the BclI poly-
morphism within the AA group.

DISCUSSION

Obesity and hypertension are increasing in many 
societies worldwide. Although most of this epidemic is 
simply attributable to miscalculating caloric intake and 
loss by behavioral and environmental issues, there are 
also genetic contributors. As is true for many complex 
traits, most likely a combination and corroboration 
of many altered genes increases the susceptibility 
for becoming overweight rather than a single gene 
alteration. However, to better understand mechanisms 
of disease, studying monogenic disorders or those in 
which one specific gene may be altered still represents 
a fruitful avenue for discovery and advancement of 
knowledge.38 In this study, we attempted to assess 
the impact of polymorphisms N363S and BclI of the 
GR gene on various metabolic, anthropometric, and 
psychological parameters in relationship to obesity. 
AA seem to be more sensitive to glucocorticoids than 
Caucasian Americans, with greater peak insulin and 
postprandial insulin areas under the curve.19 AA also 
appear to have higher sweet taste perception scores 
when compared with Caucasians.39 In previous stud-
ies not including AA individuals from Mississippi, a 
state with a high poverty level in addition to having 

Table 4. BclI Effect (CG versus CC) within African Americans

Outcome Unadjusted Model 1: Adjusted for Age Model 2: Parsimonious
BMI 	 -4.52 p=0.176	 (-11.23, 2.19) 	 -4.44 p=0.123	 (-10.18, 1.31) 	 0.011 p=0.996	 (-4.25, 4.28)
Waist to hip ratio 	 -0.027 p=0.264	 (-0.077, .022) 	 -0.027 p=0.274	(-0.078, 0.023) 	-0.0025 p=0.901	(-0.044, 0.039)
Log (HOMA-IR) 	 -0.21 p=0.417	 (-0.72, 0.31) 	 -0.202 p=0.419	 (-0.71, 0.31) 	 0.23 p=0.268	 (-0.191, 0.646)
Fructosamine 	 3.34 p=0.671	 (-12.85, 19.53) 	 3.32 p=0.681	 (-13.31, 19.94) 	 13.99 p=0.001	 (6.83, 21.16)
HbA1c 	 -0.48 p=0.029	 (-0.898, -0.054) 	 -0.47 p=0.028	 (-0.891, -0.056) 	 -0.31 p=0.037	 (-0.604, -0.021)
Salivary cortisol 	 -0.049 p=0.214	(-0.128, 0.031) 	 -0.048 p=0.240	(-0.130, 0.035) 	 -0.061 p=0.062	(-0.125, 0.0035)
PSS 	 -0.71 p=0.789	 (-6.26, 4.83) 	 -1.21 p=0.632	 (-6.48, 4.06) 	 -3.56 p=0.217	 (-9.44, 2.32)
Elevated BP*+ 	 0.686 p=0.665	 (0.124, 3.78) 	 0.686 p=0.667	 (0.123, 3.82) 	 0.686 p=0.665	 (0.124, 3.78)
Hyperlipidemia*‡ 	 0.688 p=0.775	 (0.053, 8.96) 	 0.695 p=0.795	 (0.045, 10.83)
+ The parsimonious model for hypertension was found to be the same as the unadjusted model
‡ The parsimonious model for hyperlipidemia failed to converge due to possible collinearity issues.




