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Abstract To investigate the disorder of neuro—endocrine —immune network in patients with type -2 diabetes milletus and its clinical
significance, 174 patients with clinical proven type -2 diabetes mellitus were enrolled in the study. Radio—immune technology and flow
cytometer technology were used to detect the blood levels of CD4*, CD8*, NK and CD4*/CD8", and cytokines including 1L.-13, 1L-6, TNF-
a, ACTH, CORT and DA as well as NE. Analyses were performed on the basis of gender with 33 normal people served as the control
group. A significant decrease of CD4*, CD8*, NK lymphocytes count, and a significant increase of CD4+*/CD8* were found in type-2
diabetes milletus patients compared with the control group (P<0.01). Low IL-18, IL-6 and TNF-a levels were found in type—2 diabetes
milletus groups (P<0.01). The serum ACTH, CORT levels were decreased in type-2 diabetes milletus patients (P<0.01); both serum DA
and NE levels were increased in type—2 diabetes milletus groups compared with the normal group (P<0.01). The disturbance of neuro—
endocrine —immune network in patients with type—2 diabetes milletus is characterized by the humoral immunity activated and cellular

immunity depressed; symphathetic nerve activated;the stress related endocrine depressed. It is important to strengthen and recover the
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balance of neuro—endocrine—immune network, for the treatment of type—2 diabetes mellitus, which is an important issue for the future

research on diabetes.
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Table 1 Comparison of NEI indexes between T2DM and normal subject
(n=33) 2— (n=174) t P
CD4% 46.98+7.39 38.44+10.17 -4.66 0.000
CD8% 28.81+3.34 22.30+8.52 -4.34 0.000
CD4*/CD8* 1.62+0.18 1.98+0.94 5.31 0.000
NK/% 18.50+2.64 10.58+6.67 -12.59 0.000
IL-18/(ng-mL™) 0.08+0.04 0.23+0.16 5.40 0.000
IL-6/(ng- mL™) 5.81£2.77 32.71+18.70 17.30 0.000
TNF-o/(ng-mL™) 1.19+£0.20 1.87+£1.35 2.87 0.004
ACTH/(ng*-mL™) 17.05+7.31 8.55+5.29 -6.39 0.000
CORT/(ng-mL™") 329.41£127.35 202.52+79.02 -5.57 0.000
DA/(ng-mL™) 769.87+1466.64 5225.72+11216.20 5.05 0.000
NE/(ng-mL™) 512.52+714.62 2516.55+£3636.14 6.45 0.000
2 2
Table 2 Relationship between the genders and NEI indexes of T2DM patients
(n=102) (n=72) t P
CD4/% 37.25+10.49 36.57+9.49 0.42 0.673
CD8"/% 22.16+8.65 21.43+8.14 0.53 0.595
CD4*/CD8* 1.93+0.98 1.96+0.91 -0.23 0.819
NK/% 11.78+7.57 12.19+6.79 -0.35 0.729
IL-1B8/(ng-mL™) 0.23+0.15 0.19+0.08 1.54 0.126
IL-6/(ng- mL™) 36.06+18.93 28.84+16.02 2.10 0.038
TNF-a/(ng-mL™) 1.84+0.49 2.04+2.36 -0.72 0.474
ACTH/(ng*mL™) 8.91+4.93 7.58+4.31 1.48 0.142
CORT/(ng- mL™) 189.37+73.44 193.19+89.16 -0.29 0.768
DA/(ng-mL™) 7664.57+14388.90 5379.73£12914.17 0.85 0.395
NE/(ng*mL™) 2591.29+4370.32 2613.71+3373.46 -0.02 0.977
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