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[Abstract] Obijective;To explore the risk factors of patients with type 2 diabetes mellitus (T2DM ) with non-alcoholic cirrhosis
(NAFLD). Methods:The enzyme-linked immunosorbent assay (ELISA) and chemiluminescene analyzer were used to detect the
serum cytokeratin 18 (CK18),free fatty acids (FFA),tumor necrosis factor alpha (TNF-a),superoxide dismutase enzyme (SOD) in
45 cases of T2DM,44 cases of T2DM+NAFLD patients and 24 cases of control. Body mass index (BMI),insulin resistance index
(HOMA-IR) ,fasting plasma glucose (FPG) and general physiological and biochemical indexes of the study group and the control
group were simultaneously detected and calculated ,and their correlation with NAFLD was analyzed by correlation analysis and binary
logistic regression statistical analysis. Results: BMI, HOMA-IR,FPG,TC,TG,AST,ALT,GGT,FFA ,CK18 and TNF-o were positively
related with NAFLD. SOD was negatively related with NAFLD. FINS and HbAlc have no relation with NAFLD. BMI, HOMA-IR ,FFA
and CK18 were highly related with etiology of NAFLD. Conclusion: The pathogenesis of NAFLD is the result of multiple factors. The
BMI,HOMA-IR,FFA and CK18 is independent risk factor of the NAFLD.
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Table 1 General clinical data of each group
EE | B/ R (E) BMI HOMA-IR FPG(mmol/L) FINS(pmol/L)
POyl 25/21 54.2 227+13 17.8 + 4.6 4.8 +04 85.1 £ 17.6
T2DM 24/21 55.2 242 +1.5" 56.3 + 10.7* 9.0 £ 1.4* 140.8 £ 17.4*
T2DM+NAFLD 23/21 55.5 26.9 + 1.7%* 78.9 + 17.1%* 10.4 + 1.9 170.6 + 14.2%*
45l HbAlc(%) TC(mmol/L) TG(mmol/L) ALT(U/L) AST(U/L) GGT(U/L)
papiizHa] 47 +0.5 4.8 + 0.6 1.2+£05 333 +47 242 + 4.6 33.1+£6.9
T2DM 8.6 +1.3* 5.1 +£0.6 1.7+£03 342 £ 5.7 247 + 5.6 343+52
T2DM+NAFLD 8.7 +1.3% 6.1 + 1.2 4.6 + 1.9" 58.1 + 16.2%* 47.6 + 134" 78.1 + 20.3**
5% IR A, *P < 0.05,°P < 0.01; 5 T2DM 41H4E, 2P < 0.05,
#&2 LUINAFLD A NETEHHEXESTER
Table 2 Correlation analysis results as NAFLD as dependent varible
BMI  HOMA-IR FPG  FINS HbAlc TC TG ALT AST GGT FFA CKI18 SOD TNF-a
rH  0.420 0.580 0470 0.139 0.065 0477 0926 0.767 0.790 0.847 0.627 0.796 -0.689 0916
P{H 0.001 0.001 0.001 0.277 0.615 0.001 0.001 0.001 0.001 0.001 0.001 0.001 0.001 0.001
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Table 3 Binary Logistic regression analysis of the risk
factors of NAFLD

FSES B S.E. Wals Sig.

BMI 0.410 0.157 6.773 0.009
HOMA-IR 0.085 0.025 11.834 0.001
HbAlc 0.113 0.243 0.217 0.641
FFA 0.026 0.008 11.109 0.001
CK18 7.982 3.372 5.605 0.006
SOD -0.254 0.153 2.758 0.097
TNF 169.122 7 708.800 0.000 0.982
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