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[ Abstract ]
cytokines I1-6 and TNF-a and coronary atherosclerotic heart disease ( CHD ) . Methods A total of 138 patients with confirmed

Objective To investigate the correlation between early growth response factor 3 ( Egr3 ), pro-inflammatory

CHD were collected, all of whom underwent coronary angiography and were divided into 2 groups based on the results of coronary
angiography and Gensini score, including 66 patients in the mild stenosis group and 72 patients in the severe stenosis group, and
47 subjects with normal coronary angiography results were selected as the control group. Serum levels of Egr3, IL-6 and TNF-a were
detected by ELISA. The general clinical data of the subjects were collected, and the differences of Egr3, 1L.-6 and TNF-a levels among
all groups were compared to explore the relationship between the levels of EGR3 and Gensini scores. Results  The serum levels of Egr3
and IL-6 in severe stenosis group were higher than those in control group and mild stenosis group, and the level of TNF-a in severe
stenosis group was higher than that in control group, with statistical significance (all P < 0.05 ) . The subject operation characteristic
(ROC ) curve showed that the area under the curve ( AUC ) of Egr3, 1L.-6 and TNF-a were 0.769, 0.784 and 0.565, respectively, and
Egr3 had a good predictive value for CHD. Conclusion Egr3, 11.-6 and TNF-« are highly expressed in CHD patients, and Egr3 can
be used as an indicator to judge the severity of CHD patients.
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s 1 % 58.96 + 8.08 62.74 + 10.05 62.47 +11.74 4335  0.114
BM1/ (kg/m*) 25.99 +3.35 25.43 +2.84 25.43+3.16 0.560  0.572
I/ ( x 10°71) 5.94 (4.70, 6.60) 6.68 (591, 7.94)*  6.99 (5.56, 8.08)* 15.978 <0.001
JRIR / (pmol/L) 363.51 + 98.02 369.06 + 90.12 367.75 +92.49 0.051 0.950
JREZEZA / (mmol/L) 5.05 (4.34, 5.88) 5.58 (4.59, 7.09) 6.10 (5.03, 7.59) 14.014  0.001
L LEF / ( wmol/L ) 70.00 (58.00, 79.94) 77.00 (68.42, 85.50) 79.89 (67.40, 90.00) 11.093  0.004
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GHbA./ ( mmol/L ) 6(3,9) 7(6,9)" 8 (6, 10)* 8.144  0.016
BB / (mmol/LL)  77.00 (32.00, 153.00) 115.50 (31.25, 278.50) 119 (48.25, 260.75)  2.933  0.231
W45 FE /mmHg 125 (116, 137) 126 (116, 138) 123 (113, 136) 1.445  0.486
&5k E /mmHg 79 (73, 86) 80 (4, 85) 75 (70, 83) 7.636 0.022
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IL-6/ ( pg/mL) 27.06 + 16.31 41.33 + 18.06" 54.58 +21.51° 29.900  <0.001
TNF-a/ ( pg/mlL) 59.00 + 39.05 63.80 + 35.42" 78.25 + 45.33" 3.831 0.023
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