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[ Abstract] Objective: To investigate relationship between serum levels of matrix metalloproteinase-9
(MMP-9) and coronary atherosclerosis in pilots. Methods: This study recruited pilots with coronary
atherosclerosis (70 cases) , ordinary patients with coronary atherosclerosis (210 cases) , healthy pilots
(120 cases) , and healthy subjects (150 cases). Serum levels of MMP-9 were detected and compared
among the 4 groups. Results: Serum level of MMP-9 in pilots with coronary atherosclerosis was signifi-
cantly higher than that of healthy pilots(#=4.118,P <0.05). No significant difference was found in
serum level of MMP-9 between pilots with coronary atherosclerosis and ordinary patients with coronary
atherosclerosis (1 =2.649,P >0.05). Serum level of MMP-9 in ordinary patients with coronary athero-
sclerosis was significantly higher than that of healthy subjects (¢ =3.055,P <0.05). Conclusion;
MMP-9 is associated with the development and progression of coronary atherosclerosis, and the flight
factor of the pilot may not affect the expression of MMP-9.
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Tab. 1

General clinical data of subjects in the 4 groups

el e NIEH 20

eIl A Bl kot FERE AL 4

AT RIER A AT RN KR A

(L) 32.058 8 £8.424 8

R EHE (kg) 24.174 5 £3.036 2
Wi R (mmg ) 118.862 7 +7.378 4
&7 7K (mmg) 77.294 1+7.231 3
JAH ( mmol/L) 4.8412+0.3976
BRI (pmol/L)  383.000 0 +77. 646 4

P HFE EE(mmoL/L)  4.458 2 £0. 864 3
Hil =8 (mmol/L) 1.483 9 +0.668 6

34.745 1 £6.599 5
24.6157 +3.053 6
118.627 5 +7.413 4
74.039 2 +6.734 9
4.951 0+0.435 1
388.137 3 +75.793 1
4.779 6 +0.899 91"
1.740 0 +1.216 11"

31.803 9 +4.560 8
24.300 0 £2.966 9
118.313 7 £6.044 8
75.784 3 +6.181 6
4.9294+0.395 1
383.980 4 +83.606 6
4.458 4 £0.884 2
1.429 0 +0.636 4

33.469 4 +6.076 3
24.004 1 £2.949 7
116.836 7 £7.819 2
74.795 9 +7.981 7
4.567 3 +0.481 9
378.000 0 +82.684 6
4.7555+0.719 5"
1.739 6 +0.605 1
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