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Abstract: To investigate the role of carbon monoxide (CO) and hydrogen sulfide (H,S) in patients with de—
pression. A total of 40 patients with depression and 40 healthy persons were employed in the current study,
who did not show significant differences in age, sex, liver damage, renal function and blood glucose concen—
tration (P>0.05). Plasma levels of CO and H,S concentrations as well as catalase activity were determined in
both depression and healthy groups. The result showed both of plasma CO level and catalase activity in de—
pression group were significantly higher than that in healthy group, while plasma H,S level was lower in pa—
tients with depression compared with the healthy group (P<0.05). Further data analysis indicated that the
plasma level of CO and H,S in depression patients was negatively correlated. Briefly, endogenous plasma CO
and H,S might play important roles in the regulation of depression, and oxidative stress was involved in the
reaction.
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Table 1 Clinical data from the two groups

n=40
Clinical data Control group  Experimental group
Glutamic—-pyruvic transaminase/(mmol-L™) 32.4+3.6 35.1+3.0°
Glutamic oxalocetie transaminase/(mmol-L") 28.3+2.1 27.7+2.4
Total protein/(g-L™) 65.8+4.2 63.7+4.4"
Blood urea nitrogen/(mmol * L) 4.3+0.8 4.4+0.8"
Creatinine/(pmol - ™) 87.7+6.2 91.5+6.8"
Blood glucose/(mmol-L™) 4.9+0.8 5.0£0. 5
K*/(mmol - L) 4.5+0.7 4.4+0.9"
Cl7/(mmol * L) 107.0£7.9 105.0+8.2"
Na*/(mmol * L") 142.0+10.8 148.0+11.1

W B R akiz, P>0.05,
Notes: ": Compared with the control group, P>0.05.
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Table 2 The concentation of CO, H,S and the activity of
CAT from the two groups(n=40)

Control group Experimental group
CO/(pmol - L™ 46.2+4.18 65.3+5.29"
HaS/(pmol - L) 54.9+6.50 36.6+3.28"
CAT/(kU-L™ 12.8+2.47 21.5£3.70

A B Rk, P<0.05,
Notes: ": Compared with the control group, P<0.05.
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