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Correlation of Nitric Oxide and Corticosteroids Along the Course of

Sepsis

Keu Sung Lee, M.D., Young Sun Kim, M.Sc., Hyoung No Lee, M.D., Joo Hun Park, M.D., Yoon Jung Oh, M.D.,
Seung Soo Sheen, M.D., Young Hwa Choi, M.D., Kwang Joo Park, M.D., and Sung Chul Hwang, M.D.

Department of Pulmonary and Critical Care Medicine, Ajou University School of Medicine, Suwon, Korea

Background: The nitric oxide (NO) released by inducible NO synthase (INOS) plays an important role in the
pathophysiology of sepsis. Corticosteroids also play a role in the hemodynamic and inflammatory reactions in sepsis.
Both have been shown to have a relationship theoretically, but their correlation and clinical impacts have rarely been

evaluated.

Methods: 26 patients with sepsis and 14 healthy controls were enrolled in this study. The initial random plasma total
NO and the serum cortisol levels were measured. The same measurements were serially carried out on the 34 R 5th, and

7h days.

Results: The initial total plasma levels of NO and cortisol were higher in the patients with sepsis than in the healthy
controls. The total NO levels were higher in patients with severe sepsis than in the those with mild sepsis. There was
a correlation between the total NO and cortisol level throughout the study.

Conclusion: In patients with sepsis, the levels of plasma NO and cortisol were well correlated during the first week
of sepsis, which suggests an interrelationship. However, the clinical and pathogenetic implications await further

evaluation. (Tuberc Respir Dis 2007; 62: 308-313)
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Figure 1. Comparison of initial levels of (A) plasma total NO, and (B) serum cortisol between sepsis patients and

the controls.

ofe] & AFAEL 2HEO|E T2t oo
wiate] 2ARIEE o] d ATt HHF BAES o
o FpoR tae] v TE Adas
T 2 ApolAs 7] R ohe A3ke) 4
Hol W FF NOSH BF 2E|Ro|=9 wstdy,
AR R A oolg BAste] 1k Paow

W skl g

—
g
2

) =
S 199U 1 FollA Ed LA A=
] ke

At & 342 269014 28Y
7z

S
3
X
2N
5
3
& 3
o,

oM.
H
o
ni.%
5
=
oft
o,
e N
-4 o2 o2 o

2
o >
flo rlr
DD
o
(e)
I+
—
=
%
¥Q 2
ﬂ; AL
o
o E‘Jj
;‘d =
oo
My 2L
fo 12
—
=~
52
QO
o, %
ETR—

55,6894, HURI=T70] ATt
S - e ERREEDEBIECE
woka Jbsska fabel o8 Sagont a1

¢

p <0.05

250 ! |
- L
<
’E’wo- b
ot [ ]
%100- °
— o9
Q2 g _z—... Py L1

o ..:... bl PY
Severe sepsis  Mild sepsis

Figure 2. Comparison of initial levels of plasma NO
between patients with severe and mild sepsis.
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Figure 3. Correlations between levels of initial plasma NO and other parameters; (A) serum cortisol levels, (B)
serum lactate levels, and (C) APACHE Il scores in patients with sepsis.

Table 1. Serial correlations between NO and cortisol levels in the 1% (D1), 3 (D3), 5™ (D5), and 7" (D7) days

in patients with sepsis

Days NO (uM/L) Cortisol (ng/dL) s p value
D1 40.8 (20.4 - 59.6) 21.4 (17.6 - 34.7) 0.429 0.05
D3 34.1 (15.9 - 58.7) 18.8 (15.1 - 26.5) 0.497 0.101
D5 37.3 (26.3 - 57.0) 16.7 (14.1 - 29.3) 0.829 0.05
D7 36.0 (22.6 - 45.6) 30.6 (4.4 - 69.3) 0.900 0.05

Data are given as median (interquartile range).
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