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[ Abstract] Objective: To investigate the effect of low doses of glucocorticoid on serum C-reactive
protein (CRP) and serum procalcitonin ( PCT) in sepsis patients. Methods: Forty-seven patients with
severe sepsis were selected and divided into low dose glucocorticoid treatment group and control group
randomly. The serum CRP and PCT levels were observed before treatment, and 6 h, 24 h, 48 h, 3
and 5 days after treatment. The mean arterial pressure ( MAP) , acute physiology and chronic health e-
valuation (APACHE 1I ), incidence of muliiple organ dysfunction syndrome ( MODS) and the stay
time in ICU between the two groups were compared. Results; In 24 h, 48 h, 3 and 5 days after treat-
ment, the treatment groups serum levels of CRP were lower than those of control group (P <0.05),
and the lowest point of serum CRP level appeared on the fifth day (P <0.01). In6 h, 24 h and 48 h
after treatment, the treatment groups serum PCT levels were lower than those of control group (P <
0.05) , and they were specially lower in 3, 5, and 7 days after treatment (P <0.01). In treatment
group, MAP in 6 h after treatment was higher (P <0.05) , the APACHE II score improved more (P <
0.05), and MODS incidence was lower than those in control group (P <0.05), but two groups”stay
time in ICU showed no statistical difference (P >0.05). Conclusions: Therapy with low doses of glu-
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cocorticoid can reduce serum CRP and PCT levels of sepsis patients, reverse shock state earlier, im-

prove APACHE II score and reduce incidence of MDOS, but it shows no advantage in reducing treat-

ment time.
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Tab.1 The general situation between treatment group and control group at the beginning time of admission
P (1)) R (1)
ZH 5 (% APACHET (4 ” -
neo ey B % UV abewimg mamz A It
EP Rl 57.56 +14.91 14 11 23.84 +6.90 7 5 9 4
bapiizEil 54.91 +16. 27 12 10 22.86 +6.36 6 6 7 3
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Tab.2 CRP levels at different time points of treatment group and control group(mg/dL)
. RITHT 975 CRP(g/L)
Y CRP 6 h 24 b 48 h H3 K H5 K BT Kk
SHAZL 10.89 £4.54 22.31+8.40 43.73 £11.83  44.08 £9.53 35.12+10.68 19.07 +8.88  7.45 +2.81
JRITH 9.96+5.98 21.32£9.30 36.29 +12.19" 37.59 +10. 84" 27.46 +12.57" 12.04 +7.09) 5. 64 +2. 78"
555 B AL [l — R BEAR L, ) P <0..05, 7 P <0. 01
k3 WAIKEFIELHZ TR E & PCT K-F(x +5,ng/L)
Tab.3 PCT levels at different time points of treatment group and control group(ng/mlL)
- RITHT ihY7JE PCT
Y PCT 6h 24 h 48 h ERDS $5 KR ENIS
SPHRZH 4.61 +£1.46  7.42+1.90 7.41 +1.71 5.79 +1.31 4.00 +1.00 2.32+1.07 1.23 +0.70
BITH 4.16x1.61  6.15+1.39""  6.46+1.29" 4.98+0.95 2.67+0.94% 1.32+0.66' 0.61 £0.47%
5 5%F HE 2L [F] — e 1] Be A 1L, P < 0,05, P <0. 01
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Tab.4 MAP levels in 6h and 24h after treatment of

treatment group and control group( mmHg)
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MAP 6 h 24 h
YR 67.84 £4.31 72.63+5.12  91.05+4.75
JBITLL 68.01 £3.28 78.65 £5.67" 89.97 £5.02

WXL 6 h Al H, P <0. 05
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Tab.5 APACHE 1[I scores of the 2

groups before and after treatment

APACHE T #£43(43)

TRITHT BIT G
o} HE 2 22.86 +6.36 11.91 +2. 58
bEpagil 23.84 +6.90 10.20 +2.33W
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2.3 MODS %3 K AE ICU i fi]
XHHRZH BF VAT R A 12 4 MODS, % A
RN 54.5% 5 B IT AR FERITIE A 11 Bk
MODS, % 2500 44% RT3 AL, 2257 A Giit#
168

[ 2R (14,48 £4.67)d 374 K (15.50 £4.71)d,
PIZ L 2E R ICgeTH SL(P >0.05) .

K6 WU EH MODS & A F(n,%)
Tab.6 MODS incidences of the 2 groups
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