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Dynamic changes in serum levels of cytokines in patients with systemic inflammatory response syndrome
MEI Xue, LI Chun ~ sheng, WANG Shuo. Department of Emergency, Chaoyang Hospital, Capital
University of Medical Science, Beijing 100020, China

[Abstract}] Objective To study the dynamic changes in serum levels of inflammatory and anti -
inflammatory cytokines and the effect on prognosis in patients with systemic inflammatory response syndrome
(SIRS). Methods One hundred and thirteen patients were divided into two groups according to diagnostic
criteria of SIRS: SIRS group (n = 78) and non - SIRS group (n = 35). SIRS group was divided into
two subgroups according to the prognosis: survival group (n = 37) and death group (» = 41). Another
30 healthy adults served as normal controls. Concentrations of inflammatory, anti — inflammatory cytokines
in serum and human leukocyte antigen - DR (HLA - DR) expression intensity of monocytes were measured.
Results The serum levels of inflammatory cytokines in patients of SIRS and death groups were obviously
higher compared with non - SIRS and survival group (all P <(0.01), and they increased in quantity
progressively along with the progress and seriousness of the existing diseases. Anti - inflammatory cytokines
and the HLA - DR expression intensity of monocyte in SIRS and death group declined progressively,
especially the value of HILA - DR was lower compared with that of non - SIRS and survival group
(all P<C0.01). There were significant correlations among the IL. - 6, HLA - DR and APACHE I
(R*=0.811, APACHE 1 = (0. 180 X IL. - 6) — (0.868 X HLA - DR) + 22. 265, F=49.290, P<0.01).
Conclusion  The progressive increase in inflammatory cytokines and the progressive declination of
anti — inflammatory cytokine and HLA —~ DR expression intensity of monocyte in patients with SIRS indicate
a poor prognosis.
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Table 1 Changes of IL - 6,IL ~ 8 and TNF - « levels in each group(x-ts) ng/L
1H5 Ei k| B D ABEld ABE3d ABE5d ABE7d
IL-6 1k SIRS #4 35 36.5% 6,2 41.4% 7.3* 41,7+ 6.9" 42.9+ 8.1*
SIRS # 78 55. 6128, 3#* 66. 828, 1%#* 79,9437, 6% %~ 78,5434, 6%# %
=21 37 45.5+10.7 56,14 9.7 65.5+22, 3 63.9+23.0
A 41 76,5417, 2% %%+ 90, 419, 78 108, 1421, 377~ ~AA 123.5412. 1% % »AA
IL-8 4k SIRS 41 35 11.84% 2.6 12.34+ 3.3 11.6% 3.5 13.14+ 5.2
SIRS 4 78 17.8=+10,3%* 19.2413,3%** 21.4+13,9%% "~ 25,1413, 17"+~
EHEH 37 14.1+ 7.0 15.6+ 8.2 16.3+ 8.8 13. 64 4.2
At 41 22.5% 6.3%"4A 26.14 9,04+ 44 27.7k 8. 387" <AA 33.5+ 5.2%%> A4
TNF-a 3JESIRS 4 35 20,04+ 5,7 17, 4% 5.5 17. 0% 6.1 20.0% 8.3
SIRS 4 78 31.0410,8%# 35,8411, 9%#+** 52,1420, 0% # 47.6+12. 1%% -
EHEA 37 14.1% 7.0 15.6+ 8,2 16.3+ 8.8 13.64 4.2
T 41 22.5+ 6.3%*4A 26.1+ 9,07 AL 27.7+ 8. 3#* AL 33.534 5, 27"+ AA

HEEA RABYCIL -6 H(30.545. Dng/L, 1L -8 3(10. 542, Dng/L, TNF -a % (15. 92 3. 2ng/L; 55 1% % B4 118,

# P<0.05,% % P<0. 01; 54 SIRS A L& . * P<70. 05, *

*P<0.01; GAFHE LR AP0, 05,44 P<0. 01
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Table 2 Changes of IL - 10,IL - 13 levels and expression of HLA - DR in monoeytes in each group (x=+s)

e A7) ¥ (D ABE1d ABt3d ABtSd AB7d
IL -~ 10(ng/L) 3k SIRS & 35 6.811.8 6.6+1.7 5.941.0 6.1+1.4
SIRS 44 78 12.242. 3% %« 10.9+2,6%* 10.2+1.8%* 10. 942, 0%
x| 37 9.6+2. 4 9.84+2.7 12.943.0 14.5+1.8
b iAmg:| 41 13. 142,04 12.5+£2. 74 8.8+1, 64 7.9:+2, 144
IL - 13(ng/L) 3k SIRS & 35 16.5+2.1 15.242.2 16.84+3.9 17.3+2.3
SIRS 4 78 21.243.38% %« 21.942.1%% 17.941.8% 15.1+2. 5*
EH4A 37 15.8+2.7 18.942.3 19.743.0 19.743.0
T4 41 16.0£2.0 12.1+3.1 12.5+3. 34 12. 543, 344
HLA -DR #3k5(%) gk SIRS 4 35 32.3%4.9 32.14£5.2 35.5+44.7 33.543.7
SIRS 4 78 25.7+5.6 25.0+45,3%* 19.1+3.8%#~+ 17.742, 877"+
EHEH 37 22.94+3.5 23.0+5.1 23.343.8 25.3+3.2
T4 41 19.5+4.2 16. 43, 5% 4 14,944, 0% % * »AA 8.64+2,5%% " ~AA
T EHMRESE IL-10 H(6. 541 5ng/L,IL - 13 % (10. 8+1. 5)ng/L . HLA ~ DR 3 (35. 25. 2) % ; 55 IF % % Bl 45 b %% .
#P<0.05,%*P<0. 01; 54 SIRS #1 FL & . * P<C0. 05, * * P<0. 01; 5 4: 4 H 4% . A P<C0. 05, 44 P<C0. 01
23 HHAAPACHE I F4 Tk (xts)
Table 3 Changes of APACHE I in each group(x+s) s
5 7% (D ABE1d AB3d ABEs5d AB7d
3k SIRS 4 35 3.61+0.5 3.340.5 3.6+0.4 3.540.4
SIRS 4 78 21.7+8. 852" 18, 74£9.67# "+ 16.1£9. 074+ 19,449, 4% %>
S HF4 37 11.7+6.2 9.2+3.9 8.2+4.6 8.0+3.8
-4 41 26.1+£8.0%% 4 28.0+7.9% %« AL 23.5+8. 6% ~AA 27.2+8. 3%% " ~AA

. EE XM HA APACHE 1 #4543 (2. 1£0. D4y G IEH X B LA . #* P<<0.01; 59k SIRS 4 bb & . * * P<<0. 01; 5 TR4H o8 .

AP<0. 05,44 P<C0, 01
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Figure 1 Changes of inflammatory cytokines in survivors with SIRS
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Figure 2 Changes of inflammatory cytokines

in non - survivors with SIRS
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