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Clinical significance of early detection of serum TNF-a,IL-1p and IL-10 in community-acquired pneumonia” XIFE
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nese Medicine ,Guangzhou,Guangdong 510405 ,China;2. Department of Respiratory Medicine , Guangzhou General
Hospital of Guangzhou Military Region ,Guangzhou,Guangdong 510010, China)

[Abstract] Objective To explore the clinical significance of early detection of serum TNF-¢, IL-13 and IL-10
in the patients with community-acquired pneumonia(CAP). Methods One hundred and ten patients with CAP were
selected as the pneumonia group and divided into the common CAP group(54 cases) and severe CAP group(56 cases)
according to the disease severity; which were divided into the survival group(82 cases) and death group(28 cases) ac-
cording to the clinical outcomes;contemporaneous 26 healthy adults were selected as the control group. Serum C-reac-
tive protein(CRP) , procalcitonin(PCT) , TNF-a, IL-18 and IL-10 levels were determined on 1,4 d of hospitalization in
all the CAP patients and on the day of physical examination in the control group. The differences of various indicators
were analyzed among different groups and between 1 d and 4 d in the CAP group. Results The PCT and IL-18 levels
in the severe CAP group were significantly higher than those in the common CAP group, while the common CAP
group was higher than the control group,the levels of PCT and IL-18 had statistically significant difference among 3
groups(P<C0. 05). The TNF-q level in the severe CAP group was higher than that in the common CAP group and the
control group(P<C0. 05) , but the difference had no statistical significance between the common CAP group and the
control group(P=0.393). The 1.-10 level in the common CAP group was higher than that in the severe CAP group
and the control group(P<C0. 05), while which had no statistical difference between the severe CAP group and the
control group(P=0. 307). The CRP and PCT level on 4 d in the survival group was decreased compared with those
on 1 d,while the IL.-10 level was increased compared with that on 1 d,the difference was statistically significant(P<C
0. 05) ;the CRP and PCT level on 4 d in the death group was decreased compared with those on 1 d,while the 1L-10
level was increased compared with that on 1 d, the difference was statistically significant (P<C0. 05) ; the levels of
CRP,PCT, TNF-¢ and IL-18 in the death group were higher than those in the survival group at the same period,
while the IL-10 level was lower than that in the survival group at the same period(P<C0. 05). Conclusion The CAP
patients with high levels of CRP,PCT, TNF-q,IL-18 and low level of IL-10 have poor prognosis and the above indica-
tors may reflect the severity of CAP to some extent.
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TL-13 ML A 5 B2 174 G 8 I 0 R, A B 50 T 6 o o o
LA R Ve A IR BEIIS B 40 MY A B 48, X B4R R 4 1R
. AW T M E be s EAE CAP % B #OIR AS B, IL-18
Ay I, SR A T E AR A, T B IL-18 % S R
HE—25 0, " AT R AR R R R L £ UE 4% T RE s
LETOT ORWFIE A R B R TL-10 K A6 5 B4 L EAE CAP 4 3%
W CAP 4] A 22 5 A G 2F 3 L (P<C0. 05) , $2 7R & K °F-
TL-1B 1 /B B IR I FE B A0 T, FLARTE — R L Xk 5
Y, AAERE LT RES 4 RSFHE 1 Ry IL-18
KPR 2% S TG 5 8 L (P>0. 05), $27% 1L-18 AN AE R 4
W 15 1 5 0

IL-10 EHFEIPE T #REL 40 (Th) 2 43 b 89 7T F5 4% Thl 48
it B A 20 i B W BT Thl/Th2 f=4: TNF-o, T4 R E R
F 15> F8H . F PR EFZ W P& FF. IL-10 87 #) ] TNF-
aIL-6 IL-18 B9 28 B, [m] B 2 4 A 56 Bt 46 B+ (i TL-4) 1Y 43
W FER AT L IL-10 938 1 BB R N T R LA
323k B 9 M RN I AR 4 (R A TL-10 W] 51 R AL
o 25 b, G g8 1 1) XTSRS 1) 35 Bk 8 I T B [ U e R
YR R TH . B Ah Nandi 2807 BF 5% % 0, 1L-10 A
O35 TR Bl ok 04 /0N B AT e A R A 0 Xk DA R A9 A8 M s R L R OR
IL-10 0] 45 030 il S 5 0 & . ARBF 52 45 3R WoR 35 3l CAP 41 8
F 1) 1IL-10 /K P/ T HAE CAP 4 M % B 41 (P<<0. 05) ,{H 1L~
10 fEFE CAP Yl 53t B4l L 8 2 5 L& i & L (P>
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