SRS B BE I 2 i 2015 45 9 H %5 7 4545 3 # Chinese Journal of Clinical Pathologist, September 2015,Vol.7, No.3

[L-8 TEXE AL T-#% B AR A8 £,
H 55 ThReFe b AH S E 43 B

BRor LR R AW B4

Fe 5 H [ 5 PR 5 L B AR I [ T bR (2013)544 5]
YR 547 :300192 R, KA A — 0 B e A 4 7

i IHAE# 40, E-mail ;. tjmuhong@sina.com

[HE] BB %A 4 E -8 (interleukin—8 , TL—-8) /K V- 75 5% Il 56 1452 70 1) 48 4k % 1 55 15 3y
RETERRAOAIGE . ik SRITPRHESEIR K /NG 7 Sk, TR e 5 354 J5 BOIG 46 T B o bk i, s 18 41 57 g
iﬂﬂmbnﬁiﬂwﬂzt A3 S0 AE B 2K AE TN ) S B K AE TSR 3 h 6 h 9 h BUE KM . AR R ek

BRI K AE TRT AETS O h AT JE 3 h 6 h 9 h I TL-8 W, LAy fb 2 vk 46 0 JR 2 WLIST
(creatlnme, Cr) 7K X R 25 R b AT et 240 R MSE T )5 1L-8 K &5 R I 46 T+ ,3 h .6 h .9
h (1 IL-18 A6 45 535 F Ik sE TR, H 22 5 ¥0H GiiT 258 L (P #59< 0.05) o MEAE T )5 4 A ) 21 [L-8 (1
o il 45 2R 22 S G Ge 2= 2 L (H="7.840,P=0.098) , M6i4ET-J5 3 h .6 h 9 h 19 FR Al 45 5 3 0 Tl sE 1>
B, 22 A St 75 L (P < 0.05), FET- 5 6 h 9 h #Y Cr &I 45 B 5 TS T /T, 22 S 96 4t
RS (PH#<0.05), MKFET /T M3 TL-8 15 bR Z K 45 &2 15 A0 G (r= 0.453,P=0.012) , 5 Cr £l
SR TAH KM (r=0.209,P=0.267) , &1 MFET- A 51 A SR 11L-8, 1 1T % il 41 2 40 i 1% 5 T fig
T3 A5 05 o RO O IR SR (4 Tk T B AL 0 B IO 7 i B0 0 7 LA Bk SR BBUAT A4 19 i v v Ak % B T8,
DL REAR AL 235 B 1 AR PR3

[RBE] WAL A MA T -8; RN ; B D fk
doi; 10.3969/j.1ssn.1674—7151.2015.03.009

Analysis of interleukin—8 change and its correlation with renal function index in brain dead organ
donor model
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[Abstract] Objective To study the change of interleukin—8 (IL—8) and its correlation with renal
function index in brain dead organ donor model. Methods 7 heads of standard experimental Changbai pigs
were used. Blood samples were taken after operation preparation and at immediately time as well as 3 h, 6 h, 9
h after brain death which caused by method of epidural intracranial pressure. Serum IL-8 concentration was
determined by immune chip fluorescent quantitative method and the corresponding kidney function indexes
were detected by biochemistry methods. The results were analyzed statistically. Results Serum IL.-8 concen-
tration increased gradually after brain death. The concentration of IL-8 at 3 h, 6 h, 9 h after brain death were
all higher than that of before brain death, and the differences all had statistical significance (Pall< 0.05).
There was no statistical significance in the differences of IL-8 concentration among different time after brain
death (H=7.840, P=0.098). The urea levels at 3 h, 6 h, 9 h after brain death were all higher than that of be-
fore brain death, and the differences all had statistical significance (Pall< 0.05). The creatinine (Cr) levels at
6h, 9h after brain death were all higher than that of before brain death, and the differences all had statistical
significance (Pall< 0.05). The concentration of IL.—8 was positively correlated with urea (r= 0.453, P=0.012),
but not correlated with Cr (r=0.209, P= 0.267). Conclusion Brain death induce plenty of IL-8 released,
and which can cause irreversible damage to the tissue cells and renal function. Therefore, the clinical measures
should be taken as soon as possible after brain death in order to reduce the organ inflammatory damage of dona-
tion after brain death.
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