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Value of measuring uKIM, IL-6 and T—cell subsets in sepsis patients with acute kidney injury
YANG Hong—wei, NIU Wen—yan

(Department of Immunology, Tianjin Medical University, Tianjin 300070, China)

Abstract O bjective: To analyze the relationship among the expression levels of kidney injury molecule -1 (KIM -1), creatinine,
interleukin—6,and T—cell subsets in patients with acute kidney injury (AKI) induced by sepsis. Methods: Sixty—nine patients with sepsis
admitted to ICU were divided into non-AKI group(n =30) and AKI group(n =39). Thirsty healthy people were also enrolled as healthy control
group. The serum creatinine,uKIM, IL—-6, T —cell subsets and acute physiology and chronic health evaluation (APACHE II) score were
compared between 2 group, and the correlations among them were analyzed . Results: The blood level of creatinine, KIM and IL-6 were
significantly higher in AKI group than those in non—AKI group. In AKI group, the CD;'T, CD,'T, CD;*T and CD,*T/CD;'T were significantly
lower than those in non—AKI group. The differences were significantly different between the patients in the two groups. Conclusion: The
blood level of KIM and I1.-6 and the changes of T—cell subsets could be used to evaluate the degree of the disease and its prognosis. uKIM is
more affected than creatinine.
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A (AE AKL41), Hid AKT 41585 39 fi], 55 22
], 2 17 6], SEEAERR (51.1218.2) % 5 AKT 413
30 M4, 55 15 49, 2 15 B3], -3 4FE108 (50.6+18.6) %4 5 )
AMNERER AT TSR KL 30 B4 R Xt R4, 55
15 91, 2 15 1], 4R (51.0218.7) % . i HBEHA
BHE 24 h WAYIGIRGORL, #4T APACHE 11¥45
1.2 AAARE MEHEZWIAR Y 2012 4775
e 5 MR S v 7 [ BRds B 12 Wi ifER); AKT
LWRES % 2012 019 AKLIZWikRIAES: (1)48 hiA
sCr FHE st 26.5 pwmol/L; (2)sCr ThE =34 1.5 1%,
(3)JRH<0.5 mL/(kg-h), HFFEE 6 h DAL, FEZE LT
{2 SCH BN 3 4N H I sCr FefRME, AR
HI sCr A, LAfRT A0 WS JR 9% g £ (MDRD ) 28 X PE Al
GRF BYHRARAE 75 mL/(min+1.73 m?) A FEAHHE
1.3 HektrE AEBAETFARBRSTHRBAHRE .
LR IWIE MRS B IR AIAYTRTAE S 1CU . 2 WA
ol AT BEAT B /IR A8 RIS 4R I A AR L I
9o FHAR BB R LME B B RIAYT 3 d LA R
14 AFAREREMNFx BEAFG 0.6.24,
48 h RAEF KN 4 45, RIS B OB E Th BOR 5 mL,
2 000 r/min, 5.0 10 min, BB, T-20 CIR- T
FHVE 1722 DPC immulite 1000 1k2% & 653 B
AR e AR A A S 2 AR 24 h 1lis 1L-65 R H
D1 52 i JR A FCS500 MPL 375 20 40 B S J% it 25 3t 5
K g AR 24 h IfLHE T REL 48 CD3*T .CD4'T
1 CDS'T H 4y kb & CD4*T/ CDS'T Hofl ; KL R
R&D A )i &4 uKIM . ELISA ¥, SUNRISE i}
FRASGIEATREIN ;SR DL 52 & DXC-800 % it £ 7
Kl sCro

fa RN B R AL 25 JE R DK UM A R PR 5 mL, 2R
5 BBV R R SR A TR . DA
iR U 5 A
1.5 %t od R SPSS13.0 G844
T R R R xas Fom ;s ZAH AR R R
R FHBA N 25 22508, P<0.05 R 25 5 HoA G it
= X5 R Pearson A/ M PEMN TL-6 .uKIM-1 5
APACHE I ¥F43 FAH &
2 #£R
2.1 3 Fas S MR 0T E 3 HIAER S
PNk g, 25 8T8 2R (P >0.05) .
2.2 AKI 28 .3F AKI 2855 % B2 20 B35 A AL mlH Ao ]
R 3 HARIZ R, sCr Rzl 25 S 40 (8] 22
SIG I FE XL (P>0.05) ; AKI 41 AE AKI 4] uKIM
R g Wy TP A B2 R WA 528 X
(P#5<0.05), H AKI 459 AKI 4 b2 55058

HEEE (P >0.05)., W 1,

F1 AKIA.3F AKI 53 RAEIEIREMER TR LR (x2s )
Tab 1 Comparison of the baseline data among the groups of AKI,
non—AKI and healthy control(x:s )

ZH 5] 1%k sCr/( umol/L) uKIM/(pg/ml)
AKI 21 39 75.2417.3 21.4+4.4
4k AKI 41 30 73.4+16.1 20.5+7.1

X HEZH 20 65.4+10.3 7.220.1

F - -1.57 -6.51

P - >0.05 <0.01

2.3 AKI #8153k AKI 28R ) B 6] 5 7 sCr 46
LER G LSRN ] s 228 LU A, B AKT 20
IE AKI 41 24 (48 h sCr IS5 R 2R HA G4
SCAMP ¥<0.05) , R ivf 18] s 1A LU AL Joge it
%5 (PI>0.05), W2,

®2 AKIAS3E AKIATERERMF sCr il 25 RALLE

(x5, pmol/L)
Tab 2 Comparison of sCr at different times between AKI group and

non—-AKI group(xzs, umol/L )
215 n 0h 6h 24 h 48 h

JEAKI4L 30  73.4+16.1 75.6+13.7 78.717.0  76.4+12.9
AKI 4 39 752+17.3 81.1x16.2 119.9+21.2% 141.6+24.1%*
t -1.57 -2.31 -8.31 -15.26
P >0.05 >0.05 <0.01 <0.01

X B oA B Gt eE i 3, $P<0.05; 53k AKT 41 i B 4t
2F R L, #P<0.05

2.4 AKI 415 3F AKI 487 F] B 18] & uKIM A& ) 25

Roagrbd PR ANIE I E] 2 L, AKL 4 54E

AKI 4 6.24 .48 h uKIM £ 45 5 22 53 B A 403t

2 AN (P 14<0.05),0 h 41 8] % 22 R 04 i

2 L(PHI>0.05), W3,

#&3 AKIA53E AKI AR R E & uKIM #6045 R LS
(x+s,pg/mL)

Tab 3 Comparison of uKIM at different times between AKI group
and non—AKI group(xzs,pg/mL)

2051 n 0h 6h 24 h 48 h
JEAKI4L 30 20.5+7.1% 22.4+9.8%  24.8+10.9%  26.6+11.3¢
AKIZH 39 21.424.4% 36.5£8.3%  49.2+10.1%  55.8+10.6%
! -1.51 -9.36 -14.39 -15.27
P >0.05 <0.001 <0.001 <0.001

555t R He A A S0 3, 4P<0.05;5 5AF AKT 41 Feis A 4ii
227 X, *P<0.05

2.5 AKI 45 3F AKI 28 % 4 A 1L-6 .uKIM 7K -F %
APACHE Il #F %4948 % M 57 AKI 4 3 1M 1L
6.6 h uKIM 7KF X APACHE Il #4328 i i T
AKI 4, Z 750043 X (P 1<0.05), W% 4,
#*5.
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2.6 AKI 28 3k AKI 2855 2 BB 489 ) oo T 2m B 0 5
Kl g Ry regr 3 AR, AT 40
ARSI, 20 0] 22 S XA Gei 2 5 (P 1<0.05) .
AKI 20 59F AKT 855, S CDy*T.CD,T
CDy'T 401 K2 CD,T/CDg*T B AR T X R 2H , AKT 2H
IMIETHE AKL A, 22 R A et (P 1<0.05).
W 6.

&4 IL-6 KR APACHE I 4> 918 X 17
Tab 4 Correlation between IL—6 and APACHE II

2H 5] F%  1L-6/(mg/ml)  APACHE Il ¥¥-43/43 r
JEAKIZH 23 117.38+12.94 10.69+5.42 0.629
AKI 20 39 163.04+23.60* 17.16+8.01% 0.746

*P<0.05
%5 uKIM KFE R APACHE I ¥E4> f94E X 17
Tab 5 Correlation between uKIM and APACHE II

2159 A% uKIM /(pg/mL)  APACHE Il ¥¥43/43 r

JEAKIH 23 22.449.8 10.69+5.42 0.793

AKI #H 39 36.5+8.3" 17.16+8.01% 0.852

#P <0.05

F 6 AKIZH.JF AKI AS5ERANEL 24 h T ZHA0TE BEFI R LE R EL 3R
(xXxs,%)

Tab 6 Constituent ratio of T—cell subsets after 24 hours among three

groups(x=s, % )

21 B CDT CD,T CD¢T  CDyT/CDg'T
JEAKIZH 23 63.6+4.6%  31.7£2.8% 22.843.1% 1.40.6*
AKIZH 39 43.7258%%  26.134.5% 173+42%¢  1.1+0.3%¢
XHRZH 20 69.52+10.1 66.75£6.2 35.01£10.2 1.950.4
F - -12.72 -19.21 -20.36 ~11.24

P - <0.01 <0.01 <0.01 <0.01

* L% R FLg P <0.05; & 5E AKT 41 b4 P<0.05
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Wk BRI A A AN I HEA R . FEIE R I
AP L AR (HR i A B S 5 A
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TR

AR AR WoR , MREEAE AKT 41 4F AKI 41
KRB 5T R R LA U5, sCr 4G 235 S 24 [] 22
SRG I FEE X (P>0.05) ;uKIM-1 K45 5 AKI
4 AR AKT 1358 T ad] H 2 R a G243 X
(P 1<0.05),AKI 21 54F AKI 4 He #5227 811+
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BE B IR RAFITEMAER
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ZH sCr K25 e THE AKT 41, 22 S 4 AT 5832
= (P ¥9<0.05) ;1M AKI 41 uKIM—-1 ¥eFE7E A
B¢ 6 h Jawis TR AKL 41, 2R EAS I FE X
(P4 <0.05),5 sCr 2l AKI a7 HE , uKIM-1 fiE
R AZ M EEAE 2 450 . APACHE Il P74
H A R L5 B 0F 0 e #5028 3 e 1 S s 1)
ik, AXEEHR SR uKIM-1 5 APACHE IT ¥4 2
1EAH 5% (r=0.793,0.852), i B uKIM—1 X 3P4k i 2
E AKT B 1 10 7™ E R R I e A T S

B WEAVE R 9 9 TR 77 A M fe 24 R ¥54E F ) E
WE AT RAE R T ICIERAS M Bt B s W AT
B, 1L-6 J&—FE KA, B Ref b AR &
i S N I 55 2 R AR DA AR R AR Iz B AR
YI2ERN o SCHRRIE -, B FEAE AR 1LY 11.-6 K
o I O™, TR S L TL-6 X2 Wi MeAEiE AT
Al MEEERE 05 A 58 = W BB RRE S o AR SIS
R IL-6 5 APACHE I iF 4 & IE M & (r=
0.629,0.746) , 1511 TL-6 XJ P4k R TEAE AKT 50
5% 14 7 B R T f A T A S

AR RPN MRBEAE 0 & A4 R R 5P
B PE I Re R UIAH G, MRERIE Se s Dh g ZZFLIF A& LA
TR A 0 3o B ST SN, T2 FH T 4 B 2
2S5 . MRERRE R SR e S8
AR S G S N R AR, 2B R DA T I B 400
SN P e AV 18 T8 R 7 PR A SR R AR ) 2 B
Hotchkiss 551 % BUAE T I 5508 A9 i B8 & 17 7E B
S PR TP O 200 B ITLAE , 99K 28 B (MBI L 2 PPk
EL 20 B R T B A, v ELUR T4 LA CDL AR LB
20 R RTRR 2 £0 Ay = 3K B 8 T 40 3 o s A g
4 i TG s 7 B AT A AR i DRI 53 0 S5 410 1) BTLAAR £ 928
B TfE . UL, 40l ok E 20 A0 T R A B Tk
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