Acta Universitatis Medicinalis Anhui 2018 Aug; 53( 8) * 1289 -

12018 -6 -22 17:52 - http: //kns. cnki. net/kems/detail /34. 1065. R. 20180621. 1453. 026. html

18

(LFABP) 74.79 45% 95% ; LFABP
18(1L48) (AKD) 9. 68 95% 75% ;1148
o 95.71 85% 80% - IL18
AKI (n =30) . LFABP AKI
(n=30),
(NGAL) I : ; 18
18.LFABP. (sCr) C(CysC) R 692
ROC 5 AKI A 1000 — 1492(2018)08 - 1289 - 05
NGAL- L-FABP. IL48. Cys-C doiz10. 19405 /j. enki. issn1000 — 1492.2018. 08. 026
sCr (P<0.05). AKI
sCr.L-FABP.IL48 ROC (acute kidney injury AKI)
0.757(95% CI:0.564 ~0.913).0.905 (95% CI:0. 822 ~ AKI
0.985) . 0.880(95% CI:0.723 ~0.947) . sCr AKI
i AKI
2018 ~03 -08 (serum creatinine sCr)
(  :150192)
610100 N -8 (interleukin48 1L48)
. F-mail : yukkkk123 (liver—typefatty acid binding proteins L—
@163. com FABP) sCr AKI

The association study between the susceptible loci

in Caucasians and Chinese Han population
Gao Min Zhang Min Zheng Xiaodong et al
(Dept of Dermatology The First Affiliated Hospital of Anhui Medical University Hefei 230022)

Abstract Objective To investigate the correlation between the susceptibility genes of vitiligo in the Caucasus and
the incidence of vitiligo in Chinese Han population. Methods The eight susceptible loci of five genes PTPN22
RERE GZMB C1QTNF6 and UBASH3A were genotyping in 1 977 patients with vitiligo and 2 024 healthy con-
trols. Plink 1. 07 and SPSS 16. 0 software were used for statistical analysis. Results (1) There was no significant
correlation of the eight SNPs between the case and the control groups(P >0.05). (2 The stratified analysis showed
that the genotype frequency of rs8192917 was different in the patients with family history (P =0. 008) ; Allele fre—
quencies of rs4908760 at SNP locus were different in vitiligo patients with family history and without family history
(P =0.024) but no difference was found after correction. Conclusion There is no significant correlation be—
tween the susceptibility loci of PTPN22 RERE GZMB C1QTNF6 and UBASH3A in the Caucasian population
and those in Chinese Han vitiligo population indicating that there is a large genetic heterogeneity in the different
populations.
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2
(n=30) (n=30) 1% P
NGAL(ng/ml x +5) 4.04 +0.78 12.66 +8.92 -5.27 <0.001
LFABP(pg/ml x +5) 8.63 +0.85 11.32 +1.56 -8.29 <0.001
IL48(ng/L x %5) 74.23 +58.12 130.34 +77.31 -3.18 0.002
CysC(mg/L x +5) 0.88 £0.26 1.12 £0.39 -2.80 0.007
sCr(pmol /L x %) 70.23 +14.21 86.51 +11.36 -4.90 <0.001
ChildPugh 0.669 0.761
A 9 8
B 9 12
C 12 10
MELD (n) 0.102 0.950
5~6 8 9
7~9 12 11
=10 10 10
3 Logistic
B SE Wald P OR 95% CI
NGAL(ng/ml) 0.210 0.654 3.642 0.056 1.234 0.342 ~4.446
L-FABP(ng/ml) 1.241 0.542 7.012 0.016 3.458 1.195 ~10. 004
sCr(wmol /L) 0.857 0.325 4.125 0.042 2.357 1.247 ~4.457
IL48(ng/L) 1.198 0.215 4.689 0.022 3.315 2.175 ~5.052
Cys-C(mg/L) 0.303 0.845 0.127 0.062 1.354 0.258 ~7.094
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Diagnostic value of hepatic fatty acid binding protein compared with
interleukin 18 in decompensated cirrhosis patients

with acute Kidney injury
Kang Xiaozheng Zhao Yong Le Lei et al
(Sichuan Academy of Medical Sciences Sichuan Provincial Peoples Hospital Chengdu 610100)

Abstract Objective To investigate the clinical value of hepatic fatty acid binding protein (L4ABP) and inter—
leukin 18 (IL-8) in the diagnosis of acute renal injury in decompensated cirrhosis patients. Methods The pa—
tients with liver cirrhosis treated were enrolled in the study. Patients who were diagnosed as AKI were enrolled in
the observation group(n =30) and the age gender and severity of the disease matched the observation group as
the control group(n =30). The levels of eutrophil gelatinase-associated lipocalin(NGAL) 1148 L4ABP serum
creatinine (sCr) and serum cystatin C (CysC) in two groups were analyzed. The specificity and sensitivity of five
biochemical indexes in the diagnosis of AKI was measured by ROC curve. Results The levels of NGAL L-+ABP
IL-18 Cys-C and sCr in the observation group were higher in the control group the difference was statistical signif—
icance (P <0.05). The areas under the ROC curve of AKI serological markers sCr L+ABP and IL48 were
0.757(95% CI:0. 564 ~0.913) 0.905(95% CI:0. 822 ~0.985) 0.880(95% CI:0.723 ~0.947). Conclusion
Compared with IL48 L-4ABP is of great clinical significance in the diagnosis of decompensated cirrhosis with
AKI  worthy of clinical promotion.
Key words acute kidney injury; hepatic fatty acid binding protein; interleukin 18



