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Abstract Objective: To evaluate the value of serum heparin binding protein(HBP) for predicting acute kid-
ney injury(AKI) in patients with sepsis. Methods: Using prospective research methods, a total of 152 patients
with sepsis who was admitted to our hospital from May 2019 to May 2021 were selected for the first time. AKI
occurred in 73 cases(AKI group) and 79 cases without AKI(no AKID) during hospitalization. Group). Serum HBP
levels of the two groups were compared, and the risk factors of AKI were screened by multivariate Logistic regres-
sion analysis. Results: Compared with non-AKI group, sequential organ failure assessment(SOFA) score. white
blood cell count, C-reactive protein(CRP), N-terminal pro-brain natriuretic peptide(NT-proBNP) and HBP level
were significantly higher, while glomerular filtration rate(GFR) was lower in AKI group(P <C0. 05). Logistic re-
gression analysis showed that SOFA score=4, NT-proBNP=>2565 ng/l. and HBP = 36. 5 pg/mL were independ-
ent risk factors for AKI(P <C0.05). Spearman test showed that HBP was positively correlated with the SOFA
score and NT-proBNP(P <0. 05). Receiver operating curve(ROC) showed that area under the curve (AUC) of
HBP predicting AKI was 0. 865, which was significantly higher than that of NT-proBNP(0. 644), while there was
no difference compared with the SOFA score(0. 877). Conclusion: Higher serum HBP indicates the increased risk
of AKI in patients with sepsis, which is an important potential quantitative indicator for early prediction of AKI.
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Predictive value of neutrophil/lymphocyte ratio for infection
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Abstract Objective: To investigate the predictive value of neutrophil/lymphocyte ratio(NLR) in peripheral

blood for ischemic stroke-related infection. Methods: The clinical data of 287 patients with ischemic stroke who
visited the Emergency Department of West China Hospital, Sichuan University from December 2017 to April 2019
were retrospectively analyzed by reviewing the electronic medical records and divided into infection group and non-
infection group according to whether they were infected within 7 days after the onset of ischemic stroke. Logistic
regression analysis was used to analyze the independent influencing factor of ischemic stroke infection. Results: A
total of 287 cases of ischemic stroke were included in this study. of which 78 cases had infection, accounting for
28%. The NLR value in the infected group(5.90 =+ 3.81) was significantly higher than that in the non-infected
group(3.1942. 02). The area under the ROC curve of NLR was 0. 734, which was significantly higher than other
traditional inflammatoryindicators(white blood cell count, absolute lymphocyte count, absolute neutrophil count
and A’DS?), and multivariate Logistic regression analysis showed that NLR was an independent influencing factor
of ischemic stroke infection(OR =1.397, 95% CI :1.254—1.557, P<C0.01). Conclusion: NLR can be used to
predict infection in patients with ischemic stroke, which is helpful for stratification of early infection in patients
with ischemic stroke at admission and guiding accurate clinical intervention.

ERAEFR w) EHFHEARA D (No:2020YFSOI54) ;W) K FABERFH ALK 135 TRBAFLZHALAR

(No:2020HXFH050)

"N RFEBERELH N RFLEBFRFR W KFREEF FOOLHR61004D

‘w ) K FEHERS )
BAEME A ZH KA . E-mail: gylzxy1993@163. com

[26] APAIA M. 278, % QRN FRE-6 LFRSE 2044,
TE A 5 RS 2 R I A R R 28 S O R I R B [28] Yang Y.Liu G,He Q,et al. A Promising Candidate:
fELT]. A 48 S e B e 2F 24 7, 2021, 31 (15) : 2327- Heparin-Binding Protein Steps onto the Stage of Sep-
2331. sis Prediction [ J]. J Immunol Res, 2019, 2019:
[27] ZfEm , R05 M. I R B e W0 3 RS K BUE 7515346.

WY E LT ] R 5 2%, 2019, 30(16) : 2041- K A5 B #1:2021-07-29)



