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[Abstract] Objective To investigate the clinical significance and expression level of serum heparin—
binding protein (HBP) in patients with sepsis. Methods A prospective study was conducted. Ninety patients with
firm diagnosis of sepsis due to a variety of causes from February 2011 to April 2014 were admitted in Department
of Critical Care Medicine of Jiangsu Province Hospital of Traditional Chinese Medicine, and were divided into three
groups according to international guide for sepsis: general sepsis group (26 cases), severe sepsis group (29 cases) and
septic shock group (35 cases). In addition, according to clinical prognosis in 28 days, the patients were divided into
survival group (73 cases) and death group (17 cases). Another 30 age—matched healthy cases having passed physical
check—up were chosen as the healthy control group. The serum HBP level of patients in all groups was detected by
enzyme—linked immunosorbent assay (ELISA), and at the same time, blood procalcitonin (PCT), white blood cell count
(WBC), plasma lactic acid (Lac) and acute physiology and chronic health evaluation II (APACHE 1T ) score were also
determined. Results The HBP, PCT, WBC and Lac were significantly higher in three sepsis groups than those of
healthy control group. Furthermore, the degrees of increase in the above indexes in severe sepsis and septic shock groups
were more marked than those in general sepsis group [HBP (ug/L): 61.7 £ 12.5, 25.1 £4.9 vs. 24.4 +3.8; PCT (ug/L):
323+6.4, 31.5+5.7 vs. 25.5+3.9; WBC (x 10°/L): 30.8 +3.7, 28.1 4.2 vs. 15.6 +3.6; Lac (mmol/L): 11.6 + 3.7,
8.7+3.6 vs. 5.8+£3.8; all P < 0.05]. APACHE I scores were obviously higher in septic shock and severe sepsis
groups than the score in general sepsis group (22.0 + 6.8, 19.2 £ 7.1 vs. 12.4 £ 3.9, both P < 0.05). HBP was higher in
septic shock group than that in sepsis groups. There were no statistically significant differences in PCT, WBC, Lac, and
APACHE 1I scores between septic shock group and severe sepsis group (all P > 0.05). There were also no statistically
significant differences in HBP levels among the groups with different number of dysfunctional organs [HBP (ug/L) of
dysfunctional organ number 1, 2, 3, 4, 5 were 19.6 +7.9, 27.5+£5.3, 32.0 £ 3.6, 20.5 5.8, 24.8 + 4.1, respectively].
However, the serum level of HBP was obviously higher in death group than that in survival group (ug/L: 101.4 £ 16.2 vs.
273 +4.8,P<0.01). Conclusions The serum HBP is a good specific marker of sepsis that may predict the prognosis
of the patient early. There is no significant correlation between HBP level and the number of dysfunctional organs.
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ZERi45 (acute lung injury, ALL)
APERFIEA SRS
(acute respiratory distress syndrome , ARDS)
A K IE Hl A, (positive end—expiratory pressures, PEEP)
WG HLAH S PERT#5 43 (ventilator—induced lung injury, VILI)
1 RPN
(forced expiratory volume in 1 second, FEV,)
11 At - 52 20 B (alveolar type 1T epithelial cells, AEC 1)
2EO U (acute myocardial infarction, AMI)
2R T EBZEAAE (acute heart failure syndromes , AHFS)
2 BB AR
(percutaneous coronary intervention, PCI)
P 3R ALO (dilated cardiomyopathy, DCM)
JhictE AR S O R Il
(Pulse index continuous cardiac output, PiCCO)
18P0 J17 0 (chronic heart failure, CHF )
B B REMAK (B-type natriuretic peptide, BNP)
C— W R (C=reactive protein, CRP)
ST Bedfim AL UEEAE
(ST—elevation myocardial infarction, STEMI)
o - WBhE A (o —smooth muscle actin, o —SMA )
v — THZ (interferon-y , IFN-vy )
FIZH A T4 (white blood cell, WBC)
41 A % -6 (Interleukin-6, 11.-6)
FI4iL =% B4 (Leukotriene B4, LTB4)
N iR 2§ (alanine transaminase, ALT)
N (malondialdehyde , MDA)
WM E 7% (enteral nutrition, EN)

< iEE - 1EE - BRE -

SR ARG TE (—)

FRELUHE IE Rl
(continuous positive airway pressure, CPAP)
AL Yu: PAAZ YR I3 Z245E (infectious mononucleosis, TM)
R 2 i 2 14 B e
(low density lipoprotein cholesterol, LDL-C)
2B IhEE ( multiple organ failure, MOF)
Z i B IIRERR LR S AL
(multiple organ dysfunction syndrome, MODS)
HF #2546 8 H (heparin-binding protein, HBP)
1 TR O T
(high density lipoprotein—cholesterol, HDL-C.)
PR SR (Glasgow coma scale, GCS PF43)
KPR U P43 Glasgow outcome scale, GOS )
1%5% 7% N T —kB (nuclear factor—x B, NF-xB)
2T AR FR 5345 56 (red blood cell distribution width, RDW )
T AT 73 B 0035 Tt )
(activated partial thromboplastin time, APTT)
HILEF (ereatinine, Cr)
LRI it [\] T 1 ( creatine kinase MB, CK-MB)
FL [ 45 ) 25 FU Tl -9 (matrix metallopeptidase 9, MMP-9)
ZVERIE 2 Cacute pancreatitis AP)
P45 2% 5 (procalcitonin, PCT)
TEERBRINEE (arginine vasopressin, AVP)
B PR IRTY
(continuous renal replacement therapy, CRRT)
1844 555 (chronic renal failure, CRF)
P& VERH ZE VRt

(chronic obstructive pulmonary disease, COPD )



