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The change of plasma Apelin concentration in patients of abdominal infection with intra—abdominal
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[ Abstract] Objective To evaluate the change of plasma Apelin in patients of abdominal infection with
intra—abdominal hypertension (IAH) and the relationship between Apelin plasma concentration and intra—abdominal
pressure (IAP) . Methods According to the level of AP, 43 patients with intra—abdominal infection in department
of critical care medicine from July 2008 to May 2012 were divided into only intra—abdominal infection (OIN) group
(9 cases), IAH group (18 cases) and abdominal compartment syndrome (ACS) group (16 cases) ; 17 volunteers in the
corresponding period were enrolled as the healthy control group in the study. The levels of plasma Apelin, procalcitonin
(PCT), C-reactive protein (CRP), N-terminal pro—brain natriuretic peptide (NT-proBNP), platelet count (PLT),
white blood cell (WBC) count, blood lactate (Lac), plasma albumin (Alb), coagulation parameters, creatinine (Cr)
and IAP were monitored when the patients were admitted into intensive care unit (ICU) . According to whether the
patient was necessary to perform the abdominal decompression operation, the patients were divided into no operation
group (12 cases) and operation group (31 cases) . The blood was collected from the ulnar vein before operation and
1,3,5 days after operation. The concentrations of plasma Apelin were measured by radioimmunoassay (RIA) . The
correlation between the concentration of plasma Apelin and the level of TAP was evaluated. Results (D There
were no differences in sex and age in OIN, [AH and ACS group compared with the healthy control group
(all P>0.05) ; the CRP (mg/L.), PCT (ug/L), Lac (mmol/L.), Apelin (ng/L.), NT—proBNP (ng/L), prothrombin time
(PT, s), activated partial thromboplastin time (APTT, s), Cr (umol/L), IAP (mm Hg,1 mm Hg=0.133 kPa)in OIN,
IAH and ACS groups were significantly increased, especially in ACS group (CRP : 18.4+2.2 vs. 6.4+1.5, PCT :
1424+9.7vs.0.240.1, Lac : 2.3+0.8 vs.1.5+£ 0.6, Apelin : 148.3 +34.9 vs. 57.1 £28.3, NT-proBNP : 934.5 +320.3
vs. 596.7+240.7, PT : 19.7+9.1 vs. 13.6 0.5, APTT :58.2+29.7 vs. 33.6 8.4, Cr : 148.4+39.5vs. 77.9+21.3,
IAP :24.8+4.2 vs. 3.9+ 1.6, P<0.05 or P<<0.01) ; the levels of WBC were increased in OIN and IAH groups, but
the level was reduced in ACS group compared with that in the healthy control group (13.34+0.3,16.7+0.5,1.0+0.8
vs. 5.940.6, all P<0.01) ; the PLT ( X 10°/L) and plasma Alb (g/L) were reduced in OIN, IAH and ACS groups
compared with those in healthy control group, especially in ACS group (PLT :99.7+34.7 vs. 196.2+40.1, Alb :
24.8+10.3 vs. 39.1+11.4, both P<0.05) . @ Three days and 5 days after abdominal decompression operation,
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the level of plasma Apelin (ng/L) in operation group was significantly reduced compared with that of no operation

group, and the reduction was more prominent on the 3rd day after the operation (88.3+27.6 vs. 103.8429.1,

P<0.01).® The plasma Apelin concentration in patients of abdominal infection was significantly positively

correlated with the level of IAP (r=0.585, P<<0.05) .

Conclusions The level of plasma Apelin is elevated in

patients with intra—abdominal infection, especially prominent in patients with ACS, and after abdominal decompression

operation, its plasma level is lowered and positively correlated with the height of IAH, suggesting that Apelin might

be involved in the patho—physiological process in IAH and ACS on the basis of abdominal infection and have certain

clinical significance.
[Key words] Intra—abdominal infection ;
Apelin
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