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 From inflammatory, deleted gall-bladder wall of people who are sick with phlegmonous 

cholecystitis after laparatomy cholecystectomy by method of acetous extraction there 

were liberated 3 peptide factors. There was studied the influence of 15-day 

intramuscular injection of the third peptide factor onto hemostasis during the 

experiment on rabbits. There was shown that the third layer (fraction) of acute 
phlegmonous cholecystitis is most approximate by molecular mass to fibrinogenous of 

people who are sick with acute cholecystitis. Storing and circulation of the third peptide 

factor liberated from phlegmonous gall-bladder wall in the blood, 
modulates hyperfibrinogenemia, which is the most accurate laboratorial prognostic 

index of degree evaluation of inflammatory destruction of gall-bladder wall. 
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INTRODUCTION 

 

 In the middle of 1980s of relic of the past, there was proved the presence of specific information molecule 

in the cells of the humans’ and animals’ bodies, which at first had the name of “tetins” [1-2]. Then in physiology 

there was articulated the model about new peptide class regulators – about cytomedines [3-4]. This word was 

formed from the words “cytos” – the cell and from the word “mediator”. Nowadays, it is thought that 

cytomedines sends the specified information [5-6] which is written with the help of sequence code of amino 

acids [7-8]. The biggest effect cytomedines have on the organ, from which they are liberated [9-11]. 

 At the moment cytomedines are liberated from thymus gland [12], bursa of Fabricius [13], spleen [14] 

placenta [15], heart [16], stomach [17], liver [18], lungs [19], bronchial mucosa [20], bone [21], the bladder 

mucosa [22], erythrocytes [23], retinal [24], brain [25] and of other organs and tissues . 

 We believe it is necessary to emphasize that all these bioregulatory peptides are liberated from organs of 

healthy animals. Naturally, the question arises, whether in pathological conditions, during diseases the transfer 

of information from one cell to another cell performs the same bioregulatory peptides or the new one can form, 

which is specific for each pathology bioregulatory peptides. In the regulation of gallbladder there involved 

gastrin [26], cholecystokini-pancreozymin [27]. However, there is some information in the available literature 

that in the wall of an inflamed gallbladder, uterine [28-29] there are specific bioregulatory peptides that can 

affect hemostasis, on the mass content of sex hormones, on the morphology and function of the uterus, tubes and 

ovaries . 

 The aim of our study was the liberation of specific peptides by bioregulatory acetate extraction from the 

wall of the inflamed gallbladder removal of the patients who are sick with acute cholecystitis abscess and the 

study of their effects on hemostasis on experimental rabbits.  

 

MATERIALS AND METHODS 

 

Technique for separation of peptide fractions:  

 Carefully removed gallbladders from 130 women were washed from the mucus, blood clots and fibrin 

deposits and stored in a freezer at temperature (t) - 20°C. Frozen gallbladder wall washed in cold water and then 

homogenized . The resulting mass in porcelain mortar and pestle porcelain with finely comminuted glass was 

homogenized. The resulting raw material was charged into a glass reactor with a 3% solution of acetic acid at 

http://www.multitran.ru/c/m.exe?t=2573362_1_2&s1=%EE%F1%F2%F0%FB%E9%20%F5%EE%EB%E5%F6%E8%F1%F2%E8%F2
http://www.multitran.ru/c/m.exe?t=291592_1_2&s1=%F5%EE%EB%E5%F6%E8%F1%F2%FD%EA%F2%EE%EC%E8%FF
http://www.multitran.ru/c/m.exe?t=2600860_1_2&s1=%F4%EB%E5%E3%EC%EE%ED%EE%E7%ED%FB%E9%20%F5%EE%EB%E5%F6%E8%F1%F2%E8%F2
http://www.multitran.ru/c/m.exe?t=2600860_1_2&s1=%F4%EB%E5%E3%EC%EE%ED%EE%E7%ED%FB%E9%20%F5%EE%EB%E5%F6%E8%F1%F2%E8%F2
http://www.multitran.ru/c/m.exe?t=2600860_1_2&s1=%F4%EB%E5%E3%EC%EE%ED%EE%E7%ED%FB%E9%20%F5%EE%EB%E5%F6%E8%F1%F2%E8%F2
http://www.multitran.ru/c/m.exe?t=2600860_1_2&s1=%F4%EB%E5%E3%EC%EE%ED%EE%E7%ED%FB%E9%20%F5%EE%EB%E5%F6%E8%F1%F2%E8%F2
http://www.multitran.ru/c/m.exe?t=4011162_1_2&s1=%F4%E8%E1%F0%E8%ED%EE%E3%E5%ED%ED%FB%E9
http://www.multitran.ru/c/m.exe?t=2589643_1_2&s1=%E3%E8%EF%E5%F0%F4%E8%E1%F0%E8%ED%EE%E3%E5%ED%E5%EC%E8%FF


304                                              Gulbubu Toktosunovna Kurmanbekova et al, 2014 

Advances in Environmental Biology, 8(10) June 2014, Pages: 303-308 

room temperature. The reactor contents were stirred with an electromagnetic stirrer regularly. One part of the 

resulting homogeneous mass of tissue was mixed with five parts of a solution of acetic acid. Extraction was 

carried out for 72 hours at room temperature with occasional stirring for 1 hour three times a day. In the end of a 

process, the extract was filtered through 8-10 layers of gauze and passed through ashless filter. Obtained 

opalescent color extract. Acetone, cooled in a thin stream under constant stirring, the filtered extract was slowly 

poured into a 1:5 (one part of extract, and 5 parts acetone). Sediment formation continued for at least 3 days at 

no higher t+10° C. The precipitate was filtered in vacuum through 2 layers of ashless filter paper and washed 3 

times with pure acetone. The resultant precipitate was subjected to vacuum drying (vacuum degree -2 atm at 

t+25° C). As a result, there were received 9 peptide fractions: from acute catarrhal -1 of phlegmonous -3, of 

gangrenous -1 and chronic calculus - 4. 

 In this paper we studied the effect on hemostasis of the third peptide fraction obtained from the gallbladder 

wall of patients who are sick with acute cholecystitis phlegmonous (OFXG3) after laparoscopic 

cholecystectomy. 

 The peptide fraction is administered intramuscularly to animals at a dose of 1 mg/kg body weight for 15 

days at 1 time a day. Before introducing a peptide fraction is then diluted in sterile physiological solution. As a 

control, 6 animals in the same volume injected sterile of  0.9 % sodium chloride solution in the same terms . 

Haemostatic system during animal experiments was surveyed to (background), the 15
th

 and on the 10
th

 , 20
th

 and 

30
th

 days after the intramuscular injection of fifteen blood obtained from the heart [30].  

 Methods of characterizing the vascular-platelet hemostasis: counting the number of platelets in platelet-rich 

plasma; platelet adhesion; aggregation of platelets.  

 Methods of characterizing the overall activity of the blood coagulation: a method of recording the whole 

blood coagulation on coagulation analyzer - H-334; whole blood clotting time in a siliconized and non- 

siliconized dish; plasma coagulability time; kaolin time plasma; kaolin cephalin clotting time; plasma tolerance 

to heparin (PTH); anticoagulation test (ACT).  

 Methods of characterizing the individual phases of blood coagulation: prothrombin time; thrombin time; 

clotting fibrinogen; antithrombin III (AT III), protamine sulfate test, ethanol test.  

 Methods of characterizing the fibrinolytic activity of blood: total euglobulin fibrinolysis; Hageman-

dependent euglobulin fibrinolysis. 

 The resulting material was processed by methods of variation statistics for Student's related and unrelated 

observations and calculated confidence score differences (P).  

 

RESULTS AND DISCUSSION 

 

 Intramuscular OFXG3 within 15 days in the blood taken from the heart of rabbits (table 1) decreased from 

367,8±10,4x10
9
/l to 166,0±8,05x10

9
/l (P<0.001), platelet count. Also, among these experimental animals with 

33,8±1,7% to 41,0±2,5% (P<0.01) increased adhesion and aggregation was suppressed, as evidenced by a 

lengthening of 22,0±0,7s to 31,0±3,3s (P<0.05) time aggregation of blood platelets. According to whole blood 

clotting time Lee-White, electrocoagulograph, ACT in blood taken from the heart of rabbits on the 15th day of 

administration fraction reverse-phase high performance liquid chromatography   identified multidirectional 

hyper-hypocoagulational changes in hemostasis. Whole blood clotting time in the non-siliconized with 5,1±0,53 

min.   to 1,4±0,08min. (P<0.001) and in siliconized tubes with 7,1±0,7min. to 1,5±0,08 min. (P<0.001) 

shortened. Hypercoagulation on electrocoagulogram manifested with shortening to 483,8±21,7s to 153,3±8,8s 

(P<0.001) and with the beginning of the period 720,1±21,9s to 433,0±17,3s to (P<0.001) period closure clotting. 

However, the duration of the period, on the contrary, to 253,0±2,8s up to 296,6±3,5s (P<0.01) lengthened. 

Increase from 2,6±0,5uel.u to 1,6±0,08uel.u (P<0.001), the electrical resistance of blood indicated that the 15-

day introduction reverse-phase high performance liquid chromatography fraction increases in blood taken from 

the heart, toughness. Recalcification time by more than a factor of 2 120.0±2.3s  to 60,3±3,8s (P<0.001) 

shortened, which also talked about hyper coagulation orientation in hemostasis. Upon activation of Hageman 

factor kaolin fibrin clot formation time with a 89,3±1,0s to 39,0±0,8s (P<0.001). Also, during the experimental 

conditions there were not detected violations of platelet coagulation activity. If we consider that the animals had 

severe thrombocytopenia with the activation of adhesion and 4 of the 10 animals were detected positive ethanol 

and protamine sulfate sample, we can say with confidence that the OFXG3 layer (fraction) in the heart's blood of 

rabbits during the 15-day of observation causes development of thrombus (TGS) syndrome. Moreover, in his 

hypercoagulable phase, as evidenced by the kaolin cephalin clotting time  (P<0.05) consumed most full 

functionally active platelets. This mosaic changes hemostasis must be accompanied hyperfibrinogenemia. 

However, the changes in its level on the 15
th

 day of administration OFXG3 layer (fractions) were not significant 

(P>0.2). This gives us the argument that peptide layer (fractions) obtained from patients who are sick with acute 

phlegmonous DGP OX after LCE, in its molecular weight close to fibrinogen and fibrinogen camouflage 

decreases resulting its move to microthread fibrin. This reasoning is confirmed with non-reliable 45,3±3,5s to 

40,3±2,1s (P>0.2) by decreasing the content of AT III. Also, note that the data on the ACT 6 min (P<0.001) for 

http://www.multitran.ru/c/m.exe?t=3899323_1_2&s1=%EE%E1%F0%E0%F9%E5%ED%ED%EE-%F4%E0%E7%ED%E0%FF%20%F5%F0%EE%EC%E0%F2%EE%E3%F0%E0%F4%E8%FF
http://www.multitran.ru/c/m.exe?t=3899323_1_2&s1=%EE%E1%F0%E0%F9%E5%ED%ED%EE-%F4%E0%E7%ED%E0%FF%20%F5%F0%EE%EC%E0%F2%EE%E3%F0%E0%F4%E8%FF
http://www.multitran.ru/c/m.exe?t=4618030_1_2&s1=%EA%E0%EE%EB%E8%ED-%EA%E5%F4%E0%EB%E8%ED%EE%E2%EE%E5%20%E2%F0%E5%EC%FF
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8 min (P<0.05) and at 10 min (P<0.01) showed a hypercoagulable state. Anticoagulant system in the blood is 

taken from the heart of rabbits on the 15-day of administration layer (fraction) OFXG3 was depressed. This 

truncation was shown to 48,0±1,1s to 24,0±1,6s (P<0.001) and thrombin time with a tendency to 9,3±0,3s to 

10,0±1,6s up with increasing content free heparin. Total euglobulin and Hageman -dependent fibrinolysis in 

these experimental animals was depressed.  

 
Table 1: Hemostasis of blood taken from the heart of rabbits  after a 15-day intramuscular injection of a peptide derived from the 

gallbladder wall of patients OFH after LCE (fraction - OFXG3). 

Indications Healthy animals 

(control) 

After infiltration of layer (fraction) 

OFXG3 

Platelet quantity ( x109/l) 367,8±10,4 166,0±8,0* 

Platelet adhesion (%) 33,8 ± 1,7 41,0 ± 2,5 * 

Platelet aggregation (s) 22,0 ± 0,7 31,0 ± 3,3 * 

Clotting time Lee-White ( min) in non- siliconized 

tube 

5,1 ± 0,53 1,4 ± 0,08 * 

 

in siliconized tube 7,1 ± 0,7 1,5 ± 0,08 * 

Starting clotting (s) 483,8 ± 21,7 153,3 ± 8,8 * 

Duration of blood clotting (s) 253,0 ± 2,8 296,6 ± 3,5 * 

Closing clotting (s) 720,1 ± 21,9 433,0 ± 17,3 * 

Blood viscosity (unit of activity) 2,6 ± 0,5 1,6 ± 0,08 * 

The density of blood (units of activity) 0,02 ± 0,5 0,02 ± 0,0 

Plasma recalcification time (s ) 120,0 ± 2,3 60,3 ± 3,8 * 

Plasma kaolin time (s) 89,3 ± 1,0 39,0 ± 0,8 * 

Kaolin cephalin time (s) 39,3 ± 1,2 25,0 ± 0,8 * 

 

ACT (s) 

for 6 min. 

20,0 ± 1,2 8,0 ± 0,3 * 

 

for 8 min. 11,0 ± 1,0 7,0 ± 0,3 * 

for 10 min. 7,1 ± 0,5 6,0 ± 0,3 * 

PTH (min.) 14,6 ± 1,1 4,6 ± 0,08 * 

Prothrombin time (s) 25,3 ± 1,2 25,2 ± 1,6 

Thrombin time (s) 48,0 ± 1,1 24,0 ± 1,6 * 

Free heparin (s) 9,3 ± 0,3 10,0 ± 1,6 

Antithrombin III (s) 45,3 ± 3,5 0,3 ± 2,1 

Fibrinogen (g/liter ) 1,9 ± 0,2 2,0 ± 0,1 

Total euglobulin fibrinolysis (min) 20,0 ± 0,0 420,0 ± 2,1 

Hageman-dependent fibrinolysis (min) 320,0 ± 0,0 319,6 ± 3,8 

Ethanol sample 10 (-) 4(+); 6 (-) 

Protamine sulfate sample 10(-) 4(+); 6 (-) 

Note. * P < 0.05 when compared to healthy animals.  

 

 10 days after the 15-day intramuscular experienced rabbit layer (fraction) OFXG3 (table 2) platelet count 

dramatically, with 367,8±10,4x10
9
/l to 151,6±3,5x10

9
/l (P<0.001) fell, but increased to 33,8±1,7% to 

35,0±1,4% (P<0.01) and their adhesion with a 22,0±0,7s to 40,0±0,7s (P<0.001) lengthens aggregation. In 

themselves these facts, in our opinion, indicate that thrombocytopenia due to consumption during intravascular 

coagulation functionally most full of blood platelets. These hemostasiogramm on the 25th day of the experiment 

indicate divergent shifts in hemostasis. If whole blood clotting time Lee-White with 5,1±0,5min. to 2,8±0,1min. 

(P<0.001) shortened non-siliconized and 7,1±0,7min. to 3,1±0,03min. (P<0.001) in siliconized tubes, the whole 

blood clotting when recording on electrocoagulograph showed no difference in electrocoagulogram test and 

control animals (periods beginning P>0.2, the length of P>0.2, closure P>0.2). Plasma recalcification time on 

the 10th day after the 15-day intramuscular peptide OFXG3 from 120,0±2,3s up to 98,5±1,07s (P<0.001) 

shortened, as well as with 89,3±1,0s to 54,5±1,1s (P<0.001), plasma kaolin time. That is the fact that this 

peptide OFXG3 term surveys do not inhibit the activity of Hageman factor. However, the coagulation effect of 

platelets was dramatically reduced, as kaolin cephalin clotting time lengthened from  39,3±1,2s to 51,8±0,3s 

(P<0.001). Shortening of clotting time with a 20,0±1,2s to 9,3±0,3s (P<0.001) for 6 min and a 11,0±1,0s to 

8,0±0,3c (P<0.05) for 8 min testified hypercoagulable. In general, assessing data of hemostasiogramm, we tend 

to believe that this period of rabbits in the experimental survey was hyper - TGS hyper-hypocoagulational phase 

syndrome. And its formation took place amid a sharp oppression of anticoagulant activity, as the level of free 

heparin sharply with 9,3±0,3s to 5,3±0,3s (P<0.05) fell, while shortening with multidirectional 48,0±1,1s to 

29,8±0,3s (P<0.001 ) and the lengthening of thrombin with a 25,3±1,2s to 35,5±0,1s (P<0.001), prothrombin 

time and increase from 14,6±0,7min. to 1,05±0,01min (P<0.001) PTH. Note that these changes proceeded in 

background of hemostasis significant (P<0.01) hyperfibrinogenemia.  

 On the 35
th

 day of the experiment on rabbits (table 3), which was introduced with a layer (fraction) OFXG3 

with 367,8±10,4x10
9
/l to 159,1±2,8x10

9
/l (P<0.001), platelet quantity fell, oppressed with 33,8±1,7% to 

40,3±0,7% (P<0.001) increased with the aggregation and 22,0±0,7s to 35,3±0,7s (P<0.001), the adhesion. 

Changes in blood clotting time Lee-White in non-siliconized (P<0.001 ) and siliconized (P<0.001 ) tubes 

http://www.multitran.ru/c/m.exe?t=5521961_1_2&s1=%EA%E0%EE%EB%E8%ED%EE%E2%EE%E5%20%E2%F0%E5%EC%FF
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showed hypercoagulable which was also registered during the recording of clotting on electrocoagulograph. 

According to the data of electrocoagulogram periods beginning from 483,8±21,7s to 131,3±7,1s (P<0.001), with 

a duration of 253,0±2,8s to 97,8±0,8s (P<0.001), graduating with a 720,1±21,9s to 212,5±12,0s (P<0.001) 

shortened. Up to  this period the data shortened  from 120,0±2,3s to 67,5±1,1s (P<0.001), plasma recalcification 

time, with a 89,3±1,0s to 23,3±0,7s (P<0.001) and kaolin with a 39,3±1,2s to 24,1±0,7s (P<0.001) kaolin 

cephalin clotting time. The processes of prothrombinase formation on the 20th day after the 15-day 

intramuscular peptide OFXG3 were accelerated. Time formation of plasmoid for 6 min with a 20,0±1,2s to 

9,0±0,35s (P<0.001) for 8 min with a 11,0±1,0s to 8,0±0,35s (P<0.001) and 10 min. with a 7,1±0,53s to 

6,0±0,35s (P<0.05) has been shortened. At the same time anticoagulant hemostasis was clearly depressed during 

this term survey since PTH with 14,6±0,7min to 2,0±0,01min. (P<0.001) increased, falling from 9,3±0,3s to 

2,8±0,3s (P<0.001) levels of free heparin, with a 48,0±1,1s to 27,0±0,3s (P<0.001) and thrombin time is 

shortened with a 25,3±1,2s to 28,3±0,7s (P<0.05) plasma prothrombin time lengthened. These shifts in 

hypercoagulable hemostasis are not detected on the background of significant changes of the fibrinogen (P>0.2) 

and activation 420,0±0,0min. to 181,6±3,5min. (P<0.001) and total euglobulin 320,0±0,0min. to 178,8±3,5min. 

(P<0.001) Hageman-dependent fibrinolysis. 

 
Table 2: Hemostasis of blood taken from the heart of rabbits on the 10th day after the 15-day intramuscular injection of a peptide derived 

from the patients’ gallbladder wall after OFH LCE (fraction - OFXG3). 

Indications Healthy animals 
(control) 

After infiltration of layer (fraction) 
OFXG3 

Platelet quantity ( x109/l) 367,8 ± 10,4 151,6 ± 3,5 * 

Platelet adhesion (%) 33,8 ± 1,7 35,0 ± 1,4 * 

Platelet aggregation (s) 22,0 ± 0,7 40,0 ± 0,7 * 

Clotting time Lee-White ( min) in non- siliconized 
tube 

5,1 ± 0,5 2,8 ± 0,1 * 
 

in siliconized tube 7,1 ± 0,7 3,1 ± 0,03 * 

Starting clotting (s) 483,8 ± 21,7 483,8 ± 21,7 

Duration of blood clotting (s) 253,0 ± 2,8 253,0 ± 2,8 

Closing clotting (s) 720,1 ± 21,9 720,1 ± 21,9 

Blood viscosity (unit of activity) 2,6 ± 0,5 2,6 ± 0,5 

The density of blood (units of activity) 0,02 ± 0,5 0,02 ± 0,0 

Plasma recalcification time (s) 120,0 ± 2,3 98,5 ± 1,1 * 

Plasma kaolin time (s) 89,3 ± 1,0 54,5 ± 1,1 * 

Kaolin cephalin time (s) 39,3 ± 1,2 51,8 ± 0,3 * 

ACT (s) 
for 6 min. 

20,0 ± 1,2 9,0 ± 0,3 * 

 

for 8 min. 11,0 ± 1,0 7,0 ± 0,3 

for 10 min. 7,1 ± 0,5 6,0 ± 0,3 * 

PTH ( min) 14,6 ± 1,1 1,05 ± 0,01 * 

Prothrombin time (s) 25,3 ± 1,2 35,5 ± 0,3 * 

Thrombin time (s) 48,0 ± 1,1 29,8 ± 1,6 * 

Free heparin (s) 9,3 ± 0,3 5,3 ± 0,3 * 

Fibrinogen (g/liter ) 1,9 ± 0,2 1,15 ± 0,01 * 

Ethanol sample 10 (-) 10 (-) 

Protamine sulfate sample 10 (-) 10 (-) 

Note . * P < 0.05 when compared to healthy animals.  

 

Conclusion: 

 Thus, removal of the inflamed gallbladder phlegmonous of patients who are sick with acute cholecystitis 

phlegmonous after laparoscopic cholecystectomy by acetic acid extraction there allocated 3 peptide layers 

(fraction). The third layers (faction) of acute cholecystitis abscess close to the molecular weight of fibrinogen in 

the blood of patients who are sick with acute cholecystitis phlegmonous and experimental rabbits. 

 Accumulation and circulation of the third fraction in the blood of experimental rabbits modulates 

hyperfibrinogenemia, being in patients with acute cholecystitis reliable predictor of laboratory assessment of 

inflammatory destruction of the gallbladder wall. 

 

Summary: 

 Thus, the 15-day intramuscular abscess of acute cholecystitis peptide revealed that the level of natural 

anticoagulant antithrombin III, fibrinogen and fibrinolytic activity of the blood are diagnostic and prognostic 

indicators to assess the degree of inflammatory destruction of the gallbladder wall.  

 
 

 

 

 

http://www.multitran.ru/c/m.exe?t=5521961_1_2&s1=%EA%E0%EE%EB%E8%ED%EE%E2%EE%E5%20%E2%F0%E5%EC%FF
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Table 3: Hemostasis of blood taken from the heart of rabbits on the 20th day after the 15-day intramuscular injection of a peptide derived 

from the gallbladder wall of patients  after OFH LCE (fraction - OFXG3) 

Indications Healthy animals 

(control) 

After infiltration of layer (fraction) 

OFXG3 

Platelet quantity ( x109/l) 367,8 ± 10,4 159,1 ± 2,8 * 

Platelet adhesion (%) 33,8 ± 1,7 40,3 ± 0,7 * 

Platelet aggregation (s) 22,0 ± 0,7 35,3 ± 0,7 * 

Clotting time Lee-White ( min) in non- siliconized tube 5,1 ± 0,5 2,0 ± 0,01 * 

 

in siliconized tube 7,1 ± 0,7 3,1 ± 0,03 * 

Starting clotting (s) 483,8 ± 21,7 131,3 ± 7,1 * 

Duration of blood clotting (s) 253,0 ± 2,8 97,8 ± 0,8 * 

Closure blood clotting (s) 720,1 ± 21,9 212,5 ± 12,0 * 

Blood viscosity (unit of activity) 2,6 ± 0,5 2,6 ± 0,0 

The density of blood (units of activity) 0,02 ± 0,0 0,02 ± 0,0 

Plasma recalcification time (s) 120,0 ± 2,3 67,5 ± 1,1 * 

Plasma kaolin time (s) 89,3 ± 1,0 23,3 ± 0,7 * 

Kaolin cephalin time (s) 39,3 ± 1,2 24,1 ± 0,7 * 

ACT (s) 

for 6 min. 

20,0 ± 1,2 9,0 ± 0,3 * 

 

for 8 min. 11,0 ± 1,0 8,0 ± 0,3 * 

for 10 min. 7,1 ± 0,5 6,0 ± 0,3 * 

PTH (min.) 14,6 ± 1,1 2,0 ± 0,01 * 

Prothrombin time (s) 25,3 ± 1,2 28,3 ± 0,7 * 

Thrombin time (s) 48,0 ± 1,1 27,0 ± 0,3 * 

Free heparin (s) 9,3 ± 0,3 2,8 ± 0,3 * 

Fibrinogen (g/liter ) 1,9 ± 0,2 1,6 ± 0,03 

Total euglobulin fibrinolysis (min) > 420,0 ± 0,0 181,6 ± 3,5 * 

Hageman-dependent fibrinolysis (min) 320,0 ± 0,0 178,8 ± 2,5 * 

Ethanol sample 10 (-) 10 (-) 

Protamine sulfate sample 10 (-) 10 (-) 

Note . * P < 0.05 when compared to healthy animals.  
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