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Abstract 
 
Hepatorenal syndrome HRS is functional renal failu-
re that is a result of hemodynamic abnormalities se-
condary to end stage liver disease and severe portal hy-
pertension Hepatorenal syndrome is characterized by
maximal peripheral vasodilation as well as markedly
increased renal vascular resistance Several humoral
systems have been implicated in the pathogenesis of HRS
activation of the renin angiotensin aldosterone system
sympathetic nervous system and antidiuretic hormone
vasopressin These biohumoral changes lead to a de-
creased glomerular filtration rate and oliguria reten-
tion of sodium and water and formation of ascites Asci-
tes is usually unresponsive to diuretics and dilutional
hyponatremia is almost always present  There are two
types of HRS Type HRS is a rapidly progressive
acute renal failure that is only diagnosed when the se-
rum creatinine increases more than from base-
line to a level greater than μmol L Type HRS
occurs in patients with refractory ascites and is charac-
terized by a stable or less progressive impairment in
renal function Thus the diagnosis is established by ex-
clusion of other causes of renal failure hypovolemia
shock parenchymal renal diseases and concomitant use
of nephrotoxic drugs  Diuretic induced renal failure is
most frequently due to intravascular volume depletion
that usually occurs as a result of an excessive diuretic
therapy The development of bacterial infections par-
ticulary spontaneous bacterial peritonitis SBP is the
most important risk factor for HRS HRS develops in
approximately of patients with SBP  The progno-
sis of HRS remains poor with an average median sur-
vival time of all HRS patients of approximately months  
The most effective method currently available for the
management of HRS is the administration of vasocon-
strictor drugs vasopressin analogues particularly terlipre-



 
 

 

 
ssin midodrin and noradrenalin The main effect of such
drug is a vasoconstriction of the extremely dilated splan-
chnic vascular bed and increasing arterial pressure Li-
ver transplantation is the treatment of choice for both
type and type HRS with survival rates of approxi-
mately in type HRS  
 
Key words liver cirrhosis renal failure hepatorenal syn-
drome ascites hyponatremia 
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Abstract 
 
Introduction Alcohol abuse is one of the preventable
causes for the occurrence of hypertension HTA It is
very difficult to recommend the safe amount of alcohol
per day although majority of national guidelines for
HTA recommend around grams ethanol day
Some surveys point out differences in HTA and effects
of alcohol use in different ethnic groups The aims of
our examinations were  
1. Comparison of the frequency of alcohol use in hy-

pertensive subjects in two ethnic groups in Mace-
donia Roma and Macedonian  

2. Comparison of the amount of alcohol use in hy-
pertensive Roma and Macedonian subjects  

3. To compare hypertensive target eye damage in sub-
jects of the two ethnic groups who consumed alcohol  

Methods We examined Roma patients with HTA and
an equivalent number of subjects from Macedonian na-
tionality with HTA served as controls We analyzed the
amount of consumed alcohol per day. We evaluated the
target eye damage (according to Keith-Wagener-Barker
categorisation in subjects who consumed alcohol  
Results A significantly larger number of hypertensive
controls used alcohol compared with the examined group
Also a significantly larger number of hypertensive pa-
tients in Roma group drank or more grams ethanol
day compared with Macedonian controls



 
 

 

 

 

Conclusions Alcohol use more than the recommend-
ded doses results in an increased risk of hypertension
in the Roma population It is a possible reason for early
development and more pronounced HTA occurrence
in the Roma ethnic group as well as for higher target
eye damage caused by hypertension  
 
Key words hypertension alcohol Roma population 
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Abstract 
 
Introduction. Lipoprotein (a) [Lp(a)] has been propo-
sed as a risk factor  for occurence and development of 
coronary atherosclerosis. [Lp(a)] is a complex particle, 
which share common properties with LDL, but it has a 
unique and specific apoprotein(a). The aim of the 
study was to investigate the correlation of Lp(a) levels 
and parameters of lipid status with development of CAD. 
Methods. A total of 120 CAD patients and 120 healthy 
subjects were included in the study. The plasma Lp(a), 
ApoB and ApoA levels were determined using DADE 
Behring immunonephelometric kits and lipid parame-
ters (total, HDL-, LDL-cholesterol, triglycerides) using 
standard enzymatic kits. 
Results. The Lp(a) levels were statistically significant-
ly increased in all CAD patients, compared to control 
subjects (p<0.008). The highest statistically significant 
Lp(a) level was found in patients with CABG (p<0.0002). 
Total cholesterol, LDL-cholesterol, ApoB and triglyceri-
des were statistically higher and ApoA and HDL cho-
lesterol lower in comparison with the control group. 
Spearmen’s test showed positive association between 
Lp(a) and LDL-cholesterol in patients with PCI. 
Conclusion. Lp(a) and parameters of lipid status are 
risk factors for development of CAD.     
 
Key words: lipoprotein(a), lipid status, coronary artery 
disease, healthy subjects 
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Abstract 
 
Introduction. In the past two decades several new the-
rapies, biological DMARDs (Disease Modifying Anti 
Rheumatic Drags), were introduced in the treatment of 
Rheumatoid arthritis (RA). The aim of the study was to 
determine the efficacy and safety of rituximab in adult 
patients with active RA with poor response to synthe-
tic DMARDs or TNF inhibitors.  
Methods. A total of 80 patients with active RA, treated at 
the University Rheumatology Clinic in Skopje, (8.75% 
men and 91.25% women with average age 52.7±9.3 years) 



 
 

 
were analyzed for efficacy and safety of rituximab. All 
patients received one therapeutic dose (two infusions 
of 1000 mg rituximab within 15 days), and 21 received 
two therapeutic doses. Patients were followed for 120 
weeks, on the 0, 12th, 24th, 48th, 72th, 96th and 120th week. 
The efficacy was measured with Disease Activity Sco-
re (DAS28), as well as with self-evaluation of the pa-
tient using the SF36 questionnaire (Short-form health 
survey with only 36 questions). Safety of the drug was 
analyzed by adverse events and standard laboratory tests.  
Results. The study was completed in 36.26% patients. 
The average time for the second therapeutic doses was 
63.8±19.0 weeks, which is much longer than the reco-
mmendations (it should be repeated within 24-48 
weeks). The average DAS28 was 4.8-6.6, which means 
that most of the patients were with medium to severe 
active disease. Efficacy was better in the first 6-9 
months of rituximab application. The average SF36 
ranked from 37.4 to 45.8, which means that patients were 
satisfied with their condition. The average values of SR 
(Sedimentation Rate) and CRP (C-reactive Protein) 
were higher, and hemoglobin in the blood was lower 
than normal. Side effects were registered in 14 cases, 
mostly mild infusion reactions. Serious side effects 
had 4 patients. In three of them rituximab therapy was 
discontinued.  
Conclusions. Rituximab showed a good safety profile 
in our study and side effects were solvable. Efficacy 
was the best within the first 6-9 months of application. 
The relatively high disease activity score in the group 
was probably a result of irregular reapplications of the 
drug, dependent on the limited availability of this ex-
pensive therapy.  
 
Key words: rheumatoid arthritis, therapy, rituximab, effi-
cacy, safety 
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Abstract 
 
Introduction. Several different studies concerning cer-
tain biomarkers as potential prognostic factors of pros-
tete cancer have been published in the last ten years. The 
aim of this study was to determine the association of 
HER-2 protein overexpression and the extraprostatic 
invasion, nodal status, Gleason grade and score in post 
radical prostatectomy specimens.  
Methods. The study included 43 patients who had un-
dergone radical prostatectomy. After the immunohisto-
chemical analysis of the specimens, they were divided 
in two groups: group 1, patients, with no HER-2 over-
expression and group 2, patients with HER-2 overex-
pression. The control group consisted of 43 patients with 
benign prostatic hyperplasia. In all of the patients the le-
vel of HER-2 expression was compared and associated 
with several parameters such as the Gleason grade and 
score, extraprostatic invasion and the nodal status accor-
ding to the TNM classification. The HER-2 expression 
on the post-operative specimens was detected using mo-
noclonal antibody Dako Herceptest. 
Results. HER-2 protein overexpression was detected in 8 
(18.6%) patients of the examined group. The analysis 
showed association between the HER-2 protein over-
expression and the extraprostatic invasion, the seminal 
vesicles infiltration, the capsular invasion, the presen-
ce of metastatic deposits in the regional lymph nodes, 
and the Gleason stage.  
Conclusions. The positive association between the HER-
2 protein overexpression and the extraprostatic invasion 
and the Gleason grade gives a possibility for promotion 
of a new prognostic biomarker and a new therapeutical 



 
 

 

 

 

approach in treatment and therapy of the end-stage, hor-
mone refractory, prostate carcinoma.  
 
Key words: prostate carcinoma, HER-2 protein, extra-
prostatic invasion, Gleason score, prognostic factor 
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Abstract 
 
Introduction:  Bladder carcinoma is the most frequent 
malignant uroepithelial neoplasm.  The most important 
factor in reducing the mortality rate of the disease is 
rapid and timely diagnosis and determination of the 
pathological stage and operability of the bladder 
cancer. The aim of this study was to determine the 
diagnostic accuracy in determining the invasiveness of 
bladder cancer using multislice computed tomography 
(CT) compared with histopathological findings.  
Methods: The study included 57 patients, aged 
between 42 and 85 years presenting with a main 
clinical symptom - painless macro hematuria. Multi-
slice CT, with precisely defined protocol, was applied 
in all patients. The results were compared to those of 
conventional cystoscopy.  Biopsy of the samples 
detected bladder carcinoma. 



 
 

 
 Results: Tested differences in determining TNM 
staging of bladder tumors by CT and pathologically 
specified, were statistically significant for the level of 
significance of p <0.05, although the global accuracy 
of the method for penetration into surrounding organs 
was high. The accuracy of computed tomography as a 
diagnostic method in detecting local lymphadenopathy 
was 63%, and global accuracy of the method, in terms 
of penetration of the tumor change out of the contours 
of the bladder was 81%. The sensitivity of CT as a 
diagnostic method in the diagnosis of local lymph-
adenopathy was low (36.4%). Specificity or accuracy 
of the negative findings of CT (patients without local 
lymphadenopathy) was 85%. PPV was 67% and NPV 
was 61%. CT revealed changes in terms of distant 
metastases in the liver-1, adrenal gland -2, upper 
urinary tract - 2, uterus -1, prostate -1, skeleton - 2, the 
lungs-1, and increased retroperitoneal lymphoglandu-
lar bodies in 3 subjects. 
Conclusion: Mutislice CT is an important radiological 
method for rapid diagnosis and evaluation of bladder 
cancer staging. However, there is a certain inferiority 
and difficulty in detecting metastatic deposits in 
regional lymph nodes. It is also difficult to determine 
the depth of tumor invasion into the bladder wall 
compared with the results obtained pathologically. 
 
Key words multislice computed tomography bladder
carcinoma patohistological finding 
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Abstract 
 
Introduction.  Pin tract infections are among the most 
common complications associated with external fixa-
tion. They are often demonstrated as a superficial or 
deeper infection on the treated segment. Most of them 
respond well to local pin care and oral antibiotics. The 
aim of this study is to evaluate the influence of seg-
mental distribution on the incidence of pin tract infec-
tions in patients treated by the method of Ilizarov. 
Methods. The analysis was made on the results of 26 
patients treated by the method of Ilizarov at the Clinic 
for Orthopaedic Surgery in Skopje from 2006 to 2011. 
26 segments were analyzed from point of view of pin 
tract infections from which 14 lower legs (53,85%), 5 
thighs (19,24%), 3 arms (11,54%), 2 knee joints (7,69%) 
and 2 talocrural joints (7,69%). No half-pins but only 
wires have been used. Pin tract infections were graded 
using the Saleh-Scott classification system. 
Results. In the group of analyzed lower legs, 8 of 14 
patients (57,14%) or 26 of 244 sites present infection 
signs (10,66%). In the group of analyzed thighs, 3 of 5 
patients show pin tract infection signs (60%), or 16 of 
66 sites. (24,24%). All the arms present pin tract infec-
tion, or 13 from 36 pin sites. (36,11%). In the two ana-
lyzed knee joints the infected sites are presented by 
14,28%, whereas in the two talocrural joints infection is 
determined with 3,57%.  
Conclusion. Although differences in incidence of pin 
tract infections in different segments were detected, most 
pin tract infections were mild and successfully mana-
ged by local treatment and administration of oral antibio-



 
 

 
tics only. There was neither change in the method of sta-
bilization, nor removal of a wire due to prolonged infection. 
 
Key words: pin tract infection, incidence, Ilizarov method 
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Abstract 
 
Introduction. Hip dislocation following implantation
of total endoprosthesis is a serious complication which
increases patient’s morbidity and prolongs the period
of his rehabilitation  The aim of this study is to
determine the incidence of hip dislocation after
surgical implantation of total hip endoprosthesis  
Methods. The analysis has been made on patients
surgically treated by an implantation of total hip endo-
prosthesis on the Clinic for orthopaedic surgery in Skop-
je for a time period from till The diagnosis
of dislocation of the hips was made by clinical and ra-
diographic method The treatment of the dislocations of
previously operated hips involved either closed reduc-
tion combined with immobilization or open reduction with
or without replacement of one or two components with co-
rrection in the primary position and stability of the implant  
Results.The total number of patients with hip disloca-
tion after primary implantation of total hip prosthesis
was Two of the patients out of the whole num-
ber of were treated by means of closed
reduction of the hip fluoroscopically controlled and
plaster cast immobilization followed in a period of
weeks In patients an open reduction with
immobilization was performed whereas in three patients

replacement of elements of the endoprosthesis
including a reorientation of the acetabular component
was mandatory  



 
 

 
Conclusions. The most frequent reasons for hip dislo-
cation are inappropriate position of acetabular and or
femoral component of the prosthesis surgical approach
previously performed surgery on the hip an inefficient
muscle strength around the hip as well as the experience
and surgical skill of the orthopaedic surgeon  
Key words Hip dislocation total hip endoprosthesis 
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Abstract  
 
Introduction Endoscopic placement of an intragastric
balloon presents an option directed to weight loss in pa-
tients in whom diets and attempts of lifestyle changes
have failed to reduce body over weight Endoscopic
treatment of obesity with intragastric balloon placement
has so far to the best of our knowledge not been offered
to patients in Macedonia The aim of our present study
was to investigate the effectiveness the safety and the to-
lerability of intragastric balloon treatment in our patients  
Methods Seven patients with a body mass index BMI

kg m resistant to prior weight loss treatment were
enrolled in our study In all patients prior to intragas-
tric balloon placement medical and weight histories were
obtained and GI contraindications ruled out During the
treatment period patients were followed for complica-
tions and tolerability of the procedure After month
treatment and removal of the balloon data for weight
loss and BMI changes were collected  
Results The mean BMI prior to endoscopic treatment
was kg m During month treatment patients lost
an average of kg and the mean BMI decreased to

kg m Procedure related complications or balloon
deflation were not registered Except of one patient who
reported nausea and abdominal cramps all other patients
described the tolerability as good  
Conclusions In obese patients who have tried many
diets and weight loss programmes without success the
month intragastric ballon treatment resulted in an ave-
rage weight loss of kg The procedure appeared safe
and was well tolerated by most patients Further studies
are required to assess long term effects of intragastric ba-
lloon treatment in our patients  
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Abstract 
 
Introduction Awareness during anesthesia is a rare but
significant complication with potentially devastating
psychological consequences The causes of intra opera-
tive awareness are still unclear but it is supposed that is
multi factorial As a contributing factor commonly is
induced the use of adrenergic blockers and ACE
inhibitors  
Case report An years old women was hospitalized
at the Clinic for Maxillofacial surgery in Skopje for ope-
ration of the cyst of the maxillary sinus In the preope-
rative clinical assessment was established that patient
had medical history of hypertension on therapy with
blockers and ACE inhibitors Preoperative and intrao-
perative course was without significant hemodinami-
cally changes but after extubation patient recall whole
procedure She develops posttraumatic stress disorder  
Conclusion Despite precautions and good technique
some cases of awareness will still occur It may not be
possible to prevent every case of awareness from happe-
ning but it is possible to identify high risk cases and mo-
dify anaesthetic technique accordingly The patient should
receive adequate psychological support afterwards not
only in the form of a regular visit by the anaesthetist but with
the referral for counselling or psychotherapy if necessary  
 
Key words: awareness, anesthesia, -adrenergic blockers 
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