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ABSTRACT 

 Background: Cirrhosis is a late stage of progressive hepatic fibrosis. Up to fifty 

percent of patients with advanced cirrhosis have features of cardiac dysfunction. Many 

studies have been conducted on the association of cardiovascular disorders with hepatic 

cirrhosis. Aim of the work: This study aimed to evaluate cardiac functions and 

electrophysiologic changes in patients with liver cirrhosis. Patients and Methods: A 

cross-sectional study was conducted on 60 cirrhotic patients and twenty healthy controls. 

Patients were classified according to the Child-Pugh classification into three groups: 

Group I: 18 patients (Child's A); Group II: 22 patients (Child's B) and Group III: 20 

patients (Child's C). Patients and controls were submitted to full clinical assessment, 

abdominal ultrasonography, resting ECG, transthoracic echocardiography and laboratory 

investigations, including CBC, fasting blood sugar, serum creatinine, serum transaminases 

(ALT and AST), and other liver function tests. Results: Prolonged QTc interval was more 

frequent in LC patients, with higher mean QTc interval than in controls (460.458 ±18.142 

Vs. 417.8 ± 30.36, p <0.05) and significant difference between the LC subgroups i.e. more 

prolonged in advanced stages of cirrhosis; p < 0.05. There was a significant correlation 

between mean QTc interval and both serum albumin and serum total bilirubin in cirrhotic 

patients (r = - 0.9318, 0.333 respectively; p<0.05).  Left atrial and right ventricular 

diameters were higher in cirrhosis patients as compared with controls (p <0.05), with no 

significant difference between the LC subgroups. Left ventricular systolic and diastolic 

diameters, wall thickness, and ejection fraction were comparable between LC patients and 

controls, with no differences among the LC subgroups. On trans-mitral flow Doppler, E/A 

ratio was reduced while peak A-wave velocity was increased in LC patients as compared 

with controls (p<0.05), with non-significant difference between the LC subgroups. 

Conclusion: QT interval prolongation is a frequent finding in patients with hepatic 

cirrhosis as compared with non-cirrhotic subjects with slight biventricular diastolic 

dysfunction. 
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INTRODUCTION 

Cirrhosis is a late stage of progressive 

liver fibrosis marked by hepatic 

architecture distortion and regeneration 

nodules formation. (Friedman, 2008). 

Liver cirrhosis considered irreversible 

in its late stages, so specific treatment of 

the underlying cause of liver disease in 

earlier stages can improve or reverse 

cirrhosis (Bonis et al., 2001).  

Patients with hepatic cirrhosis are 

susceptible to several complications that 

can decrease their life expectancy. An 

autopsy series of subjects with cirrhosis 

described Cardiac enlargement and 

oedema of the cardiomyocyte in the 

absence of hypertension, coronary artery 

disease, or valve diseases (Lunset et al., 

1958). 

Large percent of patients with 

advanced liver cirrhosis identify features 

of cardiac dysfunction. The term 



Ibrahim Yassen et al  AAMJ ,VOL 13 , NO 4 , OCTOBER 2015 SUPPL-2 

 

363 | P a g e  

"cirrhotic cardiomyopathy" has been used 

to describe those patients who, in the 

absence of other known cardiac disease 

,are characterized by impaired diastolic 

relaxation, normal to increased cardiac 

output and resting contractility with 

electrophysiologic abnormalities, and a 

dull response to pharmacological, 

physiological or pathological stress. 

(Zardi et al., 2010). 

Cirrhosis from any cause can led to 

Cardiomyopathy, although alcoholic   

patients or patients having 

hemochromatosis may have further 

contributing factors to cardiac 

dysfunction (Milani et al., 2007). 

AIM OF THE WORK 

This study aimed to assess cardiac 

functions and electrophysiological 

changes in patients with hepatic cirrhosis. 

PATIENTS AND METHODS 

This cross-sectional study was 

conducted on 60 patients with liver 

cirrhosis and 20 apparently healthy 

subjects as a control group matched for 

age and sex with normal liver 

ultrasonography, normal liver function 

tests and negative hepatitis markers. The 

included patients aged between 18 to 60 

years, including males and females with 

documented liver cirrhosis (compensated 

or decompensated) who accepted to 

participate in the study and attended to 

the outpatient clinics or were admitted to 

Tropical Medicine Departments at Al-

Hussein and Sayed Galal University 

hospitals from September 2014 till March 

2015. 

Patients with  primary cardiac disease, 

hypertension , DM, dyslipidemia , thyroid 

disease,  acute or chronic kidney disease, 

malignancies,  alcohol intake, pregnancy, 

liver masses, hemoglobin less 10 gm/dl or 

taking any drug with harmful effects on  

the liver or cardiovascular system have 

been excluded. Subjects who refused to 

take part in the study or to sign the 

consent were also excluded. 

Details of the study were explained to 

the recruited patients and they were asked 

to sign a consent form before enrollment 

in the study. 

Patients with clinical presentations 

indicative of liver cirrhosis and normal 

control subjects were further subjected to 

full history taking, comprehensive 

physical examination and blood sampling 

for complete blood count, liver function 

tests, kidney function tests, lipid profile, 

and abdominal ultrasound.  

Diagnosis of Liver cirrhosis based on 

the findings of laboratory tests (low 

serum albumin, prolonged prothrombin 

time and low platelet count) and 

abdominal ultrasonography (irregularity 

of the liver surface, attenuation of hepatic 

veins, and course liver parenchyma.) 

 Patients were classified according to 

the Child-Pugh classification into three 

groups: Group I: 18 patients (child's A); 

Group II: 22 patients (Child's B) and 

Group III: 20 patients (Child's C). 

       Cardiac assessment was done by 

resting ECG and Echo-Doppler study. All 

echocardiographic measurements were 

done. M-mode, two-dimensional 

echocardiography and Doppler ultrasound 

studies (pulsed, continuous wave and 

color flow imaging) were made using a 

high resolution (ALT 5000 HDI) Toshiba 

Memo 30 scanner (Tokyo Japan) 

equipped with a 2.5 MHz transducer. 

With M-mode, the inter-ventricular 

septum thickness (IVST) and left 

ventricle posterior wall thicknesses 

(LVPWT) measurements were performed 

separately at diastole and systole and left 

ventricle end-diastolic (LVED) and left 

ventricle end-systolic (LVES) diameters 

were calculated. 

The left atrium size is measured from 

the view of the parasternal long axis at 
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end systole.  The left ventricular ejection 

fraction (LVEF%) was measured., Flow 

characteristics and mitral, tricuspid, aortic 

and pulmonary valves rates were assessed 

with Doppler echocardiography 

accompanied by electrocardiogram. 

Statistical Analysis: 

 Data was revised and analyzed 

using version 16 of SPSS software. 

Quantitative data was expressed as mean 

± standard deviation (SD). Qualitative 

data was expressed in terms of frequency 

and percentage.  Statistical analysis was 

performed using the unpaired t test, the 

Chi-square test, the ANOVA test and 

correlation test.  The P-value was 

considered statistically significant at less 

than 0.05 and highly significant at less 

than 0.001  

 

 

RESULTS 
Table (1): Demographic data of the studied groups. 

Variables 
Control 
(N=20) 

Group I 

(N=18) 
Group II 

(N=22) 
Group 

III(N=20) 
P value 

 Age (Year): Mean ± SD 49.54.00 48.84.87 49.95.36 48.33.53 > 0.05 

 
Gender: 

Men N (%) 

Women N (%) 

 

10 (50%) 

10 (50%) 

 

14 (77.8%) 

4 (22.2%) 

 

13 (59%) 

9 (41%) 

 

12 (60%) 

8 (40%) 

> 0.05 

       The age was comparable between the control group (49.5±4.00) and the patients' 

subgroups (48.8+4.87, 49.9±5.36 and 48.3±3.53; p > 0.05), females represented 50% of 

the control group and 35% of the patients’ group. There was no significant difference 

between groups regarding to demographic criteria (Table 1). 
Table (2): Comparison between control and patients regarding to laboratory investigation. 

Laboratory 

Investigations 

Control (N = 20) Patients (N=60) 
P-value 

Mean ± SD Mean ± SD 

Hb (gm/dL) 12.75 ± 0.862 10.8 ± 1.927 <0.001 

Platelets (10
3
/ L) 219.5 ± 43.35 110.9 ± 99.23 <0.001 

S. Albumin (gm/dL) 4.01 ± 0.419 2.582 ± 0.65 <0.001 

S.T. Bil. (mg/dL) 0.828 ± 0.216 3.008 ± 2.306 <0.001 

PT (sec) 13.66 ± 0.198 17.9 ± 2.73 <0.001 

ALT (u/l) 24.45 ± 8.236 52.8 ± 22.75 <0.001 

AST (u/l) 24.55 ± 7.591 76.22 ± 48.92 <0.001 

      There was significant difference between patients and control regarding to Hb, 

platelets, S. Albumin, S. total. Bilirubin, PT, ALT and AST (Table 2). 
Table (3): Comparison between control and patients regarding to QTc interval. 

 
Control Patients 

P-value 
Mean ± SD Mean ± SD 

QTc (ms) 417.8 ± 30.36 460.458 ±18.142 <0.05 

      QTc interval was prolonged in the patients’ groups (460.458 ±18.142 ms) as compared 

with the control group (417.8 ±30 ms) with significant difference (P < 0.05) (Table 3). 
Table (4): Comparison between patients' subgroups and control group regarding to QTc Interval. 

 Control 
Group I (N = 18 

(30%) 

Group II (N=22 

(37%) 

Group III (N=20 

(33%) 

 Mean ± SD Mean ± SD Mean ± SD Mean ± SD 

QTc 417.8 ± 30.36 429.000± 31.418 P>0.05 461.133 ±43.437 P<0.05 468.242 ± 62.542 P<0.05 

         The difference in QTc duration was significant between groups II and III vs. controls 

(p <0.05) but did not reach statistical significance between group I and controls. (P>0.05) 

(Table 4).  
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Table (5): Comparison between patients' subgroups regarding QTc interval. 

 

Group I 

(N = 18) (30%) 

Group II 

(N=22) (37 %) 

Group III 

N= (20) (33%) P value 

Mean ± SD Mean ± SD Mean ± SD 

QTC 429.000 ±31.418 461.133±43.43 468.242 ± 62.542 < 0.05 

          Among the patients’ subgroups, there was a significant stepwise increase in QTc 

interval duration from group I to III (P < 0.05) (Table 5). 
Table (6): Correlation between QTc interval and multiple variables in cirrhotic patients. 

Variables 
QTC 

R P-value 

 Hb 0.083 0.528 

 Platelet 0.151 0.250 

 S. Albumin -0.9318 < 0.05 

 S.T.Bil. 0.333 0.009 

 PT 0.056 0.669 

 ALT -0.195 0.135 

|AST 0.230 0.077 

 PVD -0.219 0.092 

 Spleen -0.139 0.297 

          QTc interval duration correlated modestly with serum total bilirubin (r= 0.333, 

p=0.009); and strongly with serum albumin (r = - 0.93, p<0.05) (Table 6).  
Table (7): Comparison between control and patients regarding to echocardiographic findings. 

Echo 
Control N=20 Patients N=60 

P-value 
Mean ± SD Mean ± SD 

LAD (mm) 31.51 ± 2.716 35.29 ± 4.667 <0.05 

LA Area 18.97 ± 2.233 17.68 ± 7.904 >0.05 

RVDd (mm) 21.54 ± 2.023 25.79 ± 6.49 <0.05 

LVIDd (mm) 47.86 ± 5.331 49.07 ± 6.046 >0.05 

LVIDs (mm) 30.57 ± 3.414 29.77 ± 4.391 >0.05 

LVPWT (mm) 8.69 ± 1.187 9.033 ± 1.377 >0.05 

IVST (mm) 8.735 ± 1.135 9.185 ± 1.576 >0.05 

LVEF (%) 68.8 ± 3.665 68.84 ± 6.081 >0.05 

Peak E (cm/s) 84.07 ± 4.63 72.007 ± 12.305 <0.05 

Peak A (cm/s) 63.26 ± 8.99 77.642 ± 14.250 <0.05 

E:A ratio 1.28 ± 0.25 0.920 ± 0.238 <0.05 

DT 191.7 ± 19.945 174.586 ± 52.821 >0.05 

E/Em ■M12.9 l± 1.912 7.476 l± 3.547 <0.05 

TAPSE 2.89 ± 0.173 2.39 ± 0.675 <0.05 

RVSD ■M1.49 l± 0.247 1.81 l± 0.436 <0.05 

 IVST: interventricular septum thickness, PWT: posterior wall thickness, LVM: left 

ventricular mass, EDD: end diastolic dimension, ESD: end systolic dimension, EF: 

ejection fraction, LAD: left atrium dimension LA: left atrium, LVEDd: left ventricle end 

diastolic diameter, LVESd: left ventricle end systolic diameter, IVSDd: interventricular 

septal diameter in diastole, LVPWD: left ventricle posterior wall diameter in diastole, EF: 

Ejection fraction, FS: fractional shortening, RVDd : right ventricle diameter in diastole, E: 

peak trans mitral velocity reached in early diastole, A: peak trans mitral velocity after 

atrial contraction, E/A ratio: ratio of velocity of E wave to velocity of A wave of Doppler 

mitral valve inflow, TAPSE: tricuspid annular plane systolic excursion and DECT: 

deceleration time.  

           No significant difference was noted between cirrhosis patients and the control 
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group regarding to LV internal dimensions, wall thickness, or LVEF. On the other hand, 

LA anteroposterior-diameter, right ventricular basal diameter and systolic function (as 

estimated by TAPSE), and LV diastolic function parameters (including peak E velocity, 

peak A velocity, E/A ratio, and E/Em) differed significantly between the groups (Table 7). 
Table (8): Comparison between control and patients' subgroups regarding to echocardiographic 

findings. 

ECHO- Control Group I Group II Group III 
P Value     

Parameter Mean ± SD Mean ± SD Mean ± SD Mean ± SD 

LAD 31.51 ± 2.716 34.93 ± 5.805* 36.68 ± 4.75* 34.477 ± 4.125* < 0.05 

LA Area 19.64 ± 10.370 17.68 ± 3.969 17.68 ± 3.969 18.2 ± 4.065 > 0.05 

RVDd 21.54 ± 2.023 24.76 ± 5.489* 24.98 ± 5.802* 26.74 ± 6.592* < 0.05 

LVIDd 47.86 ± 5.331 51.07 ± 5.847 49.295 ± 6.481 48.257 ± 5.843 > 0.05 

LVIDs 30.57 ± 3.414 31.16 ± 2.819 30.165 ± 4.339 29.033 ± 4.805 > 0.05 

LVPWT 8.69 ± 1.187 9.17 ± 1.508 8.9 ± 1.13 9.077 ± 1.514 > 0.05 

IVST 8.735 ± 1.135 9.24 ± 1.501 9.205 ± 1.317 9.153 ± 1.794 > 0.05 

LVEF 68.8 ± 3.665 70.08 ± 3.706 67.47 ± 4.713 69.343 ± 7.372 > 0.05 

Peak E 84.07 ± 6.42 80.93 ± 4.63 76.08 ± 10.97* 60.98 ± 14.78* < 0.05 

Peak A 63.26 ± 8.99 68.04 ± 6.08* 80.56 ± 14.74* 85.97 ± 15.12* < 0.05 

E:A ratio 1.28 ± 0.25 1.17 ± 0.10* 0.92 ± 0.24* 0.71 ± 0.26* < 0.05 

DT 191.7 ± 19.945 188.2 ± 54.909 168 ± 38.65 150.3 ± 46.480 > 0.05 

E/Em  12.9 l± 1.912  8.94 ± 3.834 8.0 ± 4.356 6.02 ± 3.275 < 0.05 

TAPSE 2.89 ± 0.173 2.45 ± 0.741 2.33 ± 0.62* 2.1 ± 1.65* < 0.05 

RVSD 1.49 l± 0.247 1.72 ± 0.288 1.91 ± 0.541 1.90 ± 0.65 > 0.05 

 With deteriorating liver function in patients' subgroups (subgroup I through III) in 

comparison to the control group, LAD and RV diameter showed a stepwise increase while 

TAPSE showed a stepwise decrease with statistical significance difference (< 0.05) 

(Table 8).  
Table (9): Comparison between group I, II & III regarding to echocardiographic findings. 

ECHO- Group I N = 18 30% Group II N=24 37 % 
Group III 

N=20 33% P-value 

Parameter Mean ± SD Mean ± SD Mean ± SD 

LAD 34.93 ± 5.805 36.68 ± 4.75 34.477 ± 4.125 >0.05 

RVDd 24.76 ± 5.489 24.98 ± 5.802 26.74 ± 6.592 >0.05 

LVIDd 51.07 ± 5.847 49.295 ± 6.481 48.257 ± 5.843 >0.05 

LVIDs 31.16 ± 2.819 30.165 ± 4.339 29.033 ± 4.805 >0.05 

LVPWT 9.17 ± 1.508 8.9 ± 1.13 9.077 ± 1.514 >0.05 

IVST 9.24 ± 1.501 9.205 ± 1.317 9.153 ± 1.794 >0.05 

LVEF 70.08 ± 3.706 67.47 ± 4.713 69.343 ± 7.372 >0.05 

Peak E 80.93 ± 4.63 76.08 ± 10.97* 60.98 ± 14.78* < 0.05 

Peak A 68.04 ± 6.08* 80.56 ± 14.74* 85.97 ± 15.12* < 0.05 

E:A ratio 1.17 ± 0.10* 0.92 ± 0.24* 0.71 ± 0.26* < 0.05 

DT 188.2 ± 54.909 168 ± 38.65 150.3 ± 46.480 < 0.05 

E/Em 8.94 ± 3.834 8.0 ± 4.356 6.02 ± 3.275 < 0.05 

TAPSE 2.45 ± 0.741 2.33 ± 0.62 2.1 ± 1.65 >0.05 

RVSD 1.72 ± 0.288 1.91 ± 0.541 1.90 ± 0.65 >0.05 

            Both E/A ratio and E/Em showed a significant stepwise decrease across the 

cirrhosis subgroups (p< 0.05) (Table 9). 
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DISCUSSION 

Patients with advanced liver cirrhosis 

show signs of hyperdynamic circulation 

characterized by a reduction in the 

systemic vascular resistance and arterial 

blood pressure, and an increase in the 

heart rate and cardiac output. This 

hyperdynamic circulation is mainly 

caused by peripheral & splanchnic vessels 

vasodilatation, resulting in low effective 

arterial blood volume. In cirrhotic 

patients these changes lead to decreased 

renal blood flow, which sequentially 

stimulates the RAAS system, the 

sympathetic nervous system, and ADH 

resulting in vasoconstriction of the renal 

artery, sodium and water retention, and 

volume expansion (Wong et al., 1998). 

       Vasodilatation progress by worsening 

of liver disease, making the 

hyperdynamic circulation and renal artery 

vasoconstriction more obvious (Moller et 

al., 2008). 
Several life-threatening complications 

can result from these circulatory changes, 

including esophageal varices, ascites, 

SBP, hepatorenal and hepatopulmonary 

syndromes (Mackelaite et al., 2009). 

Electrophysiological changes, for 

instance; QT prolongation and rhythm 

disturbances, have been defined in 

cirrhotic patients, these may occur due to 

changes in the permeability of the cell 

membrane. The ventricular electrical 

systole duration is shown by the QT 

interval and it's prolongation is 

attributable to changes in myocardial 

repolarization and can lead to changes in 

ventricular rhythm such as Torsade de 

Pointes, ventricular tachycardia, 

ventricular fibrillation, and even sudden 

death. After liver transplantation, the 

prolongation of QTc interval may be 

improved (Antonio et al., 2012). 

In our study, cirrhotic patients were 

classified as regard to their Child- Pugh 

score into 3 subgroups. Group I: Child-

Pugh  class A includes 18 patients (14 

men and 4 women), Group II: Child- 

Pugh  class B includes 22 patients (14 

men and 8 women) and Group III: Child-

Pugh class C includes 20 patients (14 men 

and 6 women).  

As regarded ECG changes, QTc 

interval was prolonged i.e. > 0.440 ms in 

the  cirrhotic patients (460.458 ±18.142 

ms) as compared with the control group 

(417.8 ±30 ms) with significant 

difference (P < 0.05).The difference in 

QTc duration was significant between 

subgroup II and III vs. controls (p <0.05) 

but did not reach statistical significance 

between subgroup I and controls 

(P>0.05). In addition to that, there was a 

significant stepwise increase in QTc 

interval duration from group I to III (P < 

0.05) 

QTc interval duration showed 

significant positive correlation with 

serum total bilirubin (r= 0.333, p=0.009); 

and significant inverse correlation with 

serum albumin (r = - 0.93, p<0.05). This 

significant correlation denoting that the 

prolongation of QTc increases with the 

severity of liver disease and derangement 

of liver functions. 

 The previous results are in 

concordance with Bernardi et al. (1998) 

who showed  positive correlation between 

QT interval prolongation and  severity of 

liver disease with prevalence of 25% in 

Child A class, 51% in Child B class, and 

60% in Child C class; this correlation was 

additionally supported by following 

patients through progression of liver 

disease, as a deterioration  of Child-Pugh 

score was associated with a more 

prolongation of the QT interval. This 

results also are constant with Tarek et al. 

(2010) who studied the cardiac function 

in thirty patients with liver cirrhosis vs. 

thirty healthy subjects, as a control group 
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and reported that the QTc interval was 

prolonged in 12 out of 30 cirrhotic 

patients (40%). Also, with Baik et al. 

(2007) who found that 30-60% of 

cirrhotic patients had a prolonged QT 

interval. 

Regarding to the Echocardiographic 

parameter the current study results 

showed that no significant difference was 

noted between cirrhosis patients and the 

control group regarding to LV internal 

dimensions, wall thickness, or LVEF. 

These results agreed with the results of 

Yasemin et al. (2004) who studied the 

effects of  post viral hepatitis liver 

cirrhosis  on cardiac ventricular functions 

and noticed  no changes in ventricular 

dimensions and clarified this by the 

facilitation of left ventricle performance 

due to reduced peripheral vascular 

resistance . On the other hand these 

results  were disagreed with the results of 

Tarek et al. (2010) who found that the  

LVPW thickness and IVS thickness were 

significantly increased indicating the 

presence of left ventricular hypertrophy in 

those patients and he explained These 

abnormal structural findings in patients 

with advanced cirrhosis as a cardiac 

hemodynamic adaptation to the changes 

in the peripheral circulation and thus the 

role of the adrenergic hyperactivity and  

the RAAS system  

 On the other hand, LA 

anteroposterior-diameter, right ventricular 

basal diameter and systolic function (as 

estimated by TAPSE), and LV diastolic 

function parameters (including peak E 

velocity, peak A velocity, E/A ratio, and 

E/Em) differed significantly between the 

groups. Also, our study showed that with 

deteriorating liver function in patients' 

subgroups (subgroup I through III) in 

comparison to the control group, LAD 

and RV diameter showed a stepwise 

increase while TAPSE showed a stepwise 

decrease with statistical significance 

difference (< 0.05). Also, both E/A ratio 

and E/Em showed a significant stepwise 

decrease across the cirrhosis subgroups 

(p< 0.05)  

These  findings  have been consistent 

with Tarek et al., (2010) who observed 

substantial abnormalities in both left and 

right ventricular diastolic function in 

cirrhotic patients in the form of  a 

reversed E/A ratio with a marked increase 

in E wave DT , IVRT, a significant 

decrease in E´ wave average velocity of 

both mitral and tricuspid annulus with 

reversed E´/A´ ratio which considered  to 

be markers for myocardial relaxation 

impairment or grade I diastolic 

dysfunction for both left and right 

ventricles . Right ventricle diastolic 

dysfunction may be caused by reduced 

cardiac preload, increasing afterload or 

right ventricular relaxation or other 

compliance abnormalities. Also, as regard 

ventricular diastolic function; our results 

agreed with Yasemin et al. (2004), who 

showed that the right ventricular diastolic 

functions was impaired in cirrhotic 

patient than in normal subjects. Also 

agreed with Pozzi et al. (2005), who 

discovered that the A wave velocity is 

obviously increased in cirrhotic patients 

with tense ascites, , the E/A ratio is 

evidently  decreased, and the DT is 

substantially prolonged and  large volume 

paracentesis reduces the A wave velocity 

and increases the E/A ratio to values such 

as those of cirrhotic patients without 

ascites but still abnormal as compared 

with healthy controls. 

The findings of this study 

demonstrated   that in cirrhotic patients 

with no risk for cardiac disease, the 

existence of diastolic dysfunction was in 

term of cirrhotic cardiomyopathy which 

diagnosed by the demonstration of 

cardiac abnormalities in patients suffering 

from liver cirrhosis in the absence of 

other clinically relevant cardiopulmonary 
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diseases with poorly understood 

pathophysiological mechanism. (Lee et 

al., 2005). 

CONCLUSION 

QT interval prolongation is a frequent 

finding in patients with liver cirrhosis as 

compared with non-cirrhotic subjects 

with slight biventricular diastolic 

dysfunction.  
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 الملخص العربى

 وظائف القلب والتغيرات الكهربية للقلب في مرضى تشمع الكبد
إبراهيم ياسين

*
 دمحم غريب دمحم و،وليد دمحم مىسى 

 اٌمب٘شح -جبِعخ األص٘ش -و١ٍخ اٌطت  -لسُ االِشاض اٌّزٛطٕخ ٚ *لسُ أِشاض اٌمٍت
 ـــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــــ

بئخ ِٓ ِشضٝ رشّع اٌىجذ اٌّزمذَ رشّع اٌىجذ ٘ٛ ِشحٍخ ِزأخشح ِٓ ر١ٍف اٌىجذ ح١ش ٠عبٟٔ ِب ٠صً إٌٝ خّس١ٓ ثبٌّ

ِٓ اخزالي ٚظ١فٟ فٟ اٌمٍت. رُ إجشاء اٌعذ٠ذ ِٓ اٌذساسبد حٛي االسرجبط ث١ٓ اضطشاثبد اٌمٍت ٚاألٚع١خ اٌذ٠ِٛخ 

 ٚاٌزشّع اٌىجذٞ. 

 : الهدف من الدراسة

زا اٌٙذف أجش٠ذ ٘ذفذ ٘زٖ اٌذساسخ إٌٝ رم١١ُ ٚظبئف اٌمٍت ٚاٌزغ١شاد اٌىٙشث١خ فٟ ِشضٝ رشّع اٌىجذ.ٌٚزحم١ك ٘

ِش٠ضبً ثزشّع اٌىجذ ِٓ اٌّزشدد٠ٓ عٍٝ اٌع١بداد اٌخبسج١خ أٚ اٌّحجٛص٠ٓ فٟ ألسبَ اٌّزٛطٕخ   06دساسخ ِمطع١خ عٍٝ 

ً ِٓ األصحبء  06ثّسزشف١بد جبِعخ االص٘ش) اٌحس١ٓ ٚس١ذ جالي اٌجبِعٝ( ٚ )غ١ش اٌّصبث١ٓ ثز١ٍف اٌىجذ( شخصب

ٝ ٚفمًب ٌزص١ٕف رشب٠ٍذ ثٛ إٌٝ صالس . رُ رمس١ُ اٌّشض0602حزٝ ِبسط  0602وضٛاثظ فٝ اٌفزشح ِٓ سجزّجش 

ً )رشب٠ٍذ فئخ  00أ( ؛ اٌّجّٛعخ اٌضب١ٔخ:  -ِش٠ًضب )رشب٠ٍذ فئخ  01ِجّٛعبد : اٌّجّٛعخ األٌٚٝ:  ة(  -ِش٠ضب

 ط(. -ِش٠ضبً )رشب٠ٍذ فئخ  06ٚاٌّجّٛعخ اٌضبٌضخ: 

ٛق اٌصٛر١خ ، ٚرخط١ظ اٌمٍت رُ إخضبع اٌّشضٝ ٚاٌضٛاثظ ٌٍزم١١ُ اٌسش٠شٞ اٌىبًِ ، ٚرخط١ظ اٌجطٓ ثبٌّٛجبد ف 

اٌىٙشثٝ أصٕبء اٌشاحخ )سسُ اٌمٍت ( ، ٚرخط١ظ صذٜ اٌمٍت عجش اٌصذس)اال٠ىٛ( ، ٚاٌفحٛصبد اٌّع١ٍّخ  ثّب فٟ رٌه 

( ، ٚاخزجبساد ٚظبئف ALT  ٚASTصٛسح اٌذَ اٌىبٍِخ ، ٚسىش اٌذَ اٌصبئُ ، ٚٚظبئف اٌىٍٝ ، ٚأض٠ّبد اٌىجذ)

 االٌج١ِٛ١ٓ  ٚ ٔسجخ اٌج١ٍشٚث١ٓ اٌىٍٝ ٚصِٓ اٌجشٚصشِٚج١ٓ.اٌىجذ األخشٜ ٚشٍّذ عٍٝ ٔسجخ 

 النتائج :  

 اٌضِٕٟ اٌفبصً ِذح ص٠بدح وبٔذ QT فبصً ِزٛسظ ِع ، اٌىجذ رشّع ِشضٝ فٟ رٛارشاً  أوضش QT ٍٝأع ِٕٗ 

 ر١ٍف ِٓ اٌّزمذِخ اٌّشاحً فٟ أطٛي أٞ ، اٌىجذ رشّع ِجّٛعبد ث١ٓ وج١ش ٚفشق االصحبء اٌضٛاثظ فٟ

 .اٌىجذ

 ْفزشح ِزٛسظ ث١ٓ اسرجبط ٕ٘بن وب QT ًاٌج١ٍ١شٚث١ٓ ِٚصً  )  اسرجبط عىسٝ اٌذَ ) فٟ األٌج١ِٛٓ ِٓ ٚو 

 . اٌىجذٞ اٌزشّع ِشضٝ فٟ اٌىٍٟ)اسرجبط ا٠جبثٝ( 

 ْفشق ٚجٛد عذَ ِع ، ثبٌضٛاثظ ِمبسٔخً  اٌىجذ رشّع ِشضٝ فٟ أعٍٝ األ٠ّٓ ٚاٌجط١ٓ األ٠سش األر٠ٓ لطش وب 

 . اٌفشع١خ اٌّجّٛعبد ث١ٓ وج١ش

  ث١ٓ ٌٍّمبسٔخ لبثٍخ اٌجط١ٓ طشد ٚجضء ، اٌجذاس ٚسّه ، ٚاالٔجسبطٟ االٔمجبضٟ األ٠سش اٌجط١ٓ ألطبس وبٔذ 

 .اٌفشع١خ اٌىجذ رشّع ِجّٛعبد ث١ٓ اخزالفبد ٚجٛد عذَ ِع ، ٚاٌضٛاثظ اٌىجذ رشّع ِشضٝ

  الخالصة:
ٟ٘ ٔز١جخ شبئعخ اٌحذٚس فٟ اٌّشضٝ اٌز٠ٓ ٠عبْٔٛ ِٓ رشّع اٌىجذ ِع ضعف ثس١ظ  QTإْ ص٠بدح ِذح اٌفبصً اٌضِٕٟ 

 فٟ االٔجسبط اٌجط١ٕٝ ثبٌّمبسٔخ ِع األشخبص  االصحبء غ١شاٌّصبث١ٓ ثزشّع اٌىجذ.

 

 


