


Non-endoscopic criteria for the presence of esophageal varicose veins during a chronic hepatopathy in the Hepato-Gastroenterology department of the Gabriel Touré University Hospital
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The purpose of this work was to determine the predictors factors of esophageal varice in the case of chronic hepatopathy in hospital settings. This was a prospective study conducted in the hepato-Gastroenterology department of Gabriel Touré Teaching Hospital, from July 2017 to July 2019. We collected 54 cases of chronic hepatopathy with esophageal varice, including 35 men and 19 women with an average age of 48.7+/-14.4 years and extremes of 18 and 75 years that were compared to 54 other cases of hepatopathy without esophageal varice with an average age of 42.6 and extremes of 15 and 78 years. Housewives accounted for the main occupation among them 38.9% had esophageal varice and 22.2% didn't have. Jaundice was the most reported medical history in 14.8% of cases with esophageal varice and 11.1% without ; in both cases 16.7% of patients were smoking. In patients with esophageal varice, hematemesis was the most reported reason for consultation in 33,3% of cases. Hepathopathy was fortuitous discovery or during abdominal pain in the absence of esophageal varice in 22.3% and 22, 2% of cases respectively. The clinic in patients with esophageal varice was dominated by low arterial pressure, ascites, hematemesis, melena and anemia. Without esophageal varice, tachycardia, anemia, hepatomegaly, ascite and jaundice were the most reported. Biologically 83.3% of patients with esophageal varicose veins had anemia. cytolysis (51%), hypoalbuminemia (60%) and anaemia (46, 3%) were present in patients without. The severity of child B or C-classified hepatopathy is predictive of the presence of esophageal varice in 37% and 24.1% of cases, respectively. On abdominal ultrasound, an ascite (77.8%), a heterogeneous liver (66.7%) and a dilated trunk (33.3%) have been significantly associated with the presence of esophageal varice.  A homogeneous liver (51.8%), a permeable trunk (87%) and normal caliber (88.9%) predicted the absence of esophageal varice. Anemia associated with ascites or collateral venous circulation was predictive of esophageal varice. An atrophic liver and dilated portal vein and collateral venous circulation are associated with a strong prediction of the presence of esophageal varices. Whatever the liver abnormality found on the abdominal ultrasound associated with anemia and collateral venous circulation, the positive predictive value of presence of esophageal varice is 100%. 
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1-INTRODUCTION
Portal hypertension (HTP) is one of the main complications of chronic hepatopathy in general and in particular of cirrhosis. It remains a serious evolutionary accident [1]. Digestive hemorrhages by rupture of the esophageal varicose veins can be life-threatening despite an effective therapeutic arsenal that is currently available [2].
Liver purification of portal blood flow can be taken if not by systemic porto shunts, resulting in liver encephalopathy. On the other hand, hyperspleasism and circulatory hyperkinesis may be responsible for major hemodynamic disturbance [1].
In our context, some studies have reported the place of HTP during cirrhosis and during high digestive hemorrhage [3,4,5,6]. Indeed, the endoscopic signs of HTP had good predictive value for the diagnosis of cirrhosis [4]. Ultrasound has shown its interest in the diagnosis of cirrhosis with positive predictive values ranging from 66-100% depending on ultrasound signs [6]. In addition, rupture of esophageal varicose veins accounted for 41% of the causes of high gastrointestinal (HDH) hemorrhage in hospitals [5]. These studies did not assess the relationship between non-endoscopic signs of cirrhosis and the presence of VO.

3.PATIENTS AND METHODS 
This was a case/control study, patients with chronic hepatopathy  
VO at endoscopy. These were compared to witnesses 
carriers of chronic hepatopathy without VO objectified to endoscopy. It took place from July 2017 to July 2019 in the service of Hepato-Gastroenterology of the Gabriel Touré University Hospital in Bamako and focused on patients with chronic hepatopathy with or without VO. The criteria for inclusion were the presence of chronic hepatopathy and the achievement of a high digestive endoscopy. All patients received a clinical examination involving: - an interrogation for anantence of jaundice, bilharziosis, hepatitis, other hepatopathies and high digestive hemorrhages; functional signs such as hematemesis, melena, abdominal pain, dyspnea and increased abdominal volume 
-a physical examination for signs of portal hypertension: such as abdominal collateral venous circulation, splenomegaly and ascite;
signs of hepatocellular insufficiency: jaundice, anemia, asterixis, stellar angioma, palmar erythrose, white nails, digital hippocratism, gynecomastia, ascite, epistaxis; rectal touch: a melena, a hematchya (rectorragia). 
Paraclinical examinations included: 
Biology: the hemogram in search of anemia, leukopenia, thrombopenis or even a cytopenia panpenia; dosage of prothrombine levels, albuminemia and bilirubinemia to assess hepatocellular function; the dosage of alphafoetoprotein levels for CHC screening; the dosage of transaminasemia to look for cytolysis; the dosage of creatininemia with calculation of gloomerular filtration rate (DFG), blood ionogram to assess kidney function; cytoology, chemical and bacteriological examination of ascite fluid for infection of ascite fluid.
Morphology: oesogastro-duodenal fibroscopy to confirm the presence or absence of varicose veins; abdominal ultrasound: in search of splenomegaly, ascite, dilation of the trunk carries, splenic vein, abnormalities of liver structure and morphology of other organs full over mesocolics. 

4- RESULTS
We collected 54 cases of chronic hepatopathy with VO presence including 35 men and 19 women with an average age of 48.7±14.4 years that were compared to 54 other cases of VO-free hepatopathy with an average age of 42.6. The age was not significantly different between the two groups. There was no statistically significant difference by sex in the two groups, 1.8 for the presence of VO and 2.1 for the absence of VO, respectively. Jaundice was the most common year found in patients with VO with no statistically significant difference in patients without VO. The severity of Child B and C hepatopathy was predictive of VO presence 37% and 24, 1% respectively. On abdominal ultrasound, an ascite (77.8%), a heterogeneous liver (66.7%) and a dilated trunk (33.3%) were significantly associated with the presence of VO (Table 1). VO presence PPV was greater than 72% when Hb levels were less than 12g/dL and were associated with ascite or CVC. VO presence VPP is 100% when CVC was associated with an atrophic liver or a dilated carrier trunk. The presence of a CVC and a low Hb level had a 100% PPV for the presence of VO regardless of the presence of observed ultrasound abnormalities (Table 3). 

5. DISCUSSION
This prospective study from July 2017 to July 2019 involved 54 cases of chronic hepatopathy with VO presence that were compared to 54 other cases of chronic hepatopathy without VO.  Our sample is underestimated because some patients have not been able to carry out the additional examinations necessary for their inclusion. However, this staff allowed us to make an analysis that led to the proposal of a model for predicting the presence of VO on chronic hepatopathy. The average age of the patients was not significantly different in the two groups (VO: 48.7 years, 14.4 years with extremes of 18 and 75 years; VO-: 42.6 years, 14.7 with extremes of 15 and 78 years). This result is superimposed on that of Madhotra et al [7] who reported an average age of 51 years. The sex ratio in this study was male-dominated in both groups. Madhotra et al [7] also found a sex ratio of 1.7. This male prevalence may be explained by men's more frequent exposure to risk factors for developing chronic hepatopathy. The most common medical history was jaundice (14.8%). This frequency has been confirmed by several studies [8, 9, 10], but which have reported rates (54%, 26.3%, 30.8%, 26.4%). This history could be explained by the occurrence of viral hepatitis in our context. Hematemesis was the reason for consultation in 33,3% of cases with VO, Bouglouga [8] reported a lower result (25%). This difference would be explained by sampling. Ascites (57.4%), hematemesis (48.1%), low blood pressure (29.6%) were the most common clinical signs in our patients with VO. Biologically, only anemia was significantly associated with the presence of VO (P-5.10-5).  This result is comparable to that of Moulion et al [11] in which anemia had a good positive predictive value of vo presence (P=0.0001). The low platelet rate is not used as a predictor of VO, this result is contrary to that found in the study of Nina et al [12] where the low platelet rate is consistently found as a predictor of VO; this result is confirmed by Christophe et al [13] with a diagnostic performance of 67.5% and by Attia et al [14] in whom thrombopenia was significantly associated with the presence of large VO (p-0.04). In our study, a TP of less than 50% was not significantly associated with the presence of VO [p-0, 06], on the other hand a low TP is a positive predictor of the presence of VO in those of Moulion et al [11] (p-0.049) and Attia et al [14] (p-0.002). The presence of VO was statistically significant in cases of advanced hepatopathy (CHILD B and C with p-5.10-7 and p-67.10-4 respectively). This finding is confirmed by studies by Moulion et al [11] and Attia et al [14] which found a statistically significant link between the severity of VO and the advanced stages of hepatopathy. This finding may be due to the fact that in Sub-Saharan Africa, patients generally consult when the disease is already advanced due to financial difficulties and poor access to specialized consultations, among others. A dilated trunk at abdominal ultrasound was significantly associated with the presence of VO (p-0.005). This confirms the results reported by Gorka [15] (p˂ 0 .02), Medha [16] (p˂0.05), Schepsis [17] (p-0.0002) and Moulion [11] (p-0 .006). In 77.8% of cases, ascite was associated with the presence of VO. This result is superimposed on that of Lavergne et al [18] which was 79%. Splenomegaly did not emerge as a predictor of vo's presence (P-0.08), unlike Medhat [19] (p-˂0.01), Schepsis [17] (p˂0,0002) and Moulion [11] (p-0.0001) for whom splenomegaly was found as a predictor of VO's presence. This difference can be explained by its lack of sensitivity in tropical environments or many infectious or parasitic diseases are likely to cause its appearance. Heterogeneous ascites and hepatomegaly associated with hemoglobin levels below 12g/dL had a good VPP of VO presence. Our result differs from the Thomopoulos VO prediction model [19] which is based on ascite, splenomegaly and low platelet levels. CVC associated with a dilated trunk carries and a hemoglobin level of less than 12g/dL are predictive of VO presence in 100% of cases. 

CONCLUSION  
Currently the BAVENO VI Consensus Conference recommends universal endoscopic screening of VO in patients with cirrhosis, combined with selective primary prevention. However, universal screening of varicose veins remains on the one hand relatively invasive and restrictive, and on the other hand, its cost is high.  It is the importance of being able to re-evaluate screening strategies in the light of analysis of decisions that take into account effectiveness, cost and acceptability in defining their feasibility; this requires studying the role of non-invasive diagnosis of VO in these strategies. Our results could be an interesting tool to reduce the indication of gastroscopy to only patients who are actually likely to have VO.
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Table 1 : Distribution of patients according to clinical signs
	Clinical signs 
	Presence VO
	Absence VO
	Statistical test 

	
	Headcount
	%
	headcount
	%
	P
	OR-IC

	
Arterial pressure

	Low 
	16
	29,6
	3
	5,6
	0,0010
	7,16[1,83-30,35]

	
	Normal 
	33
	61,1
	47
	87
	0,0021
	0,23[0,08-0,66]

	
	high 
	5
	9,3
	4
	7,4
	
	

	Pulse 
	Normal 
	31
	57,4
	26
	48,1
	0,3351
	1,45[0,64-3,32]

	
	Accelerated
	23
	42,6
	27
	50
	0,4401
	0,74[0,32-1,69]

	
Temperature 
	Low 
	31
	57,4
	13
	24,1
	0,0004
	4,25[1,73-10,61]

	
	Normal 
	14
	25,9
	37
	68,5
	0,000009
	0,16[0,06-0,40]

	
	high 
	9
	16,7
	4
	7,4
	0,1392
	2,50[0,64-11,79]

	Encéphalopathy 
	Absent 
	50
	92,6
	50
	92,6
	-
	

	
	Asterixis
	0
	0
	1
	1,8
	-
	

	
	Confusion 
	4
	7,4
	3
	5,6
	-
	

	
	Coma 
	0
	0
	0
	0
	-
	

	Abdominal pain  
	12
	22,2
	11
	20,4
	0,8141
	1,12[0,40-3,13]

	Hépatomegaly
	17
	31,5
	19
	35,2
	0,6830
	0,85[0,35-2,03]

	Splénomegaly 
	10
	18,5
	8
	14,8
	0,6055
	1,31[0,42-4,18]

	Ascites 
	31
	57,4
	15
	27,8
	0,0018
	3,50[1,46-8,50]

	CVC
	6
	11,1
	1
	1,8
	0,0506
	6,63[0,75-40,35]

	Jaundice 
	16
	29,6
	14
	25,9
	0,6674
	1,20[0,48-3,06]

	Hematemesis 
	26
	48,1
	1
	1,8
	10-7
	49,21[7,09-100,44]

	Melena 
	22
	40,7
	0
	0
	0,0000001
	-

	Anemia 
	41
	75,9
	22
	40,7
	0,0002
	4,59[1,87-11,47]

	Weight loss 
	3
	5,6
	0
	0
	0,0789
	-








Table 2 : Distribution of patients according to ultrasound signs
	Ultrasound signs 
	Présence VO
	Absence VO
	statistic test 

	
	Headcount
	%
	Headcount
	%
	P
	OR-IC

	
Liver size 
	Normal 
	26
	48,1
	32
	59,2
	0,2469
	0,64[0,28-1,46]

	
	Hypertrophied
	25
	46,3
	20
	37
	0,3291
	1,47[0,61-3,40]

	
	Atrophied 
	3
	5,6
	2
	3,7
	-
	

	Echostructure of the liver
	Hypoechoic
	3
	5,6
	0
	0
	-
	

	
	Hyperechoic
	1
	1,8
	5
	9,3
	-
	

	
	Heterogenous 
	36
	66,7
	21
	38,9
	0,0038
	3,14[1,34-7,45]

	
	Homogenous 
	14
	25,9
	28
	51,8
	0,0057
	0,32[0,13-0,78]

	permeability 
	yes 
	32
	59,3
	47
	87
	0,0011
	0,22[0,07-0,61]

	
	No 
	22
	40,7
	7
	13
	0,0011
	4,62[1,64-14,17]

	caliber portal trunk  
	Normal 
	36
	66,7
	48
	88,9
	0,0054
	0,25[0,07-0,75]

	
	high 
	18
	33,3
	6
	11,1
	0,0054
	4,00[1,33-13,43]

	Ascites 
	42
	77,8
	15
	27,8
	0,0000002
	9,10[3,50-24,08]

	Splenomegaly 
	14
	25,9
	7
	12,9
	0,0887
	2,35[0,79-7,53]





Table 3 : Distribution of clinical, ultrasound and biological signs according to the status of VO
	                   Statut VO 

Association signs 
clinical + ultrasound + biological
	Presence VO
	Absence VO
	

	
	Effectif 
	%
	Effectif 
	%
	VPP

	Ascites +heterogenous liver + Hb<12 g/dl
	24/30
	80
	6/10
	80
	80

	Ascites + hypertrophic liver + Hb<12 g/dl
	17/30
	56,7
	2/10
	20
	89,5

	Ascites + atrophic liver + Hb<12 g/dl
	2/30
	6,7
	2/10
	20
	50

	Ascites + dilated portal trunk + Hb<12 g/dl
	7/30
	23,3
	2/10
	20
	77,8

	Splenomegaly + heterogenous liver + Hb<12 g/dl
	5/9
	55,6
	6/8
	75
	45,4

	Splenomegaly + hypertrophic liver + Hb<12 g/dl
	4/9
	44,4
	5/8
	62,5
	44,4

	Splenomegaly + atrophic liver + Hb<12 g/dl
	1/9
	11,1
	1/8
	12,5
	50

	Splenomegaly + dilated portal trunk + Hb<12 g/dl
	3/9
	33,3
	2/8
	25
	60

	CVC + hypertrophic liver + Hb<12 g/dl
	14/16
	87,5
	0
	0
	100

	CVC + heterogenous liver + Hb<12 g/dl
	7/16
	43,8
	0
	0
	100

	CVC + atrophic liver + Hb<12 g/dl
	2/16
	12,35
	0
	0
	100

	CVC + dilated portal trunk + Hb<12 g/dl
	3/16
	18,8
	0
	0
	100

	Hepatomegaly + hétérogenous liver + Hb<12 g/dl
	15/18
	83,3
	8/11
	72,7
	65,2

	 dilated portal trunk + Hb<12 g/dl
	3/18
	16,7
	1/11
	9,1
	75







