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Ascites develop at 60% of cirrhotic patients within 10 years if the underlying cause is not corrected. Ascites is
also known as important prognostic factor so that 15% and 44% of patients with ascites pass away within 1 year
and 5 years, Abdominal paracentesis is most fast and cost-effective diagnostic and therapeutic method for
ascitic patients, Diagnostic paracentesis is done at newly developed ascites or already diagnosed ascites with
fever, abdominal pain, leukocytosis, aggravation of renal function, metabolic acidosis, Low platelet and
prolonged prothrombin time is not contraindication for paracentesis and does not need transfusion, The
appearance, serum-ascites albumin gradient (SAAG), cell count and differential, total protein should be done
at diagnostic paracentesis. There are some new method for therapeutic paracentesis such as automated low
flow pump (ALFApump), indwelling catheter but more studies would be needed. Some complications
including ascites leak, bleeding, bowel perforation and infection, hypotension, death could be develop but it's

rate is very low and proper preparation and manual can decrease the complication rate,
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=4 Al&ER2 Qgh HARRo|uy =3 of|(circulatory dysfunction)5-of -5-2]3ljof gict,

Table 1. Causes of ascites according to the serum-to-ascites albumin gradient

SAAG >1.1 g/dL SAAG < 1.1 g/dL
Cirrhosis Peritoneal carcinomatosis
Alcoholic hepatitis Peritoneal tuberculosis
Heart failure/Constrictive pericarditis Pancreatitis

Massive hepatic metastasis Serositis

Portal vein thrombosis Nephrotic syndrome

Budd-Chiari syndrome
Idiopathic portal fibrosis
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Figure 1. Z-Track technique. (A) Locations where the needle with lidocaine enter the skin and the peritoneal cavity. (B)
The skin is pulled down and the needle is advanced, pulling the plunger back to see if any blood or ascitic fluid is
aspirated. (C) The skin is released, returning the skin and peritoneal cavity entry sites to their original positions.
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Abdominal paracentesis
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Figure 2. Algorithm for differential diagnosis of ascites. Based on the results of the diagnostic evaluation of the ascitic
fluid, additional testing may be indicated.
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