ORIGINAL RESEARCH PAPER m Volume - 7 | Issue - 3 | March - 2017 | ISSN - 2249-555X | IF : 4.894 | IC Value : 79.96

HEMATOLOGICAL ABNORMALITIES IN CIRRHOSIS OF LIVER
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LURININOIY  AIM: To study the distribution and pattern of anemia and other hematological abnormalities in cases of cirrhosis of liver.

METHODS: This cross sectional study was conducted in Acharaya Vinobha Bhave Rural Health, Wardha. A total of 30
cirrhotic patients were studied in 6 months. Thirty patients with cirrhosis of liver were included in this study. Meticulous clinical examination
was done. Relevant hematological investigations were carried out and patients were treated according. RESULTS: The study includes 30 cases
of cirrhotic patients. In this study 73.3% constituted male patients 26.67% constituted female patients. As per sex wise distribution, cirrhotic
cases was highest in malesi.e. 22 cases (73.3%), as compare to females,8 cases (26.6%). The most common age group was 31-40years. The most
common clinical manifestation presented was ascites i.e 29 cases out 0f 30(96.67%) and melena being the least common i.e only 2 cases out of
30 cases (6.67%).83.33% of the patients were found to be have anemia (Hb less than 11gm%), out of which 40% ad Hb less than 7gm%.Out of a
total of 30 patients, 8 (26.66%)had normal MCV, 11 (36.66%) had macrocytosis and 11(36.66%) had microcytosis. 10 (33.33%) had leucopenia,
which can be due to hypersplenism.% had thrombocytopenia CONCLUSION: anemia is the most common hematological abnormality in
cirrhosis. The etiologyis multifactorial. So it is imperative to correct the etiological factor for anemia and other hematological abnormalities

INTRODUCTION
Global prevalence of cirrhosis from autopsy studies ranges from 4.5%
to 9.5% of the general population. “** Hence, we estimate that more

than fifty million people in the world, taking the adult population,
would,be affected with chronicliver disease. Globally, alcohol, NASH
and viral hepatitis currently are the most common causative factors.
Prevalence of cirrhosis is likely to be underestimated as almost a
third of the patients remain asymptomatic.

During 2001, the estimated worldwide mortality from cirrhosis was
771,000 people, ranking 14th and 10th as theleading cause of death in
the world and in developed countries, respectively “" Deaths from
cirrhosis have been estimated to increase and would make it as the
12thleading cause of death in 2020 *"

Liver is known to play a central role in haemopoiesis and synthesis of
coagulation proteins; it's the major storage site of iron, vitamin b12
and folic acid. Hence liver diseases are always associated with a
broad range of haematological abnormalities. Anemia arises
through multiple mechanisms, haem metabolism is disturbed, and
liver disease causes alterations in red cell lipid metabolism.

This study was conducted to assess the prevalence of anemia and
nature of RBC'S, so that the treatment could be initiated towards
reducing morbidity and mortality.

AIMS & OBJECTIVES
¢ To study the distribution and pattern of anemia in cases of
cirrhosis of liver.

METHODOLOGY

Study design - observational cross sectional

Study setting - Acharya Vinoba Bhave Rural Hospital (AVBRH), a 1180
bedded rural tertiary hospital of Datta Meghe Institute of Medical
Sciences (DU), (grade A" accredited by NAAC), Sawangi (Meghe),
Wardha, MH.

The Department of Medicine
Study duration - 2 months

Inclusion criteria:

All the subjects who were diagnosed as a case of 'Cirrhosis of Liver' by
Ultrasonography (USG) and willing to undergo this clinical research
afterinformed written consent.

Exclusion criteria:
Allthe diagnosed patients ofliver cirrhosis but receiving treatment of
anemia.

30 consecutive patients of established cirrhosis were included in this
study. Detailed clinical examination was done proforma were filled.
Signs and symptoms were noted Patients were treated in the line of
cirrhosis and it's attending complications on a case to case basis.

Methodology:

The blood sample was taken from the subjects and was send for the
followinglaboratory investigations:

Complete haemogram (Haemoglobin estimation, TLC,
DLC, Platelet count).

Red cellindices (MCH, MCV, MCHC, Hematocrit).
Bilirubinlevels (total, conjugated, unconjugated).

Allthe parameters were compared with normal parameters.

OBSERVATIONS AND RESULTS
Graph 1: Distribution of patients according to Hb%
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Table 1: Distribution of patients according to MCV
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MCV No of patients | Percentage(%)
Normal(80-100 f1) 8 26.66

>100 fl 11 36.66

<80 fl 11 36.66

Total 30 100.0

Graph 2: Distribution of patients according to TLC count
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CONCLUSION AND DISCUSSION

Cirrhosis is a condition that is defined histopathologically and has
variety of clinical manifestations and complications. It's common to
encounter hematological abnormalities in cirrhosis patients, recent
studies suggest that the presence of hematological cytopenias is
associated with poor prognosis in cirrhosis.

This hospital cross sectional study was conducted to study the
proportion of anemiain cirrhotic patients.

In this study the mean age of the subjects was 42 years, out of which
73.33% were male and 26.67% were female subjects.

In this study, ascites was seen to be the most common clinical
manifestation, seen in 96.67% of patients, followed by splenomegaly
in 50%, pleural effusion in 33.33%, hepatomegaly in 26.67%, and
melenain 6.67%, being theleast common.

On studying the laboratory parameters of these patients 83.33% were
found to be have anemia (Hbless than 11gm%), out of which 40% had
Hbless than 7gm%.

These patients had active G.I bleed in form of malena and upper GI
endoscopy of these patients revealed oesophageal varices and gastric
varices. Acute blood loss causing rapidly deteriorating hematocrit in
cases of cirrhosis indicate towards ongoing GI bleed in form of
hematemesis and/or malena. Portal gastropathy is peculiar to cause
iron deficiency anemia because of ongoing small amount of occult
gastrointestinal bleeding

In our study 26.66 % had normal MCV 36.66% has microcytic blood
picture,36.6% had macrocytic blood picture.

Similarly, a study conducted by Kimber C et al ” reported 43% of
macrocytosis, which was supported also by the study by Bingham et
al. The incidence of macrocytosis in our patients was 36.6%,
macrocytosis in cirrhosis is mostly due to the toxicity of alcohol on
RBC production in the bone marrow and deficiency of B12 and folic
acid.”

Asper astudy conducted by Shelia Sherlock ” and oxford textbook of
hepatology ", they state that the most common anemia seen in
cirrhotic patients is normochromic and normocytic anemia ™"
Abnormalitiesin hematological indices is common in cirrhosis.

Anemia of diverse etiology occurs in about 75% of patients with
chronicliver disease. Folic acid and vitamin B12 deficiencies and iron
deficiency develop frequently in patients with cirrhosis producing

severe anaemia."”

In our study Leukopenia was seen to be present in 33.33% of patients,
which canbe due to hypersplenism causing decreased cell count.
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Liangpunsakul et al "” reported that the presence of severe

hypersplenism independently predicted the development of variceal
bleeding and death.thus giving evidence to support the increased
morbidity and mortality associated with hypersplenism.

Theoretically, lowered platelet counts can be the result of decreased
platelet production, enhanced splenic sequestration or platelet
consumption / use. Platelets can be increased, normal or reduced
further depending on the availability of platelet in bone marrow to
increase platelet production. These findings are in accordance with
decreased, normal or increased reticulated platelets (young
platelets) in cirrhosis. The main site of platelet consumption is in
spleen.““‘”'

Commonly thrombocytopenia is a manifestation of
hypersplenism®’ Thrombocyotpenia was a most common single
abnormality and thrombocytopenia and leucopenia was the most
common combined abnormality ™

Most authors agree on a decrease in platelet count in relation to the
. . . (2324).
severity of cirrhosis

Thus it can be concluded hemostasis and hepatology are closely
related.

REFERENCES:

1. Melato M, Sasso F, Zanconati F. Liver cirrhosis and liver cancer. A study of their
relationship in 2563 autopsies. Zentralbl Pathol 1993; 139: 25-30.

2. Graudal N, Leth P, Marbjerg L, Galloe AM. Characteristics of cirrhosis undiagnosed
duringlife: a comparative analysis of 73 undiagnosed cases and 149 diagnosed cases of
cirrhosis, detected in 4929 consecutive autopsies. ] Intern Med 1991;230:165-171.

3. LimYS,Kim WR. The global impact of hepatic fibrosis and end-stage liver disease. Clin
Liver Dis 2008; 12: 733-746.

4. Mathers C, Lopez A, Murray C. The burden of disease and mortality by condition: data,
methods, and results for 2001. In: Lopez A, Mathers C, Ezzati M, et al, editors. Global
burden of disease and risk factors.Washington (DC): Oxford University Press and the
‘World Bank; 2006. p. 45-93.

5. Murray CJ, Lopez AD. Alternative projections of mortality and disability by cause
1990-2020: Global Burden of Disease Study. Lancet 1997; 349: 1498-1504.

6. Mehta AB,McIntyre N .Hematological disorders inliver disease. Forum (Genova). 1998
Jan-Mar;8(1):8-25.

7. Kimber C, Deller DJ, Ibbotson RH, and Lander H. The mechanism of anaemia in
chronicliver disease. Quarterly Journal of Medicine, 1965; 34: 33-64.

8. Means RT and Krantz S. Progress in understanding the pathogenesis of the anaemia
of chronic disease. Blood,1992;80:1639-47.

9. SheilaSherlock. Disease of Liver, Biliary system 11th edition, 25 Oct 2007.

10.  Haussinger D, Bircher J, Benhamou J, McIntyre N, Rizzetto M, Rodes J, Oxford text book
ofhepatology Il edition Oxford University Press, Oxford, 1999, pg 325.

11.  Sheehy TW and Berman A. The anaemia of cirrhosis. Journal of Laboratory and
Clinical Medicine, 1960; 56: 72-82

12. McHutchison, J.G., M.P. Mannsand and D.L. Longo. Definition and management of
anemia patients infected with hepatitis C virus. Liver Int., 26: 389-398.

13.  Liangpunsakul S, Sithat M, Ulmer B, et al. Predictors and implications of severe
hypersplenism in patients with cirrhosis. Am J Med Sciences. 2003;326:111-16.

14.  Tripodi A, Mannucci PM. Abnormalities of hemostasis in chronic liver disease:
reappraisal of their clinical significance and need for clinical and laboratory research. ]
Hepatol 2007;46:727-33

15.  Panasiuk A, Prokopowicz D, Zak J, Matowicka-Karna J, Osada J, Wysocka J. Activation
of blood platelets in chronic hepatitis and liver cirrhosis p-selectin expression on
blood platelets and secretory activity of beta-thromboglobulin and platelet factor-4.
Hepatogastroenterology 2001;48:818-22.

16.  Koike Y, Yoneyama A, Shirai J, et al. Evaluation of thrombopoiesis in
thrombocytopenic disorders by simultaneous measurement of reticulated platelets of
whole blood and serum thrombopoietin concentrations. Thromb Haemost 1998;79:
1106-10.

17.  Peck-Radosavljevic M, Wichlas M, Zacherl J, et al. Thrombopoietin induces rapid
resolution of thrombocytopenia after orthotopic liver transplantation through
increased platelet production. Blood 2000; 95: 795-801.

18.  Aoki Y, Hirai K, Tanikawa K. Mechanism of thrombocytopenia in liver
cirrhosis:kinetics of indium-111 tropolone labelled platelets. Eur ] Nucl Med 1993; 20:
123-9

19.  Schmidt KG, Rasmussen JW, Bekker C, Madsen PE. Kinetics and in vivo distribution of
111-in-labelled autologous platelets in chronic hepatic disease: mechanisms of
thrombocytopenia. Scand J Haematol 1985; 34: 39-46.

20. Stein SF, Harker LA. Kinetic and functional studies of platelets, fibrinogen, and
plasminogen in patients with hepatic cirrhosis. ] Lab Clin Med 1982;99:217-30.

21.  Qamar AA, Grace ND, Groszmann R]. Incidence , prevalence , and clinical significance
of abnormal hematologic indices in compensated cirrhosis. Clinical
gastroenterohepatology 2009;7(6):689-695.

22.  Bahour FN, Tehran JC, Mullen KD. Prevalence of peripheral blood cytopenias
(hypersplenism) in patients with nonalcoholic chronic liver disease.Am J
Gastroenterol.2009;95(10):2936-2939.

23. Panzer S, Seel E, Brunner M. Platelet autoantibodies are common in hepatitis C
infection, irrespective of the presence of thrombocytopenia. Eur ] Haematol 2006; 77:
513-7.

INDIAN JOURNAL OF APPLIED RESEARCH ¥ 169



	Page 1
	Page 2

