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Abstract

Background: Thereis growing evidence to support the concept that HCV
infection is arisk factor for developing type 2DM (T2DM) & that diabetes
control could affect the prognosis of hepatic encephal opathy.

Objective: To study the relation between type of DM & HCV cirrhosis &
to report any relationship between the outcome of hepatic encephal opathy
& the glycemic control in the period before precipitation of
encephalopathy.

Methods: A thirty selected diabetic, HCV cirrhotic patients with age
range from 43:70 y (Mean: 55.87) admitted to the |.C.U. for hepatic
encephaopathy were prospectively enrolled in this study. Cirrhosis was
evaluated according to Child classification while encephaopathy was
evaluated according West Haven criteriaas well as RAS score. HbA1c was
used to assess the glycemic control in the period before precipitation of
encephalopathy.

Results: T2DM was more prevalent than type 1 in association with HCV
(83.3%T2DM & 16.7%T1DM). Diabetes control plays no role in
increasing the severity of cirrhosis (Non significant P value: 0.249). The
diabetic HCV cirrhotic patients admitted for hepatic encephalopathy had
shorter ICU stay when DM is well controlled medically in the period
before precipitation of encephalopathy (P value: 0.001). Also the mortality
was decreased markedly in association with diabetes control (P value:
0.01).

Conclusion: HCV viremia had a higher risk of T2DM than T1DM.
Diabetes control has no role in increasing the severity of HCV cirrhosis. In
HCV cirrhotic diabetic patients well controlled DM could improve the ICU
outcome (shorter ICU stay & less mortality) when admitted for hepatic
encephalopathy.

Key words: HCV cirrhosis, Child classification, Hepatic encephalopathy, DM,
HbAlc.
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Introduction

CV is considered one of the most important causes
H of liver cirrhosis worldwide. Replication of HCV in

diseased extra hepatic organs and tissues may have

cytopathic effect. It, therefore, may either trigge
latent autoimmunity or inducde novo an autoimmune disease. In
addition to established liver injury there are nupldét examples of
extrahepatic diseases attributed to HCV infectiochsas thyroiditis,
thrombocytopenia, lichen planus, arthritis, glonh@nephritis and
diabetes mellitugl).

The pathogenesis of type 2 DM is related to inssénoretion,
peripheral insensitivity to insulin and hepatic @lge production.
So, the association between HCV and type 2 DM caimdply
reflect the underlying liver disease and the séyeri HCV related
liver disease was associated with a deterioratiansulin sensitivity

resulting in impaired glucose homeostd2js

Type 1 DM was not proved to be associated with HCV
infection but there are seven studies on HCV imfécpatients
proving that a risk of developing type 1 DM is pet after

interferon therapy due to increase in the prevaeoic pancreatic

auto-antibodie$3).




| nt roducti on

Patients with liver cirrhosis are prone to devahgpcognitive
dysfunction termed “hepatic encephalopathy”. Théfude and
usually reversible nature of this syndrome in chodiver disease
suggests that it is metabolic in origin. There rbayfactors which
precipitate hepatic encephalopathy in patients wdinrhosis
including constipation, GIT bleeding, high protairet, electrolyte
imbalance (e.g., hypokalemia), or drugs (e.g., esg. The
severity of hepatic encephalopathy is not relatedhe severity of
liver disease suggesting that other predisposingprecipitating

factors may be involve().

Sigal et al. (5) reported that the presence of DM may be
another factor in the pathogenesis of hepatic dralepathy at least
in HCV cirrhotic patients and they used in theindst the Child
Poughs classification to assess the severity diasis in addition to
measurement of the portal hypertension ultrasompdugcally and
they reported that poor diabetes control may becest®d with more

severe hepatic encephalopathy.




S

a ]

N— N

e e e e e e 2

a ]

=

<

Al m of The Wirk




Al m of The Wbrk

Aim of The Work

0 study the relation between type of DM & HCV
I cirrhosis & to report a relationship between the
outcome of hepatic encephalopathy & the

glycemic control in the period before precipitation of
encephal opathy.
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