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Abstract: An unsual case was reported in 50 years male patient associated with dual conditions. He came to
hospital with chief complaints of mild chest pain, excessive thirst, stress and also severe headache. He is over
stressed due to his office work. His abnormal reports were with elevated blood pressure and sugar levels. His
urine examination appears pale yellow colour, cloudy and with the presence of sugar, pus cells and epithelial
cells. He was treated with amlodipine 5 mg OD, Tab rosuvastatin 20mg HS, Inj IV pantoprazole 40mg OD for
his diagnosed conditions. After 4 days under observation patient again reported elevated levels of indirect
bilirubin with no hepatic symptoms. So it was understood that type-2 diabetes and hypertension became the
factors to cause Gilberts syndrome. There were previous studies that Gilbert’s syndrome has a more prevalence
with diabetes and hypertension individually. This case was reported with both denovo conditions of diabetes
and hypertension.
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. Introduction

Gilbert's syndrome is a harmless genetic condition which occurs due to hepatic enzyme abnormality
which leads to mild elevations of bilirubin. The liver doesn't properly process bilirubin and it is produced by the
breakdown of red blood cells [1]. The condition has also been referred to as constitutional hepatic dysfunction
and familial nonhemolytic jaundice [2]. The gene normally controls an enzyme UGT1A (called Uridine
Diphosphate Glucuronosyltransferases that are important for bilirubin metabolism) which locates on
chromosome Il [3-5]. Gilberts Syndrome is due to results of genetic mutation in the promoter region of a gene.
An ineffective gene (inherited from parent) leads to excessive bilirubin build up in the blood [6]. Gilbert’s
syndrome has a higher prevalence in diabetes and hypertension.

Several studies showed that oxidative stress may act as a common pathway for diabetes, it seems that
oxidative stress predisposes to Glucose 6 Phosphate Dehydrogenase (G6PD) deficiency and impairs in the
synthesis of nitric oxide. It leads to a type- 2 diabetes mellitus but its relationship with G6PD is unclear (7, 8).
The causative factor to occur a Gilbert’s syndrome is genetic mutation in the promoter region of a gene. This
G6PD deficiency makes the genetic mutation over the promoter region of a gene UGTL1A [9]. This gene
(UGT1A) makes a hepatic enzyme abnormality leads to hyperbilirubinemia.

Some studies showed that in persons with hypertension, there was a trend toward higher mean total
bilirubin level in the intermediate creatinine group when compared with high creatinine group [10]. In an animal
model (using Gunn rats, which have a genetic deficiency in UGT), blood vessels isolated from
hyperbilirubinemic rats exhibited reduced levels of superoxide production and a blunted tonic response to
angiotensin 11 infusion [11, 12].

Poor glucuronidation is also a risk factor for drug-induced liver injury the main concern is cholestatic
liver injury by inhibiting UGT activity which may leads to Gilberts Syndrome.

People with Gilberts syndrome may appears with mild yellowing of the eyes (jaundice) [13] or entirely
normal with no signs and symptoms. Some of the conditions and situations that can cause Gilberts syndrome
like cold, dehydration, fasting [14], menstruation, stress, strenuous exercise, lack of sleep. Gilbert syndrome is
mostly diagnosed after puberty, when alterations in sex hormone levels cause the blood bilirubin levels to rise. It
has an increased risk factor when both parents ineffective or abnormal gene and in male gender [15].

The combination of normal blood and liver function tests and elevated bilirubin levels is an indicator to
diagnose Gilbert’s syndrome. No other tests are needed. Genetic tests can confirm the diagnosis. Gilbert’s
syndromes don’t require a treatment, usually it resolves with no ill effects. It can be managed by avoiding stress,
fasting and eating high calorie diet [16].
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Il.  Case Presentation

An unsusual case report in India with Gilberts Syndrome associated with combination disorders like
denovo Hypertension and denovo type Il Diabetes Mellitus (DM) was reported in a male patient aged 50 years.
Patient admitted in Omni hospital, Hyderabad with a sudden onset of chief complaints of mild chest pain,
excessive thirst, stress and also severe headache. His social was history with heavy stress for his office work.

On physical examination his blood pressure reveals 150/90 mmHg. He also went with biochemical
tests and complete blood picture tests, where these tests reveals abnormal results like Gross Random Blood
Sugar’s (GRBs) levels — 218 mg/dl, Neutrophils - 79%. His urine examination appears pale yellow colour,
cloudy and with the presence of sugar, pus cells and epithelial cells but his urobilinogen and other things in
urine were normal. He was prescribed with the drugs like Inj Insulin TID, Tab amlodipine 5 mg OD, Tab
rosuvastatin 20mg HS, Inj IV pantoprazole 40mg OD for his diagnosed conditions.

After 4 days of under observation his urine examination revealed- elevated levels of indirect bilirubin,
HbAlc tests- 50mmol/mol and BP- 140/90 mmHg. These parametes diagnosed with Gilbert’s syndrome with
diabetes and hypertension.

I1l.  Discussion

This is unusual case because Gilbert’s syndrome with both diabetes and hypertension in India. A male
patient aged 50 years admitted to hospital with chief complaints of mild chest pain, excessive thirst, and severe
headache. His history was known with heavy stress due to office work. His investigations reveal elevated blood
pressure, increased blood sugar levels. His appears to be like pale yellow colour, cloudy and with the presence
of sugar, pus cells. He treated with the drugs like insulin, amlodipine, rosuvastatin and pantoprazole. After 4
days his urine reveals with elevated levels of indirect bilirubin with no hepatic symptoms.

The previous studies proved that diabetes and hypertension has a higher prevalence with Gilbert’s
syndrome, but both done its studies individually. The patient was diagnosed with diabetes and hypertension for
a very first time. His social history known with heavy stress, this makes G6PD deficiency. Genetic mutation
over the promoter gene UGT1A occurs due to G6PD deficiency. This abnormal gene can’t metabolise dead
RBCs, so bilirubin levels increased moderately. G6PD deficiency leads to type-2 diabetes but its link is
unknown.

Hypertension was a trend toward higher mean total bilirubin level in the intermediate creatinine group.
In animal studies it understood due to UGT gene abnormality, but in human studies is unclear. Specific
treatment for Gilberts is no required and it can cure on its own or by staying fasting, but regular bilirubin levels
should be monitored.

IV.  Conclusion
Gilbert’s association with 2 different disorders is an unusual and rare case in India; Specific treatment
for Gilbert’s syndrome is not so required and can be managed by fasting or eating low calorie diet.
Simultaniously both diabetes and hypertension should be treated and regular monitoring of bilirubin levels
required.
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