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CREATIVE CORNER

SHORT STORY: DREAMS DIE FIRST
SYED HANI

Tossed and turned by the vicissitudes of Life, Abdullah, 
decides to commit suicide. Originally from the city suburbs, 
he is alien to the metropolis. He is pursuing a Master’s 
degree from a local University, and lives in a low-cost apart-
ment at the fringes of the city – and indeed at the fringes of 
the community. Having no roots in this alien culture, he 
feels estranged. His depression and loneliness have pushed 
him away from the social limelight, and to make it worse, 
he has no money to go out and mingle with the hip crowd. 
He tries his best to make ends meet; working evenings as a 
sales representative, still bringing in a meager income. 
There is nothing about his life that quali�es public 
approval. The girl of his dreams, his long cherished love, 
has also turned a blind eye to him. Despondent, hopeless 
and unclear, he is in a constant tussle with studies too. The 
deadline for submission of his research project is fast 
approaching, but he has not one idea for his thesis. 

When it comes to suicidal ideas – he has ample. He makes a 
list: hanging himself from the ceiling fan, taking an 
overdose of insecticide, cutting his wrist, drowning, lying 
in front of a train-track. 

He contemplates each option. He has had a near-drowning 
experience in a river, accidently, a few years ago. It is very 
su�ocating.  This is not usually followed by a mouth-to-
mouth resuscitation by a petit damsel, as the movies would 
have you believe. Generally, a policeman is the �rst on the 
scene, in order to register an F.I.R for a criminal investiga-
tion. “You cannot die with your own will, let alone live in 
this country” – he mumbles to himself.    It seems very wom-
anly to cut his wrist, he thinks. Being a proud son from a 
respectable family, this seems very unmanly. Insecticide 
would be very bitter and the way the fraudulent market 
behaves, the drug would probably not be very e�ective. No 
wonder his room is infested with so many rodents. The 
railway track option is still enticing: “Malir station is not 
very far”, he thinks to himself. But then he realises how 
traumatic it would be for his parents to see the mutilated 
body. Politicians and cronies in the media would not let go 
of any chance to further their corpse-politics by highlight-
ing his gnarly death.   

Hanging from the ceiling fan it is then. “I will get even with 
the KESC too”, he muses. He stands on a chair underneath 
the fan, slings the rope from it, ties a knot and put his head 
in the noose. Suddenly images of his parents �ash in front 
of his eyes. He takes his head out, gets down and scribbles, 
“My parents are not to be blamed for this”. He puts this in 
his pocket and re-inserts the noose and kicks the chair 

away. Boom! There is a loud noise. Instead of pressure on 
his neck, he feels a sharp pain on his head. Still dizzy, he 
looks around to see what has transpired. The fan has fallen 
on his head, and he is still living! “Damn”, he says. “Those 
thieving construction workers”. 

He lies listlessly. His mind goes back on his attempts to 
seek help. He has been to a psychiatrist, who bene�ted 
more from this interaction in terms of �nancial compensa-
tion, than himself – so he thought. He was a pill pusher, 
with no time to listen to people. How can you not listen and 
prescribe medications for an emotional, lonely and broken 
heart? Subsequently, he thought of going to a Maulvi, in a 
hope to �nd some solace. The Maulvi was more eager to 
help him with the afterlife then this one. He had a problem 
with living and this Maulvi was bent on getting him ready 
to die. Die I will – so he thought. 

Just as he was ruminating on these things, his mobile 
phone rang. It was Shazia – the girl that worked at the same 
sales-shop where he did. Turns out her father had su�ered 
a heart attack. He looks at the watch, which reads 12:45 am. 
She was bewildered and confused, with little money at her 
disposal. In the early hours of the morning, her father had 
su�ered a heart attack and she had no idea where to get 
the help. She was a quiet girl, working hard to support her 
elderly parents. He had always admired the character she 
possessed, though their acquaintance was merely platonic. 
She had warned him earlier too; ‘make friends in the 
university, lovers come and go’. A good advice, he thought 
in hindsight. 

After receiving her call he decided to shelf his idea of 
self-harm. He ran to the basement of his apartment. Look-
ing around, he could only �nd the Bicycle his night watch-
man rode. He decided to steal it (read: borrow), thinking 
end justify means. Her house was not very far. When he 
reached there she had already taken her father to a private 
hospital in the vicinity. Upon arriving in the emergency 
room, he saw Shazia sobbing endlessly. The emergency 
room front-desk clerk had asked for an initial deposit 
before initiating acute care. She had no money to o�er. 
Abdullah took out his credit card, made recently on the 
insistence of one corporate salesman. “Plastic money has 
its utility” he tells Shazia – who looks reassured. This seems 
to be a beginning of a new relationship – one full of hope. 
He forgets about his suicidal plans. Helping others have 
put meaning in his life.

CREATIVE CORNER
Family studies are less laborious to carry out but their 
interpretations are limited. In general, closer the relation-
ship the greater the shared culture and environment; �rst-
degree relatives (i.e., parents, siblings and o�spring) share 
an average of 50% of their genetic material, and second 
degree relatives share approximately 25%. Studies carried 
out on twin registry have given estimates on the concor-
dance and discordance of schizophrenia in monozygotic 
(MZ) and dizygotic twins (DZ); approximately pair-wise 
concordance rate of MZ twins is 50% and DZ twains is 
10%.5 In other studies concordance rates in MZ pairs have 
varied considerably but they appear to be higher than the 
concordance rates in DZ pairs. Gender-di�erence studies 
in the age at onset of schizophrenia have highlighted 
some important familial morbidity patterns.6,7 

Attention has been focused recently towards association 
studies which focus on single nucleotide polymorphisms 
(SNPs) within possible ‘candidate genes’. Few genes 
replicated in multiple population models and having 
supportive neurobiological data for schizophrenia are: 
Neuregulin 1(NRG-1) located on chromosome 8p12-p23 
which is involved in the NMDA pathway. The DTNBP1 
(Dystrobrevin binding protein 1) located on chromosome 
6p22.3 which actively plays a role in synaptic vesicle 
tra�cking and neurotransmitter release and may also be 
required for normal dopamine homeostasis. Gene located 
(G72) on chromosomal region 13q33, which is associated 
with the modulation of prefrontal cortex and hippocam-
pus. The COMT (catechol-O-methyltransferase),which is 
located on chromosome 22 between positions 11.21-to-
11.23 and provides instructions for production of an 
enzyme called catechol-O-methyltransferase by the nerve 
cells in the brain. Another implicated gene is ‘Disrupted in 
Schizophrenia 1’ (DISC1), loci on chromosome 1q42, 
producing a protein that is coupled with the synaptic 
function and synaptic plasticity of the brain which under-
lies the processes of learning and memory. The KCNH2 
gene sequence on chromosome 7q coding for a potassium 
channels is also known to contribute to the etiology. It is 
highly expressed in the prefrontal cortex and hippocam-
pus and could be implicated in the neuropathology of 
schizophrenia.8, 9, 10, 11

Researchers believe that the illness is caused by multiple 
genes acting together or many single genes acting sepa-
rately in to heterogeneous pattern. The emerging 
evidence also points towards the role of epigenetic factors 
contributing to the risk of psychosis. Researchers have 
discovered that human DNA is coated with a second code, 
transferred during meiotic cell division, with variable 
stability which regulates gene expression but is not based 
on DNA sequence rather it is based on factors which cause 
heritable, potentially reversible changes in the DNA or 
chromatin structure. These epigenetic factors could be 
in�uenced by environmental risk factors like exposure to 
toxins, chemicals and behavioral patterns like parenting, 
stressful life circumstances.12 In short we have come full 
circle, albeit with more insight, on the debate on the 
etiology of major psychosis. This calls for greater focus and 
collaboration on part of the researchers with bench-to-
bedside application looking to unravel the scienti�c 
mystery of disease.
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A POTENTIAL RISK FACTOR FOR GENERALIZED 
ANXIETY DIORDER 
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Anxiety is a physiological response to daily life events. 
Though some level of anxiety is good but if it is dispropor-
tionate to the source of worry, then it is classi�ed as Gener-
alized Anxiety Diorder (GAD). GAD is an unconstructive 
consequence of di�erent types of repetitive thoughts (RT) 
– like preservative cognition, cognitive and emotional 
processing. RTs are de�ned as the process of thinking 
attentively and repetitively about one’s own self and one’s 
world. If this pattern of thinking gets out of control then it 
results in a number of unconstructive consequences, GAD 
being one of them.

GAD is characterized by a persistent, pervasive and uncon-
trollable state of worry which  is disproportionate to its  
source and lasts  for at least six months.1 It is also associ-
ated with decreased functional ability in daily routine. The 
clinical presentation can be diverse. The most common 
reasons for help seeking are complains of muscle tension, 
restlessness, irritability, fatigability, dyspepsia and sleep 
disturbance.2

The prevalence of GAD is reported to be around 1.7% to 
7.0% in di�erent countries.3-6 In Europe and United States, 
the life time risk of GAD was estimated to be 3.9% in 
women and 1.7% in men.3 A Community based prevalence 
study from United Kingdom reports it to be around 3%.4 A 
population based study from Asia (Hong Kong) reports the 
12-month prevalence  of GAD to be 3.4–4.0%.6 There is no 
nationally representative survey on GAD from Pakistan. 
However a center-based cross-sectional survey from 
Karachi reports the prevalence of pathological anxiety to 
be 28%.7

Some studies in the recent years have established a tempo-
ral relationship between di�erent psychiatric morbidities 
and over use of di�erent types of communication technol-
ogy. This include excessive mobile use and internet sur�ng. 
A cohort study carried out in Sweden reports an association 
between high mobile usage and psychiatric morbidities.8 
The undisciplined pattern of mobile phone use puts lot of 
stress on the users. Repeated external stimulation results in 
increased mental fatigue and functional compromise. 
Conditions like sleep disturbance, depressed mood and 
stress predispose individuals to the GAD.3

More research needs to be done to explore the relationship 
between overuse of communication technology and GAD. 

The prevalence of newely classi�ed disorders like mobile 
phone addiction and internet addiction needs to be found 
out. In addition, qualitative as well as quantitative studies 
are needed to collect evidence related to the extent and 
severity of internet and mobile addiction. It is also high time 
to think of some interventions to manage disorders like 
internet addiction and problematic mobile phone use. 
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GENETICS OF MENTAL DISORDERS:
BENCH TO BEDSIDE APPLICATION OF RESEARCH
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The future of mental health research lies in genetics.1 A 
century of research in to the etiology of mental disorders has 
failed to elucidate the genetics of major mental disorders. 
Conditions like schizophrenia and bipolar a�ective disorder 
have remained an enigma.2 The absence of a classical Mende-
lian model of genetic risk transmission for mental disorders 
was noted very early.4 It was conjectured that mental disor-
ders have polygenic etiology, as evidenced by numerous 
family studies, undertaken at the turn of the century.
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PAINTING: MELANCHOLY IN BLUE
DR. SYED ALI WASIF

EDITOR’S NOTE:
Picture is worth a thousand words. The painting by Dr. Syed Ali Wasif depicts the plight of a common vulnerable man who is 
stressed out with the dicotomy and disintigration of todays society. The grotesque image speaks volumes in terms of societal 
perception and stigma associated with mental illnesses. To be moved to draw on a plain canvas requires inspiration and 
commitment. Inspired by ideas and ideals, one draws parallel to depth of one’s perception. To see abstractions in the course 
of daily events, to drive meaning from synchronicity, require an attuned mind. The mind which is open to the shades of grey 
(and white) brings the unseen in to the realm of art-form. The genius in Dr. Wasif has vividly depicted the reality of individuals 
with distress for those who appreciate the art form.
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