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used. All drugs must be mentioned in their generic form. 
The commercial name may, however, be mentioned within 
brackets, if necessary.

FIGURES AND PHOTOGRAPHS 

Figures and photographs should only be sent when data 
cannot be expressed in any other form. They must be 
uncounted, glossy prints in sharp focus, 5” X 7” (12.7X17. 
3cms) in size. They may be in black and white or in color. 
Negatives, transparences, and X-ray �lms should not be 
submitted. The number of the �gure, the name of the 
authors should be printed on the back of each �gure/ 
photographs. The top of the �gure must be identi�ed by 
the author. These �gures and photographs must be cited in 
the text in the consecutive order. Legends must be typed 
on the same paper. Legends for photomicrograph should 
indicate the magni�cation, internal scale and the method 
of staining. Photographs in published articles will not be 
returned.

REFERENCES 

Reference should be numbered in the order in which they 
are cited in the text. At the end of the article, the full list of 
references should give the name and initials of all authors 
(unless there are more than six when only the �rst six 
should be given follow by et al). The authors’ names are 
followed by the title of the article; title of the journal abbre-
viated according to the style of the index Medicos (see “List 
of Journal Indexed,” printed yearly in the January issue of 
index Medic us); year volume and page number; e. g.: Hall, 
RR. The healing of tissues by C02 laser. Br J. Surge: 1971; 
58:222-225. Reference to books should give the names of 
editors, place of publication, publisher, and year. The 
authors must verify the reference against the original docu-
ments before submitting the article.

PEER REVIEW

Every paper will be read by at least two members of the 
editorial board. The papers selected will then be sent to one 
or more external reviews. If statistical analysis is included, 
further examination by a statistician will be carried out.

ABSTRACT

Abstracts of original article should be in structured format 
with following sub-headings:

i. Objective
ii. Design 
iii. Place & duration of study
iv. Subjects & Methods
v. Results
vi. Conclusion 

Four elements should be addressed: why did you start, 
what did you do, what did you �nd, and what does it mean. 
Why did you start is the objective. What did you do consti-
tutes the methodology and could include design, setting, 

patients or other participants interventions, and, outcome 
measures. What did you �nd is the results, and what does it 
mean would constitute your conclusion. Please label each 
section clearly with the appropriate sub-headings. Struc-
tured abstract for an original article should not be more 
than 250 words.

Review article, case report and other requires a short, unstruc-
tured abstract. Commentaries do not require abstract.

INTRODUCTION
 
This should include the purpose of the article. The rationale 
for the study or observation should be summarized; only 
strictly pertinent references should be cited; the subject 
should not be extensively reviewed. Data or conclusions 
from the work being reported should not be presented.

SUBJECTS & METHODS

Study design and sampling methods should be mentioned. 
Obsolete terms such as retrospective studies should not be 
used. The selection of the observational or experimental 
subjects (patients or experimental animals, including 
controls) should be described clearly. The methods and the 
apparatus used should be identi�ed (with the 
manufacturer’s name and address in parentheses), and 
procedures described in su�cient detail to allow other 
workers to produce the results. References to established 
methods should be given, including statistical methods; 
references and brief descriptions for methods that have 
been published but are not well-known should be 
provided; new or substantially modi�ed methods should 
be described, giving reasons for using the, and evaluating 
their limitations. All drugs and chemicals used should be 
identi�ed precisely, including generic name(s), dose(s), and 
route(s) of administration.

RESULTS

These should be presented in a logical sequence in the 
text, tables, and illustrations. All the data in the tables or 
illustrations should not be repeated in the text; only impor-
tant observations should be emphasized or summarized.

DISCUSSION

The author’s comment on the results, supported with 
contemporary references, including arguments and analysis 
of identical work done by other workers. A summary is not 
required. Brief acknowledgement may be made at the end.

CONCLUSION

Conclusion should be provided under separate heading 
and highlight new aspects arising from the study. It should 
be in accordance with the objectives.

SEND US YOUR SUBMISSION AT

jpakistanps@gmail.com

INSTRUCTION TO AUTHORS
 
The JPPS agrees to accept manuscripts prepared in accor-
dance with the “Uniform Requirements submitted to the 
Biomedical Journals” published in the British Medical 
Journal 1991; 302:334-41.

All material submitted for publication should be sent exclu-
sively to the journal of Pakistan Psychiatric Society.  Work 
that has already been reported in a published paper or is 
described in a paper sent or accepted elsewhere for publi-
cation should not be submitted. However a complete 
report following publication of a preliminary report, 
usually in the form of an abstract, or a paper that has been 
presented at a scienti�c meeting, if not published in full in 
a proceedings or similar publication, may be submitted. 
Press reports of meetings will not be considered as breach 
of this rule, but such reports should not be ampli�ed by 
additional data or copies of tables and illustrations. In case 
of doubt, a copy of the published material should be 
included with a manuscript to help the editors decide how 
to deal with the matter.

ETHICAL CONSIDERATION

If tables, illustration or photographs, which have already 
been published, are include, a letter of permission for 
re-publication should be obtained from author(s) as well as 
the editor of the journal where it was previously published.
Written permission to reproduce photographs of patients, 
whose identity is not disguised, should be sent with the 
manuscript; otherwise the eyes will be blackened out.

MATERIAL FOR PUBLICATION

The material submitted for publication may be in the form 
of an Original research, a Review Article, Special article, 
Commentary, Short Communication, a case Report, Recent 
Advances, New techniques, Debates, Book/CDs Review on 
Clinical/Medical Education, Adverse Drug Reports or a 
Letter to the Editor. Original articles should normally report 
original research of relevance to clinical medicine, and may 
appear either as papers or as shorts communications. The 
paper should be of about 2000 word’s, with no more than 
six tablets or illustration; short communications should be 
of about 600 word’s, with one tablet or illustration and no 
more than �ve references. Clinical case reports and brief or 
negative research �nding may appear in this section. 
Review Article should consist of structured over view of 
some relatively narrow topic providing background and 
recent development with reference of original literature. 
An author can write a review article only if he/she has 
written a minimum of three original research article and 
some case reports on the same topic.

Letters should normally not exceed 400 words, have no 
more than 05 references, and be signed by the entire 
author’s; preference is given to those that take up points 
made in contributions published in the journal. Editorials 
are written by invitation.

Authors should keep one copy of their manuscript for refer-
ence, and send three copies (laser copies or inkjet, photo-
copies are not accepted) to the editor. The authors should 
also submit an electronic copy of the manuscript typed in 
MS Word. Any illustration or photographs should also be 
sent in duplicate. People from outside Pakistan can also 
email their manuscript.

Each manuscript should include a little page (containing 
e-mail address, fax and phone number of the correspond-
ing author), abstract, text, acknowledgement (if any), refer-
ence, tables, and legends. Each component should being 
on a new page, in the following sequence; little page; 
abstract and atlas three keys words; text; acknowledge-
ments; reference; tables (each table, complete with title 
and footnotes, should be merged in the manuscript); and 
legends for illustration.

The manuscript should be typed in double spacing on 8 ½”x 
11” (21.5cm X 28.0cm) white bond paper with one inch exceed 
20 pages, excluding tables and references in an Original article 
and no more than 60 in a review article. If prepared on a word 
processor / computer, the diskette, properly protected, or CDs 
should be sent with the manuscript.

TABLES AND ILLUSTRATION  

Tables and illustration should be merged with in the text of 
the paper, and legends to illustrations should be typed on 
the same sheet. Tables should be simple, and should 
supplement rather than duplicate information in the text; 
tables repeating information will be omitted. Each table 
should have a little and be typed in double space without 
horizontal and vertical lines on an 8 ½”X 11” (21.5cm X 
28.0cm) paper. Table should be numbered consecutively 
with roman numerals in the order they are mentioned in 
the text. Page number should be in the text. Page number 
should be in the upper right corner. If abbreviations are 
used, they should be explained in footnotes and when they 
�rst appear in the text. When graphs, scatter grams, histo-
grams are submitted, the numerical data which they are 
based should be supplied. All graphs should be made with 
MS Excel and be sent as a separate Excel �le even if merged 
in the manuscript. For scanned photographs highest 
resolution should be used.

S.I. UNITS

System international (S.I) Unit measurement should be 

INSTRUCTION TO AUTHORS

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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OVERUSE OF COMMUNICATION TECHNOLOGY,
A POTENTIAL RISK FACTOR FOR GENERALIZED 
ANXIETY DIORDER 

AAMIR ABBAS
Marie Stopes Society, Pakistan

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

HIRA WASEEM
Aga Khan University

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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what did you do, what did you �nd, and what does it mean. 
Why did you start is the objective. What did you do consti-
tutes the methodology and could include design, setting, 

patients or other participants interventions, and, outcome 
measures. What did you �nd is the results, and what does it 
mean would constitute your conclusion. Please label each 
section clearly with the appropriate sub-headings. Struc-
tured abstract for an original article should not be more 
than 250 words.

Review article, case report and other requires a short, unstruc-
tured abstract. Commentaries do not require abstract.

INTRODUCTION
 
This should include the purpose of the article. The rationale 
for the study or observation should be summarized; only 
strictly pertinent references should be cited; the subject 
should not be extensively reviewed. Data or conclusions 
from the work being reported should not be presented.

SUBJECTS & METHODS

Study design and sampling methods should be mentioned. 
Obsolete terms such as retrospective studies should not be 
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RESULTS
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text, tables, and illustrations. All the data in the tables or 
illustrations should not be repeated in the text; only impor-
tant observations should be emphasized or summarized.

DISCUSSION

The author’s comment on the results, supported with 
contemporary references, including arguments and analysis 
of identical work done by other workers. A summary is not 
required. Brief acknowledgement may be made at the end.

CONCLUSION

Conclusion should be provided under separate heading 
and highlight new aspects arising from the study. It should 
be in accordance with the objectives.
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(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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OVERUSE OF COMMUNICATION TECHNOLOGY,
A POTENTIAL RISK FACTOR FOR GENERALIZED 
ANXIETY DIORDER 

AAMIR ABBAS
Marie Stopes Society, Pakistan

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. 

1. Association AP, DSM-IV. APATFo. Diagnostic and
 statistical manual of mental disorders: DSM-IV-TR.
 American Psychiatric Publishing, Inc.; 2000.
2. Allgulander C. Generalized Anxiety Disorder: A Review
 of Recent Findings. Journal of Experimental & Clinical
 Medicine. 2012.
3. Mackintosh MA, Gatz M, Wetherell JL, Pedersen NL. A
 twin study of lifetime Generalized Anxiety Disorder 
 (GAD) in older adults: genetic and environmental
 in�uences shared by neuroticism and GAD. Twin 
 research and human genetics. 2006;9(1):30-37.
4. Bebbington P, Brugha T, Meltzer H, et al. Neurotic
 disorders and the receipt of psychiatric treatment. 
 Psychological Medicine. 2000;30(6):1369-1376.
5. Munk-Jørgensen P, Allgulander C, Dahl A, et al.
 Prevalence of generalized anxiety disorder in general
 practice in Denmark, Finland, Norway, and Sweden.
 Psychiatric Services. 2006;57(12):1738-1744.
6. Lee S, Tsang A, Chui H, Kwok K, Cheung E. A community
 epidemiological survey of generalized anxiety disorder in
 Hong Kong. Community mental health journal.
 2007;43(4):305-319.
7. Khan H, Kalia S, Itrat A, et al. Prevalence and demo
 graphics of anxiety disorders: a snapshot from a
 community health centre in Pakistan. Annals of 
 general psychiatry. 2007;6(1):30.
8. Sara T, Annika H, Mats H. Mobile phone use and stress,
 sleep disturbances, and symptoms of depression 
 among young adults-a prospective cohort study. BMC 
 Public Health 2011; 11:66

GENETICS OF MENTAL DISORDERS:
BENCH TO BEDSIDE APPLICATION OF RESEARCH

HIRA WASEEM
Aga Khan University

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.


