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حِیمِ نِ الرَّ ٰـ حْمَ ھِ الرَّ  بسِْمِ اللَّـ

الحمد N، والصلاة والسلام على رسول الله وآلِ بیَتھِ الطیبین الطاھرین ، أما بعد : یقول الله تبارك وتعالى:

( وَآخِرُ دَعْوَاهُمْ أنَِ الْحَمْدُ للَِّهِ ربَِّ الْعَالَميَِن ) 

[یونس:١٠]
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Dedication



إھِداء..


الى شھدائنا الملائكھ..


  الى كل من علمني حرفاً.. 


    الى من سنا ضیائھم ینیر الطریق .. العائلة الساندة.. 


  الى من حصد الاشواك لیمھد لنا طریق المعرفة ، آبائنا العظماء.


  الى من طرّزن أیامنا بالسعادة ، و جعلنَ للابتسامة معنى، أمھاتنا الشامخات.


الى العائلة الصغیرة التي انجبتھا مواقف الأیام ، رفاق الخطوات الأولى والأخیرة.


نحن ممتنون
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Abstract 
Depression is a mental health disorder effect more than 300M people world 
wide, characterised by sadness, loss of interest or pleasure, feelings of guilt or 
low self- worth, disturbed sleep or appetite, feelings of tiredness, and poor 
concentration. Depression can be long- lasting or recurrent, substantially 
impairing an individual’s ability to function at work or school or cope with 
daily life. At its most severe, depression can lead to suicide.  It involves two 
subcategories are major depressive disorder or episodes and dysthymia .The 
dysthymia symptoms are similar to depressive disorder , but be mild and stay 
longer. There are other contrast for people with depression is the history the 
manic episode which is elevation in mood , Like in patients with bipolar 
episodes.

 Anxiety disorders are mental disorders that characterised by anxiety and fear 
feelings, including post-traumatic stress disorder (PTSD), panic disorder, 
phobias, obsessive-compulsive disorder (OCD),social anxiety disorder and 
generalised anxiety disorder (GAD).symptoms can range from mild to severe 
as with depression it’s duration when experienced with people with anxiety 
disorders become more chronic than episodic. Even more sever cases of 
depression could be treated if treatment began Earlier.The depression 
treatment usually involved medications , psychotherapy or a combination of 
them. electroconvulsive therapy (ECT) and other brain stimulation therapy 
may be an option if medication not elevate the symptoms .


There are a multiple types of psychotherapy can help people by make them 
learn how think and behave and how to change the bad habits of depression.


Antidepressants use as treatment of depression. They control the brain certain 
chemicals to regulate the mood and stress. The goal of the treatment: is to 
increase the neurotransmitter (serotonin & norepinephrine ) by inhibiting its 
reuptake or its break down by using : Selective Serotonin Reuptake Inhibitors , 
Serotonin-Norepinephrine Reuptake Inhibitors, Monoamine Oxidase 
Inhibitors, Atypical Antidepressants and Tricyclic Antidepressants By trying 
many antidepressants to find the one that treat the patient better with fewer 
side effects. It takes around 4-8 weeks to work , usually other symptoms like 
sleep, appetite, and concentration will be better before mood lift .
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Introduction


Depression is one of the mood disorders that make a continuous sad feelings 
and lack of interest. called clinical depression or major depressive disorder, it 
change how you think, react ,see things and feel it and can result in a different  
emotional and physical complications. You may face some difficulty through 
your daily life[1]. clinical depression isn’t only a bad mood, it's not a weakness 
and you simply can't just  "get out" of it. It dose required a long-term 
treatment[2]. You should have a commitment to continue your therapy by 
psycho therapy, medication or both  and have faith that you will be be 
better.[3]


General symptoms of depression:Depression could happened once in 
life time or may experience multiple episodes . The episodes involved many 
symptoms that happened most of the day or all day long [4]. These symptoms 
include:


1-emotional symptoms (due to low serotonin): Depressive people have 
variety of symptoms . The severity , frequency and duration of them.  will vary 
depending on the person  him self and The symptoms are : 


~ Persistent sadness , anxiety or feeling empty .


~ Feeling hopeless and/or pessimism.


~ Feelings of guilt.


~ Have a suicidal thoughts or attempts. 


2-biological symptoms (due to low norepinephrine) : 


~ Insomnia, early-morning wakefulness, or excessive sleeping.


~ Overeating, or appetite loss,Persistent aches or pains, headaches, cramps or 
digestive.
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A lot of depressed people deal with severe symptoms .That cause a noticeable 
effect on daily activities , like  work, college ,relationships and social life. 
Leads to feel very sad and unhappy with our knowing why .[5]


TYPES OF DEPRESSION 


Mood regulation disorders : Severe recurrent outbursts of temper without 
much provocation + constantly irritable throughout the day. Major 
depressive disorder : Depressed Mood\ Lack of interest in activity for 2 
weeks + the following symptoms: Change in sleep, lack of appetite, Feeling 
worthless, Guilt ridden. which involves symptoms such as depressed mood, 
loss of interest and enjoyment, and decreased energy; depending on the 
number and severity of symptoms, a depressive episode can be categorised as 
mild, moderate, or severe. Dysthymia : chronic mild depressive episode for 2 
years at least, for the most week days .[6] Bipolar disorder : mood cycling 
changes from very highs (e.g., mania is high energy and mood elevations , 
resulted in hyper activity, speech pressure and less sleep) to very  lows (e.g., 
depression) separated by periods of normal mood.Substance induced 
depressive disorder : Due to direct physiological effects of a substance or 
medical condit ion. Premenstrual depression : Outbursts of 
Temper,Irritability,Fighting with loved ones starting a week before menses and 
improving after your cycle. Postpartum depression : much more serious than 
the "baby blues" when hormonal and physical changes and the new 
responsibility of caring for a newborn can be overwhelming.[7] Because 
another medical condition : Most episodes of depression has direct 
physiological effect of substance including medication. Atypical depression : 
Characterised by oversleeping and over-eatingFor instance, mood brightens in 
response to positive events. Seasonal effective disorder :  depression in 
months of winter.[8]


7



Causes depression 

Caused by multiple factors like genetic some types run in the family however 
could happen without family link , environmental, biochemical and 
psychological . The  depressive illnesses are a one of brain disorder . Genetics 
research shows increase the risk of depression caused by various genes acting 
together with environmental or other factors. Also having trauma , losing a 
beloved one , having difficulties with your relationships like family and in 
addition to any stressful conditions going through that act as triggering factors 
for depressive episodes that may happen with or without the trigger .


Magnetic resonance imaging (MRI) one of Brain-imaging technologies, show 
there are differences between brain of normal and depressive people in 
figure1. Some parts appear to be abnormal like that responsible of the mood, 
thinking, sleep, appetite and behaviour. Also , Some neurotransmitter get 
imbalanced . But these imaging not show particular reason of is circumstance.  
[9]


Figure 1: MRI show differences between brain of normal and depressive 
people.


Pathophysiology of depression according to two theories: 
firstly could be genetic (due to four gene) . Secondly biological amine and 
receptors theory: mostly  common suggests that depression resulted from 
decreasing in neurotransmitters as serotonin & norepinpherine levels Or from 
increase in serotonin receptors as 5HT-2A &“ 5HT-2C .[2 ]
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Depression detection and treatment 

Depression, consider a highly treatable even some of sever cases. Like many 
other illnesses when treatment begin earlier the more efficient the results are 
this may lessen the recurrence of it is. Firstly getting a suitable treatment is by 
visiting appropriate physicians. There are some medication and conditions like 
thyroid disorders or some types of virus can make symptoms like depression. A 
physician can eliminate these possibilities by making some lab tests , physical 
examination and doing some interviews. So if confirmed that may have a 
psychological issue refer it to mental health professionals , then they continue 
to get the diagnosis. By discussing the family history with depression and 
history of the symptoms when dose it start , it’s duration and severity and also 
asking if it happened before and what they get to treat it , if they take any 
drug , alcohol or other medication. Importantly should ask if had suicidal 
thoughts or attempts. Whenever  the diagnosis completed starting his healing 
gurney using psychotherapy or /and medication.[4]


Psychotherapy or talk therapy 

There are a several types that approved to help people with their depression. 
The regimes are different depending on the person state so there’re a short 
term ones for 10 to 20 weeks or others may be longer.


There’re two main types CBT and IPT have shown their effectiveness by help 
the patient to adapt new ways to think and act away . Firstly CBT stands for 
cognitive behavioural therapy helps people to change the negativity of thinking 
and behaving that contribute with their depression and the second is IPT for 
interpersonal therapy that helps people to get over , understand and working a 
troubles in their personal relationships that may cause or make their depression 
worse. For mild to moderate depression this therapy may be the best treatment to 
their case .However in certain cases or major depression this therapy may not be 
enough so the studies suggest the psychological therapy with certain types of 
medications is the best approach to adolescence has the previous cases of depression 
and may reduce it’s recurrence [10].similar to that other studies that have examined 
treatment of depression to older adults found that patient who responded to initial 
treatment of medication and IPT were less likely to have depression recurrence if 
they take their compilation therapy continuously for 2 years.[11]
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Pharmacological treatment 


(1) Tricyclic antidepressants: The efficacy is equal to SSRIs but with 
more anticholinergic adverse effects and the lowest dose to reach overdose 
[12,13 ].


MOA: They block the reuptake of serotonin and norepinephrine in presynaptic 
terminals, which leads to an increased concentration of these 
neurotransmitters in the synaptic cleft. The increased concentrations of 
norepinephrine and serotonin in the synapse likely contribute to its anti-
depressive effect [14,15 ], In addition to that it had antimuscarinic 
&antihistaminegic effects . According to the structure affinity towards the 
receptors different Secondary amines including [desipramine, nortriptyline, 
and protriptyline] that have a greater affinity to blockage norepinephrine 
reuptake, while tertiary amines consist of a [amitryptiline, clomipramine, 
doxepin, imipramine, and trimipramine] that have a greater affinity as 
serotonin reuptake inhibitors [16 ]and serotonine syndrome.


Route of administration: Orally [tablet and capsule&solution].


AE/SE: Anticholinergic side effect +orthostatic hypotension (due to alpha 1 
receptors blocked) and increased appetite, weight gain, confusion, sedation 
(anti histaminergic effects ) and suicid behaviours [ 17,18].


Pregnancy and breastfeeding : Pregnancy [congenital defect especially eye, 
neck, ear, face defect, cardiac defect(especially with clomipramine)
[ 19,21]and for breastfeeding: Nortriptyline is the safest one due to its non 
sedation effect All other TCAs are not safe except Doxepin, nortriptyline[ 20].


Contraindication: family history of cardiac death or QT interval 
prolongation ,hypersensitivity, reaction to TCAs, with MAOIs due to  risk of 
developing serotonin crisis , So patients should be discontinued MAO is 2 
weeks before starting TCAs, patient suffering from a seizure which leads to an 
increased risk of attack (decrease seizure threshold )and patient with prostate 
(urinary retention )+hepatic disease [19,20,21 ].
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(2) SSRI: include fluoxetine (Prozac), citalopram (Celexa), sertraline 
(Zoloft), and several others. Serotonin and norepinephrine reuptake inhibitors 
(SNRIs) are similar to SSRIs and include venlafaxine (Effexor) and duloxetine 
(Cymbalta). SSRIs and SNRIs are more popular than the older classes of 
antidepressants, Considered the first-line antidepressant due to their safety 
&efficacy &tolerability and they are approved to use in children and 
adolescents patients [ 22]


MOA: acts by inhibiting presynaptic reuptake of serotonin to increase its 
concentration in the synaptic cleft . Reverse other antidepressants have a 
lower effect on other neurotransmitters (dopamine, norepinephrine )[ 22,23] 
have lowered side effects (anticholinergic, antidopaminergic, and 
antihistaminic side effects ) in comparison with another antidepressant [ 24]. 
Available orally (tablet, capsule, liquid ) once daily administration in the 
morning or nighttime regardless of the meals (except vilazodone taken with 
food ) [ 24]. The effect of SSRIs may take up to 6 weeks before the patients 
feel the effects of treatment.[ 24,25 ] If patients tolerate the current dose well, 
the clinician can consider an increase in dosage after several weeks. All 
patients under the age of 25 should be continually assessed for suicidal 
ideation and other unusual behaviours, as highlighted in the FDA black box 
warning for all SSRI medications.


SE/AE: The most common side effects associated with SSRIs and SNRIs 
include: Headache usually temporary and will subside. Nausea—temporary 
and usually short lived. Insomnia and nervousness (trouble falling asleep or 
waking often during the night may occur during the first few weeks but often 
subside over time or if the dose is reduced, Agitation (feeling jittery) and 
sexual problems in both men and women can experience sexual problems 
including reduced sex drive, erectile dysfunction, delayed ejaculation, or 
inability to have an organs Serotonin syndrome [24,25,26].


Contraindications: Use with MAOIs, linezolid, and other medication that 
increase serotonin level. In pregnancy category D/X (especially paroxetine 
causing cardiac malformation, especially in the first trimester[ 27,28].  SSRI 
overdose is relatively infrequent due to their increased safety profile and 
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tolerability compared to other classes of antidepressants. SSRI overdoses are 
rarely fatal and usually do not have serious consequences. Out of all the 
SSRIs, citalopram and escitalopram are more likely to cause overdose due to 
differences in their structures. Citalopram and escitalopram have an increased 
risk of cardiotoxicity due to QT prolongation, which can progress to serious 
arrhythmias such as Torsades. Serotonin syndrome is a life-threatening 
consequence of increased serotonergic activity. It can result from overdosing 
on SSRIs . Serotonin syndrome is characterised by mental status changes, 
autonomic dysfunction, and dystonias. Findings may include agitation, 
tachycardia, hypertension, hyperthermia, hyperreflexia, tremor, nausea, 
vomiting, and clonus.[29] Serotonin syndrome may present similarly to 
neuroleptic malignant syndrome and malignant hyperthermia. This is 
especially important to keep in mind since commonly prescribed psychiatric 
medications can cause both serotonin syndrome and neuroleptic malignant 
syndrome. Serotonin syndrome also has a rapid onset and resolution.


Management : there’s no definitive treatment only supportive initially SSIRS 
discontinuation,benzodiazepines for agitation and Cyproheptadine has shown 
some success in several small studies and case reports for patients who do not 
respond to initial treatment.[29]


(3)Monoamine oxidase inhibitors (MAOIs) :


are a separate class from other antidepressants, treating different forms of 
depression and other nervous system disorders such as panic disorder, social 
phobia, and depression with atypical features. Even though MAOIs were the 
first antidepressants introduced, they are not the first choice in treating 
mental health disorders due to several dietary restrictions, side effects, and 
safety concerns. MAOIs are only a treatment option when all other 
medications are not useful .[30]
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MOA:  Monoamine oxidase inhibitors are responsible for blocking the 
monoamine oxidase enzyme. The monoamine oxidase enzyme breaks down 
different types of neurotransmitters from the brain: norepinephrine, serotonin, 
dopamine, and tyramine. MAOIs inhibit the breakdown of these 
neurotransmitters thus, increasing their Level. There are two types of 
monoamine oxidase, A and B. The MAO A is mostly distributed in the 
placenta, gut, and liver, but MAO B is present in the brain, liver, and platelets. 
Serotonin and noradrenaline are substrates of MAO A, but phenylethylamine, 
methylhistamine , antryptamine are substrates of MAO B. Dopamine and 
tyramine are metabolized by both MAO A and B. Selegiline and rasagiline are 
irreversible and selective inhibitors of MAO type B, but safinamide is a 
reversible and selective MAO B inhibitor. MAOIs are reversible or irreversible. 
Moclobemide is an example of a reversible MAOI I (RIMA), tranylcypromine, 
phenelzine, isocarboxazid, and selegiline irreversibly inhibit MAO. Selegiline 
in low doses is a selective, irreversible MAO B inhibitor, but it is no longer 
selective at higher doses.[30]


Administration: MAOI administration is almost always orally but sometimes 
comes in the form of a skin patch.The skin patches were FDA approved and 
can be more beneficial to patients than oral dose forms. An example of this is 
selegiline, which can be given in a skin patch and causes fewer side effects 
than oral administration.Patients with lower doses of MAOIs may not have to 
be as strict with their diet as those with higher doses.[30 ]


AE/SE : Hypotension, Atropine like effects:dry mouth ,blurred vision, urinary 
retention, CNS stimulation: Insomnia Tremors excitement convulsions ,shifting 
to the mania and weight gain associated with increased appetite 5-
Hypertensive crisis (cheese effect)[30] MAOIS Contraindications: 
Contraindicated when one of the following is present: Cerebrovascular disease 
Hypertension Congestive heart failure Liver disease Food with tyramine and 
dopamine[30]
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Toxicity : there is no specific antidote for MAOI toxicity, and dialysis is 
unhelpful in removing the drug. An overdose of MAOIs, or use in combination 
with other serotonergic agents, may lead to serotonin toxicity. Likewise, the 
use of MAOIs with sympathomimetic agents may lead to the development of a 
hypertensive crisis.


 When managing serotonin syndrome, early transfer to a medical ICU and 
consultation with a toxicologist is strongly advised. Diagnosis of serotonin 
toxicity is possible using the “Hunter criteria” or the “Sternbach criteria” based 
on physical manifestations.[22] The mainstay of management is the 
discontinuation of the serotonergic agent and supportive care, where most 
patients improve within 24 hours.[31] In cases of hypertensive crisis, 
immediate admission to the ICU for prompt blood pressure control with a 
parenteral, titratable antihypertensive agent while the patient remains on a 
vitals monitor is necessary. Urine output measurements and a neurologic 
examination should also take place. BP correction should be slowly achieved 
over several minutes to an hour, and not immediately. The goal is to lower the 
BP to no less than 20% to 25% during the first hour.[32]


ICU for prompt blood pressure control with a parenteral, titratable 
antihypertensive agent while the patient remains on a vitals monitor is 
necessary. Urine output measurements and a neurologic examination should 
also take place. BP correction should be slowly achieved over several minutes 
to an hour, and not immediately. The goal is to lower the BP to no less than 
20% to 25% during the first hour.[32].


(4) SNRIs The serotoninergic system is known to modulate mood, emotion, 
sleep and appetite and thus is implicated in the control of numerous 
behavioural and physiological functions. Decreased serotoninergic 
neurotransmission has been proposed to play a key role in the aetiology of 
depression. The concentration of synaptic serotonin is controlled directly by its 
reuptake into the pre-synaptic terminal and, thus, drugs blocking serotonin 
transport have been successfully used for the treatment of depression.


The class of serotonin and norepinephrine reuptake inhibitors (SNRIs) now 
comprises three medications: venlafaxine, milnacipran, and duloxetine. These 
drugs block the reuptake of both serotonin (5-HT) and norepinephrine with 
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differing selectivity. Whereas milnacipran blocks 5-HT and norepinephrine 
reuptake with equal affinity, duloxetine has a 10-fold selectivity for 5-HT and 
venlafaxine a 30-fold selectivity for 5-HT. All three SNRIs are efficacious in 
treating a variety of anxiety disorders. There is no evidence for major 
differences between SNRIs and SSRIs in their efficacy in treating anxiety 
disorders. In contrast to SSRIs, which are generally ineffective in treating 
chronic pain, all three SNRIs seem to be helpful in relieving chronic pain 
associated with and independent of depression. Tolerability of an SNRI at 
therapeutic doses varies within the class. Although no direct comparative data 
are available, venlafaxine seems to be the least well-tolerated, combining 
serotonergic adverse effects (nausea, sexual dysfunction, withdrawal 
problems) with a dose-dependent cardiovascular phenomenon, principally 
hypertension. Duloxetine and milnacipran appear better tolerated and 
essentially devoid of cardiovascular toxicity.[33]


There is evidence that the serotonin norepinephrine reuptake inhibitors 
(SNRIs) venlafaxine, milnacipran, and duloxetine, have probable superior 
antidepressant activity to most selective serotonin reuptake inhibitors (SSRIs), 
especially in more severe depression. Some patients, however, respond better 
than others to SNRIs. Several factors influencing response to milnacipran have 
been recently studied. The presence of certain polymorphisms related to 
noradrenergic neurotransmission has been shown to be related to different 
degrees or rapidity of response to milnacipran. In addition, patients with low 
pretreatment levels of plasma 3- methoxy-4-hydroxyphenylglycol have a better 
response to milnacipran. These recent genomic and neurochemical data 
confirm that milnacipran, in contrast to SSRIs and venlafaxine, has an impact 
on the noradrenergic system. Differences in metabolism determined by genetic 
variables in cytochrome P450 (CYP) 2D6 activity are a major determinant of 
venlafaxine levels to such an extent that genetically determined decreases in 
CYP 2D6 activity have been associated increased adverse effects. Milnacipran, 
which is not metabolized by the enzymes of the CYP system is not influenced 
by polymorphism of these enzymes. These preliminary data suggest that a 
patient's biochemical and pharmacogenetic characteristics may be useful in the 
future to help clinicians chose the most effective antidepressant medication 
[34] SNRIs decrease the neuroinflammation through multiple mechanisms 
including the reduction of blood or tissue cytokines or regulating complex 
inflammatory pathways: nuclear factor kappa-light-chain-enhancer of 
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activated B cells (NF-κB), inflammasomes, Toll-like receptor 4 (TLR4), 
peroxisome proliferator-activated receptor gamma (PPARγ). SNRIs show these 
effects in association with an antidepressant action. SNRIs have an anti-
neuroinflammatory role which might contribute the antidepressant effect.[35]


Randomized trials have shown that selective serotonin reuptake inhibitors 
(SSRIs) and serotonin-norepinephrine reuptake inhibitors (SNRIs) have better 
safety profiles than classical tricyclic antidepressants (TCAs). We focused on 
comparing the common side effects of TCAs with those of newer generation 
antidepressants including SSRIs, SNRIs, mirtazapine, and bupropion. Some 
other side effects such as sexual dysfunction, bleeding, and hyponatremia 
were more prominent with either SSRIs or SNRIs.[36]


(5) Atypical antidepressants: are defined as not belonging strictly to a set 
classification of antidepressants. They are not SSRIs, cyclic antidepressants, or 
MAOIs. Most are derivatives of SSRIs and have additional pharmacologic 
effects that were selected in an attempt to decrease the undesirable side 
effects of traditional antidepressants.[37]


Atypical antidepressants have various mechanisms of action. Bupropion, for 
example, works by inhibiting the reuptake of dopamine and norepinephrine at 
the presynaptic cleft.[38]. Agomelatine works as an agonist at melatonin 
receptors MT1 and MT2. It also antagonizes serotonergic 5-HT2C receptors, 
promoting dopamine and norepinephrine release.[39]. Mirtazapine works by 
blocking alpha-2 adrenergic receptors on the cell bodies and nerve terminals, 
promoting the release of norepinephrine into the synapse. Furthermore, 
mirtazapine antagonizes the 5-HT receptor, which has been shown to increase 
norepinephrine and dopamine in the brain's cortical regions.[40] Adverse 
effect: Agomelatine-Hepatotoxicity , Mirtazapine-Sedation, Weight gain [41] 
and Bupropion-Seizures[42].


CI: Bupropion, an atypical antidepressant, has seizure disorder listed as a 
major contraindication. This contraindication applies to patients with an active 
seizure diagnosis or prior seizure activity history. Like other antidepressants, 
bupropion should not be used in patients taking monoamine oxidase inhibitors 
or drugs that can lower the seizure threshold.[43]
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Materials and Methods Study


population


This was a cross-sectional study which the prevalence of anxiety, depression 
and use of antidepressants drugs among students, were investigated at Basrah 
University around Basrah city, Iraq on the month of December 2022 to April 
2023. The study subjects included the pharmacology students of Basrah 
University participated in the study. In this regard, those who were refuse to 
fill the questionnaire, were absent during the study period, would not 
complete the questionnaire, or already were diagnosed with a mental illness 
or on treatment.


Study methodology


The study was performed through 3 stages of the procedure. In the beginning, 
literature review was done from online literature regarding the prevalence of 
anxiety, depression and use of antidepressants among going university 
students. The aim of literature review was to observe the rate of depression, 
anxiety prevalence and antidepressants drug use in other studies in both male 
and female students. Followed by the literature review, data collection step 
was executed by collecting data with the help of a survey questionnaire. 
Demographic data were collected on age, gender, course, year of study, year 
back status, number of siblings, birth order, relationship status with family and 
friends, and family income status. Also antidepressants and illegal drug usage 
was assessed by two types of questions about frequency of use and type of use. 
The alcohol, coffee consumption and exercise, sleeping patterns and smoking 
habits were also evaluated, how to use the medication ,When needed, the way 
to use the medicine diagnosed by a physicianAdvice friend’s regularly Parents' 
advice, did your condition improve after using these medicines, did your 
condition worsen after using these medicines, IF suffering from another 
chronic disease and it is treated Anxiety and depression were evaluated using 
a valid and reliable 14-item self-administered scale “Hospital Anxiety and 
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Depression Scale” (HADS). The questionnaire comprises seven questions for 
anxiety and seven questions for depression, and takes 2-5 min to complete.To 
assure the data quality more emphasis was given in designing data collection 
instrument. For its simplicity's Questions prepared and published electronically 
(as Google form). As a self-administered questionnaire, it can be designed to 
be answered easily. Proper instruction was given before the survey as to the 
importance of the study for the study subjects, the data collectors as well as 
the supervisors. The collected data has been reviewed and checked for 
completeness before data entry, thus the incomplete data has been discarded. 
The study was conducted after obtaining permission . They were requested to 
complete the questionnaire with full assurance about the confidentiality and 
anonymity of their information. The subjects were assured that the data will 
be used only for scientific purpose of the study. Pharmacy students were 
invited to fill out Google forms from different Universities From all over Iraq.


Statistical analysis Data entry and statistical analysis performed by google 
forms that get filled by medical student .To address the objectives of this 
thesis, both descriptive (percentages, mean and standard deviation) and 
inferential statistics were used.To analyse categorical variables, we calculated 
frequencies and percentages.
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Results


Table 1.Shows the demographic and health characteristics of the university 
student population, including psychological distress load, gender and 
age.Among 400 invited candidates, 375 (response rate = more than 90%) 
medical, dentistry and pharmacy colleges students, who agreed to participate 
and completed the questionnaires and were included in the analysis. 

 Of the 375 students participated in the study, 94(25%) were males and 282 
(75%) were females. Among of 375, 16\5(43.9%) were 20 or under 20 years 
old and 211 (56.1%) above 20 years old. 337 ( 89.6%) of the participants 
were healthy, while 39( 10.4%) had a chronic diseases.  

 The details of the baseline demographic and socioeconomic characteristics are 
presented in table 1. Included variables on: Marital Status, 343(91.2%) of the 
students were single and the others were married or divorced ,88 (23.5%) of 
students were in a graduation year and the rest 287(76.5%)were not. 
361(96%) had no year of Failure, 11(2.9%) had one year of failure and 
4(1.1%) have more than one year of Failure. The majority of the participants 
314(83.5%) were studying in in the same governorate and 26 (16.5%) were 
studying in College out of their governorate. The highest percentage of the 
participants (87%) were satisfied with their study and (13%) were not 
satisfied. worried of future life status was found in 263 (69.9%) of 
participants and 113( 8.75%) They weren't worried. 


Variable
Participant


 (n=430)

N (%)

Age

    =< 20

    > 20

165

211

43.9%

56.1%

Sex

    Male

    Female

94

282

25%

75%
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Table1 .Demographic and health characteristics of the student population


Study Years

     ‎1st Year

     2nd Year

     3rd Year

     4th Year

     5th Year

     Graduation Year

55

96

73

47

17

88

14.6%

25.5%

19.4%

12.5%

4.5%

23.4%

Years of Failure

     No Year of Failure

     One Year of Failure

     Twe Years of Failure

361

11

4

96%

2.9%

1.1%

Colleage in same Governorate

     Colleage in same Governorate

     Colleage out Governorate

314

26

83.5%

16.5%

Family Ordering

     Oldest

     Middle

     Youngest

     The Only Son

120

167

63

6

31.9%

49.7%

16.8%

1.6%

Marital Status

     Maried

     Single

     Divorced

30

343

3

8%

91.2%

0.8%

Family Relation

     Good

     Fair

     Bad

290

72

14

77.1%

19.1%

3.7%

Friends relation

     Good

     Fair

     Bad

218

142

16

58%

37.8%

4.3%

Missing one of Parent

     No

     Yes

328

49

87.2%

12.8%

Study Satisfy

     Study Satisfy

     Study Unsatisfy

327

49

87%

13%

worried of future life   

  They weren't worried

     Worry of  Future

113

263

30.1%

69.9%
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Table2. The details of daily activities and social habits are summarised in table 
2. The majority of student stated daily sleeping hours about 5-8 hours, about 
221 (58.8%) participants did not intake coffee. Regarding smoking habits 
status, 35( 94.4%) were non-smoker. Of the 376 participants 148 (39.4%) 
were not complaining from depression or Stress while 120 (31.9%) of them 
had depression or stress before college and 108 (28.7%) had depression or 
stress after college. Also, 92.6% of study participants never took any 
psychotropic  medicines, while7.4% used these medicines.


Table 2: The details of daily activities and social habits in study population.


Variable
Participant


 (n=430)

N (%)

Sleep Hours

     1-4 hrs

     5-8 hrs

     >8 hrs

22

234

120

5.9%

62.2%

31.9%

Smooking

     Non Smooker

     Smooker

355

21

94.4%

5.6%

Coffae Drinking

     Not Drinking Coffae

     Drinking 1-2 Cups of Coffae

     Drinking >2 Cups of Coffae

221

140

15

58.8%

37.2%


4%

Depression or Stress

     Not Complain from Depression or Stress

     Have Depression or Stress Before Colleage

     Have Depression or Stress After Colleage

148

120

108

39.4%

31.9%

28.7%

Take psychotropic drug 

     No take drug

     Take drug

348

28

92.6%

7.4%
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Table 3.Shows the demographic and health characteristics of the psychotropic 
drug user, including psychological distress symptom, gender stratified. 89.3% 
of students were female, and (85.7%)  of them were more than 20 years old. 
89.3% of the user were single, 7.1% were divorced and  3.6% were 
married .The majority of the student were non smoker. 89.3% of the 
psychotropic drug user were healthy and had no chronic diseases. 
Furthermore 12 (42.9%) 0f them stated  daily sleeping hours more than 
8hrs.Half of the drug user were drinking 1-2 Cups of Coffee.

10(35.7%) were in Graduation Year and 18 (64.3%) were in non graduation 
year. 35.7% of the drug user had depression or stress before college and 
60.7% had depression or stress after college. Prevalence of  psychotropic drug 
using in students of first year, second year, third year, fourth year, fifth year 
and final year  7.1%, 3.6%, 21.4%, 28.6%, 3.6% and 35.7% respectively. 
89.3% were had no Years of Failure, 3.6% had one year of failure and 7.1% 
had more than one year of failure.

 

67.9%0f the drug user students were Satisfied with their college but most of 
the user (71.4%) were worried of their future life. The proportion of 
participants those using the psychotropic drug  was associated with birth order 
most of them 1(17, 60.7%) were the middle son in their family. 82.1% of drug 
user were living with parents and 17.9% were missing one parent. (10.7%) of 
the drug user had abad relationships with their families and friends. 


Variable
Take psychotropic drug (n=28)

N (%)

Age

    =< 20

    > 20

4

24

14.3%

85.7%

Sex

    Male

    Female

3

25

10.7%

89.3%

Family Ordering

     Oldest

     Middle

     Youngest

     The Only Son

5

17

5

1

17.9%

60.7%

17.9%

3.6%

22



Marital Status

     Maried

     Single

     Divorced

1

25

2

3.6%

89.3%

7.1%

Family Relation

     Good

     Fair

     Bad

16

9

3

57.1%

32.1%

10.7%

Friends relation

     Good

     Fair

     Bad

11

14

3

39.3%

50%


10.7%

Missing one of Parent

     No

     Yes

23

5

82.1%

17.9%

Graduation Year

     Graduation Year

     Before Graduation Year

10

18

35.7%

64.3%

Chronic Diseases

     Healthy

     Have Chronic Diseases

25

3

89.3%

10.7%

Variable
Take psychotropic drug (n=28)

N (%)

Study Years

     ‎1st Year

     2nd Year

     3rd Year

     4th Year

     5th Year

     Graduation Year

2

1

6

8

1

10

7.1%

3.6%

21.4%

28.6%

3.6%

35.7%

Years of Failure

     No Years of Failure

     One Year of Failure

     Two Years of Failure

25

1

2

89.3%

3.6%

7.1%

Colleage in same Governorate

     Colleage in same Governorate

     Colleage out Governorate

18

10

64.3%

35.7%

23



Table4. Showed the medication knowledge among the psychotropic drug user. 
The items included those on the source of taking the drugs in which the higher 
percentage(23,82.1%)taking the drugs by doctor and pharmacist guidance 
while (3,10.7%) on self medications and (2,7.1%)taking their drugs based on 
family and friend advice.

Also on rhythm of drug use (17,60,7%)were taking the drug on need and 
(11,39.3%) were taking drug  regularly,(168,44.8%).  Regarding health status 
Improvement after psychotropic drug use most of the participants (67.9%) 
had improvement, (17.9%) had no health improvement and (14.3%) of them  
feel worse.


Study Satisfy

     Study Satisfy

     Study Unsatisfy

19

9

67.9%

32.1%

worried of future life   

     Not  worried 

     Worry of  Future

8

20

28.6%

71.4%

Variable
Take psychotropic drug (n=28)

N (%)

Sleep Hours

     1-4 hrs

     5-8 hrs

     >8 hrs

5

11

12

17.9%

39.3%

42.9%

Smooking

     Non Smooker

     Smooker

26

2

92.9%

7.1%

Coffae Drinking

     Not Drinking Coffae

     Drinking 1-2 Cups of Coffae

     Drinking >2 Cups of Coffae

10

14

4

35.7%

50%


14.3%
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Table 4. Medication knowledge among the  psychotropic drug user.


Depression or Stress

     Not Complain from Depression or 
Stress 

     Have Depression or Stress Before 
Colleage

     Have Depression or Stress After 
Colleage

1

10

17

3.6%

35.7%

60.7%

Variable
Participant


 (n=28)

N (%)

How Take Drug

     On Need

     Regularly

17

11

60.7%

39.3%

Way Take Drug

     Doctor Prescription

     self midications

     Family and Friend advise Advice

23

3

2

82.1%

10.7%

7.1%

Health status Improvement after taking 
drug


Health status Improved

No Health Improvement

Health status Worsed

19

5

4

67.9%

17.9%

14.3%

Chronic Disease Drug

     No Medication taken

     Chronic Disease Drug

21

18

53.8%

46.2%

25



Figure2

Regarding the type of psychotropic medicines used (Figure1), the most 
common medications included sedatives and hypnotics (46.4%), selective 
serotonin reuptake inhibitor (SSRIs) (42.9%) followed by tricyclic 
antidepressants (21.4%),and atypical antipsychotic (7.1%).


Figure 2: psychotropic drug type intake
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Discussion 
This large, wide study of more than 400  Iraq students from all  medical 
faculties and universities, provide information on psychotropic drug usage 
among students in relation to psychological distress, previously scarcely 
described in the literature. The prevalence of psychotropic drug use was 
mainly in line with results of previous studies[44,45] . Both female and male 
students typically used antidepressants daily, while selective serotonin 
reuptake inhibitors and hypnotics were used more sporadically, which is 
according to clinical guidelines[46,47] . Female students were more frequent 
users of antidepressants than males , selective serotonin reuptake inhibitors 
(12vs. 42.9% last month) and hypnotics (13vs. 46.4% last month), while the 
opposite was reported for tricycle antidepressant (6 vs. 21.4%). Overall, these 
results align with previous research on gender differences in mental health 
and help-seeking [48,49]. In contrast, within cases (HSCL cut-off at ≥ 2.0) 
patterns of psychotropic drug use were very similar in males and females, and 
they were about twice as likely to take any of the psychotropic drug classes, 
compared to controls (HSCL <2.0).


This study describes a student population where approximately one quarter of 
the respondents showed a moderate to severe symptom load of anxiety and 
depression, and a previous study has concluded that both the level and 
increasing prevalence of psychological distress among  Iraq students is 
worrying [50]. We found that the prevalence of psychotropic drug use varied 
between genders and classes of psychotropic medications.Previous studies 
have emphasised that sleep problems among students are prevalent and 
increasing [51], and insomnia prevalence is considerably higher in university 
students compared to the general population[52]. Therefore, continued 
monitoring of hypnotics use among students is warranted, with special focus 
on  antidepressant use and effects in this population.


This study describes a prevalence of performance-enhancing drug use, 
including stimulants the last month, of 89.3% and 10.7% among females and 
male students, respectively. We cannot conclude whether these drugs were 
illicit or misused drugs. However, a previous study described that a substantial 
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proportion of the Basrah students have tried illicit drugs, and females more so 
than males [52]. A meta-analysis described the misuse of stimulant 
medications among students as a prevalent and growing problem[53]. 
Altogether, these results confirm the need of continued monitoring prevalence 
of psychotropic drug use among students and highlight the need of 
safeguarding the correct use of psychotropics, in addition to ensuring patient 
safety strategies in this population. Previous studies of young adults with 
mental health conditions have confirmed that females are more likely to 
receive treatment than males [54, 55]. In this study, the self-reported receipt 
of mental health treatment was examine among students of first year, second 
year, third year, fourth year, fifth year and final year were 7.1%, 3.6%, 21.4%, 
28.6%, 3.6% and 35.7% respectively. 89.3% were had no Years of Failure, 
3.6% had one year of failure and 7.1% had more than one year of failure. 
67.9% of the drug user students were Satisfied with their college but most of 
the user (71.4%) were worried of their future life. The proportion of 
participants those using the psychotropic drug   was associated with birth 
order most of them 1(17, 60.7%) were the middle son in their family. 82.1% 
of drug user were living with parents and 17.9% were missing one parent. 
(10.7%) of the drug user had a bad relationships with their families and 
friends. Regarding the type of psychotropic medicines used, the most common 
medications included sedatives and hypnotics (46.4%), selective serotonin-
reuptake inhibitor (SSRIs) (42.9%) followed by tricyclic antidepressants 
(21.4%),and atypical antipsychotic (7.1%)


In our study, however, the use of psychotropic drugs among female and male 
students with psychological distress was different in the psychotropic drugs 
classes . Evidently, help-seeking involves opportunities for diagnosis and 
treatment, and implies positive association to medication usage. However, 
several factors are known to affect the use of mental healthcare among young 
adults, e.g., type and severity of mental health problem, stigma, mental health 
literacy, socioeconomic position, healthcare organisation and infrastructure 
[48, 56] , that would subsequently influence possibilities for detection of 
treatment needs. Furthermore, help-seeking among students is generally low, 
varies between university and college campuses, and across student 
characteristics [57, 58, 59].  Accordingly, a high unmet need for treatment of 
mental disorders among students has been recognised [54,60] Further 
research regarding psychotropic drug use among students with mental health 
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problems is warranted, and should involve longitudinal studies, and examine 
gender differences of causal and treatment factors, as well as medication 
safety issues in this population. Furthermore, systematic strategies to increase 
detection of need for mental health treatment among university students is of 
great importance, and might need several interventions at different levels, 
including an interdisciplinary approach. Generally, health authorities and 
universities need to focus on student mental health, to reduce psychological 
distress among students, and encourage students to seek help when needed. 


Strengths and Limitations


The main strength of this study is the high response rate more than 90%  
among sample of  medical universities students ,also using a very accurate 
reference of studies in our research.


Limitations are mostly the number of people that participated in filling the 
form of our study and the potential selection bias regarding the prevalence 
measures and associations [61]. Often the only feasible method in large scale 
studies, self-reported symptom levels do not compare directly to diagnostic 
categories of these conditions. Similarly, the self-reported use of medication 
has obvious limitations compared to register data. The self-reported 
psychotropic drug usage was reported as daily or monthly prevalence, and are 
thereby not directly comparable to past-year prevalence commonly used in 
other pharmacoepidemiologic studies.


Conclusion 
Depression is a serious condition that often can be effectively treated with 
available therapies. Side effects and drug interactions are barriers to successful 
treatment. Some side effects of antidepressants resolve with continued use 
while other side effects can be managed by dose reduction or adding other 
therapies. Appropriate management of side effects and avoidance of drugs that 
may interact with antidepressants may improve the success of antidepressant 
therapy.
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