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Insomnia and Recreational Drugs 

CELESTINE MUME 

AESTRACT 
p~ ~~~ -- 

Back( ] round  Insomnia is a very 
comrnon complaint among hospital 
?~t ronts .  There is evidence that it is 
also very common in the general 
por~ulalion. The causes are varied. In 
cases where it is not secondary to any 
psyctliatric or medical condition, it is 
g(?ner;:illy thought to be related to one's 
life stvlc such as cigarette smoking, 
c o l a n ~ ~ l  consumption, caffeine intake 
an::! :~~lcohol use. 

Aims The aims of this study were to 
rind out the proportion of healthy 
sub!ccts who had insomnia and to 
dc lcr~ l i~nr :  whether or not there was a 
siyrl i f icant relat ionship between 
Insoirinl;> and the intake of nicotine, 
c;if:o!iic and alcohol. 

M e t h o d  A quest ionnai re  was  
ad1~1ir:istered to 544 clinically healthy 
subjects. The questionnaire elicited 
information on presence or absence of 
insoi-n~lia and the intake of cigarette, 
coflnc;. Ica, colanut and alcohol. 

Resirlts Subjective insomnia was 
prcselrr in 68.8% of the subjects. 
Among those who took cigarette, 
83.3% had insomnia, while 67.9% of 
thosc who took alcohol experienced 
insornriia. With respect to those who 
took kolanut, 66.2% had insomnia 
while 70.7% of those who took tea had 
insomnia. Insomnia was reported by 
68.2":; of those who took coffee. The 
difference in the frequency of insomnia 
in people who took these social drugs 
and those who d id  not was not 
statist~cally significant. 

Conclusion The study showed that 

there was no statistically significant 
di f ference in  the occurrence o f  
subjective insomnia between subjects 
who took social /recreational drugs and 
those who did not take them. Since 
:he use of recreational drugs did not 
account for insomnia, it is suggested 
that efforts be made to identify the 
possible causes in this environnicnt. 
Keywords Insomnia; recreational 
drugs; social drugs 

I Sleep is a state charactcrised 
by stereotypic posture, reduced 
responsiveness to environmental 
stimuli, reversibility with diurnal liming 
and durat ion depending on the 
species (Tobler, 1995; Roth and 
Roehrs, 2000). The average adult 
human spends about one third of his 
lite sleeping (Roth and Roehrs, 2000). 
Sleepers at both extremes will require 
respectively much more and much 
less hours of sleep per day. Sleep is 
crucial to the survival of the organism 
(Rechtschaffen et al, 1989; Rolh and 
Roehrs, 2000; Gillin et al, 2000). 

There are two major phases of 
sleep: rapid eye movement (REM) 
sleep and non-rapid eye movenicnt 
(NREM) sleep (Tobler, 1995; Gillin ct 
al, 2000). REM sleep called dreaming 
or D sleep because of its association 
with dreaming (Dement and Kleilnian, 
1957;I Tobler, 1995), is also called 
paradoxical  sleep, because the 
e lect roencephalogram (EEG)  
becomes activated during this phase 
of sleep. NREM sleep, on the other 
hand, conforms to the conventional 
understanding of sleep as a state of 
decreased physiological  and  

psycliological activity; it is therefore 
sometimes called orthodox sleep or 
slow wave sleep (SWS), (Dement, 
1958; Abrams and Hammel, 1964; 
Tobler, 1995; Gillin et al, 2000). NREM 
sleep is further divided into four sleep 
stages on the basis of visually sct~red 
e lect roencephalogram (E  :G) 
patterns. 

Sleep normally begins with 
stage 1, a brief transitional phase, 
before progressing successively into 
stages 2 through 4.  Stage 2 sleep is 
defined by the presence of sleep 
spindles and K-complexes in the 
EEG. Stage 3 and Stage 4 sleep, or 
delta sleep are defined by the presence 
of delta waves in the EEG (Tobler, 
1995; Gillin et al, 2000). 

9EM sleep is characterized by 
an activated EEG, loss of muscle 
tone, physiological accompaniment of 
sexual arousal and periodic bursts of 
rapid eye movements (Dement, 1958; 
Tobler, 1995). The REM latency is 
uscrally about 70 to 100 minutes in 
normal subjects but may be shortened 
in some patients with depressive 
disorder, eating disorders or other 
psychiatric disorders. Therea:ter, 
NREM and REM sleep oscillate lvith 
a cycle length of about 90 to 100 
minutes (Gillin et al, 2000). 

Partial and selective deprivation 
of sleep and its different stages has 
been used extensively to investigate . 

the di f ferent functions of s leep 
(Sterntlial and Webb, 1986; Gillin et 
al, 2000; Ivlurugaiah and Ukponmwan, 
2003). In addition to its modulatory 
roles concern ing physiological  
functions, sleep is considered to play 
a major role in the elaboration of 
memory traces acquired during the 



waking period (Giuditta et al, 1995). 
REM sleep is known to promote brain 
development and this is consistent 
with the early appearance and great 
prevalence of REM sleep during late 
foetal stages and early neonatal life 
and to the essentially later postnatal 
appe jrance of slow wave sleep 
(Giuditta et al, 1995). 

Insomnia has been defined in 
various ways by different authors. 
Some authors have defined it as a 
complaint of poor sleep quality that is 
often associated with impairment of 
daytime functioning (Ancoli-Israel et 
a1,1999, Grunstein, 2002). According 
to Grunstein (2002), insomniacs are 
characterised by excessive arousal, 
reduced sleep hours and poor sleep 
quality. Hohagen et al, (1994) have 
earlier noted the instability among the 
various subtypes of insomnia, for 
example subjects who complained of 
sleep onset insomnia may later 
complain of early morning awakening. 
Since sleep needs vary considerably 
among healthy individuals, it is better 
to conceptual ise insomnia as a 
complaint on the part of the individual, 
of poor or unsatisfactory sleep in 
terms of the quantity and or quality of 
sleep. According to the World Health 
Organisation (WHO), insomnia is 
def ined as a condit ion of 
unsatisfactory quantity and or quality 
of sleep which persists for a long 
period of time (WHO, 1992). 

In a recent work, Aloba et al, 
(2007), found 4.8% of students to be 
suffering from insomnia. The authors 
added that since students needed to 
remain awake at night in order to meet 
their academic challenges, there could 
be some of them who for that reason 
would not perceive their sleep problem 
to be affecting their functioning and as 
such would not meet the criteria for 
diagnosis. 

The prevalence of insomnia has 
been put at 30% (Shapiro and Dement 
1993). Hossain and Shapiro (2002) 
observed that insomnia is a 
widespread public health problem. 
Al thcugh there is no  adequate 
inforrriation on the exact prevalence of 
insomnia in our local environment, 
figures from other parts of the world 

attest to this. As many as 40% of,U.S 
adi l t  population have problems'with 
falling asleep or daytime sleepiness 
(Grunstein, 2002). 

Some of the known causes of 
insomnia are noise in the,environment, 
going to bed thirsty and worrying while 
falling asleep (Brown et al, 2002). One 
of the common causes ofinsomnia is 
the consumption of social drugs such 
as caffeine and alcohol ((Shapiro and 
Dement, 1993; Stradling, 1993; Brown 
et al, 2002; Boozer et al, 2002). 

Alcohol, nicotine, and caffeine 
are all cornmonly used recreational 
drugs. They all alter sleep either 
initiation or maintenance. People who 
use these drugs are at a higher risk of 
having insomnia, although such people 
may sometimes have other causes of 
insomnia; for instance, anx iety  or 
dcpression (Shapiro and Dement, 
1093). 

According to Stradling (1 993), 
when the blood concentration of 
nicotine is low, this may cause mild 
sedation and relaxation; thus cigarette 
may promote sleep in an anxious 
person. As nicotine concentration 
rises, however, the sedative effect is 
rapidly replaced by a state of 
hyperarousal. Nicotine withdrawal has 
mixed cffect: it can produce drowsiness 
and a state of hyperarousal. This 
hypcrarousal is responsible for the 
insomnia that occurs following nicotine 
withdrawal (Stradling 1993). 

Alcohol is a central nervous 
system (CNS) depressant and thus 
p romotx  sleep. Its effects and those 
of many other sedatives are additive; 
and cause prolongation of slow wave 
sleep and a reduction in the amount of 
rapid eye movement (REM) sleep. 
Dependence on alcohol can lead to a 
variety of sleep problems (Landolt and 
Gillin, 2001). It is said that such pe,ople 
typically spend a longer time in bed 
before they fall asleep, and shorter 
slccp duration when compared with non 
dependent controls. 

Caffeine is a stimulant found in 
many drinks and some proprietary 
medicines that can be bought without 
prctscription. It is a central nervous 
system (CNS) stimulant. Consumption 
of large amount of coffee, tea and /or 

kolanut a day causes an increase 
number of arousals and insomnia, as 
all these contain various amounts of 
caffeine. 

It is no wonder therefore that 
some of the regularly discussed 
healthy sleep habits include the need 
to cut down on stimulants, avoidance 
of cigarette and avoidance of alcohol. 
There are currently no documented 
reports on the possible association or 
otherwise, between the use of 
recreational drugs and insomnia in our 
environment; this study was designed 
to accomplish this. 

METHODS 

The study took place in Ile-lfe, 
a University town in Osun Stale in 
South-Western Nigeria aftcr approval 
by the Ethics and Research 
Committce of the Obafemi Awolowo 
Universi ty Teaching l iosp i ta ls  
Complex, Ilc- Ife, Niger~a. The subjects 
consisted of people within the 
university community (staff and 
sludents) and other people who live in 
Ile-lfe and its environ. 

Subjects where approached at 
different locations - the university 
campus, the teaching hospital and 
other areas in the town - and informed 
conscnt obtained before they were 
included in the sludy. Pcople who 
were known at thc time to bc ill were 
excluded from the study. Although all 
the subjects were residcni in Ile-lfe, 
they were of different ethnic groups. 
They were all literate in English 
Language. 

A total of 144 people gave their 
consent and completed a 
questionnaire each. The questionnaire 
elicited information on dcmograph~c 
characteristics, presence or absencc 
of insomnia and the intake of cigarcttc, 
coffee, tea, kolanul and alcohol. The 
information obtained was analysea 
using version 9 of the Stalistlca, 
Package for the Social Sclences 
(SPSS). 

RESULTS 

One hundred and forty-four 
subjects who had no histor\: c~.rrren! 
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medical or psychiatric illness were 
recruited into the study. They were 
made up of 85 males (59.0%) and 59 
females (41.0%). Four of the subjects 
did not indicate their age. The age 
range for the other 140 subjects was 
from 18-57 years with a mean age of 
31.2 years and a standard deviation 
0f11.5. 

Subject ive insomnia was  
reported by 99 ( 68.0%) out of the 144 
subjects. Out of these 99 subjccls, 
43 were females while 56 were males. 
Six people (represent ing 4.2%)  
 admit!^!! :o cigarette intake, while 56 
peoplc (38.9%) consumed alcohol. 
Sixty-five of the subjects (45.1%) 
adniitteil to kolanut intake while 133 
subjoc:~ !92.4%) took tea regularly 
and 11 0 subjects (76.4%) admitted lo 
r e g i ~ l a r  coffee consumpt ion.  
Statistical analysis did nct show any 
significant difference in the occurrence 
of s~r !~ ject ive insomnia between 
subjc?cts who took social /recreational 
drugs ar?d lhose who did not. 

Five (83 .3%)  out of the 6 

subjects who admitted to cigarette 
intake reported subjective insomnia 
while the remaining one subject 
(.16.7%) did not have insomnia Ninety- 
four non-smokers out of a total of 138 
(68.1%) experlenced insomnia while 44 
(31.9%) non smokers did not have 
insomnia (Table 1). As shown by the 
chi square test, there is no statistically 
significant difference between cigarette 
smokers who have insomnia and non- 
smokers who reported insomnia (p = 
0.736). 

Fifty-six people admitted to 
alcohol consumption while 88 indicated 
the opposite. Thirty-eight of those who 
take alcohol (67.9%) and 61 of non- 
consumers o f  alcohol (69.3Y0) 
experienced insomnia (Table 1). There 
is no statistically significant differcncc 
between those who take alcohol and 
those who do not as it applied to 
frequency of occurrence of insomnia 
(p = 1.000). 

Out of the 6 5  people who 
admitted to kolanut intake 43  (66.2%) 
experienced insomnia while 22 (33.8%) 

did not. Seventy-eight denied kolanut 
intake. Insomnia was reported by ti6 
(71 3%) of those who denied colan ~t 
intake. Statistically there was no 
significant difference between the 
occurrence of insomnia among those 
who take colanut and its occurrence 
in those who do not (p = 0.585); these 
are shown in Table 1. 

With respect  to tea 
consumption 94 (70.7%) of those who 
take tea and 5 (55.6%) of those who 
do not consume tea reported 
insomnia. A g a ~ n  statistical 
association between tea consumption 
and insomnia could r ,ot  b e  
established (p  = 0.561) as shown in 
Table 1. 

It was also shown that 
75(68.2%) of those who consumed 
coffee and 23(76.7%) of those who 
do not take coffee experienced 
insomnia. There was no significant 
association between coffee intake and 
the occurrence of insomnia (p = 
0.500). 

Table 1. Relationship between intake of recreational drugs and insomnia 

Insomnia 
Yes no 

ycs 5 (83.3%) 1(16.7%) 
Smoking no 94(68.1%) 44(31.9%) ~ ~ = 0 . 1 1 4 ,  df= 1, p= 0.736 
Alcohol yes 38(67.9%) l8(32.1%) 

no 61(69.3%) 27(30.7%) x 2 =  0.000, df= I ,  p= 1.000 
Kolanul ycs 43(66.2%) 22 (33.8%) 

no 56 (71.8%) 22 (28.2%) x2 = 0.298, df= I ,  p= 0.585 
Tea ycs 04 (70.7%) 39 (29.3%) 

no 5 (55.6%) 4 (44.4%) x2 = 0.337, dl= I ,  p= 0.561 
Coffee ycs 75 (68.2%) 35 (31.8%) 

no 23 (76.7%) 7 (23.3%) x 2  =0.455, df= I ,  p= 0 500 
There 1s no causal assoc~al~on bctwecn Lhe ~nlake of recrcal~orinl drugs and Insoinnla. 

DISCUSSION 

From this study, 83.3% of 
people \,vho smoke cigarette and 
68.134, of those who do not smoke 
cigarette reported insomnia. It would 
appear that cigarette smoking is 
superficially associated with insomnia. 
With respect to alcohol, 67.9O/0 of 
those who take alcohol and 69.3% of 
those who do not consume alcohol 

----- i ~ a 6 i m o m T l i a ~ T R i ~ r ~ p ~ t l e n d ~  to 
suggest that those who take alcohol 

are less likely to experience insomnia. 
Statistically however there is no 
signif icant associat ion be twccn  
insomnia and either cigarette smoking 
or alcohol consumption. 

Kolanut, tea and coffee contain 
caffeine in varying concentrations. As 
can be seen from the appropriate 
tables, 66.2% of those who take 
colanut and 71 -8% of those who do not 
consume it, e~p_er&nced ins~moia ;  
m.?/o<f those who take tea and 55.6% 
of those who do no! take tea l iad 

insoninia while 68.2Y1 of those who 
take coffee and 76.7% of those who 
do not take coffee had insomnia. 

The findings in this study 2re 
different from those reported . ~ y  
Stradling (1993) and Shapiro and 
Dement (1 993) on the effect of social 
/recreational drugs on sleep duration 
and quality. Going by that report, 
people who consume any of these 
sosiaC/ ceweatiwa4 tCugsare at a - - - 
higher risk of hav ing insomnia, 
Perhaps it is not just the consumption 



o f  these drugs that rnat ters;  t l ~ e  
amount consumed ancl duration of 
consumption may be important. It has 
been shown that peop le  who  are 
dependent on alcohol are at a higher 
risk of developing insomn~a than those 
who are not (Landolt and Gillin 2001). 

The workofA loba et a1.,(2007) 
in the same location as the present 
study focused primarily on  the validity 
of a sleep instrument and as such, it 
may not be appropriate to compare the 
findings of the present study with that. 
T h e  pe rcen tage  o f  sub jec ts  w i th  
complaints o f  subjective insomnia is 
very high (68.8%) in this study. This 
cannot b e  explained on  the basis of 
consumption o f  alcohol, caffeine or 
n icot ine.  I t  i s  possib le that some 
individuals actually slcel) but tinvc a 
subjective sense of poor qc~nli ty of 
sleep. Sleep studies using appropriate 
electrophysiological techniqucs would 
have clarified this issue as insomnia 
would then be  detected objectively. 

I f  m a n y  p e o p l e  i n  th is  
environment (for instance up  to 50%) 
arc objectively found to t-ic~ve insomnia, 
and if the insomnia cannot be explained 
on the basis of  intake oi recreational 
drugs, a very possiblc explanation 
wou ld  be  that these are cases of  
undiagnosed physical and moreso 
men ta l  d i so rde rs .  C l in ic ians  a re  
there fore  ca l l ed  u p o n  to fu r ther  
investigate this issue and to avoid the 
limitation o f  this study, which is the 
sample size, understood to be rather 
sma l l ,  d u e  to  l ack  o f  f u n d i n g . A  
propability sample which would include 
n o n  l i t e ra te  s u b j e c t s  w o u l d  b e  
desirable in future. 
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