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Do drug (Group H were given for next 4 cvcles.
Fremicnstrual sy ndrome svmptomes were measured using
NODITE DY PRISANT CAFFNDAR. The calendar was
completed by the patient tor one complete menstrual
avole Nongwath general snformation the following
frnical and behavioural parameters were studied and
s change o the sumptoms towards betterment or
otherwise was noted: Ay atfective (BY Cognitive (O) Pain
I Newrovegetative (1) Autonomic (FYCNS (G) Fluid /
Flectrolvte (1D Dermatologic (IV Behavioural. Patients
started charting on the tirst dayv of menstruation and
il ated the number of davs of bleeding or spotting in
e calendar Patients pertormed daily selt assessment
recardimg the presence and severity of cach symptom as
Perinstructions sscore D=apsence of svmptoms, [=Mild:
present but does not mtertere with activities, 2=Severe
disabling Summation, of the daily ratings across cach
category of symptoms produced a premenstrual
cxperience score. Dailv scores were summied across two
Tday period vieldimg tolhicular phase (davs 3 to 9) and
anteal phase flast 7 davs of the menstrual evele) scores.
For statistical analvsrs, the data were analyvsed by
pplymg sion test of median” using 'MINITAB package

oncomputer.
Observations & Discussion

Lable [ shows that pretreatment maximum
percentage change inscore was foraffective svmptoms
m both the groups (416,667 1 Group-I and 560% in
Croup while minmum percentage change was in the
dormatologic symptoms (209 in Group-Tand no change
m Group M Inneuarovegetative symptoms in Group-II
even pre treatment follicular phase score was more (16)

than luteal phase score {131 Thercetore neuroycuetating
svmptoms in Group ITwere not attributed to PN

Table IT'shows that there ts detinite miproyement
in almost all the symptoms in both the groups cexcepl
cognitive pain and behavioural sy mptoms m Croup s
as shown by less percentage chonge i scores trom
follicular to luteal phase in post treatmoent phase. In € N
symptoms in Group I pretreatment there was ditference
from follicular to luteal phase of 66067
posttreatment it was 507, therctore total improvement
after treatmentwas 116.66°.

o whereas

Table IIT analvses the effect of placebo therapy
We find that there was highlv signiticant (" 0.0034,
improvement in affective symptoms atter therapy
(median score decrease from 31 to 151 In cogniting
symptoms though there was highlv sigoificant
improvement (P=0.0078) this improvement was more i
follicular phase rather than luteal phase In po
significant improvement (P=0.0312) was tound but agam
this improvement was more in follicular phase (2000
rather than luteal phase (8.6".). Theretore improvement
incognitive and pain symptoms cannot be attributed to
placebo therapy. In neurovegetative sy mploms
significant improvement (P=0.0391) was tound. In
autonomic, CNSand fluid /electrolvte svymptoms, though
improvement was there, it was statisticatly not
significant. There was no change in dermatologic
svmptoms and in behavioural symiptoms there was
deterioration rather than improvement (median score
increased from 9 to 10) but his was not statistically
significant (P=0.7266). Thus, our study show ed marked
placebo effect in overall improvement ot atfective,

Table 1
Median Pre-Treatment Symptom Scores in Two Groups With Percentage Change from Follicular to Luteal Phase
Symptoms Groubs
I I1
F L Yoage F L “owage
change change

AL Adective 06 31 116.66 05 33 S60.00
B. Cognitive 05 08 60.00 05 09 8750
C. Pain 10 23 130.00 08 15 8750
1) Nearovegetative 12 15 25.00 16 13 S1NTS
I Autonomic 10 15 50.00 10 10 0o
FoONS 02 06 200.00 03 05 (O.66
Gl Fleid “Flectrolvte 07 13 85.71 06 12 L0000
HoDermatologic 05 06 20.00 7 07 00
. Behavioural g 09 50.00 06 09 S01.00

F=Follicular phase score L=Luteal Phase Score
wehange  Percentage change inscore
i-1=Denotes deterioration i score
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neuroyegetative syvmptoms and little improvement in
tlurd clectioly te symptoms,

Thus, psychological symptoms were found to
bemproved by placebo but no significant improvement
was tound in somatic/phvsical symptoms. This
suggests incorporation of psychophysiological factors
in the catsation of premenstrual tension syndrome. This
factis also supported by Benedek (1988) who suggested
that ntense contlict over the temale role was responsible
tor PMS svmiptoms.

Table IV shows effect of fluoxetine in
premenstrual tension. We find that with fluoxetine there
was statistically highly significant improvement in
atfectnv e (I 0.00039), CNS (P=0.039) and behavioural
(0 003Yy svmptoms. Statistically significant
improvement was also found in pain (P=0.0391) and
avtonomic (7 0.0391) symptoms. No signiticant change
was observed mocognitive, neurovegetative, fluid and
clectrolvte and dermatologic symptoms. Fluoxetine is a
highly sclective  serotonin uptake inhibitor and has
antidepressant action. some studies of serotonin in PMS
patients versus controls have shown decrease in the
platelet serotonin recognition sites or the level of
serotonin premenstrually). (Tavlor et al, 1984). Because
tluoxetine is believed to enhance central serotoninergic
activity, it is not surprising that psychological symptoms
were improved more than physical symptoms. [t is
possible that amelioration of physical symptoms may
have been an indirect effect resulting from marked
mprovement in psychological symptoms. Fluoxetine
has been reported to have a beneficial eftect in subjects
with fate futeal phase dysphortic disorders (Samuel et
al, 1992y,

Our study also correlates well with the study by
Steiner et al, 1995 who found fluoxetine very beneficial
i reducing symptoms of tension, irritability and
dvsphoria as measured by visual analogue scale (P less
than .001) at a dose of 20myg/day.

[able V' compares the efficacy of fluoxetine with
placebo. We tound that fluoetine was better than placebo
in affective, cognitive, pain, fluid/electrolyte and
behavioural svmptoms. ['or neurovegetative and
dermatologic symptoms fluoxetine was inferior to
placebo but on statistical analysis this was not found
signiticant (with Huoxetine for post treatment change in
neurvyegetative svmptoms [P=0.1250 (NS) and
dermatologic symptoms P=1.0000 (NS)]. For CNS
symptoms, though apparently placebo was better,
showing 140% improvement but statistically it was not
significant (P=0.1250NS) whereas with fluoxetine there
was 116.66% improvement in CNS symptoms which

140

was statistically highly significant (I 0.003y,

Table V
Post-Treatment Percentage Change in Score of
Different Symptoms in Two Groups

Symptoms Groups
| 11

A. Affective 266.66 460.00
B. Cognitive -10.00 4750
C. Pain -32.50 S417
D. Neurovegetative 5.00 -8.75
E. Autonomic 0.00 (.00
E. CNS 140.00 [16.66
G. Fluid/Electrolyte 19.05 6250
H. Dermatologic 0.00 -16.66
[ Behavioural -100.00 25.00

(-) Showing deterioration in symptoms
Conclusion

In conclusion our study supports psychological
and central serotonin deficiency hvpothesis of
premenstrual tension syndrome. It also demonstrates
fluoxetine to be a highly effective treatiment, better than
placebo for both the central and somatic symptoms
accompanying PMS. Larger studics are needed to
compare the efficacy of this drug with other treatment
modalities and to assess its long-term eftectiveness and
safety.
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