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Abstract

Background: The objective of the study is to assess the éffeneéss of two different doses of dexmedetomidare,
alpha 2 adrenergic agonist, to attenuatecdrdiovascular and airway responses to tracheabatibn and to observe the
adverse effectdviethodology: Ninety ASA grade | and Il patients aged 18-50 gemere randomized into three groups;
A, B, and C to receive dexmedetomidine 0.5pug/kgg/kg and normal saline placebo respectively aiutninutes
before discontinuation of inhalational agent. Tlearh rate, systolic blood pressure, diastolic blpogssure and mean
arterial pressure were recorded during administnatif drug, before extubation, during extubatian] a3 minutes and

every 5 minutes thereafter. Extubation quality \wasessed on a 5 point scale and sedation by Rasadation score.
Results: There was significant decrease in heart rate apahnarterial pressure (p<0.001) during extubatiogroup A
and B. Ninety percent of patients in group A, 93.p&gients in group B and 16.7% in group C couldektubated
smoothly. The average time to extubate was 12.13+214.08+3.19 and 10.27+2.09 minutes in group8Aand C
respectively (P value <0.001). Higher incidenceboddycardia (p<0.001) was observed in Group A andgreas
incidence of breath holding was higher in groupps0.024).Conclusion: A dose of 0.5ug/kg of dexmedetomidine
administered as a bolus infusion before extubadittenuates the stress response to extubationexgiedly as 1pg/kg.
Higher sedation scores and longer time to extulsaée seen with a dose of 1pg/kg without causing inatspy

depression.
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Introduction

Tracheal extubation is performed at the end ofisalg
procedure when the patient is fully awake and ls &
protect his airway. Extubation may be associateith wi
upper airway obstruction, laryngospasm, bronchagspas
tachycardia, hypertension and dysrrhythmias [TFBis
may lead to complications like hypoventilation,
pulmonary aspiration, wound disruption, pulmonary
edema, increase in plasma concentrations of

catecholamines, rise in intracranial and intraacula
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pressures and myocardial ischemia in susceptible
individuals [3-7]. A smooth extubation without
straining, movement, laryngospasm or coughing helps
in avoiding these complicationAnother problem upon
emergence from general anesthesia is emergence
delirium which is significantly related to the atiestic
agents used and the duration of the procedure.riais
lead to injuries, pain, hemorrhage, self extubatol
removal of catheters [9,10]. Many techniques lilse u
of LMA (laryngeal mask airway) during emergence
[11], extubation in deep plane of anesthesia andsir
like lignocaine, opioids, calcium channel blockers,
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magnesium sulphate, propofol and esmolol have been
used to attenuate the cardiac and airway respdnses
extubation [12]. Opioids, analgesit®nzodiazepines,
propofol and clonidine have been used to control
emergence agitation in pediatric age group [13-16].
None of them have been found completely successful.

Adrenergic alpha 2 agonists seem to have the yahdlit
attenuate the pressor response to intubation and
extubation [17]. Clonidine has been used for ati¢ion

of stress responses, hypertenséonl to treat narcotic
withdrawal symptoms [18-20]. Dexmedetomidine is a
selective adrenergia2 agonist witha2: al selectivity

of 1620:1 compared to 220:1 for Clonidine [21].h#ts
sedative, analgesic and anesthetic sparing eféextst
decreases heart rate, blood pressure and ciraylatin
plasma catecholamines in a dose dependent fask#sn [
25]. It sedates patients by decreasing central
sympathetic activity and they are easily rousedutb
consciousness [26]. Agitation seen along with GABA
(Gamma Amino Butyric Acid) related sedatives is not
seen with dexmedetomidifjig7] and it does not affect
respiratory rate, CO clearance and may improve
oxygenation [28,29]. Lack of respiratory depression,
arousable sedation and hemodynamic stability makes
dexmedetomidine a better choice to attenuate the
pressor response to extubation with an added aalyant
of preventing emergence delirium [30,3Different
concentrations of dexmedetomidine ranging from 0.25
pa/kg to 1.0 pg/kd)v as a bolus, have been studied for
attenuation of pressor responses to extubation and
intubation [17,32-34].

The objective of the study is to assess the effentiss

of two different doses of dexmedetomidine to atstau
the cardiovascular and airway responses to tracheal
extubation and to observe the adverse effectsnyf a
The null hypothesis states that the administratibn
dexmedetomidine as a bolus dose over 10 minutes
before the end of surgery does not help in attémuaf
cardiovascular and airway reflex responses to
extubation.

Operational definitions include: bradycardia - defi
as a heart rate less than 60 per minute; breathingp}
holding breath for more than 20 seconds; hyperbensi
systolic blood pressure more than 180mmHg;
hypotension - a decrease in systolic blood presabie
below the baseline value; respiratory depression -
respiratory rate less than 14 per minute in thesades
of laryngospasm or bronchospasm; tachycardia -t hear
rate more than or equal to 100 persisting for nibas
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3 minutes; time to extubate - time from discontimua
of inhalational agent to extubation.

Material and Methods

This is a double blinded prospective randomized
comparative study. The duration of the study was on
and a half years. Both males and females of ASA
physical status | and Il in the age group 18-50ryea
were included. The exclusion criteria were patient
refusal, patients with a history of allergy to niplk
drugs, patients with history of drug/ alcohol abase
pregnant or lactating women. After institutionahieal
committee clearance and getting informed written
consent, 90 patients undergoing elective surgical
procedures of spine, lasting for more than 120 teisu
were randomized into three groups, A, B and C of 30
each by a sealed envelope method. Each group egteiv
intravenous infusion of the drug or placebo solutis
follows. Group A — dexmedetomidine 0.5 pg/kg; Group
B - dexmedetomidinelpg/kg; Group C - Normal Saline
(NS) placebo.

Pre-anesthetic checkup was conducted and a written
informed consent was obtained from each patierseBa
line investigations and screening tests were ddaé.
Ranitidine 150mg, Tab. Metoclopramide 10mg and
Tab. Alprazolam 0.25mg were given orally on pregiou
night before surgery and at one hour prior to syrge
with a sip of water. On the day of surgery, bassdrh
rate (HR), systolic blood pressure (SBP), diastolood
pressure (DBP), mean arterial pressure (MAP),
peripheral oxygen saturation (SpQOrespiratory rate
(RR) and continuous ECG monitoring were recorded
after connecting multiparameter monitor. A perigaher
intravenous line with 18 gauge cannula was secired
one of the upper limbs. Patients were premedicattd
injection glycopyrrolate 0.004mg/kg intravenous )V
injection midazolam 1mg IV (titrated to the desired
sedation in incremental doses of 0.5mg IV) and
injection fentanyl 1pg/kg IV.

All patients received a standardized general apsith
Preoxygenation was followed by induction with
propofol 2.5 mg/kg and vecuronium 0.1mg/kg to
facilitate  tracheal intubation. Anesthesia was
maintained with Isoflurane 0.6-1.0% vaporized i66
N,O & 34% oxygen by IPPV (Intermittent positive
pressure ventilation). Injection paracetamol 1gwss
given over 15 minutes to provide analgesia. Test
solutions were prepared as followsplution A —
dexmedetomidine 50 pg/ 100ml of NS (0.5pg/ml);
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solution B — dexmedetomidine 100 pg/ 100ml of NS
(1pg/mlyandsolution C - 100 ml of NS.

About 15 minutes before discontinuation of inhalasl
anesthetic agent, each patient received 1ml/ kthef
specified test solution which was not known to the
anesthesiologist as an IV infusion over 10minukéR,
SBP, DBP, MAP, RR and SpOwere recorded just
before administration of test solution and theezadit 1,

3, 5, 10 and 15 minutes. Residual neuromuscular
blockade was reversed by Neostigmine 50pg/kg and
Glycopyrrolate 10upg/kg, once the patients started
spontaneous breaths. When the spontaneous respirati
were adequate and patients were able to obey simple
commands, suction of the throat was done and tedche
extubation was performed. HR, SBP, DBP, MAP, SpO2
and RR were recorded one minute before extubation,
during extubation, and at 1, 3, 5, 10, 15, 20, & 30
minutes after extubation. Time to extubate was
recorded. The occurrence of coughing or gagging,
breath  holding, laryngospasm, bronchospasm,
emergence delirium and undue sedation were also
recorded. Hypotension was corrected by IV fluiddl an

Analysis and Results
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injection mephentermine 3mg IV if required.

Bradycardia was corrected, if associated with
hemodynamic instability with atropine 0.5mg IV.

Quality of extubation was evaluated based on cough
immediately after extubation; using a 5 point s¢ak.

1= No coughing

2= Smooth extubation, minimal coughing (1-2 times)

3= Moderate coughing (3-4 times)

4= Severe coughing (5-10 times)

5=Poor extubation (laryngospasm / coughing >10
times)

Postoperative sedation was assessed on a 6 paiet sc

(Ramsay scalen arrival at PACU [37].

1= Anxious or agitated and restless or both

2= Cooperative, oriented an tranquil

3= Drowsy but responds to commands

4= Asleep, brisk response to light glabellar tagowud
auditory stimulus

5= Asleep, sluggish response to light glabellar dap
loud auditory stimulus

6= Asleep and unarousable

The statistical software namely SAS 9.2, SPSS 1Stata 10.1, MedCalc 9.0.1, Systat 12.0 and R enrient
ver.2.11.1 have been used for the analysis of éit@. descriptive and inferential statistical analysms been carried out
in the study. Continuous measurements are presentaetean: SD (Min-Max). Categorical measurements are present
in number (%). Significance is assessed at 5 % tEagnificance.

The following assumptions on data were made; leddent variables should be normally distributeda@nples drawn
from the population should be random, and caséiseofamples should be independent. Analysis oamae (ANOVA)
has been used to find the significance of studgpaters between three groups of patients.

Post-Hoc Tukey test has been used to find thevga& significance. Chi-square/ Fisher Exact testieen used to find
the significance of study parameters on categoricale between two or more groups. P vatu®.05 has been

considered as statistically significant.

Patients in the study groups were comparable wéference to age. The mean age in group A, B, andef®
34.37+8.56, 35.33+9.29 and 36.30+8.50 respectiwdtly a P value of 0.697 [table 1]. The male: femalgo was 22:8,
21:9 and 20:10 in groups A, B, and C respectiveithwa P value of 0.853; showing comparable gendriloution

between the groups [table 2].

The types of surgery included cervical (30%, 33.3%% in groups A, B, C respectively), thoracic 6%, 6.7%, 10%
in groups A, B, C respectively) and lumbar (63.3%%, 50% in groups A,B,C respectively) spine suggeand were

comparable between the groups [table 3].

The average duration of surgery was 173.30+27.89,9B+23.03 and 171.73+22.29 minutes in groups Aaml C
respectively which was comparable, with a P valu@.866. No statistically significant difference®re observed in the
baseline hemodynamic parameters including HR (Rev@l746), SBP (P value 0.894), DBP (P value 0.288)MAP (P

value 0.398) in the three groups [figures 1-4].
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Table-1: Age distribution of patients.
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. Group At Group Bf Group C8
Age in years
No % No % No %
<20 2 6.7 2 6.7 0 0.0
20-30 9 30.0 7 23.3 9 30.0
31-40 11 36.7 12 40.0 12 40.0
41-50 8 26.7 9 30.0 9 30.0
Total 30 100.0 30 100.0 30 100.0
Mean = SD 34.37+8.5I 35.33+9.29 36.30+8.50

*data areexpressed as meant standard devie P=0.697. tGroup A -dexmedetomidine 0.5 pg/kgtGroup B -
dexmedetomidinelpg/kg, §Group @ormal saline placek

Table-2: Gender distribution of patients.

Gender Group At Group Bt Group C8
No % No % No %
Male 22 73.3 21 70.0 20 66.7
Female 8 26.7 9 30.0 10 333
Total 30 100.0 30 100.0 30 100.0

*data are expressed as meanz standard dev P=0.853. tGroup A -dexmedetomidine 0.5 pg/kdGroup B -
dexmedetomidinelpg/kg, 8Group @Goermal saline placek

Table-3: Comparison of types of surgical procedure in stdy groups.

Group At Group Bt Group C8
Surgery
No % No % No %
1.Thoracic spine 5 6.7 5 6.7 3 10
procedures
2.Cervical spine 9 30.0 10 33.3 12 40.0
procedures
3.Lumbar spine
19 63.3 18 60.0 15 50.0
procedures
Total 30 100.0 30 100.0 30 100.0

* data is presented in number (%roup A— dexmedetomidine 0.5 pg/kg, Goup B - dexmedetomidinelpg/kg,

8Group C - normal saline placebo.
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Figure-1: Comparison of HR variation in the groups
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*Group A —dexmedetomidine 0.5 pg/kg, TGrouf- dexmedetomidinelpg/kg, $Group Gormal saline placel.
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Figure-2: Comparison of SBP variation in study group

*Group A — dexmedetomidine 0.5 pg/kg, TGroup- dexmedetomidinelpg/kg, $Group - normal saline placebo.
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Figure 3: Comparison of DBP variation in study groyps

*Group A — dexmedetomidine 0.5 pg/kg, TGroup- dexmedetomidinelpg/kg, $+Group - normal saline placebo.
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Figure-4: Comparison of MAP variation in study groups.

*Group A — dexmedetomidine 0.5 pg/kg, TGroup- dexmedetomidinelpg/kg, $+Group - normal saline placebo.
8MAP — Mean Arterial Pressure.
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No significant difference was observed in HR befa@ministration of the drug (P value =0.431), atminute
(P value=0.726) and at 3minutes (P value=0.76&Y atiarting the bolus dose. A statistically sigrfit difference was
observed in HR from 5minutes after starting theubobose (P value=0.002) till 30 minutes after eatigdm
(P value<0.001). Pair wise analysis also showedraficant difference between groups A & C as vasdlGroup B & C
from 5minutes after administration (P values ofl®.@nd 0.002 respectively) till 30 minutes aftetubation (P values of
<0.001, <0.001 respectively). No significant difece was observed between Groups A & B from starihdrug
(P value=0.593) till 3 minutes after extubationv@ue<0.088) but a significant difference thereafié 25 minutes of
extubation [figure 1].

SBP showed no significant difference from the tibmefore administration (P value=0.715) up to 10 n@su(P

value=0.137) after starting the drug; whereas angly significant difference was noticed from 15notes of drug
administration (P value<0.001) till 30 minutes aiatubation (P value<0.001). Pair wise analyss® ahowed strongly
significant difference (P value<0.001) in group&A and B & C from 15minutes of administration 80 minutes after
extubation; but groups A & B showed no significdifference in SBP variation [figure 2]. DBP showeal significant

difference from the time before administration @ue =0.894), up to 10 minutes (P value =0.9919radtarting the
drug. There was suggested significance at 15 nsn(RPevalue =0.081), moderate significance at 1 teirhefore

extubation (P value =0.018) and strongly signiftcdifference from time of extubation (P value<0.p@ll 30 minutes

after extubation (P value <0.001). Pair wise ansglgtso showed significant difference in groups A&nd B & C from

1minute before (P value =0.048;0.027 respectivéiyugh extubation (P value <0.001), till 30 memiafter extubation
(P value =0.002; 0.003 respectively); but group& B showed no significant difference in DBP throoegh [figure 3].

No significant difference was observed in MAP frtme time before administration (P value = 0.879}@d0 minutes
(P value =0.308) after starting the drug; wherdamgly significant difference was observed fromributes (P value
=0.001) after drug administration, through the tiofeextubation (P value <0.001) till 30 minuteseafextubation (P
value <0.001). Pair wise analysis also showed &igmit difference (P value <0.001) in groups A &a@d B & C from
15 minutes of administration, during extubation atil 30 minutes after extubation; but groups ABshowed no
significant difference in MAP throughout [figure.4]

Ninety percent of patients in group A could be bxatied smoothly with no or minimal cough (scores 2pwhereas
10.0% had moderate cough (score 3). Majority oiepés (93.3%) in group B had a smooth extubatiaih wtores 1 and
2 whereas 6.6% had a score of 3. In group C only%éad extubation scores of 1or 2, 50% had moelemigh (score
3), 26.7% had severe cough and 6.7% had a pooityjeatubation (score 5). There was a significaiffecence in the
quality of extubation with P value < 0.001 [tablp #he average time to extubate was 12.13+2.11, 13.08+and
10.27+2.09 minutes in groups A, B, and C respeltishowing a statistically significant differencde yalue <0.001). It
was observed that 60% of patients in group A an®%3in group C could be extubated within 1-12 masutfter
discontinuation of inhalational agent whereas extioim could be performed in only 26.7% of groupa@ignts within 12
minutes [table 5].

Table-4: Comparison of extubation quality in studygroups.

Extubation Group At Group B§ Group C| |
qualityt No % No % No %

1 3 10.0 6 20.0 0 0.0
2 24 80.0 22 73.3 5 16.7
3 3 10.0 2 6.7 15 50.0
4 0 0.0 0 0.0 8 26.7
5 0 0.0 0 0.0 2 6.7

Total 30 100.0 30 100.0 30 100.0

* data is presented in number 1= no coughing, Peath extubation, minimal coughing (1-2 times), Bmoderate
coughing (3-4 times), 4= severe coughing (5-10 $in&= poor extubation (laryngospasm / coughing tihies).
$Group A — dexmedetomidine 0.5 pg/kg, 8Group Bxnaledetomidinelpg/kg, | |Group C - normal salinegthe.
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Table-5: Comparison of time to extubate (minutes)n study groups.

Time Group At Group Bt Group C8
extubate No % No % No %
(min)
1-12 18 60.0 8 26.7 25 83.3
13-24 12 40.0 22 73.3 5 16.7
Total 30 100.0 30 100.0 30 100.0
Mean + SD 12.13+2.11 14.80+3.19 10.27+2.09

*data are expressed as meanz standard deviations £.801. TGroup A — dexmedetomidine 0.5 pg/kg,oL@rB -
dexmedetomidinelpg/kg, 8Group C - normal salinegia.

On assessment of sedation scores, it was obsethvad3.3% patients in group A, nil in group B ar@Pd in group C
were found anxious and restless (Ramsay scorebselWwho were cooperative, oriented and tranquih($egy score 2)
accounted for 20%, 13.3% and 63.3% in groups An8 @ respectively. Majority of patients in groupafdd B had a
sedation score of 3 i.e. 73.3% and 66.7% respédgtiwhile only 26.7% in group C. A high sedatiorose of 4 was
observed in 20% of patients in group B, 3.3% inugré\ and no one in group C. Sedation scores abowastnot
observed in any of the patients [table 6].

Table-6: Comparison of sedation score in study grqs.

Sedation Group At Group B§ Group C| |

scoret No % No % No %
1 1 3.3 0 0.0 3 10.0
2 6 20.0 4 13.3 19 63.3
3 22 73.3 20 66.7 8 26.7
4 1 3.3 6 20.0 0 0.0
5 0 0.0 0 0.0 0 0.0
6 0 0.0 0 0.0 0 0.0

Total 30 100.0 30 100.0 30 100.0

* data is presented in number (%). T1= anxiousgitated and restless or both, 2= cooperative, trtean tranquil, 3=
drowsy but responds to commands, 4= asleep, begbonse to light glabellar tap or loud auditorynsilus, 5= asleep,
sluggish response to light glabellar tap or loudditomy stimulus, 6= asleep and unarousable. 1Gréup-
dexmedetomidine 0.5 pg/kg, 8Group B - dexmedetamitiig/kg, | |Group C - normal saline placebo.

Table-7: Comparison of side effects in study groups

Group At Group Bt Group C8
Side effects (n=30) (n=30) (n=30) P value
No % No % No %
Bradycardia 17 56.7 20 66.7 1 3.3 <0.001
Hypotension 3 10.0 4 13.3 0 0.0 0.133
Breath holding 1 3.3 0 0.0 5 16.7 0.024
Emergence delirium 0 0.0 0 0.0 0 0.0 -

*data is presented in number (%). TGroup A — deetmdidine 0.5 pg/kg FGroup B - dexmedetomidinekgg/
8Group C - normal saline placebo.

The incidence of bradycardia was higher in grougd B (56.7% and 66.7% respectively) compareddamC (3.3%)
with a P value of <0.001. None was associated h@imodynamic instability and required no treatmétypotension
was seen in 10% of group A patients, 13.3% in grBugnd no one in group C which was statistically significant
(P=0.133). Breath holding was observed in 3.3%roug A, 16.7% in group C and none in group B witR &alue of
0.024 showing moderate significance. None of thiepts experienced emergence delirium [table 7].
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Discussion

Hemodynamic changes associated with tracheal
extubation may be due to pain, emergence from
anesthesia, changes in plasma catecholamine levels
tracheal irritation [37,38]. These hemodynamic ¢fen
normally do not constitute a major problem; butidou
be deleterious in patients with comorbidities
[5,7,39,40].

Dexmedetomidine activates the medullary vasomotor
centre receptors, reducing central sympathetidawif
resulting in decreased heart rate and blood pressur
Different studies have shown desirable as well as
undesirable hemodynamic changes with doses ranging
from 0.25ug/kg -1.0ug/kg as intravascular infusion
[17,32-34,41]. In the present study a significant
reduction in HR was observed from 5minutes after
starting infusion in both 0.5pug/kg and 1.0pg/kguyrss
with attenuation of rise in HR during extubatiorotB
doses effectively controlled responses in HR to
extubation but the mean HR was significantly louver
1pg/kg group from Sminutes after extubation till 30
minutes when compared with 0.5ug/kg group. The
incidence of bradycardia was comparable between the
two doses and none required treatment with atropme
the present study, the SBP, DBP and MAP were
significantly stable during extubation with both
0.5pg/kg and 1.0pg/kg groups when compared with the
placebo group, without causing significant hypotems
Both doses were found to be effective in attengatire
hemodynamic responses to extubation.

Most of the patients who received dexmedetomidine
could be extubated with an extubation quality saufre

1 or 2; whereas the in the placebo group, 50% had
moderate cough, 26.7% had severe cough and 6.7% had
a poor extubation with laryngospasm. The incideoice
breath holding was also significantly reduced irnthbo
0.5pg/kg and 1.0pg/kg groups when compared to
placebo group. There was no associated respiratory
depression seen in patients who received
dexmedetomidine in either group.

The observations in the present study are comparabl
with the results of the study done by Guler G dtLa]
suggesting a less significant increase in HR, SB® a
DBP in response to extubation with 0.5ug/kg single
bolus dose of, given as a slow IV infusion 5 misgute
before the end of the surgery. They also suggested
better quality of extubation with without causingya
respiratory depression. In contrast to the presterty
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they suggested a comparable incidence of breath
holding.Similar findings have been made by Aksu R et
al [32] where 0.5ug/kg intravenous bolus infusidn o
dexmedetomidine given at the end of surgery
effectively attenuated airway reflex responses to
extubation maintaining good hemodynamic stability
compared with 1pg/kg of fentanyl. They observed tha
no patient in the dexmedetomidine group experienced
severe coughing or laryngospasm whereas 20% had
severe coughing and 5% had laryngospasm in Fentanyl
group. Dexmedetomidine 0.5pg/kg administered 5
minutes before surgery has been shown to stabilize
hemodynamic, allow easy extubation and allow early
neurological examination following intracranial
operations in a study done by Turan G et al [35]ictv
supports present results. Guler G et al [42] sugdes
0.5pg/kg of dexmedetomidine 5 minutes before end of
surgery resulted in less number of severe coughs pe
patient, significant reduction in breath holdingp n
respiratory depression and better hemodynamiclgyabi
compared to placebo without adverse effects like
laryngospasm,  bronchospasm, hypotension  or
bradycardia. Talke P et al [43] observed that itiepis
undergoing vascular surgery, dexmedetomidine
effectively attenuated the rise in HR and plasma
catecholamine levels during emergence from
anesthesia. Ibacache et al [44] reported no remtudti

HR with at a lower dose of 0.3pg/kg but MAP showed

significant reduction and significant reduction in
agitation in pediatric patients after sevoflurane
anesthesia.

The time to extubate was found to be significantly
prolonged in patients who received dexmedetomidine
1pg/kg (extubation time> 13minutes in 73.3% of
patients); whereas 40% of patients who received
0.5pg/kg and onlyl6.7% in placebo group had
extubation time> 13 minutes. Similar findings have
been made by Guler G et al [42] suggesting 0.5ugfkg
dexmedetomidine 5 minutes before the end of surgery
significantly prolonged time to extubat&im Y S et al
[45] observed prolonged extubation time with
0.75ug/kg and 1.0pg/kg administered as a bolus
infusion over 10 minutes, 30 minutes before the eid
the surgery compared with placebo; using desflufane
maintenanceKim S Y et al [46] concluded that
intraoperative infusion of dexmedetomidine (0.4kgy /
hour) provided smooth and aerodynamically stable
emergence; with improved quality of recovery after
nasal surgery without significant prolongation iafé to

Available online at: www.ijmrr.in 1399 | Page



August, 2016/ Vol 4/Issue 8

ISSN- 2321-127X

extubate (desflurane was used for maintenanice).
contrast to the observations made by the presedy st
there have been reports suggesting no significant
difference in extubation times when compared to
placebo[17] and Fentanyllpg/kg [32] as bolus dose 5
minutes before the end of surgery; both studieagusi
sevoflurane as inhalational agent. Turan G et &] [3
also suggested no significant difference in time to
extubate in neurosurgical patients who received
dexmedetomidine 0.5pg/kg, 5 minutes before theoénd
the surgery; using isoflurane for maintenance.

Central stimulation of parasympathetic outflow aon
with inhibition of sympathetic outflow from locus
coeruleus in the brain stem plays a major rolehia t
sedative and anxiolytic properties of dexmedetongdi
The sedation scores were assessed by Ramsay Bcale.
the present study higher sedation scores were \@iser
in patients who received dexmedetomidine. Majooity
patients (73.3% and 66.7%) who received dex-
medetomidine 0.5ug/kg and 1pg/kg respectively were
drowsy but responding to commands. None of the
patients had respiratory depression. TanskanemrtfakE
[15] observed hemodynamic stability as well as
arousable sedation without respiratory depression i
patients who underwent intracranial tumor surgeitp w
an infusion of starting 20 minutes before surgend a
continuing till skin closure. Aksu et al [32] reped
higher sedation scores in patients receiving Okgg/
dexmedetomidine at the end of surgery without
respiratory depression in patients who underwent
rhinoplasty; in a comparative study with fentarijhe
lower frequency of airway complications in the gwou
could be due to lesser degree of laryngeal irotafiom
sedative and analgesic properties of dexmedetomidin

Significant bradycardia was observed in patient® wh
received dexmedetomidine the incidence being higher
with 1pg/kg dose. None of the cases were
hemodynamically unstable and required no treatment.
The incidence of hypotension was 10% and 13.3% in
patients who received dexmedetomidine 1pg/kg and
0.5ug/kg respectively; without anyone in the placeb
group developing hypotension. The incidence of threa
holding was significantly higher in placebo grodpe

two different dosages did not differ significanihytheir
side effect profile except for higher sedation ssowith
1pg/kg. There are studies suggesting 0.5pg/kg of
dexmedetomidine 5 minutes before end of surgery
significantly reduced the incidence of breath huwidi
without causing hypotension, bradycardia,
laryngospasm or respiratory depression [42]
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Dexmedetomidine when used in morbidly obese
patients has been found not to cause any respjrator
depression [47]. Karaaslan K et al [48] have also
reported higher incidence of bradycardia and
hypotension in a  comparative  study of
dexmedetomidine with midazolam for monitored
anesthesia care in nasal endoscopy.

Conclusion

The present study concludes that a dose of 0.5paj/kg
dexmedetomidine administered as a bolus dose before
extubation attenuates the stress response to éxtuba
as effectively as 1pg/kg. Both doses maintain
hemodynamic stability; enabling smooth extubation
with significant reduction in cough, breath holdiagd
laryngospasm. Dexmedetomidine provides adequate
sedation in the post operative period without aagisi
respiratory depression but causes prolongatiorinod t

to extubate; which is more with a dose of 1pg/kg.
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