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Abstract 

Introduction: Fibreoptic intubation is a is an effective, safe and reliable technique for difficult airway 

management. Optimal intubating conditions and patient comfort are paramount while preparing the 

patient for fibreoptic intubation. Challenge associated with this procedure is to provide adequate sedation 

while maintaining a patent airway and ensuring ventilation. This procedure is accompanied with several 

pressor responses like tachycardia, hypertension and even arrhythmias. An ideal sedation regimen would 

provide patient comfort, blunting of airway reflexes, patient cooperation, haemodynamic stability, amnesia 

and the maintenance of a patent airway with spontaneous ventilation. Dexmedetomidine is a α-2 adreno 

receptor agonist is ideal for the management of patients with difficult airways. Dexmedetomidine infusion 

provides conscious sedation in which patient is co-operative and communicative. So we want to study 

efficacy of intravenous Dexmeditomidinein a attenuation of pressor response after Fibreoptic intubation.  

Material And Method: We included 60 patients in the age group of 20-55 years of either sex belonging to 

ASA grade I and II scheduled for elective surgical procedures under general anesthesia with anticipated 

difficult intubation in this study. Local anesthesia of upper airway was given by Lignocaine with 

adrenaline 2% topical solution applied to the more patent nostril, oral viscous Lignocaine gargles and 

intratracheal instillation of 2 ml of 4 % Lignocaine done by cricothyroid puncture. Patient received a 

loading dose of Dexmedetomidine 1 micrograms/ kg infused over 10 minutes. Pulse rate, blood pressure, 
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respiratory rate, oxygen saturation and sedation score were recorded prior to infusion , 10 minutes after 

infusion. Sedation score was assessed with Ramsay Sedation Scale. Above parameters were again 

recorded once the tube enters glottis, 1 minute, 3 minutes and 5 minutes after securing the endotracheal 

tube. Any event of breath-holding or laryngospasm were also noted. All parameters were compared to the 

baseline values.  

Observations: The decrease in mean pulse rate was observed throughout the procedure with maximum 

decrease 3 minutes after securing the endotracheal tube. There was decline in mean systolic blood 

pressure from basal value at all stages with maximum fall 5 minutes after securing the endotracheal tube. 

There was decline in mean diastolic blood pressure from basal value at all stages of the procedure with 

maximum fall 5 minutes after securing the endotracheal tube. SpO2 was maintained close to basal value at 

all stages of intubation with minimum value 97 and maximum 100. The mean respiratory rate at various 

stages of intubation was close to basal value with minimum value 12 and maximum value 14. Following 

Dexmedetomidine infusion all patients showed sedation score of 4 at further steps of the procedure as 

assessed by Ramsay Sedation Scale. 

Conclusion: We conclude that good local anesthesia of upper airway with 1 micrograms/kg infusion of 

Dexmedetomidine given over 10 minutes provides good intubating conditions, sedation, patients co-

operation with attenuation of intubation response. 

 

INTRODUCTION 

The management of difficult airway is one of the 

most challenging tasks for an anesthesiologist. 

Endotracheal intubation-related complications are 

a frequent cause of deaths associated with general 

anaesthesia
1
. Fibrotic intubation is an effective, 

safe and reliable technique for difficult airway 

management. It can be done in awake patients 

under local anesthesia and sedation. Optimal 

intubating conditions and patient comfort are 

paramount while preparing the patient for fibrotic 

intubation. Challenge associated with this 

procedure is to provide adequate sedation while 

maintaining a patent airway and ensuring 

ventilation. Sedation is used to relieve anxiety, 

induce amnesia, eliminate pain and blunt reflexes 

(e.g. cough). Also, this procedure is accompanied 

with several pressor responses like tachycardia, 

hypertension and even arrhythmias. An ideal 

sedation regimen would provide patient comfort, 

bluntingof airway reflexes, patient cooperation, 

hemodynamicstability, amnesia and the 

maintenance of a patent airway with spontaneous 

ventilation. 

Fentanyl, Midazolam, Ketamine, Propofol, 

Remifentanil, Clonidine and Dexmedetomidine 

are used for sedation but respiratory arrest, loss of 

airwaycontrol, hypotension, bradycardiaand 

increasing the risk of hypoxemia, aspiration are 

the limiting factors of its use
2
, 

3
.    

Dexmedetomidine is a α-2 adrenoreceptor agonist 

is ideal for the management of patients with 

difficult airways.  Dexmedetomidine infusion 

provides   conscious sedation inwhich patient is 

co-operative and communicative.  Also it provides 

moderate analgesic and ant sialagogue effects with 
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minimal respiratory depression. Dexmedetomidine 

1 micrograms/kg is more effective in attenuating 

hemodynamic responses to laryngoscopy and 

intubation than 2 micrograms/kg Fentanyl when 

given as premedication
4,5

. 

In this study, we had done awakefibrotic nasal 

intubation under sedation with Dexmedetomidine 

with Glycopyrrolate as premedication and local 

anesthesia of airway. We had given 

Dexmedetomidine as an infusion in a bolus dose 

of 1 micrograms/kg over 10 minutes followed by 

continuous infusion at 0.2 micrograms/kg/hour 

throughout the procedure, and assessed various 

parameters like pulse rate, systolic and diastolic 

blood pressures, respiratory rate and sedation 

score and compared them with baseline values. 

Sedation score was assessed by Ramsay Sedation 

Scale. 

 

AIMS AND OBJECTIVES  

In this study, we had done awake fibrotic nasal 

intubation  in 60 patients under sedation with 

Dexmedetomidine, Glycopyrrolate as premedi-

cation and local anesthesia of airway. We had 

given Dexmedetomidine as an infusion in a bolus 

dose of 1 micrograms/kg over 10 minutes 

followed by continuous infusion at 0.2 

micrograms/kg/hr throughout the procedure, and 

assessed various parameters like Pulse rate ,  

Systolic blood pressure,  Diastolic blood pressure,  

Oxygen saturation Respiratory rate and  Sedation 

score were assessed at different steps of the 

procedure and compared with the baseline values.  

The clinical trial was aimed to study the efficacy 

of Dexmedetomidine in attenuating hemodynamic 

response and providing conscious sedation 

forawakefibrotic nasal intubation. The secondary 

aim was to evaluate the side effects like 

tachycardia/ bradycardia, hypotension/ 

hypertension, arrhythmias, fall in saturation, 

respiratory depression, nausea, vomiting, 

headache, dizziness, and epistaxis, any event of 

breath holding or laryngospasm. 

 

MATERIAL AND METHOD 

This study was undertaken after obtaining ethical 

committee clearance as well as written informed 

consent from all patients. 60 patients in the age 

group of 20-55 years of either sex belonging to 

ASA grade I and II scheduled for elective surgical 

procedures under general anesthesiawith 

anticipated  difficult intubation  were included. A 

detailed history and thorough general and 

systemic examination was done. Routine blood 

investigations, coagulation profile, ECG, Xray 

chest and urine examination were performed. 

Patient was kept nil by mouth for 6 hours prior to 

the procedure. Multipara monitors were applied. 

Intravenous line was secured with intravenous 

catheter no. 18 gauge in large peripheral vein and 

an infusion of Ringer Lactate started. Oxygen 

supplementation was started at the rate of 5 liters 

per minute. Vital parameters like pulse rate, blood 

pressure, respiratory rate, oxygen saturation and 

sedation score were recorded. 

Lignocaine with adrenaline 2% topical solution 

was applied to the more patent nostril. Oral 

viscous Lignocaine gargles were given. 

Intratracheal instillation of 2 ml of 4 % 

Lignocaine was done by cricothyroid puncture. 

Premedication with inj. Ranitidine 50 mg, 

injection Ondansetron 10 mg.and inj. 
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Glycopyrrolate 0.2 mg was given 15 minute prior 

to the procedure. Again vital parameters like pulse 

rate, blood pressure, respiratory rate, oxygen 

saturation and sedation score were recorded. 

Patient received a loading dose of 

Dexmedetomidine 1 micrograms/ kg infused over 

10 minutes and pulse rate, blood pressure, 

respiratory rate, oxygen saturation and sedation 

score were recorded. Sedation score was assessed 

with Ramsay Sedation Scale. The nostril with 

least resistance during nasal packing was chosen 

for intubation while the other nostril was to 

deliver 100% oxygen via nasopharyngeal airway. 

Intubation was performed by a trained 

anesthesiologist with at least two years of 

experience.  

Before starting the procedure light source was 

checked and the bronchoscope was refocused on 

printed material and gauze piece tip of 

bronchoscope defogged with 70% alcohol. It was 

lightly lubricated with Lignocaine jelly along its 

entire length to facilitate passage through portex 

endotracheal tube. If the posterior pharyngeal wall 

was encountered, the tip of bronchoscope was 

turned down to visualize the glottis. If the 

epiglottis obstructed the vision, the bronchoscope 

was manipulated under the epiglottis to see the 

vocal cords. External laryngeal and neck 

manipulation was done whenever required. As the 

bronchoscope entered the larynx the pulse rate, 

blood pressure, respiratory rate, oxygen saturation 

and sedation score were recorded. Once the 

bronchoscope entered the trachea, the 

endotracheal tube was advanced over it and pulse 

rate, blood pressure, respiratory rate, oxygen-

saturation and sedation score were recorded. 

Above parameters were again recorded at 1 

minute, 3 minutes and 5 minutes after securing the 

endotracheal tube. Any event of breath-holding or 

laryngospasm were also noted. General anesthesia 

was administered with inj. Thiopentone sodium 

and inj. Atracurium. Dexmedetomidine infusion 

was maintained at 0.2 micrograms/kg/hr 

throughout the procedure. Pulse rate , blood 

pressure , spo2.,  respiratory rate  and sedation score 

were monitored  before premedication, immediately 

after premedication, after Dexmedetomidine 

infusion at 1 ug/kg over 10 minutes,as fibroticscope 

enters larynx, after insertion of endotracheal tube, 

one minute after securing the tube, three minutes 

after securing the tube and   five minutes after 

securing the tube. 

 

STATISTICAL ANALYSIS  

The various data obtained, which included the 

hemodynamic parameters, respiratory rate, 

SpO2and sedation score were calculated and 

compared with baseline values. The collected data 

was compiled in EXCEL sheet and Master sheet 

was prepared. For analysis of this data SPSS 

(Statistical Software for social Sciences) version 

20
th

 was used. Data was presented by visual 

impression as Bar-Diagram. Quantitative Data 

was analyzed using paired t-test and it was also 

represented in form of mean & standard deviation 

(SD). 

Statistical significance is indicated by 

conventional symbols:  

*P<0.05: Statistically significant  

*P<0.01: Statistically highly significant  

*P>0.05: Statistically not significant . 
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                     Out of 60 patients, 37 (61.67%) were male and 23 (38.33%) were female 

 

 

Maximum patients were found in age group of 41-50 years i.e. 26 (43.33%) whereas minimum patients were 

found in age group of 21-30 i.e. 3 (5%) 

The mean age of patients was 45.73 + 7.49 years 
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The decrease in mean pulse rate was observed throughout the procedure with maximum decrease 3 minutes 

after securing the endotracheal tube. 

 

 

There was decline in mean systolic blood pressure from basal value at all stages with maximum fall 5 

minutes after securing the endotracheal tube. 
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There was decline in mean diastolic blood pressure from basal value at all stages of the procedure with 

maximum fall 5 minutes after securing the endotracheal tube 

 

 

SpO2 was maintained close to basal value at all stages of intubation with minimum value 97 and maximum 

100. 
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The mean respiratory rate at various stages of intubation was close to basal value with minimum value 12 

and maximum value 14. 

 

 

 

 

Following Dexmedetomidine infusion all patients showed sedation score of 4 at further steps of the 

procedure as assessed by Ramsay Sedation Scale. A score of 4 signifies that all the patients were co-

operative, comfortable, well sedated but arousable during the procedure. 
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RESULT  

It was observed that out of 60 patients, 37 

(61.67%) were male and 23 (38.33%) were 

female. Maximum patients were found in age 

group of 41-50 years i.e. 26 (43.33%) whereas 

minimum patients were found in age group of 21-

30 i.e. 3 (5%) The mean age of patients was 45.73 

+ 7.49 years. Mean pulse rate before 

premedication was 100.58  ±17.41. Immediately 

after premedication the mean pulse rate was 99.3 

± 16.95. After Dexmedetomidine infusion at 10 

Min mean pulse rate was 80.53 ± 14.27 

representing a decrease from baseline. As fibrotic 

scope entered larynx mean pulse rate further 

decreased to 80.27 ± 15.23. After insertion of 

endotracheal tube mean pulse rate was 80.48 ± 

14.35.   

The mean pulse rates at 1 minute,3 minutes and 5 

minutes after securing the endotracheal tube were 

80.21±14.05, 79.88±13.80 and 80.23±14.42   

respectively which were lower as compared to 

baseline. The decrease in mean pulse rate was 

observed throughout the procedure with maximum 

decrease 3 minutes after securing the endotracheal 

tube. 

Mean systolic blood pressure and standard 

deviation at various stages of fibrotic intubation.  

Mean systolic blood pressure before 

premedication was 131.23 ± 9.54. Immediately 

after premedication the mean systolic blood 

pressure was 127.85 ± 9.45.After Dexmedeto-

midine infusion at 10 min mean systolic blood 

pressure decreased to 124.38 ± 9.46. Mean 

systolic blood pressure as fibrotic scope entered 

larynx was 123.86 ± 9.54. After insertion of 

endotracheal tube mean systolic blood pressure 

was 123.76 ± 9.52. The mean systolic blood 

pressure at 1 minute,3 minutes and 5 minutes after 

securing the endotracheal tube was 123.51±9.41, 

122.60±9.11  and 121.95±9.35  respectively. 

There was decline in mean systolic blood pressure 

from basal value at all stages with maximum fall 5 

minutes after securing the endotracheal tube. 

Mean diastolic blood pressure before 

premedication was 87.03 ± 7.56. Immediately 

after premedication the mean diastolic blood 

pressure was 82.76 ± 7.79. After 

Dexmedetomidine infusion at 10 Min mean 

diastolic blood pressure decreased to 81.63 ± 7.61. 

As fibrotic scope entered larynx mean diastolic 

blood pressure was 81.68 ± 8.24. After insertion 

of endotracheal tube mean diastolic blood pressure 

was 81.80 ± 7.55. The mean diastolic blood 

pressures at 1 minute,3 minutes and 5 minutes 

after securing the endotracheal tube were 81.03, 

81.80 and 80.91 respectively with standard 

deviations 7.73, 7.65 and 7.23 respectively.  

There was decline in mean diastolic blood 

pressure from basal value at all stages of the 

procedure with maximum fall 5 minutes after 

securing the endotracheal tube. 

Mean SpO2 before premedication was 99.46 ± 

0.70.Immediately after premedication the mean 

SpO2 was 99.58 ± 0.61.After Dexmedetomidine 

infusion at 10 Min mean SpO2 was 99.53 ± 0.623. 

As fibrotic scope entered larynx mean SpO2 was 

99.56 ± 0.592. After insertion of endotracheal tube 

mean SpO2 was 99.58 ± 0.590. The mean SpO2 at 

1 minute, 3 minutes and 5 minutes after securing 

the endotracheal tube were 99.58, 99.56 and 99.61 

respectively with standard deviations of 0.59, 0.62 

and 0.555 respectively. SpO2 was maintained 
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close to basal value at all stages of intubation with 

minimum value 97 and maximum 100. 

Mean respiratory rate before premedication was 

12.30 ± 0.462.Immediately after premedication 

the mean respiratory rate was 12.81 ± 0.740.After 

Dexmedetomidine infusion at 10 Min mean 

respiratory rate was 12.29 ± 0.415. As fibrotic 

scope entered larynx mean respiratory rate was 

13.01 ± 0.892.After insertion of endotracheal tube 

mean respiratory rate was 13.16 ± 0.826.  

The mean respiratory rate at 1 minute,3 minutes 

and 5 minutes after securing the endotracheal tube 

was 12.35, 12.66 and 12.266 respectively with 

standard deviations of  0.480, 0.751 and 0.482 

respectively. The mean respiratory rate at various 

stages of intubation was close to basal value with 

minimum value 12 and maximum value 14. 

All patients showed a sedation score of 2 before and 

after premedication. Following Dexmedetomidine 

infusion all patients showed sedation score of 4 at 

further steps of the procedure as assessed by 

Ramsay Sedation Scale. A score of 4 signifies that 

all the patients were co-operative, comfortable, 

well sedated but arousal during the procedure. 

There was no incidence of nausea, vomiting, 

coughing, bucking, and breath-holding, 

laryngospasm or bronchospasm at any stage of the 

procedure. No significant changes in E.C.G were 

observed in any patient.  

 

DISCUSSION 

Direct laryngoscopy and endotracheal intubation 

during general anesthesia is known to induce 

stress response. The use of either direct 

laryngoscopy or fiber optic bronchoscopy 

produces a comparable stress response to tracheal 

intubation.
6,7

 Although fibrotic intubation can 

avoid direct stimulus to the base of tongue and 

epiglottis which may be exerted by direct 

laryngoscopy, the circulatory responses to 

nasotracheal intubation are significantly greater in 

the fibrotic bronchoscope group than in the direct 

laryngoscopy group.
8,9

 

Insertion of the nasal tube via a fibrotic 

bronchoscope includes other measures that might 

affect heart rate and blood pressure, e.g. rotating 

the nasal tube, lifting the jaw and adjusting the 

patient’s head–neck position. Grasping the jaw 

and raising it have been found to be sufficient to 

cause circulatory responses similar to those 

observed in laryngoscopic intubation. Other 

studies have demonstrated that tracheal tube 

insertion is the most invasive stimulus during the 

intubation manipulation.
10

  Thus, the circulatory 

responses to tracheal intubation may not be 

alleviated by avoiding laryngoscopic stimulation 

to the epiglottis and the base of the tongue unless 

the trachea is adequately pretreated with local 

anaesthetics.
11,12

  It has been shown that the longer 

the intubation time the more likely is it to develop 

hypercapnia, which can result in hypertension and 

tachycardia. 

The success of the procedure depends on 

experienced anesthesiologist, efficient local 

anesthesiaand adequate sedation. In the majority 

of cases, regional anesthesia is supplemented with 

shallow sedation using either intravenous 

Benzodiazepines, Propofol or opioids,  respiratory 

depression is the major problem with these drugs
3
. 

Dexmedetomidine, an α-2 agonist   provides 

sedation without respiratory depression,
13 
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xerostomia, more stable hemodynamic and  

decreases  intraoperative  analgesic requirement.   

During awake fibrotic intubation if performed 

without sedation there is more than 30% increase 

in heart rate was reported in previous studies 
14

. In 

our study, we observed statistically highly 

significant decrease in mean pulse rate as 

compared to baseline. Same decreased pulse rate 

was observed by infusion of 0.5 micrograms/kg 

Dexmedetomidine in previous studies.
15, 

16
Following infusion of 1 micrograms/kg of 

Dexmedetomidine heart rate was decreased by 5 

beats/min at 3 minutes after intubation
5
. 

Dexmedetomidine was more effective in 

decreasing pulse rate than Propofol was observed 

by Kumkum Gupta et al.
17

 We didn’t observe 

even post intubation rise in pulse rate in our study 

which might be due to effective local anesthesia of 

upper airway by use of lignocaine jelly, gargles 

and intratracheal instillation. 

The decrease in pulse rate is because of the 

decrease in central sympathetic outflow overriding 

the direct stimulant effects. In the central nervous 

system, activation of presynaptic and postsynaptic 

α-2 receptors results in inhibition of noradrenalin 

release and neuronal firing.It was observed that 

Dexmedetomidinecauses an approximate 30% 

reduction in plasma concentrations of 

norepinephrine when given in sedative 

concentration 
18

. Also an α-2   agonist activity at 

the dorsal motor nucleus of the vagus nerve may 

lead to bradycardia and hypotension.
19,20 

In awake fibrotic intubation systolic blood 

pressure  increases by 20% of baseline
14

.Sudden 

rise in systolic blood pressure is hazardous as it 

can cause dangerous fall in cerebral perfusion 

pressure and cerebrovascular hemorrhage.In our 

study we observed statistically significant 

decrease in mean baseline systolic blood pressure 

after Dexmedetomidine infusion at all stages of 

intubation. The fall was maximum at 5 minutes 

after securing the endotracheal tube.  Same  

findings were observed by use of 

Dexmeditimidine in a dose of 0.6 micrograms/ 

kg.
21

Intravenous Dexmedetomidine 1.0 

micrograms/kg  was good for attenuating stress 

response than Intravenous Esmolol  2.0 mg/kg.
22

  

Also  Inj. Dexmeditomodine was  known to 

suppress stress response more effectively than Inj. 

Propofol
17

.   

Many authors have observed a transient increase 

in systolic blood pressure following 

Dexmedetomidine bolus doses. This initial 

reaction can be explained by the peripheral α-2b 

adrenoreceptors’ stimulation of vascular smooth 

muscles and can be attenuated by a slow 

infusion.
19

 We have not observed this transient 

increase in blood pressure probably because of 

slow infusion over 10 minutes after adequate 

preloading. 

We observed statistically significant decrease in 

diastolic blood pressure after Dexmedetomidine 

infusion at all stages of intubation. The maximum 

decrease in diastolic blood pressure was at 5 

minutes after securing the endotracheal tube. 

Same findings were noted in previous 

studies
5,16,21,22

 

The primary site of action of α -2 agonists is the 

locus ceruleous and not the cerebral cortex, unlike 

gamma-amino butyric acid-mimetic drugs. Locus 

ceruleous (nucleus in the pons) that is involved in 

physiological response to stress and anxiety is the 
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principal site in the brain for norepinephrine 

synthesis
19

.The predominant effect of 

Dexmedetomidine is hypotension mediated by 

central alpha-2 receptors. Hypotension has been 

described in patients with pre-existing 

hypovolaemia. This usually occurs early and is 

also related to the loading dose. In most cases, it 

responds to a fluid bolus. A decrease in blood 

pressure and heart rate might result from decrease 

in noradrenaline release, a decrease in centrally 

mediated sympathetic tone and an increase in 

vagal activity
19

. Dexmedetomidine is reported to 

produce side effects like bradycardia, 

hypotension, nausea, vomiting, dryness of mouth, 

in hypovolemic patients. All the patients in our 

study were adequately hydrated sowe didnt 

encounter severe bradycardia (heart rate < 40), 

hypotension, hypertension, nausea, vomiting or 

arrhythmias requiring treatment were noted.    

The mean SpO2 was maintained above 97% at all 

stages. There were statistically no significant 

changes in SpO2 during the procedure.  

Dexmeditomidine Propofol combination was 

having lower incidence of desaturation than  

Propofol Remifentanyl.
23

Our finding was same as 

we observed by Sunil Kumar et al
24

 

Belleville et algave a 2-min intravenous infusion 

of Dexmedetomidine at four dose levels 

(maximum 2.0 micrograms/kg). Immediately after 

the maximum infusion of 2.0 micrograms/kg, 

irregular breathing patterns were noticed with 

short periods of apnea without episode of 

significant arterial oxygen desaturation.
25

The 

reduction in minute ventilation was predominantly 

a result of a reduction in tidal volume, although 

there was a small but non-significant reduction in 

respiratory rate. There was a rightward shift and 

depression of the hypercapnic response at these 

infusion doses
25

.The mechanisms for these 

changes in ventilation are unknown, but it is 

possible that they are a result of central respiratory 

depression, given the distribution of α2-

adrenoceptors in the brainstem. However, the 

effects of Dexmedetomidine on human respiration 

are much less marked than those of opioids and 

other intravenous and volatile anesthetic agents, 

and appear to be similar in order of magnitude to 

those seen in the heavy sleep state
19

. 

A small-dose infusion of this drug provided 

sedation that could easily be reversed by verbal 

stimuli. Dexmedetomidine is a highly selective 

and potent α-2 adrenoreceptor agonist offering 

dose-dependent sedation, anxiolytics and 

analgesia.  

The respiratory rate changes at all other stages 

were statistically not significant. In our study we 

didn’t observe any  episode of tachypnea, 

bradypnoea, breath holding, bucking or 

laryngospasm. Effective local anesthesia of upper 

airway may have contributed to this. There was no 

event of hypoventilation/ hyperventilation. No 

deleterious clinical effects on respiration and gas 

exchange were seen in patients, who received 

long-term infusions of Dexmedetomidine
13

.In 

astudy conducted on autonomic nervous system 

responses during  infusions of Dexmedetomidine 

found that respiratory rates was not affected by 

with Dexmedetomidine
18

.As α-2 agonist has little 

effect on respiration, mostlyapnea  is caused by 

deep sedation and oral/pharyngeal anatomic 

events
26

.  
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In our study, all the patients had sedation score of 

2 (co-operative, oriented and tranquil) according 

to Ramsay Sedation Scale. After Dexmedeto-

midine infusion at 10 minutes patients had 

sedation score of 4 (brisk response to light, 

glabellar tap or loud auditory stimulus).  The 

patients were well sedated but arousable. 

Dexmedetomidine  known to provide good 

sedation, cooperative patient who maintains the 

responsiveness with the task performance then 

going back to sleep without any respiratory 

depression
24

. 

Kumkum Gupta et al found that  desired sedation 

level could be achieved easily in both( 

Dexmedetomidine – Propofol VS Propofol-

Remifentanyl) groups but, in the 

Dexmedetomidine group, it had taken lesser time 

with a lesser dose of Propofol. The procedure was 

much better tolerated by the Dexmedetomidine 

group
17

. It was said to be very effective due to its 

ability to provide sedation, analgesia, reversible 

anterograde amnesia, and anxiolysis without 

impairment of protective reflexes, respiratory 

depression, or hemodynamic compromise 

particularly in anticipated difficult airway.
27

 

Madhereet al reported that Dexmedetomidine 

appeared to be useful for sedation during awake 

intubations in critical airways, without the need 

for airway topicalization and its ability to act as a 

sedative, anxiolytic, analgesic, and ant sialagogue 

without causing respiratory depression is 

promising to the field of anesthesiology
28

. 

Propofol caused higher incidence of airway 

obstruction and respiratory depression, and 

patients could not respond to command 

immediately after nasotracheal intubation
20

. 

Patients in the Dexmedetomidine group were co-

operative and able to open their eyes on command 

and maintained spontaneous respiration without 

any desaturation
20

.Dexmedetomidine provided 

appropriate sedation with  easily arousable patient 

from sleep to wakefulness to allow cooperation, 

excellent communication and task performance 

while being ventilated and intubated and then 

quickly back to sleep when not stimulated
20

.   

Our study shows that the changes in 

hemodynamics and the sedation scores  weref 

avorable for intubating conditions with the use of 

Dexmedetomidine making it an excellent option 

for sedation in awake fibrotic nasal intubation. 

 

CONCLUSION 

We conclude that good local anesthesia of upper 

airway with 1 micrograms/kg infusion of 

Dexmedetomidine given over 10 minutes provides 

good intubating conditions, sedation, patients co-

operation with attenuation of intubation response. 

Further studies should be done to compare 

efficacy of Dexmedetomidine with other agents 

like Clonidine, Fentanyl, Sufentanil etc. 
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