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EPIDEMIOLOGY

- Tobacco accounts for 20% of all premature deaths, and 50% of smokers die prematurely


- Diseases of increased risk include



Lung, tracheal, pancreatic, bladder CA



Coronary artery disease, MI, atherosclerosis, HTN



COPD, emphysema



Burns



SIDS, and other fetal and newborn diseases

- In general, tobacco causes disease through smoke particles (tar, CO, etc) and not via nicotine; thus simply reducing one’s amount of smoking should be beneficial, though not as good as complete abstinence


- “Light” cigarettes as measured by FTC methods are not actually safer because it is easy to circumvent the cigarette design (breathe more deeply, or cover the ventilation holes)
NICOTINE


- MOA: nicotinic receptor agonist, stimulates dopamine release and probably modulates catecholamines, serotonin, etc

- Activates SNS, causes dependence and tolerance (via receptor upregulation)

- PK



- Addictiveness is proportional to rate of delivery, a function of delivery mechanism

- Cigarettes are designed to maximize nicotine delivery (eg higher pH, smaller particle size) even if at expense of decreased health safety


- Tox: smoking-associated diseases are due more to the smoke than nicotine


- Withdrawal syndrome: ( mood, insomnia, irritability, frustration/anger, anxiety, ( concentration, restlessness, ( HR, GI changes, ( appetite, weight gain, mouth ulceration

SMOKING CESSATION TREATMENTS
Nicotine replacement


Delivery via gum, lozenge, transdermal patch, nasal spray, or oral vapor inhaler


Provides equivalent nicotine < 1 pack/day


Consistently shown to double cessation rates, also useful to reduce smoking w/o intention to quit

Buproprion (zyban TM)


MOA: sustained release form of wellbutrin, an atypical antidepressant


FDA approved for smoking cessation regardless if there is underlying depression


Also causes moderate weight reduction
Counseling


MOA: recognized danger situations, develop coping skills, provide basic info


Demonstrated dose response relationship for cessation
Experimental treatments


Clonidine

Antidepressants: including SSRIs and TCAs

Mecamylamine: nicotine antagonists


Naltrexone: opiate antagonist


Cannabanoid receptor antagonists

CLINICAL APPROACH TO TOBACCO ADDICTION
There are several clinically proven cessation programs, but no proven programs to reduce the incidence of new smokers

Assess degree of addiction with the Fagerstrom nicotine addiction scale

Readiness-to-Change model


Precontemplation ( contemplation ( preparation ( action ( maintenance


Only a small minority is in the preparation phase

Motivational interviewing


What do you understand to be the health risks of smoking?


You must like something about smoking or you would have quit?


Are you interested in quitting?


What would it take for you to try quitting?


Make them “choose” to continue smoking (to urge onto contemplation stage)

If ready to quit, follow the 5 A’s:


- Ask every patient


- Advise to stop: direct message, emphatic, personal/individualized, optimistic, tied to current Sx


- Assess


- Assist the patient: set quit date, use nicotine replacement, provide written material


- Arrange follow-up

If not ready to quit, give advice:

- Reducing smoking probably reduces risk of smoking-related diseases and does not undermine cessation efforts


- Offer screening, eg by low dose helical CT, which can be motivational provided you don’t convey message that screening offers protection from smoking-related disease (eg “you’re lucky the CT scan was negative”)

