
Substance Abuse
Learning Objectives

Review the following Learning Objectives as an organized beginning to 
your study of this module. As you read the Learning Objectives, note key words 
which will aid you in finding the information in the texts. When you complete the 
module, revisit this list and check for areas that require further investigation.

• Review the teratogens categories from the Embryology and Fetal 
Development Module.

• Identify what substance abuse may include; consider tobacco and 
caffeine.

• Identify the signs and symptoms of substance abuse.
• Understand who is at risk for substance abuse, and that it happens outside 

of those risk groups.
• Identify times of potential risk for substance abuse within the childbearing 

cycle.
• Define fetal alcohol syndrome.
• Identify the presence of alcohol  and nicotine in the breastmilk of women 

consuming alcohol or smoking.
• Review the legal obligations care providers face when identifying 

substance abuse.
• Review issues around confidentiality.
• Become familiar with the 12 Step Program and smoking cessation 

programs.
• Understand the problems facing care providers when dealing with 

substance abuse, and identify community resources the midwife may 
introduce or initiate.

• Review your health history and client interview process to determine if you 
are able to screen for substance abuse.

• Identify the laws in your state regarding mandatory reporting of maternal 
drug use.

• Draft practice guidelines for screening and accepting clients in your own 
practice, with regard to drug, alcohol and tobacco use/abuse.
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Substance Abuse

Study Sources
The following texts are recommended for completion of this module. Use 

them to cross reference and build a more comprehensive understanding. 
Using key words from the Learning Objectives, search the index. Read 

those pages listed, and read the chapter in which they are found. Establish a 
context for the information so that you understand how other topics are related. 
In addition, read the chapter headings in the Table of Contents, and flip through 
each text to familiarize yourself with the content of chapters. As you work through 
Study Group modules, you will eventually read each text in its entirety. 

Holistic Midwifery, Vol. I, II, III (when available), Frye
Varney’s Midwifery
Myles Textbook for Midwives
Birth Emergency Skills Training, Gruenberg
Nutritional Almanac, Kirschmann
Pharmacotherapeutics, Kuhn 
“Substance Abuse Treatment” by Margaret T. Johnson, MD 
Breastfeeding: A Guide for the Medical Professional, Lawrence & Lawrence 
The Baby Book, Sears & Sears

Related Topics
Physical Assessment
Charting and Practice Guidelines
Embryology and Fetal Development
General Pregnancy and Post Partum Ailments
Uterine Size and EDD Discrepancy
Physical and Sexual Abuse
Post Partum Care
Nutrition
Breastfeeding
Grieving
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Substance Abuse Treatment
...........................................................................

Margaret T. Johnson, MD 
 
Detoxification is not treatment for addiction. 
Nobody cured an alcoholic or an addict by 
detoxification. The critical issue in the 
treatment of addiction is preventing relapse. 
It is not detox. So let’s try not to let the patient 
confuse that issue or confuse yourself on the 
issue. That being said, detoxification is 
clearly a critical medical management issue. 
Basically we look at varying ways of trying to 
wean people off medications that they’ve been 
abusing or alcohol or drugs and do it in ways 
that avoid either intoxication or withdrawal. 
It is, again, a trial and error process. You do an 
assessment, you start with clear-cut vital 
signs. You try varying doses. You adjust the 
doses depending on how they respond.
The most important new changes here are the 
great merit of using withdrawal scales. 
Rather than simply checking pulse and blood 
pressure or kind of eye-balling the patient and 
guessing what the dose should be there are 
now very well worked out scales and I’ve 
included them in the syllabus and this 
measures a whole variety of symptoms. It 
looks complicated but you can teach nurses to 
use it very quickly. It permits you to track in a 
very formal way and a very objective way how 
the patient is progressing through 
withdrawal.
The reason that this is important is that if you 
use these scales, you often can get people 
through withdrawal not only faster but you 
will actually end up using less medication 
and that's been demonstrated a number of 
times and proven in some very adequate 
research models.
When you use the SEWA scale it helps you 
decide with the alcoholic how severe the 
problem is. If someone scores less than 8 on a 
SEWA scale you really do not need to medicate 
them at all. In fact, even up to 15 there are 
some patients that you might not want to 
medicate particularly if it was a very young 
person and the first time they had gone 
through withdrawal. 8-20 we consider mild to 
moderate withdrawal and standard 
detoxification procedures are called for.
Drugs to be recommended at this point are the 
old-fashioned long acting benzodiazepines. 
There really is nothing better at this stage. 
There are a lot of other drugs including the 
anticonvulsants that are used. Some of them 
appear to work quite effectively but all of them 
need more research. I would not recommend 
any of them at this point as reasonable 
treatment. One of the real problems is that we 
have absolutely no clear-cut information on 
standardized dosing for most of these other 
drugs so we still need to do a lot more research 

before we’re sure of what works best. For severe 
withdrawal, diazepam is the drug of choice. It 
has the advantage of rapid IV use, easily 
switched to IM and then oral if you need to. The 
other specific thing is the short acting 
benzodiazepines.
There are two things to remember about short 
acting benzodiazepines. Number one they 
work reasonably well. Number two they’re 
labor intensive. It requires more nursing 
time. The patients have to be monitored more 
carefully and if there’s any concern you have 
that the patient’s going to leave the hospital 
you basically want to avoid a short acting 
benzo. Because if you’ve given them a longer 
acting drug and they leave early you’ve at 
least got the chance that they’re going to walk 
home with some Librium in their system and 
may continue to detoxification adequately at 
home without major problems.
The other major advantage of the short acting 
benzodiazepines are the older individuals, 
individuals with multiple medical problems, 
individuals with liver disease. In all of these 
circumstances, you need to be very careful 
about fine tuning the dose of benzo that you’re 
giving. You do not want to give too much. You 
could get into very serious problem so a short-
acting drug that permits you to titrate very 
carefully is the preferred drug in that 
circumstance.
There are a number of drugs that I clearly 
would not recommend. I think the biggest 
problem here is that we’ve got other classes of 
drugs – the beta blockers, the alpha blockers, 
adrenergic blockers – that are quite good at 
managing and handling certain physiologic 
symptoms but do nothing for the seizures or do 
nothing for the disordered perceptions – that 
is, severe hallucinations – that are the most 
problematic elements of the withdrawal 
syndrome.
Benzodiazepines at this point are the only 
class of drugs that really directly affect all 
three of the major problems that are associated 
with alcohol withdrawal. You can supplement 
benzodiazepines, for instance, with a beta 
blocker and that may permit you to use 
somewhat lower doses and get the patient 
through the syndrome more rapidly without 
so much intoxication from the drug you’re 
using but you can never use these drugs alone. 
You should never use them without other 
medication.
I'm going to move on now because we’ve got a 
lot of material to cover to spend a little bit of 
time on talking about drugs not for 
detoxification but for drugs that really 
prevent relapse or reduce craving. Drugs to 
primarily treat the alcoholism itself. First of 
all, what doesn’t work. Librium, lithium, the 
benzodiazepines. Drugs that are designed 
specifically as mood stabilizers. At this point, 
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we do not have any evidence that as primary 
treatment for addiction that they work. So I 
would not recommend anything like that. The 
old standby Antabuse is still quite an effective 
drug. You need to understand with this drug 
as well as everything else that I’m going to 
mention, these drugs never work outside of a 
treatment relationship or a treatment 
program. You can’t give them a prescription 
and say, "Come back in 30 days." You’re just 
wasting everyone’s time. Secondly, you’ll see 
criticism of Antabuse because the data is very 
clear it really doesn’t work any better than 
placebo. On the other hand, placebo can be a 
very useful intervention particularly for 
somebody who’s having serious problems.
Antabuse works in patients who take it and 
people take it if they believe in it. If they’re 
more compliant following doctor’s orders 
they’re more likely to do it. If they believe that 
it’s going to work and they walk into your 
office and ask for it, give it to them. You’ve 
identified a placebo responder and you’re 
likely to see a more positive effect. They do not 
cure disease in the long run but they certainly 
reduce the amount people drink and the 
frequency with which they drink so it can be a 
very helpful add-on.
There are a number of psychiatric drugs that 
are affected by Antabuse and you need to 
understand some of the problems here. Elavil 
will potentiate the Antabuse dose so you can 
use a lower dose. On the other hand, Antabuse 
inhibits other tricyclics, some of the 
benzodiazepines so in those circumstances 
you need to use lower doses of the tricyclics 
and the benzodiazepines. You need to be 
careful using Antabuse in schizophrenics. It 
may induce a psychosis but often if you 
simply lower the Antabuse dose and make 
sure they’re on an antipsychotic, you can use 
it successfully in that patient population.
A couple of new drugs that I think everyone’s 
probably aware of. Certainly naltrexone. 
Naltrexone has been around for more than 20 
years. It’s an opiate antagonist. I think it was 
only in the last few years when we began to 
pick up this research data that suggested that 
alcohol was affecting opiate systems or that 
there were deficits in the endorphin system 
associated with alcoholism that people began 
to play with all this. Without going into all the 
detail, there’s interesting evidence that 
blocking opiate receptors reduces craving not 
only for alcohol but for a lot of other drugs and 
data has now proven very clearly that 
naltrexone is quite effective in reducing 
alcohol craving and reducing relapse. Most 
interestingly if people drink on it they don’t 
get sick the way they do on Antabuse but often 
they say the alcohol tastes funny, they don’t 
get high on it and they don’t like it anymore. 
You’ll hear patients often telling you that for 

the first time in their life they went into a bar, 
had two drinks, got up and went home. They’ll 
often act clueless. They won’t know what 
happened. It is such a strange experience for 
them.
A couple of tricks in using naltrexone. We’re 
still struggling with identifying the patients 
that it really works in. It may only work in 30, 
40, 50% of the population, we don’t know for 
sure yet. We do know that most people, if it’s 
going to work, it works pretty clearly within 
the first two weeks. So if you prescribe it to 
someone and after two weeks you see 
absolutely no effect, they say they’re still 
craving, they still want a drink, whatever, it 
probably isn’t going to work and I think you 
can stop it.
My sense is that, again, it may be like a 
placebo effect. The patients that want to use it 
will comply and it will be helpful. I think if a 
patient specifically complains about craving 
and you ask them, you have to sort of monitor 
that, are they struggling day to day, hour to 
hour with this overwhelming urge to drink. 
That kind of patient may be particularly 
helped by naltrexone. That’s quite different 
from the guy who says, "I’m feeling fine and 
then all of a sudden I wake up in a bar and I 
don’t quite know how that happened." So the 
grand denial about all sorts of things. It’s the 
craving that seems to be affected by the 
naltrexone. There’s conflicting reports out as 
to whether it is or isn’t safe to combine 
naltrexone with Antabuse. At this point I 
would not do it but I would watch for more 
research studies. It may turn out that it’s 
actually safe to use together but both of these 
drugs are potentially hepatotoxic. In both 
cases, with Antabuse and naltrexone, you 
need to monitor liver function and you should 
not prescribe it to people with any acute 
hepatic problems.
Interesting issues about the use of the SSRIs. 
SSRIs work very effectively in monkeys to 
reduce craving in alcohol consumption and 
people quite logically thought that we should 
try it on humans. The early results showed an 
interesting phenomenon. One of which is that 
it worked and number two is that it worked for 
about a week. Number three was it didn’t work 
on week two. So for uncomplicated alcoholism, 
no other condition, you’re simply hoping that 
somehow you’re going to reduce craving and 
alcohol consumption, the data at this point 
does not support the use of an SSRI. It does not 
appear to reduce drinking or prevent relapse. 
Now, I’ll come back to that in a second when I 
come back to depression.
Now let me talk briefly about acampersate. 
This drug has been in Europe for at least 10 
years. It’s been highly successful. It’s used 
very much like naltrexone. It impacts on 
different systems. It seems to affect the GABA 
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system and the NFDA receptors. We don’t 
totally understand the neurobiology of why it 
works. We do know that it reduces craving and 
it reduces relapse. It is very well tolerated by 
patients. You don’t get addicted to it. You don’t 
get sedated. The final trials have been 
completed. I think everything’s already been 
submitted to the FDA or will be fairly shortly 
so I would expect sometime within the next 
year that this drug will probably be approved. 
It’s been used very safely in Europe for a long 
time and I think it will give us one more 
effective drug to add to the population.
There’s another drug, nalmefene, which is 
another opiate antagonist. Also very early 
preliminary data that it’s probably 
comparable to naltrexone except nalmefene is 
better tolerated and does not have any 
hepatotoxicity.
Now let’s talk about dual diagnosis patients. 
This gets more complicated and I’ll try to go 
through this information in a way that’s 
helpful. First of all, with any of these other 
conditions, primarily anxiety disorders, 
primarily depression but also psychosis, all of 
these things can be precipitated, aggravated, 
induced, complicated by alcohol. It’s 
extraordinarily difficult to separate out what 
is alcohol induced from what is a separate 
condition particularly when you’re dealing 
with an acute patient. Particularly when 
you’re dealing in a managed care 
environment where someone tells you you 
have three days to detoxification the patient 
and they have to be out the door with a 
comprehensive treatment plan which some 
idiot has somehow gotten the idea that you 
can, as a responsible clinician, determine for 
sure in three days this patient really does 
have a major depression or has an 
independent anxiety disorder.
I do not believe you can do that clinically and I 
think we have to fight tooth and nail with any 
of these systems we work in that hold us to a 
standard that I think is grossly unreasonable 
and bad patient care. It takes at least a week if 
not two weeks, in the old days before managed 
care I’d say a month, to have someone dry, 
monitor them carefully and then make a 
reassessment about the anxiety complaints or 
the depression. You simply cannot do it 
ethically and accurately early on.
That being said, there are at least a few tricks 
that will help you when you try to speed this 
process up a little. First of all, what’s the 
patient’s prior history. If any of these patients 
have had extended periods of sobriety – and by 
that I mean three to six months – were they 
depressed then? Were they psychotic then? 
Were they having anxiety complaints? What 
do they look like during that six month period 
when they weren’t drinking. Extraordinarily 
valuable information to help you decide right 

now when you maybe don’t have the accurate 
information.
The second important issue is the family. Both 
in terms of what’s an adequate family history 
and is there a family history of depression or 
anxiety disorders and secondly can you get a 
family member in there to tell you what 
Freddie looked like when he was 18 before he 
started drinking. Or what did he look like 
those two years when he didn’t drink because 
you’ll get far better information from some of 
the family members than you may get from 
the patient and that will really make it much 
easier for you to decide whether these 
symptoms were present before the drinking 
started or whether they were present when the 
patient was sober.
Now the next couple of slides go through some 
fairly complicated information. We’ve been 
working, for the last couple of years, to try and 
come up with easier ways to deal with anxiety 
disorders in people with substance abuse 
problems.
But what I’ve included in the syllabus and 
what you’ll see in more detail in that article if 
you’re really interested in following up on it is 
very specific algorithms for working your way 
through from the point of detoxification to 
getting them dry to trying to make the 
diagnosis, to try and decide what’s going on 
and then what medications or cognitive 
behavioral therapy to use.
A couple of major points. Lots of these patients 
have two or three diagnoses so you need to look 
very carefully not only at the specific anxiety 
disorder but if there is a comorbid depressive 
disorder because a lot of them will have both 
and you will make mistakes in management if 
you don’t ferret that out. But rather than going 
through all this in detail it’s there for you to 
look at. I think the important point as far as 
the boards are concerned are simply to look for 
two or three diagnoses and to be clear that 
they’ve got different diagnoses and that they 
need to be treated. That’s the bottom line.
But the algorithms are available on the web if 
you’re interested and they’re actually easy to 
use once you get over the terror of seeing them 
for the first time. They look pretty complicated 
but I encourage you to follow up on that.
Just a few words about PTSD. This is one area 
where I would really caution you about trying 
to manage these patients in an office based 
practice. Certainly if someone has been highly 
traumatized and I would include any combat 
person there, anybody who was exposed to 
ongoing repeated trauma, you cannot really 
work very effectively if they’re actively 
addicted to anything if you’re still trying to 
process these symptoms in your office. They 
need specialized programs and they often take 
many years of intensive work but the 
treatment works. But in almost all cases they 
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need intensive substance abuse treatment 
first to get sober and then gradually ease them 
into working on their trauma. So clearly stage 
the substance abuse treatment first before I 
got into the treatment of the PTSD.
Now a question about attention deficit 
disorder. As I mentioned in the earlier lecture 
there’s a high overlap in the alcohol 
population certainly with attention deficit 
disorder. There has always been this question 
about is it dangerous to treat these people? 
Since the standard treatment is often 
methylphenidate and people were concerned 
about stimulant abuse, quite legitimately an 
issue, is it safe to do.
The answer, I think, right now is fairly clear. 
It is safe to do. If you have appropriately 
diagnosed the patient and you’re careful about 
the existence of this condition, you’ll find that 
using methylphenidate in most of these people 
works and they don’t abuse it. There is now 
very good data in adolescents that treating 
attention deficit disorder with 
methylphenidate does not in any way prime 
them for future alcoholism and other drug 
use. In fact, it’s just the opposite. If you 
effectively treat this condition in adolescence 
you significantly reduce the likelihood these 
kids will go on to abuse anything. So good 
treatment appropriately delivered to the right 
patient is going to be helpful. So I would 
simply just be careful diagnostically but I 
wouldn’t avoid that.
Now, in general, if you have carefully 
screened someone for anxiety disorder and 
find that there is no legitimate condition 
there, and what I’m really talking about is 
formal careful diagnosis for all of these 
things, not simply he’s a nervous, twitchy 
patient but look at the criteria and make sure 
they meet them. If they don’t meet the criteria, 
you’re mainly looking at prolonged alcohol 
withdrawal, anxiety and dysphoria can 
continue for up to twelve months after people 
stop drinking.
The most effective treatment that we really 
have data for at this point is drug free 
supportive psychotherapy, AA, behavioral 
therapy. Do not use minor tranquilizers. It’s a 
little bit less clear with chronic dysphoria 
whether antidepressants will be helpful with 
that population and I don’t think that question 
has been adequately answered yet. But at the 
moment, particularly with anxiety disorders, 
if you cannot diagnose a bona fide anxiety 
disorder then drug free treatment, which is 
quite robust, is still the way to go.
What about depression? As I mentioned before, 
lots of these people, particularly male 
alcoholics are severely depressed when they 
begin treatment. The incidence drops to 2% in 
males and about 13% in women once you dry 
them out. However, that does not capture 

adequately the real patient presentation 
because most of these people even though two 
weeks out are sober and no longer meet criteria 
for major depression, most of these people don’t 
feel good. They’re not sleeping well. Their 
moods are depressed. Their moods are 
irritable. They are not happy campers and if 
you’re simply using standard depression 
scales what you’ll see is that they don’t meet 
criteria for diagnosis but they sure as hell 
aren’t normal. That cluster of symptoms and 
complaints can continue for long periods of 
time.
There’s been a lot of problems in the past 
figuring out what to do with all of these 
patients. Errors were made years ago using 
the tricyclics because at that point we didn’t 
understand that alcohol induced the 
metabolism of most of the tricyclics and at 
that point standard doses of tricyclics gave 
you inadequate blood levels but you got lots of 
side effects so it made the patients more 
miserable rather than better and you literally 
had higher relapse rates when you tried to use 
tricyclics.
That’s not a problem with the SSRIs and I 
think clearly SSRIs are the drugs of choice for 
people with bona fide major depression and 
substance abuse. There are now a couple of 
studies that show very clearly that that one 
subset of patient population and this is people 
with very severe depression and very severe 
substance abuse – I’m talking about people 
who have had four or five hospitalizations, 
several suicide attempts in their history – 
that subpopulation responds to SSRIs not only 
in terms of improved depression but also 
improved substance use. The only 
subpopulation where we can show the SSRIs 
that you actually reduce drinking. Not in the 
normal, healthy population.
Paroxetine is probably the preferred drug for 
using in an alcoholic. They seem to tolerate it 
better. Trazodone is usually a good 
supplement for sleep. I’ve found nefazodone to 
be particularly helpful because it not only 
helps normalize sleep but it reduces anxiety 
and you get fairly rapid robust effects from 
them. The patients generally tolerate it fairly 
well.
If you’re going to use the tricyclic in any 
alcoholic, for the first two months at least, you 
need to monitor plasma levels because you 
cannot use your standard dosing. You’re going 
to get inadequate blood levels so you need to 
monitor them to make sure you’re using 
adequate doses.
For bipolar patients, bipolar I lithium is, at 
the moment, the preferred recommendation. 
Bipolar II, valproic acid works better. This is 
one population where you may find that you 
get something close to a magical effect. If you 
have a true manic depressive patient who 
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responds well to medication, you often may 
find that it is very easy for them to stay sober 
once you’ve stopped their cycling. Most of these 
people do relatively well until they begin to get 
hypomanic and then they start drinking to 
slow themselves down and then that rapidly 
precipitates out of control drinking. If you can 
prevent that, they often have relatively little 
trouble staying sober. On the other hand if it’s 
clear that that really isn’t working you need to 
follow through with the standard treatment 
approach for anyone who needs to get into AA 
or get into counseling for sobriety.
Other sedative hypnotics work primarily like 
alcohol. It’s often very hard to distinguish the 
two presentations when you see them 
clinically. With benzodiazepines and someone 
stops using them, there are a number of 
things you need to worry about in terms of 
trying to figure just what it is you’re looking at 
because once they’re off the benzodiazepines 
you may have simply a return of the anxiety 
disorder symptoms that precipitated the benzo 
use the first time.
You may have benzo withdrawal symptoms 
that are totally different from the initial 
anxiety complaints but are time limited and 
will go away if you just do nothing. Lastly, you 
may have a rebound effect – an 
intensification. The worst anxiety they’ve ever 
had in their life. Far worse than when they 
started using benzodiazepines in the first 
place. Again, that intensification is time 
limited and if you just watch for a couple of 
weeks that will go away. But it’s a little hard to 
figure sometimes what it is you’re seeing and 
try to decide whether that’s benzo withdrawal 
or return of the original symptoms and 
obviously your management may be different 
in those two circumstances.
Whenever possible, particularly with any 
benzo addict, if it’s somebody who was not a 
street addict, that they often simply got 
addicted as the result of more organized 
medical treatment I would just do a very slow 
and gradual detoxification on an outpatient 
basis and taper them over six months. If 
someone is a street addict, a very different 
problem and they often clearly need to get 
much more structured and organized 
substance abuse treatment programs.
When you think about withdrawal from the 
CNS depressants the two critical things are at 
the bottom of that slide. The minor symptoms 
are very similar to alcohol withdrawal. The 
major symptoms are the big problems – the 
seizures and psychosis. One of the difficulties 
with benzo withdrawal is that the time frame 
for these symptoms – particular for seizures – 
is not well established and seems to vary all 
over the landscape. You know, unlike the 
alcoholic where you could say the first 48 
hours, very unlikely after that you can 

detoxification a benzo addict in a safe 
environment with appropriate treatment and 
two or three weeks later after they’re off the 
benzodiazepines they’ll suddenly start seizing 
on you. It’s really unpredictable and 
fortunately not that common but nonetheless 
those are the two major risks you need to be 
concerned about.
There are a number of options for detoxifying 
from the benzodiazepines. The simplest is 
often just tapering the drug that they’re on. 
The protocol is provided there for switching 
them either to short acting barbs and tapering 
or long acting barb and tapering. Clonazepam, 
a long acting benzodiazepine is often the drug 
of choice for tapering these individuals 
particularly for long term outpatient tapers 
this can be very effective. There’s reasonable 
data that valproic acid is useful but we need 
more data, I think, to feel totally comfortable 
about determining doses with that.
There are some particular problems with 
Xanax. Xanax is the only benzo that appears 
to be not equally cross-tolerant with all the 
other benzodiazepines. Fortunately it is cross-
tolerant with clonazepam. But if you try to 
take someone who’s been on Xanax, for 
instance, and simply switch them to Librium 
for the purpose of a detoxification it may not 
work. You may get worse symptoms and 
withdrawal symptoms and inadequate 
coverage. So if you’re going to switch them to a 
long acting benzo, clonazepam is the drug.
These are just somewhat more details on how 
you might do that. There’s some interesting 
protocol starting people on BuSpar. I think we 
need to look much more carefully at BuSpar 
both as an alternative once people are off these 
drugs but also as an overlapping technique as 
you taper them from the benzo, start them up 
on BuSpar and keep them going on it.
I think one of the bigger problems we’re 
learning with BuSpar is that we may need to 
use much higher doses. This protocol dose that 
I’ve shown you here is the more standard 
detoxification procedure but I’ve often found 
in the long run that trying to manage 
alcoholics with real anxiety disorders BuSpar 
works but it works in the range of 50 or 60 mg a 
day not 15 mg a day. So you may need to titrate 
patients up to these higher doses. Not for 
detoxification purposes but for long term 
control of their complaints.
If you’ve got a patient who is addicted to both 
sedative hypnotics and opiates, the 
appropriate technique is to stabilize them 
initially on both drugs but withdraw the 
sedative hypnotics first while keeping the 
methadone dose stable. Once they’re off the 
sedative hypnotic you then withdraw the 
opiate.
Now, we’ll talk a little bit about cocaine. I’ve 
included some information there that’s really 
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more appropriate for the E.R. not for general 
psychiatry practice in terms of handling 
overdoses, acute treatment. The major issue in 
cocaine withdrawal is not a pharmacologic 
intervention but its depression and suicide 
risk and clearly these people need to be 
hospitalized usually for 24-48 hours most of 
the time. Within that time frame they’re over 
the acute depression and they’re over that 
acute suicide risk if you can treat them 
symptomatically during that period of time.
A more interesting question, if you will, is the 
long term treatment of cocaine abusers to 
prevent relapse. When we first really became 
sophisticated about cocaine we thought we 
were quite smart and everybody thought that 
this affected dopamine. If we could somehow 
manipulate the dopamine system we would 
have a simple way to impact or block or 
prevent cocaine relapse or eliminate cocaine 
craving.
There have been any number of studies done 
looking at all sorts of drugs that one way or the 
other affect dopamine receptors, affect 
dopamine transport, do all sorts of things to 
manipulate the dopamine system. The bottom 
line is that none of them work and most of the 
preliminary trials were done on small 
populations, were open labels, were not double 
blinded, they looked promising until people 
went back and did rigorous double blind 
control studies. So at this point I think there’s 
very, very little data out there that 
dramatically suggests we use a med to prevent 
cocaine relapse.
On the other hand, the data for cognitive 
behavior therapy and cocaine relapse is 
actually quite good and certainly can be 
confidently recommended. The other thing to 
think about is that a lot of these people, in fact 
a majority of the people that we see, use alcohol 
along with their cocaine. Even if they are not 
technically alcoholic, they link the two drugs 
together and starting to drink is usually the 
first step in going out to get cocaine and you 
may learn very quickly that if you can simply 
prevent the drinking, you may have a much 
better control of the cocaine use and even 
going ahead and using Antabuse in someone 
who is not physically addicted to alcohol may 
be a very powerful intervention and there’s 
actually fairly good data that it will eliminate 
both the drinking and the cocaine use.
There is some evidence that SSRIs may reduce 
cocaine craving. Not terribly robust but there 
is some evidence there. I think that what’s 
coming clearer now is that cocaine, while it 
may primarily impact the dopamine 
transporter, the acute effects are clearly 
flooding the synapses with dopamine and the 
chronic effect is dopamine depletion. It really 
turns out that this probably equally impacts 
the serotonin system. There may be some 

impact on the opiate systems and if we’re 
going to have medications at all that work, 
they may have to be much more complicated 
than what we ever thought in the beginning.
Methamphetamine abuse has been around for 
years. It’s just come back again. A very potent 
stimulant. The major advantage to the user is 
that it’s cheap, it lasts for 24 hours. You can 
consume it as a crystal, it can be smoked. So it 
has unfortunate advantages in terms of cost 
and accessibility over cocaine and some other 
drugs. So it’s become a very major problem. A 
huge psychiatric problem in terms of 
psychotic reactions and very severe brain 
damage that seems to be associated with abuse 
of this drug. From that point of view, it may 
well be that there’s a lot more brain damage 
from cocaine than we are picking up but that’s 
a subject for another lecture, I guess.
I’d like to comment now a little bit about opiate 
use. Most of you probably are not working in 
settings where you see a lot of heroin addicts. 
That may change over the next couple of years 
because the Feds are in the process of 
rewriting the methadone regulations. They’re 
committed to move in the direction of what 
they call office based treatment which 
basically means that for younger addicts or 
healthier addicts, the more middle class, less 
psychopathic addicts, they want to get them 
out of the methadone clinics and get them into 
other treatment settings and certainly one of 
those settings may well be your private office 
and I don’t know if you’re ready yet but I think 
it’s coming down the road.
I think we’re moving in the direction of a 
model that will often have people begin 
perhaps in methadone treatment programs 
but if they do well in that setting for two or 
three years trying to shift them into a private 
office setting. That shift will probably involve 
switching to drugs like LAM and 
buprenorphine which we’ll talk about in a 
second.
Approach for managing opiate withdrawal, 
here, very clearly, having withdrawal scales, 
tracking vital signs, beginning with the 
patient who starts out mistrusting the 
physician. But I think one trick in managing 
these patients beyond the pharmacology is 
that most opiate addicts aren’t stupid and 
most opiate addicts know that most hospitals 
and most physicians don’t like them. They 
begin treatment with the assumption that you 
will deliberately mistreat them and the 
easiest way to do that is to not give them 
enough medication and their expectation is 
often that this is a conscious decision on the 
part of the nurses or the doctors.
I think it’s very helpful to take just a few 
minutes to establish a relationship with these 
patients. To let them know that you care. To let 
them know that you know what you’re doing 
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and I find it’s very helpful to use withdrawal 
scales and to point out to them that we’re going 
to follow their pulse, we’re going to follow this, 
we’re going to follow that, we’ll adjust doses 
depending on the symptoms we see. One of the 
messages is that… you may not make it very 
explicit but it is that we give more to the people 
we like and less to the people we don’t like that 
that isn’t how we operate and also it doesn’t 
depend on how loud you scream and yell. If you 
just come to the nurse and we’ll assess you, 
we’ll make a decision and this is how we’re 
going to do it. I think if you can kind of 
reassure them that they’ll be treated with 
respect you’re going to find it an easier patient 
population to manage.
If you’re having a lot of trouble in any setting 
you’re working in I would look at staff 
behavior before I’d go to patient behavior 
because the patients are right. They don’t get 
treated well and that often ends up as sort of 
"blame the victim". We don’t treat you well, 
you complain and then we throw you out 
because you’re complaining. I think we can do 
better than that. So follow their vital signs. 
Adjust doses depending on that.
Remember that methadone detoxification is 
not a treatment addiction. You can begin with 
20 mg of methadone as a standard dose for 
detox. Now because of the high quality of 
heroin in the Boston area we’re generally 
getting up into the range of 50 mg of 
methadone on the first 24 hours just control 
symptoms. Doses less than that aren’t really 
adequate to control withdrawal symptoms.
I still would recommend slow gradual detox. I 
struggle within our own system and with 
many people that I talk to about these rapid 
three day patient detoxifies either using 
methadone or anything else. I would caution 
you that as far as I'm concerned nobody has 
published any data that adequately 
documents rapid brief opiate detoxification 
using anything. I was part of a consensus 
panel simply looking at even using 
methadone and clonidine for detoxification 
and I can assure you there is no data out there 
that anybody feels is adequate even 
documenting the use of clonidine. So I think 
that this is another one of those areas where 
managed care has driven us rapidly into areas 
of bad medicine and I think we need to really 
look carefully at what we’re doing and how 
we’re doing it.
I’ve included information in the syllabus on 
some of the techniques for rapid opiate 
detoxification and you may well have heard 
more details about that. Clonidine works. It 
can work rapidly. In these new systems now 
where they’re basically rapidly stabilizing 
you on clonidine, dropping it quickly while 
they will up naltrexone or any other opiate 
antagonist as a way to switch you from an 

opiate to leaving the hospital in 24 hours or 48 
hours on naltrexone. They’re now doing this in 
what they call ultra rapid detoxification 
under anesthesia.
As of today the best study that’s been 
published looking at the efficacy of ultra rapid 
detoxification under anesthesia has followed 
patients for eight days. Now, if any of you can 
convince me that an eight day followup on a 
heroin addict permits you to say you’ve got a 
treatment that works I’ve got a couple of 
bridges I’d like to sell you. I mean, this is not 
adequate medicine as far as I’m concerned and 
I know that people here in Boston are working 
on other studies that hopefully will come up 
with better techniques and things that will 
work but I don’t think we have them today and 
to charge a patient $5000 or $10,000 for a 
treatment that has no outcome data beyond 
eight days I think is certainly questionable.
Certainly for any of us in this day and age to 
think that detoxification cures opiate 
addiction and whether it’s… the issue is not 
eight days. The issue is what’s going to happen 
for the next eight years and why waste $10,000 
on a process when you can better spend it on 
treatment for the next eight years. Those are 
the kinds of issues we have to look at.
When you think about treatment, particularly 
pharmacologic treatment for opiate addicts, I 
would try to frame the questions this way and 
if you’re dealing with a board setting and 
you’re trying to figure out what treatment do I 
recommend, someone who’s just presented this 
addict, if it’s a young person, if they’ve been 
addicted for three months to maybe a year or 
two, it may be perfectly reasonable to think 
about detoxifying them and then putting 
them into drug free treatment and following 
them that way.
If they’re an older patient like most of the ones 
that we see – that is, 35 years old, they’ve got a 
10-15 year history of heroin addiction, they’ve 
been in six methadone clinics, they’ve been 
detoxified twenty times. It’s methadone 
maintenance probably forever and the 
number of patients at that end of the spectrum 
that can successfully detoxification beyond 
the age of 35 you can count on one hand. It’s 
probably less than 5% of the population.
Think about it this way. If you’ve got a heroin 
addict who’s had a heroin problem for 15 years 
and they haven’t cleaned up yet it’s probably 
not going to happen. That’s the bad news. The 
good news is that methadone or what’s now 
called opiate substitution therapy is very 
effective treatment and most of the patients 
who get in it do well.
Methadone has a bad rap because it’s one of 
those areas of medicine where the general 
public really expects perfection and they’re 
highly intolerant of slow, gradual partial 
progress. They’re highly intolerant to the 
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whole idea that this is a relapsing condition 
and that someone may do well for months and 
then fall off the wagon. Unfortunately, that’s 
what happens. That doesn’t mean that the 
treatment for eight months that kept them 
straight and sober was wrong or wasn’t 
working. I think we’re learning now the hard 
way that this is a chronic relapsing business 
and long term treatment works but progress is 
often slow and gradual and you’re going to see 
the same thing with opiates.
Just a few comments about what we’re 
defining as opiate substitution therapy. 
Methadone is the model. We’ve got 20-30 years 
of very good data. Probably the most 
adequately researched treatment that any 
psychiatrist will provide to any patient. 
There’s more data on this than practically 
anything else. The data shows very clearly 
that treatment works but you have to have 
people on adequate doses, minimum probably 
60-120 mg particularly to start off with 
treatment. They may need to stay in that dose 
range for a couple of years.
You may take a year before you really get 
clean urines but most patients gradually shift 
from occasional use and if you’re doing 
adequate counseling you can then get them to 
no use at all and they’re going to do well unless 
they lose a job, lose a wife, get a bad medical 
diagnosis and then they’re probably going to 
relapse and they’ll get back on the wagon and 
do better if you keep working with them but 
that’s just the nature of the condition.
LAM is a derivative of methadone that was 
approved about eight years ago. It has the 
advantage of long action. There are two things 
there to be aware of one of which is simply the 
convenience of avoiding take home doses and 
regulators love that but I think far more 
important clinically is the long duration of 
action. Methadone is metabolized on a bell-
shaped curve like every other drug we use and 
that means there are some patients that 
methadone doses hold for 26 hours and other 
patients they hold for 20 hours. The patient 
that it holds for 20 hours are the ones we don’t 
like. They’re the ones that keep having dirty 
urines that bitch and complain that the 
medications aren’t working.
We’re now beginning to recognize that they’re 
right but that boosting the methadone dose 
doesn’t solve the problem. Changing to a drug 
like LAM may dramatically alter the 
behavior. We’ve had some very dramatic 
successes with a few patients who literally 
were on methadone for 10 years and never did 
well, continued to have dirty urines and 
problems and putting them on LAM just 
reversed that. I’m quite sure it’s the 
pharmacology of the drug that’s different and 
that makes a big difference.
Buprenorphine is a partial opiate agonist. It’s 

probably going to be approved by the FDA 
sometime in the next six months. I said that 
same thing last year but I’m a little bit more 
confident that they’re almost there. 
Buprenorphine has the advantage of a sort of 
window effect. The higher the dose beyond that 
window you get no more opiate effect so you 
can’t kill yourself with buprenorphine.
Most addicts when they’re stabilized on 
buprenorphine literally feel normal. They feel 
more normal than they do on methadone. Now 
for some addicts that’s highly desirable and 
it’s a good, positive step in their addiction 
recovery. For other addicts, particularly just 
coming from the street, they don’t want to feel 
normal and I think you have to sometimes 
respect their ambivalence and the state that 
they’re in and often methadone may be a better 
choice for addicts just getting into treatment 
because they’re more aware of an active opiate 
effect and I think it makes them feel safer and 
certainly more comfortable.
I’ve included a little bit more detailed 
information on drugs that interact with 
methadone. Nowadays since I think there are 
a lot more of you in general practice who may 
have AIDS patients, you might have patients 
who are being treated for depression that’s 
related to their AIDS who may also be on 
methadone, you need to be aware of some of the 
interactions of these drugs. It’s unfortunately 
getting more complicated, interactions both 
with AIDS drugs and antidepressants.
No one in the course has talked about Ambien 
or the use of that drug for sleep. Ambien 
appears to be less addictive than the 
benzodiazepines. I think though the last 
report that I’ve seen suggests that there’s an 
old story in play here and that is that we come 
up with a new sedative hypnotic. It doesn’t look 
like it causes addiction and it gets marketed as 
a very safe drug and then ten years down the 
road we begin to notice that people are 
accumulating scenarios of individuals who 
got addicted to it.
That’s happening with Ambien. I have no idea 
what percentage of patients really are 
vulnerable to abusing that drug. I suspect it’s 
relatively small but I don’t think at this point, 
certainly within the context of substance 
abuse treatment if you’re looking to find drugs 
that you can use to deal with sleep problems I’d 
suggest nefazodone or trazodone. People will 
not abuse them and there’s no reason to get 
yourself in another problem. 
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Substance Abuse Questions

1. What kinds of things may alert you to a client’s (or potential client’s) drug or 
alcohol use/abuse?

2. What things may increase risk of substance use or abuse?

3. How do you feel about caffeine use? During pregnancy?

4. What effect does pregnancy have on the body’s ability to clear caffeine?

5. What are some effects of caffeine?

6. What would you recommend to a woman who uses caffeine daily, in what 
you determine to be large quantities?

7. List three sources of caffeine.

8. How do you feel about tobacco use? During pregnancy?

9. What effects does nicotine have on the circulatory system?

10. What toxin is detected in the breastmilk of a woman who smokes 
tobacco?

11. How does the baby’s body clear this toxic substance?

12. What hormone does smoking suppress?

13. What is the increased risk of SIDS for babies exposed to second hand 
smoke?

14. What vegetables contain measurable amounts of nicotine?

15. How do you feel about marijuana use? During pregnancy?

                 CONTINUED...
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Substance Abuse Questions, continued

16. What is the concern with newborns’ contact with second hand marijuana 
smoke or breastfeeding from a mother who smokes marijuana?

17. How much alcohol may be safely consumed during pregnancy? At what 
point does fetal-alcohol syndrome become a risk?

18. What is fetal alcohol syndrome?

19. How often does fetal alcohol syndrome occur?

20. How does the blood alcohol level compare to the simultaneous level of 
alcohol in breastmilk?

21. What are the risks of cocaine use in pregnancy?

22. What risks are particular to heroin use in pregnancy?

                 Continued...
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Substance Abuse Questions, continued

Projects (send completed projects with  the rest of your course work for this module)

1. Create a plan to help a client stop smoking tobacco. Include local 
resources.

2. Contact a local chapter of Alcoholics Anonymous and Narcotics 
Anonymous and put together a list of local meetings. Familiarize yourself 
with the concepts in the Twelve Step programs.

3. Research within your local area the options for a pregnant woman to 
receive treatment for a drug or alcohol problem. Are there any residence 
programs? What sort of prenatal care is provided? Also research the 
resources for non-pregnant adults and teens, as there may be need for 
referrals to help with a client’s family member.

4. Create a referral plan for your clients, should you decide out-of-hospital 
birth is inappropriate.

5. Research the laws and regulations in your state regarding the mandatory 
reporting of drug use in pregnancy, and the current standard of response 
to newborns of mothers who are known or suspected to be drug users. 

6. Draft practice guidelines for screening and accepting clients in your own 
practice, with regard to drug, alcohol and tobacco use/abuse. Include 
reference to your health history gathering, charting, and referral system. 
Submit this draft and include it later in your Practice Guidelines projects (in 
the Charting and Practice Guidelines Module.)

Skills 
Following are excerpts from the NMI forms for assessment of midwifery skills, 

which include all skills identified and required by NARM. Review the following skills 
and consider how they each relate to the content of this module. If you are 
currently working with a preceptor, take this opportunity to focus on these areas. 
During Supervised Primary Care you will formally evaluate these skills together 
using the NMI form Preceptor Evaluation/Student Self-Assessment of Midwifery 
Skills. 

1. Midwifery Counseling, Education and Communication: 
J. Provides education, counseling and/or referral, where appropriate for: 

5. Effects of smoking, drugs and alcohol use
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