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Abstract 

Objective 

Make recommendations intended to reduce the rate of opioid misuse and overdose for a 

particularly high-risk group of people with traumatic brain injury (TBI).  

Methods 

Consensus process conducted with TBI researchers and expert practitioners developed practical 

recommendations to inform prescribing of opioids for people with TBI.   

Results 

After determining key general principles for prescribing opioids for people with TBI, six TBI-

specific recommendations were developed, one for acute pain in the agitated TBI patient, three 

recommendations to be considered before prescribing an opioid, and two for follow-up and use 

by mental health and substance use disorder providers. 

Conclusions 

While there is much needed research to examine the relationship between opioid misuse and 

TBI, the present recommendations provide at least some clinical considerations that might serve 

to prevent further deaths among a high-risk group.   

Keywords:  Brain Injuries, Traumatic, Analgesics, Opioid, Drug Overdose, Humans, Patient 

Discharge 
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1) INTRODUCTION TO TBI-SPECIFIC ISSUES RELATED TO PRESCRIBING 

OPIOIDS AND OPIOID MISUSE 

The relationship between traumatic brain injury (TBI) and opioid misuse is complex and 

research is just beginning in this area.  Awareness of this relationship, and knowledge about the 

relevance of a history of TBI and prescribing opioids is also very limited.    

A. TBI and Opioid Misuse: An Unrecognized Relationship 

The scope and depth of the opioid crisis in the United States is well known.  In brief, it was 

estimated in 2013 that 1.9 million people misused or were dependent on prescription opioid pain 

medications (1).  Additionally, more than 165,000 individuals died of overdose related to opioid 

pain medication in the United States from 1999 to 2014 (2).  Research has demonstrated that the 

incidence of opioid overdoses was 33,091 in 2015 alone, and the death rates increased by 15.6% 

from 2014 to 2015 (3).  The increase in opiate death rates appear to largely be attributable to 

synthetic opioids other than methadone, including heroin and illicitly manufactured Fentanyl.   

 

The Centers for Disease Control and Prevention (CDC) defines TBI as a disruption in the normal 

function of the brain that can be caused by a bump, blow, or jolt to the head, or penetrating head 

injury.  From this event one of the following must be present, decreased level of consciousness, 

amnesia, neuropsychological or neurological impairment, intracranial lesion on imaging, skull 

fracture, or death caused by head injury (4) (5) (6). In 2013, there were 2.8 million people who 

had a TBI in the United States who were seen in an emergency department, hospitalized or died 

(7).  An unknown number of people experience TBI and do not receive medical attention.   The 

rates of TBI has been found to be higher in males and those over age 75, Falls accounted for 
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47.2% of TBIs; while being struck against or by an object accounted for 15.4% and motor 

vehicle crashes resulted in 13.7%.   

 

The severity of TBI ranges from mild (also referred to as a concussion) to severe and may result 

in only transient symptoms to long-lasting impairments, persistent vegetative state, or death.  

Acute severity of TBI is defined by several different metrics, including the Glasgow Coma Scale 

score (8), the duration of loss of consciousness and the duration of posttraumatic amnesia, as 

well as the Abbreviated Injury Scale score: Head.  Among people with mild TBI 5% have been 

found to have a positive acute head computerized tomography (9).  It should be noted that the 

acute severity of TBI may not predict long term level of TBI-related disability, as some single 

mild TBIs may be associated with chronic impairments and disability, while some with severe 

TBI may recover well without noted disability.  Corrigan and colleagues have recently suggested 

that TBI assessment should address lifetime exposure to TBI, taking into account the history of 

multiple TBIs and the potential delayed effects of TBI (10).   

 

According to the CDC, TBI, especially moderate to severe or repetitive mild TBI, frequently 

results in chronic disability (11).   Further, the level of disability that follows from TBI is not 

static, with change more common than stability. More specifically, it was found in a fifteen-year 

follow-up study of the National Institute of Disability Independent Living and Rehabilitation 

Research Traumatic Brain Injury Model Systems that while 30% of patients improve to have less 

disability from one follow-up epoch to another, 30% become more disabled, and only about 40% 

remain stable (12). Further, people with TBI have significantly greater health risks, including 

higher rates of diabetes, pain, insomnia and fatigue, seizure disorders, hypertension, myocardial 
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infarction, cerebrovascular disease, peripheral vascular disease, chronic pulmonary disease, and 

renal disease (13). Substance misuse and psychiatric comorbidities may exacerbate the level of 

disability following TBI. TBI is a risk factor for premature cognitive decline and possibly 

dementia. Environmental variables such as lack of access to rehabilitation and brain injury 

services and supports, lack of family support, and social isolation can result in worsening of 

disability. Given this dynamic trajectory and risk for associated conditions, it has been 

recommended that TBI be proactively managed as a chronic condition (14).  

 

TBI is a risk factor for opioid misuse.  In one multi-center study, more than 70% of patients with 

TBI received an opioid during acute inpatient rehabilitation (15). Further, based on analyses of 

14,398 subjects in the TBI Model Systems database, individuals with TBI were found to be 11 

times more likely to die from accidental poisoning than the general population, with opioids the 

attributed cause in a larger proportion of cases (16).  Possible reasons for this significant increase 

in risk associated with TBI might include a) a high rate of premorbid substance use among 

individuals who sustain TBI; b) higher opioid prescription rates due to TBI often resulting in 

headache, and because many people with TBI also experience trauma-related orthopedic injuries; 

c) the frequent impairment of cognitive functions such as memory, which may result in people 

with TBI forgetting that they have taken their medication, and therefore take it again; d) the 

common impairment of judgment and impulsivity that comes with a TBI, which may lead to 

overuse of pain medication; e) the development of mood disorders for which people with TBI 

may self-medicate with opioids; f) chronic neurotransmitter changes/deficits present following 

TBI. 
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The association between TBI and opioid misuse may also be in part the consequence of 

prescribers not being aware that they are prescribing opioids for an individual with a history of 

TBI, or the relevance of that history.  People with TBI may not volunteer their history of TBI and 

prescribers may not know to ask about a history of TBI due to unawareness that TBI is a 

significant risk factor for opioid misuse/overdose.   

 

B. TBI and Pain 

TBI can present with a myriad of symptoms, including dizziness, impairments in cognition and 

balance, and pain (17).  Data indicate that between 40% and 50% of patients with TBI admitted 

to a TBI Model Systems site, complained of HA at 3, 6, and 12 months, regardless of whether 

they were mild, moderate, or severe (although very few mild were enrolled in this study; (18)).  

Estimates of headache following mild TBI are generally higher than after moderate to severe 

TBI, although estimates are difficult to state due to differing definitions of mild TBI and timing 

of assessment given possible resolution of headaches overtime. There is an apparent inverse 

correlation in regards to severity of pain and severity of TBI, with mild TBI showing about a 

75% rate of pain, while moderate to severe TBI showed close to 32% (19).  This finding may be 

the case because of inadequate pain assessments in TBI “due to altered level of consciousness, 

cognitive impairments, or verbal difficulties” (20) or actual differences in headache prevalence 

across injury severity.   Veterans with moderate to severe TBI had a significantly greater rates of 

opioid prescriptions compared to less severe TBI (21). 

 

While headache is the most frequent source of pain following TBI, the mechanism through 

which people receive TBI also frequently results in bodily injury.  In a systematic review of 
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research on different types of chronic pain, it was found that of those with TBI admitted to an 

inpatient rehabilitation unit, 12 percent developed complex regional pain syndrome, 11 percent 

developed painful heterotopic ossification, and 10 percent had neuropathic pain.  Overall, it was 

found that 51.5 percent of patients with TBI developed some type of chronic pain (22). 

 

There are several challenges in regard to assessing patients with pain after TBI.  Historically, 

practitioners are trained to record pain as a “fifth vital sign” and some have argued that this 

approach has led to over-prescription of pain medications (23), and rather measurement of pain 

should be multi-faceted (24).   Moreover, although the validity of pain assessment tools such as 

the Visual Analog Scale and the Numerical Rating Scales, have been established (25), these tools 

might not be sufficient for individuals with impaired cognition or level of consciousness.  The 

Verbal Rating Scale has been recommended in cognitively impaired elderly patients (25).  

Alternatively, behavioral observation may be one method that can be employed in patients with 

impaired cognition is the Facial Action Coding System (FACS) (26).  This tool takes into 

account upper lip raising, mouth opening, and eye closure, and was shown to have correlation 

with pain ratings, and can be used with “individuals with verbal communication deficits” (25).  

Other methods of assessment that have been used historically in cognitively impaired patients 

include the Mobilization-Observation-Behavior-Intensity-Dementia Pain Scale, the Certified 

Nursing Assistant Tool, the Elderly Pain Caring Assessment, and the Pain Assessment in 

Advanced Dementia Scale (25) (27). 

 

Practically speaking, providers caring for patients with TBI will need to be armed with not only 

all available tools for assessing pain, but also be able to “think outside the box.”  For instance, 
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being on heightened alert for non-verbal signs of pain, such as increased irritability with 

examining range of motion, a patient holding, guarding, or touching a painful limb can be some 

clues (28).   

 

Patients with TBI in pain are especially vulnerable given the multiple transitions of care from the 

acute care setting to long-term.  Likewise, the pain itself may be a moving target, as patients may 

need more aggressive treatment of pain early on from various injuries, but as they heal, they 

might not need as intense intervention.  An example of this a patient with TBI needing opioids in 

the acute setting, being started on them, and from the multiple transitions of care, still being 

maintained on them long term, without a clear need for them.  However, some patients may 

require long term pain management.  Along these lines, some of the problems commonly 

associated with TBI, such as agitation, irritability, cognitive deficits, and impaired arousal, may 

be due to opioids rather than TBI. 

 

Pain can be generally classified as acute or chronic.  Acute pain normally lasts less than 3 

months, and can usually be localized to bone, soft tissue or ligamentous injuries (29); these 

usually resolve with appropriate identification and management.  Chronic pain, on the other 

hand, lasts for greater than 3 months, and can have a variety of etiologies, some of which include 

neuropathic pain, headache, central pain, post-traumatic pain, and chronic musculoskeletal pain.  

In terms of chronic pain in TBI, the estimated prevalence is about 51.5% in a review of >4000 

patients with TBI (19). 
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C. Central Pain States 

Central pain, according to the International Association for the Study of Pain (IASP) is “pain 

caused by a lesion or disease of the central somatosensory nervous system” (30).  Examples are 

stroke, multiple sclerosis, spinal cord injury and TBI.  As described above, chronic pain 

syndromes in TBI are fairly common at around 50% prevalence (19), however central pain in 

TBI specifically has not been as robustly studied as that in stroke or spinal cord injury.  In 

general, neuronal hyperexcitability has been implicated in the clinical presentation of central 

pain: dysesthetic or neuropathic pain.  This can include characteristics such as tingling, burning, 

electric-like, prickling, allodynia (31).  Pricking, throbbing and burning as well as allodynia, 

hyperpathia and exaggerated wind-up was more commonly found in TBI central pain states 

according to a 2007 study (32). 

 

Central pain is complex and can result from deafferentation induced plastic changes (33).  

Neurotransmitters involved with pain in TBI can include gamma-aminobutyric acid, 

norepinephrine, serotonin, histamine, acetylcholine, glutamate, substance P, cholecystokinin, and 

potassium channels.  N-methyl-D-aspartate receptors might trigger upregulation and 

hyperexcitability (31).   

 

A phenomenon gaining recognition is the “polytrauma triad”, which involves higher rates of 

chronic pain, post-traumatic stress disorder and TBI, and an overall synergism with the three 

disorders (34).  Poorer treatment outcomes have been observed with those with chronic pain and 

emotional disorders (35).  It is imperative to recognize that these three disorders can having 
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similar symptoms, and should be treated comprehensively, rather than in isolation, as one 

condition might be confounded by another (20).   

 

There are numerous treatment options for central pain due to TBI.  We typically start with a 

multimodal, multidisciplinary approach (see table 1) with a strong emphasis on functional goals.  

If medications are begun, it is important to be vigilant about potential side effects and reducing 

polypharmacy.   

------------------------------------------- 

Insert Table 1 about here 

--------------------------------------------- 

 

Opioids can provide dependable pain control, however, may carry side effects such as 

constipation, nausea and vomiting, tolerance, sedation, and respiratory depression (36). Opioids 

pose a unique challenge on several fronts, especially in TBI; constipation may lead to further 

agitation; sedation may be exacerbated which may in turn worsen agitation; worsening cognitive 

function may be observed which may also cause agitation (35). Certainly, there is considerable 

debate on whether opioids should be used at all to treat chronic nonmalignant pain (36), and the 

decision to begin an opioid must include a careful risk/benefit calculation.  The Centers for 

Disease Control has recommended that opioids should be considered only if other treatment 

options have been exhausted (37).  Likewise, we typically do not begin opioids as a first-line 

treatment; if we do, our recommendations are listed below.     

 

D. TBI-Specific Risk Factors  
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1. Substance misuse following TBI 

There is growing evidence that the effects of TBI may persist long-term and may be exacerbated 

in conjunction with the normal aging process (12) (38). Those who also misuse substances face 

additional complications, including greater likelihood for unemployment (39) (40) (41) (42), 

lower subjective well-being (43) (44) (45), increased likelihood of suicide (46) (47) (48) (49) 

(50), increased likelihood of premature mortality due to any cause (51) (52) and greater risk for 

seizure (53) (54). A review of 35 published articles describing 14 prospective cohorts concluded 

that pre-injury history of substance misuse was associated with long-term disability and lack of 

productivity (42). At least two studies have observed a relationship between late developing 

seizures and substance misuse following TBI (53) (54).  

 

What is known about risk factors for substance use disorder (SUD) after TBI is primarily 

garnered from cohort studies of persons who experience a TBI. Regardless the severity of the 

injury, those persons hospitalized with a TBI who misuse substances post-injury are more likely 

young, single males with pre-injury histories of misuse. Horner and colleagues’ population-based 

study exemplifies this observation (55). These researchers found risk factors for heavy drinking 

included a preinjury history of SUD, a diagnosis of depression since the injury, better physical 

functioning, male gender, younger age, being uninsured or on Medicaid, and not being married. 

Similar associations were evident for moderate levels of drinking, and similar risk factors have 

been described for those abusing other substances (56) (57).  

 

2. TBI in SUD Treatment Programs 
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Insights into co-occurring TBI and substance misuse have been gained by screening clients in 

SUD treatment to determine who has had a history of TBI and compare them to clients who have 

not. For example, this work has identified that the caseloads of SUD treatment providers include 

a substantial proportion of clients who have incurred a TBI. Alterman and Tarter found 53% of a 

sample of 76 male alcoholics had histories of TBI (58). Hillbom and Holm observed that 38% of 

a sample of 157 alcoholics had a history of TBI with loss of consciousness or hospitalization 

(59). Malloy and colleagues found 58% of a sample of 60 alcoholics had TBI marked by loss of 

consciousness, hospitalization, or major neurological change (60). Somewhat more recently, 

Sacks reported finding 63% of 243 consecutive admissions to 13 publicly funded programs in 

upstate NY were positive for TBI, as were 48% of 404 clients screened in 12 facilities in New 

York City (61). When considered together, it appears justified to expect as much as half of 

clients in SUD treatment to have histories of TBI. 

 

Clients in SUD treatment programs with histories of TBI differ from those without histories in 

terms of the onset and course of the disease. Clients with a history of TBI have been found to 

experience their first use at an earlier age than those without (61) (62) and are more likely to 

have co-occurring psychiatric disorders (57) (61) (62) (63) (64) (65). Corrigan and Deutschle 

reported that both clients with and without histories of TBI showed a good treatment response to 

an intensive, coordinated approach to treating co-occurring SUD and severe mental illness (62). 

However, this study also found that staff unaware of whether clients had prior histories of TBI 

rated those with TBI as having much poorer prognosis for long-term recovery due to a greater 

need for on-going case management. 
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3. Neurobiological Effects of TBI Exacerbate SUD 

The effect of brain injury on executive functions is under-appreciated. Once there is sufficient 

force from contact, shaking or blast exposure to cause the brain to jiggle within the cranial vault, 

then bony ridges on the undersurface of the anterior portion of the skull cause contusion to the 

frontal lobes and anterior tips of the temporal lobes. This localization of damage occurs 

regardless of where on the head the blow occurs. Thus, wherever else there may be damage to 

the brain, there is also damage in the frontal areas (66).  

 

The frontal lobes of the brain are essential to uniquely human functions, including the so-called 

“Executive” functions that regulate our thinking, behavior and emotional expression. These 

functions include: attention and processing; learning and memory; problem solving; initiation, 

inhibition of impulse; planning and organization; mental flexibility; and self-awareness (67). 

These Executive functions are critical to recognizing the need to change behaviors and make 

lasting changes as is required to overcome addiction. Treatment itself often requires learning a 

new skill or procedure, or accepting new people in one’s life (68) (69).  

 

Weaknesses in executive functions also affect a person’s ability to benefit from SUD treatment 

by interfering in the relationships between the individual and both professionals and peers (69). 

SUD treatment staff typically are not aware of a person’s lifetime history of TBI; and even if 

they are, they do not appreciate the influence that resulting weaknesses in Executive function can 

have on the individual, how they behave and, thus, successful treatment. The person with a 

disability may be unaware as well that a previous TBI is affecting current abilities.  Even more 

insidiously, unawareness of problems with executive functions provides the opportunity for the 
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professional or caregiver to misattribute neurologically driven behavior as arising from an 

individual’s motivations or commitment to participating in treatment. Misattribution can 

introduce distrust and undermine therapeutic relationships that may be essential to succeeding in 

treatment.  Finally, not realizing that there are weaknesses in executive functions may result in a 

professional underestimating the supports that an individual will need to sustain their sobriety.  

E. Hypoxic/anoxic Brain Damage Following Opioid Overdose. 

Overdosing on opiates suppresses or stops breathing, which denies oxygen to the brain––anoxia 

or hypoxia depending on whether oxygen completely stops (anoxia) or is reduced (hypoxia). 

Being choked or strangled also denies oxygen to the brain and is very common in domestic 

violence. Similar to TBI, hypoxic/anoxic injury may also cause the damage to the mid-brain and 

its connections to the prefrontal cortex, in addition to damage to the hippocampus. Executive 

function weaknesses also result from anoxic/hypoxic brain damage. 

 

II. RECOMMENDATIONS FOR PRESCRIBING OPIOIDS FOR PEOPLE WITH 

TRAUMATIC BRAIN INJURY  

In our practice, we see both acute and chronic patients with TBI.  In both groups, the use of 

opioids is highly discouraged and we recommend avoiding their use.  However, there are rare 

occasions when opioid prescription is necessary; below are our general recommendations. 

A. General Principles. 

Acute TBI (<12 weeks): Evaluating the acute TBI patient who is non-communicative or 

cognitively impaired for pain may require conventional and/or alternative means of 

assessment, as discussed above.  It is imperative to find out if there is a personal or 

family history of SUD (70).  Next, we try to categorize pain as nociceptive or 
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neuropathic, and treat accordingly (70).  We strongly recommend a multidisciplinary, 

multimodal approach including maximizing nonpharmacologic and nonopioid therapies 

(71).  We recommend avoiding starting opioids in the vast majority of cases.  In the rare 

event that opioids are deemed medically necessary, even before starting this class of 

medications, measurable goals should be agreed upon, such as an improvement in 

function, and a clear plan for discontinuation (70).  A PDMP should be checked prior to 

opioid consideration, and urine drug testing is mandatory to identify prescribed 

substances, such as benzodiazepines, and undisclosed use of other substances.  Opioid 

therapy for new onset of acute pain should be restricted to no more than 7 days (usually 

less) (70), and never more than needed.  If opioids are begun, we recommend the use of 

immediate release opioids when starting and avoiding long-acting opioids.  When 

choosing a dose, we recommend starting at the lowest effective dose to achieve 

functional improvement (71).  It is imperative to closely monitor patients for changes in 

lethargy and/or confusion, especially in the TBI patient, and the dose tapered 

accordingly.  For patients with unresolved pain at 6 weeks, providers should repeat an 

assessment and determine if the treatment should be adjusted (70),  including tapering the 

dose and/or discontinuation, especially if goals aren’t being met. 

 

Chronic TBI (>12 weeks): The general principles in the setting of chronic TBI are similar 

to acute TBI; all of the recommendations listed above apply.  We still strongly 

recommend a multidisciplinary and multimodal approach, including maximizing 

nonpharmacologic and nonopioid therapies. Opioids are not the first-line treatment for 

pain.  In the rare event that opioids are being considered in the chronic setting, it is even 
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more important that measurable goals are agreed upon, such as improvement in function, 

and a clear plan for discontinuation (70)  Short-term initiation of opioids may be 

necessary to promote increased activity and tolerance for therapies, with the clear 

understanding that the goal is to discontinue opioids given the long-term risks.  Clinicians 

should clearly discuss that opioid therapy may be discontinued at any time if risks 

outweigh benefits, as every clinician who prescribes opioids to a TBI patient should 

maintain a commitment to patient safety.  Pain agreements are mandatory and should be 

reviewed regularly during opioid therapy, and should also state both clinician and patient 

responsibilities for managing therapy (71).  Chronic opioid therapy should be 

accompanied by appropriate risk stratification and ongoing risk management (71).  We 

recommend discussing proper and secure storage of medications, and proper disposal of 

unused medications (70), and that it is unsafe and unlawful to give away or sell opioids 

(70).  As in the acute setting, periodic urine drug testing is required to identify prescribed 

substances and any undisclosed use of other medications.  We agree with the CDC 

recommendation of avoiding concomitant benzodiazepine and opioid prescribing (35), 

which results in increased risk for overdose through respiratory function and especially in 

TBI, as the combination of opioids and benzodiazepines are likely further impair 

cognitive and executive self-regulatory functions, thereby increasing the person with TBI 

risk of overdose even greater.  We recommend prompt arrangement for treatment if 

opioid use disorder is suspected.   

B.  Acute Pain and Agitation.   

Opioids should be avoided or duration minimized in the setting of acute TBI both for the reasons 

addressed already as well as possible contribution to undesirable behaviors. Agitation is common 
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in the acute phase following moderate and severe TBI. In addition to agitation being part of the 

natural recovery course, multiple other factors may trigger or aggravate behaviors. Both pain 

itself and the central effects of pain medications may precipitate or worsen acute agitation. 

Medications, including opioids, may cause sedation, confusion, and hallucinations that contribute 

to agitation. It is important to assess for possible sources of untreated or uncontrolled pain. 

Occult pain sources may be present given limited communication by the confused or non-

communicative TBI patient. Bone fractures and neuropathy are expected in the patient who has 

experienced significant trauma. For some fracture pain, topical agents such as lidocaine patches 

and analgesic lotions may be helpful in reducing need for opioids. Acetaminophen and other 

non-opioids should be considered for their applicability. NSAIDs are generally avoided acutely 

following fracture given concern that these agents may slow bone healing. For neuropathic pain, 

a host of non-opioid agents are available and more appropriate than opioids. For the agitated 

patient already on opioids, consideration should be given to tapering off opioids while 

monitoring behavior and pain to see if behavior improves off of such agents.  

C. Screen for Lifetime Exposure to TBI  

There is reason to suspect that persons with TBI present for treatment with characteristics unique 

enough that proven substance use disorder (SUD) interventions may require adaptation to assure 

comparable efficacy in this subgroup (72) (73). The OSU TBI-ID is a standardized procedure for 

eliciting a person’s lifetime history of TBI via a 3-5 minute structured interview (74) (75). While 

recall of past events is not ideal for determining lifetime exposure to potentially damaging brain 

injury, self-report remains the gold standard for research and clinical use. Thousands of 

healthcare and social service professionals have been trained to incorporate the OSU TBI-ID into 

routine assessments conducted in diverse settings, including hospital trauma centers, military 
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health facilities, VA centers, mental health and SUD agencies, vocational rehabilitation 

programs, law enforcement and corrections, domestic violence programs and agencies serving 

older adults. A free, online training module allows access to training at the trainees’ convenience 

at https://wexnermedical.osu.edu/neurological-institute/departments-and-centers/research-

centers/ohio-valley-center-for-brain-injury-prevention-and-rehabilitation/osu-tbi-id. 

D. Consider Impact of Cognitive and Neurobehavioral Impairment on Prescribing an 

Opioid 

The most common cognitive impairments that follow from TBI include attention and 

concentration, memory and executive functions.  Both attention and memory impairments may 

affect the extent to which the patient comprehends or remembers what they are told about their 

medication, including when to and not to use it.  Patients with memory impairment may forget to 

take their medication when scheduled and may forget that they have already taken their pain 

medication.  They may also forget changes in dosage and frequency.  Memory impairment may 

also affect the extent which the person with TBI accurately reports their response to pain 

medication, not only in terms of effect on pain, but also for possible side effects.  Executive 

functions include problem-solving, planning, self-monitoring, and cognitive flexibility as well as 

mood and behavioral self-control.  Impairments of executive functioning may include trouble 

shifting strategies (e.g., using alternative pain control methods) and poor control of impulses 

(e.g., taking more medication despite knowing that they should not).  Also, because TBI also can 

impair self-awareness, many people with TBI are unaware that they have cognitive impairments, 

and therefore deny that they need help and resist help from family or accommodations.  In these 

cases, it is essential to have a collaborating and supportive family member.   

https://wexnermedical.osu.edu/neurological-institute/departments-and-centers/research-centers/ohio-valley-center-for-brain-injury-prevention-and-rehabilitation/osu-tbi-id
https://wexnermedical.osu.edu/neurological-institute/departments-and-centers/research-centers/ohio-valley-center-for-brain-injury-prevention-and-rehabilitation/osu-tbi-id
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To accommodate for these TBI-related impairments, it may be necessary to give the patient 

and family written instructions at a minimum, as well as checklists that require the patient to note 

a) when they have taken their medication, b) its effectiveness, and c) any side-effects.  Using a 

controlled medication dispenser may be necessary or having a family member control medication 

access.  For those patients with significant attention and memory impairment, it may also be 

necessary and certainly advantageous for a family member to be present at all appointments.  For 

the interested reader, a more detailed listing of TBI accommodations can be found at 

http://www.ohiovalley.org/informationeducation/accommodatingtbi/.  

E. Knowledge of Previous SUD has to be Incorporated into Decision-making.   

Opioid prescribing should be done with knowledge of a person’s vulnerability to addiction. 

Among other factors, lifetime history of TBI, and its relationship to prior substance misuse, 

should be evaluated. A history of TBI from childhood or adolescence may predispose a person to 

addiction (68) (76) (77) (78). Substance misuse followed by a more severe TBI will increase 

vulnerability to addiction above and beyond risk associated with prior use (68) (79) (80).  

F. When Someone with a TBI Does Need an Opioid Long-term.   

a.  Follow-up:  Having a follow-up plan for a person with TBI on an opioid is essential, and 

more frequent follow-up with family present may be necessary to collect information 

about medication usage, effectiveness and side effects.  Incorporate TBI accommodations 

into the follow-up plan as previously discussed. 

b. Monitor for cognitive or behavioral changes:  Opioids can be deleterious to cognitive and 

behavioral functioning, which could affect their safety and adjustment.  Several objective 

cognitive screening measures can be quickly administered, including the O-Log (81) if 

the person with TBI is severely impaired and potentially disoriented, or the C-Log (82) or 

http://www.ohiovalley.org/informationeducation/accommodatingtbi/
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the Mini-Mental State Examination (83), if the they are more cognitively functional.  In 

more severe or complicated cases, consider referring to a physical medicine and 

rehabilitation physician and/or a neuropsychologist for assessment and management.   

c. Communicate the presence and effects of TBI to other providers and the family.   

G. TBI-specific Materials/recommendations for MH/SA Providers on Accommodations. 

Executive function weaknesses arising from TBI may affect a person’s learning style, making 

participation in didactic training and group interventions more difficult. Misinterpretation of 

attention or memory problems as resistance to treatment can undermine a treatment relationship. 

Damage to the frontal lobes also promotes socially inappropriate behavior which may undermine 

participation in treatment programs or groups. It is easy to interpret these behaviors as  

intentionally disruptive, particularly when the individual with TBI shows no visible signs of 

disability (84). While specialized SUD treatments are not required for this population, it is 

necessary to make accommodations to the way in which existing treatments are delivered such 

that cognitive and emotional impairments of the TBI do not preclude a client with TBI 

experiencing the active ingredients of a clinical intervention. We believe that these barriers to 

effective treatment created by unrecognized effects of TBI can be addressed by giving SUD 

treatment professionals the skills to recognize behaviors that result from executive dysfunction 

and accommodate these weaknesses both in the help-giving relationship and treatment planning.   
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