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Substance Use, Addiction/Impulse Control Disorder
If you have been out in the psychiatric field for even a short time, you are aware that we are using more benzodiazepines than ever before. Xanax, klonopin, ativan - they are all the Halloween treat in our clinics. But we do not always openly discuss how rapidly and nefariously Sedative, Hypnotic and Anxiolytic Use Disorder (SHA-UD) can overtake our patients whom we were trying to help. The aim of this blog is to get down and dirty with our colleagues - psychiatric mental health nurse practitioners (PMHNPs) who actually work with these patients and their families - about the diagnostic picture, on-the-ground realities of these drugs, presenting information for intoxication and withdrawal, and most importantly, what the research supports doing. Let us get into it.
DSM-5-TR Criteria
SHA-UD is diagnosed according to DSM-5-TR using the same eleven criteria used for all substance use disorders, but the specifics of this diagnosis are a bit different. The diagnosis is made with two or more criteria within a year, with severity rated as mild (2-3 criteria), moderate (4-5) or severe (6 or more). This population is a particularly vexing group in that many patients have iatrogenic dependence - that is, we (or a colleague) prescribed benzodiazepines for a valid indication (panic disorder, generalised anxiety disorder, insomnia), and tolerance and physiological dependence have now crept into the picture.
The most common criteria that are flagged in SHA-UD patients include tolerance (markedly increased dose required for desired effect), withdrawal (the physiological "mark" we'll get into later), using more than intended or for longer than intended, and craving or unsuccessful attempts to quit. Most important to us as prescribers, the DSM-5-TR makes the distinction between tolerance and withdrawal (from benzodiazepines) that occurs only from using the substance in the prescribed fashion under medical supervision - which by itself does not necessarily count towards the diagnosis - and using drugs outside the scope of the prescription. This is critical in our consultations with someone who has said "My doctor prescribed this," but may have progressed to taking their prescribed clonazepam in addition to illicit bars and alcohol.
The drugs that might be implicated here include benzodiazepines (the "big one"), barbiturates, "Z-drugs" used to assist with sleep (zolpidem, eszopiclone) and other central nervous system (CNS) depressants that exert their effects primarily through GABAergic mechanisms. The bulk of SHA-UD we see with is from benzodiazepines.
Street Names and Routes of Use
When these are discussed by people in the community and as part of harm reduction, they go by other names that may not be volunteered by patients. Benzodiazepines are known as bars (high-dose alprazolam), zannies or xannies (alprazolam), K-pins (clonazepam), blues or school buses (diazepam) and benzos in general. Zolpidem goes by the name of zombie pills or z-bars. Pressies (pressed pills) mixed with etizolam or designer benzodiazepines are increasingly sold under the same names as pharmaceutical products, thus increasing the risk of overdose dangerously, especially when mixed with opioids.
Primary administration is oral - pills are swallowed as directed or at excessive doses. Rarely, people crush and inhale (snort) alprazolam or diazepam tablets for quicker effects. Parenteral administration, although rare, can occur (particularly with injectable products) with the risks of infection, trauma and respiratory depression compounded. Case reports of rectal use have been reported. Oral administration remains most common because the oral bioavailability of most benzodiazepines is good, the snuffing route offers little additional "high" for the most part.
Clinical Presentation: Intoxication
The presentation of a patient who is intoxicated with a sedative-hypnotic is distinctive. You will see central nervous system (CNS) depression, with symptoms of slurred speech, ataxia, sedation and psychomotor retardation. Psychiatric symptoms include anterograde amnesia (the patient cannot learn new things during intoxication), decreased attention and concentration, and disinhibition and lability in mood, particularly at moderate to higher doses, can be seen and resembles intoxication with alcohol. Horizontal nystagmus is also helpful. With larger doses, these patients can become stuporous, have respiratory depression, and coma. The addition of opioids or alcohol greatly compounds this risk through the concurrent depression of GABA neurotransmission at the same time as depression of the opioid receptors (most common cause of death in overdose).
Intoxication vitals are typically bradycardic, hypotensive and with depressed respiratory rate. Its effect on pupil size is less marked than in opioid intoxication - normal or only slightly constricted pupils - and this can be used to distinguish it from other types of intoxication.
Clinical Presentation: Withdrawal
This is where SHA-UD can be life-threatening, and deviates from most other drug withdrawals. The withdrawal from benzodiazepines and sedative-hypnotics can be fatal - that should be sobering and motivate us. Benzodiazepine withdrawal syndrome is not just unpleasant like opioid withdrawal, it can also cause tonic-clonic seizures and delirium leading to the patient's death.
How quickly the withdrawal occurs depends on the drug's half-life. Benzos with a short half-life (alprazolam and lorazepam) have withdrawal symptoms onset 6-24 hours after ceasing the drug. Long-acting agents (diazepam, clonazepam) could exhibit symptoms from 24-72 hours or longer. Symptoms range from initial onset with anxiety, insomnia, tremor, diaphoresis, tachycardia, and hypertension (the typical autonomic hyperactivity associated with the rebound of GABAergic receptors), and progress to a spectrum of perceptual disturbances (visual, auditory or tactile hallucinations), seizures and frank delirium tremens (confusion, hyperthermia, cardiovascular instability). As symptoms go on without treatment, perceptual abnormalities (visual, auditory and/or tactile hallucinations), convulsions and delirium tremens (delirium, hyperthermia and cardiovascular collapse) may arise. The Clinical Institute Withdrawal Assessment-Benzo (CIWA-B) scale is the validated scale we should be using to assess withdrawal syndrome and intensity of treatment (inpatient or day hospital).
Treatment Recommendations
Presently, there are no US Food and Drug Administration (FDA) approved medications for treatment of Sedative/Hypnotic/Anxiolytic Use Disorder (Sed/Hyp/Anx Use Disorder). This is a critical point, and often goes unstated. Instead, there is a vast amount of evidence for a range of or off-label and evidence-based medications.
One of the most effective agents has been the drug gabapentin It modulates calcium channels (alpha2delta protein) to decrease the release of excitatory amino acids - effectively decreasing the glutamatergic activation that occurs in the absence of GABA tone that results in withdrawal symptoms. In clinical practice, gabapentin alleviates symptoms of withdrawal, cravings and improves sleep in early abstinence. Average doses for withdrawal treatment with gabapentin are 900-1800 mg/day in multiple doses, dependent on symptom severity and renal function. Pretreatment renal function (BMP/creatinine) is needed and in cases of decreased GFR, dose adjustments are needed. Monitoring should continue for central nervous system (CNS) depression, abuse potential (gabapentin becoming an emerging drug of misuse in its own right); and mood (Simone & Bobrin, 2026). Dizziness, ataxia, sedation and peripheral edema are the most common side effects. Patients should be advised not to suddenly cease gabapentin and to always take their medication or doses with or without food.
Buspirone is not useful in acute withdrawal management - a common myth is buspirone helps acute withdrawal Its use is in the management of co-diagnosed generalized anxiety disorder that is often the basis of SHA-UD, and can lead to relapse of SHA-UD. Buspirone is a partial agonist at serotonin 5-HT1A receptors and an antagonist at the D2 receptor that has an anxiolytic effect, without GABAergic support for the development of benzodiazepine dependence. This makes it a lovely drug for post-withdrawal. It has a 2-4 week delay in onset of effect, and must be commenced well before being required. It is initiated at 7.5 mg two times a day with a goal of 15-30 mg per day divided doses. Side effects include dizziness, nausea and headaches (Wilson & Tripp, 2026). No labs are necessary prior to starting, but proceed with caution with liver and renal disease. Buspirone is not addictive and so is an excellent option for maintenance treatment of anxiety.
Flumazenil is a benzodiazepine antagonist at GABA-A receptors - it is an antidote to benzodiazepine overdose and has been trialled in low dose subcutaneous/IV infusion for facilitating withdrawal and reducing sensitization. In situations of acute overdose, flumazenil 0.2 mg IV is titrated to avoid acute withdrawal seizures in people who are benzodiazepine-dependent. It has a more short half-life (approximately 1 hour) than most benzodiazepines so benzodiazepines can easily resedate and patients need to be monitored for resedation for at least 2-4 hours after use (Navarrete et al., 2026). Flumazenil should not be prescribed in the community, but is invaluable in our hospital and emergency armamentarium.
The serotonin antagonist and reuptake inhibitor (SARI) trazodone helps with another clinically relevant, but unsung factor in benzodiazepine relapse: insomnia. Withdrawal from benzodiazepines causes disrupted sleep architecture (suppression of slow-wave and REM sleep) which can last for weeks to months. Evening doses of 50-150 mg of trazodone induce sleep onset and maintenance without gamma-aminobutyric-acid (GABA) reinforcement - it is therefore non-addictive. A histamine H1 and alpha-1 antagonist at lower doses, its sedative effect is unrelated to GABAergic receptor action. Adverse effects are hangover, postural hypotension and rarely, priapism. No lab baseline is necessary, although a baseline ECG should be obtained in patients with a cardiac history as there is mild QTc prolongation with high doses.
Non-Pharmacologic Interventions
Medications can't achieve long-term sustainability in SHA-UD. There is strong evidence for Cognitive Behavioral Therapy (CBT) tailored to benzodiazepine cessation that targets catastrophic anxiety and sleep thoughts that maintain the pattern of use. Motivation interviewing (MI) is useful at the precontemplation and contemplation stages to motivate. Mindfulness-Based Relapse Prevention (MBRP) has effectively reduced cravings and drug use in a randomized controlled trial in this patient group. Medically supervised tapers (commonly a cross-taper to a long-acting benzodiazepine like diazepam followed by 5-10% dose reduction every 1-2 weeks) need to be done in partnership with the consumer and tailored to each individual's history and symptoms, but not too quickly or abruptly (Leung et al., 2022). Sleep psychoeducation, stimulus control, and Cognitive-Behavioral Therapy for Insomnia (CBT-I) are important complementary interventions as there is a strong sleep element. Peer-based support and/or SMART Recovery (which does not require abstinence-only language) can be an adjunct to formal treatment.
Closing Thoughts
SHA-UD is a condition we have created in a population sense and are best poised to care for. We are not without a pharmacotherapies despite the lack of FDA approval for SHA-UD: gabapentin, buspirone, flumazenil and trazodone. These may be seen as complementary to the evolution of the disorder. Our challenge is to use the right agent at the right time, consider the non-pharmacologic approaches as vital as any other course of treatment we have, and understand that a patient who is attempting to step off of a benzodiazepine they have been taking for 15 years is as deserving of clinical consideration as any other patient we may treat.
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