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E M E R G E N C Y  M E D I C I N E   •   C L I N I C A L  U P D A T E

7-OH & Kratom
Recognizing and treating a new potent opioid at the bedside

Presenter Notes
Presentation Notes
Title. Frame the talk: 7-OH is a concentrated/semisynthetic kratom derivative now widely sold at gas stations and smoke shops. It behaves like a strong opioid, standard drug screens miss it, and patients are showing up in the ED with intoxication, overdose, and severe withdrawal. Goal today: recognize it, treat it, and know the three or four practice-changing points.



S T A R T  H E R E

Kratom is not the same as 7-OH

Traditional Kratom
Mitragyna speciosa leaf

• Main alkaloid is mitragynine; 7-OH occurs naturally at 
trace levels (< 0.05% of leaf)

• Mild, dose-dependent effects — stimulant at low doses, 
opioid-like at high doses

• Used traditionally as tea or powder; dependence 
develops slowly

• Not scheduled federally (as of Aug 2026)

Concentrated 7-OH
7-hydroxymitragynine — semisynthetic / enriched

• A potent mu-opioid agonist concentrated far above 
natural levels (extracts up to ~98%)

• Sold as tablets, shots, and gummies — often labeled 
"kratom"

• Rapid, strong dependence — resembles pharmaceutical 
opioids

• DEA temporary Schedule I above a 0.05% threshold 
(effective ~Aug 2026)

Bottom line: ask what product and what form — "kratom" on the label can mean a strong opioid inside.

Presenter Notes
Presentation Notes
The single most important framing. Patients and even clinicians use "kratom" loosely. Natural leaf has trace 7-OH and mild effects. The products driving ED visits are concentrated or semisynthetic 7-OH — engineered to be a strong opioid, sold OTC-style, and frequently labeled as kratom. When you take a history, ask specifically about product names and forms (tablets, shots, gummies).



W H Y  T H I S  M A T T E R S  N O W

An emerging threat, hiding in plain sight

13×
more potent than morphine

in functional assays

~1,200%
rise in kratom-related poison

center cases, 2015–2025 (CDC)

Feb 2025
poison centers first began

coding 7-OH separately

Regulatory status — moving fast
• July 2026:  DEA announced intent to temporarily place 7-OH in Schedule I; Federal Register notice published July 6.

• Effective ~Aug 5, 2026:  applies to products above 0.05% 7-OH by weight (or >1 mg/unit); natural leaf below threshold is not 
scheduled.

• Clinical implication:  a wave of patients in withdrawal is expected as products leave shelves — have a treatment plan 
ready.

Presenter Notes
Presentation Notes
Context for why you are seeing this now. Concentrated 7-OH products emerged around 2023–24 and expanded fast through gas stations and smoke shops. Poison centers only began coding 7-OH separately in Feb 2025. The DEA moved to temporarily schedule it in mid-2026. The practical point: scheduling removes products from shelves but does not remove dependence — expect more withdrawal presentations, not fewer.



W H A T  W E  A R E  S E E I N G

Kratom & 7-OH across our SC EDs
Monthly counts — Aug 2025 to Jul 2026

0

4

8

12

16

Aug ’25 Sep Oct Nov Dec Jan ’26 Feb Mar Apr May Jun Jul

Patients endorsing kratom use to peer recovery Patients endorsing 7-OH use to peer recovery

Started on buprenorphine

113
patients endorsed kratom use to peer 
recovery

62
endorsed 7-OH use to peer recovery (≈ 55%)

40%
started on buprenorphine in the ED (45 
patients)

11 EDs
across the network, over 12 months

Charleston and SRMC account for the largest share. Source: our SC ED network tracking, Aug 2025–Jul 2026.

Presenter Notes
Presentation Notes
This is our own network data, not the national literature. Over 12 months across 11 EDs, 113 patients endorsed kratom use to peer recovery, 62 endorsed 7-OH specifically — more than half — and we started 45 patients (about 40%) on buprenorphine in the ED. The monthly trend is upward, with a clear rise into mid-2026, and Charleston and SRMC carry the largest volume. The point: this is already here in our departments, and we are already treating it — the tools work.



W H A T  I T  D O E S

Pharmacology

Potent mu-opioid agonist
7-OH drives most of the opioid effect; roughly 13× morphine and ~46× 
mitragynine in assays.

Dose-dependent effects
Lower doses feel stimulating/anxiolytic; higher doses produce classic 
opioid sedation and euphoria.

More than opioid
Also acts at adrenergic and serotonergic receptors — contributes to 
autonomic and neuropsychiatric symptoms.

Why the "natural" 
framing is dangerous

• Marketed as a plant-based wellness 
aid — even as an aid to "cut down" 
on opioids

• Chemistry is that of a strong opioid 
— respiratory depression and 
dependence are real

• Opioid-naïve users can develop 
dependence in weeks

Presenter Notes
Presentation Notes
Keep this simple. The take-home is that 7-OH is pharmacologically a strong opioid, not a mild herbal. It is far more potent than morphine in assays, effects are dose-dependent (stimulant low / opioid high), and it also hits adrenergic and serotonergic systems, which explains autonomic and psychiatric features. The marketing as a natural, safer, opioid-sparing aid is exactly what makes it dangerous — patients do not think of themselves as using an opioid.



S I G N S  &  S Y M P T O M S  —  P A R T  1

Acute intoxication & overdose
Presents as a classic opioid toxidrome — often with a negative drug screen

Respiratory depression
Slowed/shallow breathing; the life threat. 
Responds to naloxone.

Sedation & miosis
Drowsiness, pinpoint pupils, slurred speech, 
nodding off.

Nausea & vomiting
Common early; risk of aspiration if 
obtunded.

Agitation / confusion
Especially with high-dose or polysubstance 
use.

Seizures (less common)
Reported in serious exposures and mixed 
ingestions.

Polysubstance is common
Alcohol, benzos, other opioids amplify the 
danger.

Presenter Notes
Presentation Notes
Intoxication and overdose look like any opioid: the danger is respiratory depression, with sedation, miosis, nausea, and sometimes agitation, confusion, or seizures in serious or mixed exposures. Poison center data show a substantial share of exposures needed healthcare treatment. The trap is the negative drug screen — do not let it reassure you. Ask about co-ingestants; polysubstance use is common and raises the risk.



S I G N S  &  S Y M P T O M S  —  P A R T  2

Withdrawal: often the reason they present

Looks like opioid withdrawal — because it is

• Autonomic:  sweating, chills, yawning, rhinorrhea, lacrimation, dilated 
pupils

• GI:  nausea, vomiting, diarrhea, abdominal cramping

• Neuromuscular:  myalgias, restlessness, tremor, involuntary jerks

• Psychiatric:  severe anxiety, insomnia, dysphoria, drug craving

• Severe cases:  agitation, confusion/delirium, and even psychosis 
reported

Quantify it

Use the COWS (Clinical Opiate Withdrawal Scale) 
to score severity and guide treatment — the 
same tool you use for any opioid.

Rapid onset

Because 7-OH is short-acting and potent, 
withdrawal can be intense and start within hours 
of the last dose — patients describe it as worse 
than expected for an "herbal."

Presenter Notes
Presentation Notes
Withdrawal is often the presenting complaint. It is indistinguishable from other opioid withdrawal: autonomic signs, GI distress, myalgias and restlessness, and prominent psychiatric symptoms — anxiety, insomnia, dysphoria, craving. Severe cases with agitation, delirium, and even psychosis are reported. Score it with COWS just like any opioid. Onset is rapid because the drug is short-acting and potent; patients are frequently surprised by how bad it is.



T H E  D I A G N O S T I C  T R A P

Standard drug screens do not detect it

5- and 10-panel urine screens miss 
mitragynine and 7-OH.

A classic opioid toxidrome with a negative screen should raise — not 
lower — your suspicion.

History is your test

• What product? (brand/name on the 
label)

• What form — tablet, shot, gummy?

• How much and how often?

• When was the last dose?

• Other substances used with it?

Clues that point to 7-OH

• Opioid intoxication or withdrawal that the patient attributes to 
"kratom" or a supplement

• Bought at a gas station, smoke shop, or online — not a pharmacy

• No history of "traditional" opioid use, yet clearly opioid-
dependent

Presenter Notes
Presentation Notes
This is the highest-yield teaching point. Routine urine drug screens do not detect mitragynine or 7-OH, so a patient with a clear opioid picture and a negative screen is a red flag, not reassurance. Your diagnostic test is the history: ask about specific products, form, amount, frequency, timing of last dose, and co-substances. Clues include an opioid syndrome the patient blames on "kratom" or a supplement, purchase from non-pharmacy retail, and opioid dependence without traditional opioid use.



T R E A T M E N T  B E S T  P R A C T I C E S  —  1

Acute intoxication & overdose

Naloxone works
Reverse respiratory depression as with any opioid. Higher or repeated doses may be needed for potent, sustained exposures; re-
sedation is possible — observe.

Airway & supportive care first

Standard ABCs, oxygen, monitoring, antiemetics. Treat co-ingestants (alcohol, benzodiazepines, other opioids) on their own merits.

Observe appropriately

Watch for recurrent sedation given potency; escalate or admit for severe symptoms or significant polysubstance use.

Call your poison center

Poison Help 1-800-222-1222 for management questions and to report exposures — data are still emerging.

Presenter Notes
Presentation Notes
Acute management is reassuringly familiar. Naloxone reverses respiratory depression — but because 7-OH is potent and can be longer-acting in concentrated form, be ready for higher or repeated dosing and watch for re-sedation. Provide standard supportive care and treat co-ingestants. Observe for recurrent sedation, admit the sick or polysubstance patients, and use your poison center both for guidance and to report cases while the evidence base grows.



O V E R D O S E  —  T H E  K E Y  N U A N C E

Naloxone reverses it — but plan for recurrence

7-OH’s respiratory depression can outlast a single dose of naloxone — anticipate redosing and prolonged monitoring.

D U R A T I O N  M I S M A T C H

Naloxone, single dose  ·  ≈ 30–90 min

7-OH respiratory depression risk  ·  t½ ≈ 2.5 h longer at higher doses

↑ redose / observe

0 h 1 h 2 h 3 h 4 h

It does reverse it

7-OH is a µ-agonist — in animal studies it 
depressed breathing ~4.5× more than 
morphine, and naloxone fully antagonized it.

Why it recurs

Naloxone clears fast (clinical effect ~30–90 
min); 7-OH persists longer (t½ ≈ 2.5 h), and 
concentrated products give higher, sustained 
levels.

What to do

Titrate naloxone to breathing, expect to 
redose, observe longer, and consider an 
infusion for persistent or recurrent 
depression.

Human overdose kinetics are not well characterized — let clinical monitoring, not a fixed clock, guide disposition. Co-ingestants and CYP3A interactions (many drugs, citrus juice) can prolong exposure.

Presenter Notes
Presentation Notes
The key overdose nuance. Naloxone absolutely works — 7-OH is a mu-opioid agonist, and in controlled animal studies it depressed minute ventilation about 4.5 times more potently than morphine, an effect naloxone completely reversed. The problem is duration: naloxone is short-acting, roughly 30 to 90 minutes of clinical effect, while 7-OH persists longer — a plasma half-life around 2.5 hours that lengthens at higher exposures, and concentrated semisynthetic products drive higher, more sustained levels. So the respiratory depression can recur as the naloxone wears off. Manage it like any long-acting opioid overdose: titrate naloxone to adequate breathing, anticipate redosing, observe for an extended period, and consider a naloxone infusion for persistent or recurrent depression. One caveat: human overdose kinetics are poorly characterized, so let clinical monitoring rather than a fixed time estimate guide disposition — and remember co-ingestants and CYP3A interactions can prolong toxicity. Note the contrast with parent mitragynine, which is a low-efficacy agent at the receptor and is not the driver here.



T R E A T M E N T  B E S T  P R A C T I C E S  —  2

Withdrawal & starting treatment

Buprenorphine is first-line
7-OH withdrawal responds to standard OUD treatment

• Score severity with COWS; start buprenorphine once the patient is in 
moderate withdrawal (avoid precipitated withdrawal).

• Follow your usual ED-initiated buprenorphine protocol — 4–8 mg SL, may 
start at 4 mg (patients often do well on lower doses than chronic fentanyl 
users).

• Low-dose ("micro") induction is an option for selected patients where 
standard start is difficult.

• Adjuncts for symptoms: clonidine/lofexidine, antiemetics, antidiarrheals, 
NSAIDs, and something for sleep.

What the reports show

Published cases describe patients on 7-OH stabilized 
with buprenorphine/naloxone (e.g., 8/2 mg twice 
daily), with rapid symptom control — including 
resolution of withdrawal-related delirium.

Don’t just discharge

Untreated, these patients relapse quickly. The ED 
visit is a chance to start medication and link to 
ongoing care — treat dependence, don’t just manage 
the crisis.

Presenter Notes
Presentation Notes
Withdrawal management mirrors OUD care. Buprenorphine is first-line: score with COWS, start in moderate withdrawal to avoid precipitated withdrawal, and use your existing ED-initiated buprenorphine pathway. Note that these patients often do well on lower buprenorphine doses than chronic fentanyl users — 4–8 mg SL, may start at 4 mg; micro-induction is an option in selected cases. Add symptomatic adjuncts — alpha-2 agonists, antiemetics, antidiarrheals, NSAIDs, sleep aid. Published cases show good response, including buprenorphine/naloxone stabilizing withdrawal-related delirium. The key: start treatment and link to follow-up, do not simply discharge.



E D - I N I T I A T E D  B U P R E N O R P H I N E  —  S T E P  1

Before you dose: timing & objective withdrawal

See objective withdrawal

Confirm visible signs — not subjective complaints alone: 
mydriasis, gooseflesh (piloerection), GI upset, sweating, 
rhinorrhea, yawning.

Wait long enough since last use

• Short-acting opioids:  6–12 h

• Long-acting opioids:  24–72 h

• 7-OH sits between (t½ ≈ 2.5 h, but parent alkaloid lasts 
longer) — a reported case induced ≈ 48 h after the last dose.

C O W S  T H R E S H O L D  T O  S T A R T  —  S O U R C E S  D I F F E R

0 “too early”

COWS ≥ 8

FDA / many reviews (with visible signs)

COWS ≥ 11–12

ASAM — mild-to-moderate withdrawal

COWS ≥ 13

some favor for potent 7-OH

When in doubt, wait. 7-OH is potent and lipophilic — a higher COWS and a longer abstinence window lower the risk of precipitated withdrawal. No trials 
or formal guidelines exist for kratom/7-OH; all dosing is extrapolated from OUD care — individualize and monitor.

Presenter Notes
Presentation Notes
Step one is readiness — getting this right is how you avoid precipitating withdrawal. Two things to confirm. First, objective withdrawal: you want to SEE signs, not just hear complaints — mydriasis, gooseflesh, GI upset, sweating, rhinorrhea, yawning. The COWS threshold to start actually varies by source: FDA and many reviews use 8 or above with visible signs; ASAM advises waiting for mild-to-moderate withdrawal, generally 11 to 12; and because 7-OH is so potent, some experts favor holding out for 13 or higher. Second, time since last use: roughly 6 to 12 hours for short-acting opioids, 24 to 72 for long-acting. 7-OH sits in between — its half-life is about 2.5 hours but the parent alkaloid lasts longer, and one reported case induced about 48 hours out. Bottom line: when in doubt, wait — a higher COWS and a longer window reduce precipitated-withdrawal risk. And remember there are no trials or formal guidelines here; everything is extrapolated from standard OUD care, so individualize and monitor.



E D - I N I T I A T E D  B U P R E N O R P H I N E  —  S T E P  2

The induction & discharge protocol

Once ready to dose:  objective withdrawal confirmed on COWS and enough time since last use  (see previous slide)

COWS ≥ 8  —  Observed ED induction

1 Give 4–8 mg SL buprenorphine   (may start at 4 mg)

2 Repeat COWS at 45 min

COWS < 11  →  proceed to discharge

COWS ≥ 12  →  add 4–8 mg SL, then discharge

COWS < 8  —  Unobserved / home induction

• Bup/naloxone film (not tablet)

• Day 1:  4 mg TID PRN

• Day 2 +:  16 mg daily

• Discharge with home-induction instructions, naloxone, 
and referral

Discharge (all): bup/naloxone 16 mg daily (Rx to follow-up)  ·  document indication as “Opioid Use Disorder” (not “withdrawal”)  ·  take-home 
naloxone  ·  peer referral.   X-waiver no longer required — any DEA-registered clinician may prescribe.

Presenter Notes
Presentation Notes
This is the actionable protocol, following our institutional buprenorphine workflow — there are no kratom/7-OH-specific guidelines, so we extrapolate from standard OUD care. First, the gate: confirm objective withdrawal, COWS at least 8, and more than 12 hours since last use — 24 is safer because 7-OH is long-acting. If COWS is 8 or above, observed ED induction: 4–8 mg SL, and you may start at 4 mg because these patients often need less than chronic fentanyl users. Recheck COWS at 45 minutes — under 11, discharge; 12 or more, give another 4–8 mg then discharge. If COWS is under 8, use the home-induction pathway with film. Everyone goes home on 16 mg daily with a follow-up script, documented as Opioid Use Disorder, plus take-home naloxone and a peer referral. Remember the X-waiver is gone — any DEA-registered clinician can write it.



T R E A T M E N T  B E S T  P R A C T I C E S  —  4

Close the loop: linkage & harm reduction

Bridge & refer

Provide a buprenorphine bridge prescription and a 
warm handoff to addiction or MOUD follow-up.

Naloxone to go

Prescribe/dispense take-home naloxone and teach 
overdose response — these are opioid users.

Nonjudgmental care

Many arrived via "wellness" marketing. Reduce 
stigma; frame it as treating an opioid dependence.

Educate & document

Name the substance clearly, counsel on product 
risks and mislabeling, and document the exposure.

Presenter Notes
Presentation Notes
Round out treatment with the same harm-reduction bundle you use for any opioid patient: a buprenorphine bridge and warm referral, take-home naloxone with overdose education, and explicitly nonjudgmental care — these patients often came in through wellness marketing and may not identify as opioid users. Educate them on product risks and mislabeling, name the substance clearly, and document the exposure so the surveillance picture improves.



L E S S O N S  F R O M  T H E  E R

What the early cases are teaching us

CASE The "negative screen" opioid Classic opioid withdrawal, patient blames "kratom." UDS negative.  
Lesson: trust the history, treat the withdrawal.

CASE Withdrawal worse than expected High-dose daily 7-OH tablets; intense, rapid withdrawal.  Lesson: don’t 
under-dose — use full COWS-guided buprenorphine induction.

CASE The "opioid-naïve" dependent No prior opioid history, now clearly dependent from an OTC product.  
Lesson: anyone can be affected — ask everyone.

Presenter Notes
Presentation Notes
Three recurring lessons distilled from the early literature. One: the negative screen fools people — trust the history. Two: withdrawal is worse and faster than clinicians expect for an "herbal," so do not under-dose buprenorphine. Three: opioid-naïve people are becoming dependent from an OTC product, so screen broadly. These are composites from case reports — replace them with your own de-identified MUSC cases if you have them.



K E Y  T A K E A W A Y S

Five things to carry to your next shift

1 7-OH is a potent opioid sold as "kratom" — treat it as an opioid, not a supplement.

2 It causes real intoxication, overdose, and severe, rapid withdrawal.

3 Standard drug screens miss it — the history is your diagnostic test.

4 Naloxone reverses overdose; buprenorphine treats withdrawal — use your OUD playbook.

5 Start treatment in the ED, then link to care — and give take-home naloxone.

Presenter Notes
Presentation Notes
Recap. Five points: 7-OH is a potent opioid marketed as kratom — treat it as an opioid. It causes intoxication, overdose, and severe rapid withdrawal. Screens miss it, so history is the test. Naloxone reverses overdose and buprenorphine treats withdrawal — your existing OUD playbook applies. And start treatment in the ED with linkage and take-home naloxone rather than discharging the crisis untreated.



Guidance on 7-OH Treatment

Presenter Notes
Presentation Notes
Title. Frame the talk: 7-OH is a concentrated/semisynthetic kratom derivative now widely sold at gas stations and smoke shops. It behaves like a strong opioid, standard drug screens miss it, and patients are showing up in the ED with intoxication, overdose, and severe withdrawal. Goal today: recognize it, treat it, and know the three or four practice-changing points.



Kratom and 7-OH 

kratom and 7-OH 

kratom’ or ‘7-OH’ 

kratom or 7-OH 

DR. EDWARD SIMMER, FORMER DIRECTOR SC DPH

Presenter Notes
Presentation Notes
https://bhdd.sc.gov/news/south-carolina-officials-warn-dangers-kratom-and-7-oh 
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Treatment and Management
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Predatory Marketing



7-OH Products





Key Clinical 
Points

• the µ-receptor affinity of morphine. 

•

•

•



Takeaways

Self-Report of 7-OH use is CRITICAL to accurate diagnosis

7-OH has a short half-life – withdrawals may begin within hours of discontinuing use

Variable/high dose of buprenorphine required to address symptoms



RESOURCES
South Carolina Clinician Warmline

864-914-1301

Free, confidential, clinician-to-clinician consultation on 
SUD/OUD evaluation and management. 

Open 9 am - 5 pm, Monday – Friday

https://addictioncenterofexcellence.sc.gov/

https://addictioncenterofexcellence.sc.gov/


Thank you for attending!
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