Lenart, Brett

From: Walkovich, Kelly <kwalkovi@med.umich.edu>

Sent: Wednesday, May 16, 2018 8:34 AM

To: Planning

Cc: Lumm, Jane; ryanwoodz@hotmail.com

Subject: Concern regarding proposal to permit 3152 Packard Rd to operate as a medical
marijuana provisioning center

Attachments: City Planning Marijuana Notice jpg; Pediatric Marijuana Exposures in a Medical

Marijuana State JAMA 2013.pdf; Unintentional Cannabis Intoxication in Toddlers
Pediatrics 2017.pdf; Effects of Cannabis Use on Human Behavior, Including Cognition,
Motivation and Psychosis A Review JAMA Pyschiartry 2016.pdf

Dear Planning Commission -

I am writing to you with concerns regarding a notice (see attached) that my daughter's daycare provider,
May's Bilingual Preschool, received indicating that a special exception use permit is under consideration to
allow 3152 Packard Rd to operate as a Medical Marijuana Provisioning Center. | have previously contact my
City Council representatives and they recommended that | forward my concerns onto you directly. | am
strongly opposed to the special exception permit being granted. Of note, although my family lives within Ward
2, May's Bilingual Preschool is located at 3181 Packard Rd in Ward 3 and is within 300 feet of the

proposed Medical Marijuana Provisioning Center.

Upon review of the city's ordinances, it appears that section 5:50.1(3)(c) provides protection to children in
both private and public K-12 elementary and secondary school by requiring medical marijuana provisioning
centers, growers and processors be located a minimum of 1000 feet away from the parcel of land supporting
the schools. However, daycare sites and preschools are not specifically addressed in the ordinance. May's
Bilingual Preschool is licensed for children 0-12 years of age and | was hoping you could clarify whether the
school would fall within the requirements of the ordinance for the 1000 feet separation as it currently is
written? Or, if an amendment to the ordinance or alternate strategy would be required to protect
daycares/preschools in the same fashion as K-12 schools?

Given that marijuana remains a schedule | drug under the federal Controlled Substance Act due to the
extremely high risk for addiction (cocaine and heroin are also included in the schedule | drug designation), that
medical marijuana is not regulated by the FDA and is therefore not mandated to have child-safe

packaging, that ingestion and inhalation, including second-hand inhalation, of marijuana is documented to
have both negative immediate impacts on child health and longer-term impacts on brain development (see
attached) and that the American Academy of Pediatrics has raised significant concerns related to
"normalization" of marijuana use secondary to adult modeling, | suspect that the main driver of the
5:50.1(3)(c) ordinance was to protect the health and development of the children and adolescents in our
community. As a pediatric oncologist providing care in this community and particularly as a mother of toddler
in Ann Arbor, | kindly request your help in extending the protection provided to K-12 kids, to our youngest and
in many ways, most vulnerable children. If an amendment to the ordinance or other change is required, |
would appreciate your help in directing me as to the next steps needed to move forward.

My prior understanding is that there was potentially a meeting to be held tonight with the Planning
Commission to discuss the 3152 Packard Rd Special Exemption permit request specifically. Neither May's

1



Bilingual Preschool nor I have received any updated information regarding whether this meeting is still
scheduled for today or if it has been moved. I'd very much appreciate it if you can confirm the
date/time/location of the public meeting so that [ can plan to be in attendance.

Thank you,
Kelly Walkovich, MD
734 476 5964
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Pediatric Marijuana Exposures in a Medical Marijuana State

George Sam Wang, MD; Genie Roosevelt, MD, MPH; Kennon Heard, MD

L& Editorial pages 600 and 602

IMPORTANCE An increasing number of states are decriminalizing the use of medical
marijuana, and the effect on the pediatric population has not been evaluated.

OBJECTIVE To compare the proportion of marijuana ingestions by young children who sought
care at a children’s hospital in Colorado before and after modification of drug enforcement

laws in October 2009 regarding medical marijuana possession.

DESIGN Retrospective cohort study from January 1, 2005, through December 31, 2011.

SETTING Tertiary-care children’s hospital emergency department in Colorado.

PARTICIPANTS A total of 1378 patients younger than 12 years evaluated for unintentional
ingestions: 790 patients before September 30, 2009, and 588 patients after October 1,

20069.

MAIN EXPOSURE Marijuana ingestion.

MAIN OUTCOMES AND MEASURES Marijuana exposure visits, marijuana source, symptoms,

and patient disposition.

RESULTS The proportion of ingestion visits in patients younger than 12 years (age range, 8
months to 12 years)that were related to marijuana exposure increased after September 30,
2009, from O of 790 (0%; 95% Cl, 0%-0.6%) to 14 of 588 (2.4%: 95% Cl, 1.4%-4.0%)

(P < .001). Nine patients had lethargy, 1 had ataxia, and 1 had respiratory insufficiency. Eight

patients were admitted, 2 to the intensive care unit. Eight of the 14 cases involved medical

marijuana, and 7 of these exposures were from food products.

CONCLUSIONS AND RELEVANCE We found a new appearance of unintentional marijuana
ingestions by young children after modification of drug enforcement laws for marijuana
possession in Colorado. The consequences of unintentional marijuana exposure in children

should be part of the ongoing debate on legalizing marijuana.

JAMA Pediatr. 2013;167(7):630-633. doi:10.1001/jamapediatrics.2013140
Published online May 27, 2013.

he vigorous debate on legalizing marijuana in the United

States has received significant media attention, as evi-

denced by the 60 Minutes segment, “Medical Mari-
juana: Will Colorado’s ‘Green Rush’ Last?” that aired on Octo-
ber 21, 2012." Currently, 17 states and Washington, DC, have
enacted laws to decriminalize medical marijuana at the state
level despite being a Schedule 1 drug under the Controlled Sub-
stances Act. Most recently, in November 2012, Colorado and
Washington passed amendments legalizing the recreational use
of marijuana. In November 2000, Coloradoans passed Amend-
ment 20, establishing the Medical Marijuana Registry, which
opened in June 2001 under the auspices of the Colorado De-
partment of Public Health and Environment. Since June 2001,
there have been almost 160 000 total patient applications, and
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almost 89 000 patients currently possess valid registry ID cards
(Figure). In October 2009, a new Justice Department policy in-
structed federal prosecutors not to seek arrest of medical mari-
juana users and suppliers as long as they conform to state laws.>
In Colorado, this resulted in a sharp increase in the number of
medical marijuana cards, with 60 000 cards issued in 2009
compared with 2000 in the 8 years prior.? The mean age of a
person with a medical marijuana card is 42 years, and 68% are
male; 41 patients are younger than 18 years.? Reported condi-
tions in patients using medical marijuana include cachexia,
cancer, glaucoma, human immunodeficiency virus or AIDS,
muscle spasms, seizures, severe pain, and severe nausea.' Ac-
cording to the Colorado Medical Marijuana Enforcement Di-
vision, as of October 2012, there are 204 medical marijuana dis-
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Figure. Colorado Department of Public Health and Environment's Marijuana Registry

180000+

1
B New patient applications

|| Patients who possess valid registry cards

160000

140000+
120000+
100000+

80000
|

Cumulative Count

60000
40000+

20000

NE NN NS

Jan Mar May Jul Sep Nov Jan Mar
2009 2009 2009 2009 2009 2009 2010 2010

May Jul Sep Nov Jan Mar May Jul Sep Nov
2010 2010 2010 2010 2011 2011 2011 2011 2011 2011

New patient applications for medical marfjuana cards and patients who possessed valid registry cards in Colorado, from January 1, 2009, through December 31, 20711.

pensaries in the Denver metropolitan area (J. Postlethwait, BA,
BS, oral communication, October 2012). The impact that de-
criminalizing medical marijuana has had on the use of mari-
juana is unclear. Although one study found higher adoles-
cent marijuana use in medical marijuana states, a second study
found no effect.*5 Neither study included younger pediatric
exposures.

Historically, significant effects following unintentional pe-
diatric marijuana ingestions were very rare, probably due to
the poor palatability of the marijuana plant and the enforce-
ment of existing druglaws. Previous literature consists of single
case reports and a small case series.®"'° However, tetrahydro-
cannabinol, the active chemical in marijuana, is incorporated
into medical marijuana products in higher concentrations than
typically found in the marijuana bud, the most potent part of
the plant. In addition, medical marijuanais sold in baked goods,
soft drinks, and candies. Therefore, we conducted a study to
compare the number of marijuana exposures in a pediatric
emergency department (ED) before and after the federal policy
change in October 2009. On the basis of our clinical observa-
tion, we hypothesized that there would be a significant in-
crease in pediatric marijuana exposures after October 2009.

po =l
Methods

This was a retrospective cohort study at a tertiary-care, free-
standing children’s hospital with an annual ED census of 65 000
visits. Inclusion criteria included patients younger than 12 years
evaluated for ingestion from January 1, 2005, through Decem-
ber 31, 2011. Cases were identified by the following Interna-
tional Classification of Diseases, Ninth Revision codes: 930 to
939 (Effects of Foreign Body), 960 to 979 (Poisoning by Drugs,
Medicinals, and Biological Substances), 980 to 989 (Toxic Ef-
fects of Substances Chiefly Nonmedicinal as to Source), E850
to E858 (Accidental Poisoning by Drugs, Medicinal Sub-
stances, and Biologics), E860 to E869 (Accidental Poisoning

jamapediatrics.com
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by Other Solid and Liquid Substances, Gases, and Vapors), and
E910 to E915 (Accidents Caused by Submersion, Suffocation,
and Foreign Bodies). All marijuana exposures were con-
firmed by a urine toxicology screen.

Cases were reviewed by a single investigator (G.S.W.), and
variables were abstracted onto a standardized data collection
form. Abstracted variables included age, sex, date of visit, pre-
senting chief complaint, laboratory work obtained, reported
source of marijuana, and patient disposition. The proportion
of poisoning cases related to marijuana between January 1,
2005, and September 30, 2009 (57 months), was compared with
the proportion of cases between October 1, 2009, and Decem-
ber 31, 2011 (27 months).

Data were analyzed using SPSS, version 16.0 (SPSS, Inc) and
SAS, version 9.2 (SAS Institute, Inc). Descriptive statistics were
calculated. Medians with interquartile ranges were reported.
Proportions were analyzed by the Fisher exact test. This study
was approved by the Colorado Institutional Review Board,
which granted a waiver of informed consent.

[Fame b o)
Results

From January 1, 2005, through September 30, 2009, 790 pa-
tients younger than 12 years were evaluated in the ED for sus-
pected unintentional ingestions. The median age was 2.6 years
(interquartile range, 1.6-3.0), and 449 (56.8%) were male. From
October 1, 2009, through December 31, 2011, 588 patients
younger than 12 years were evaluated in the ED for suspected
unintentional ingestions. The median age was 2.3 years (in-
terquartile range, 1.5-3.6), and 334 (56.8%) were male. The types
of ingestions were similar between the 2 periods (Table 1).
Between January 1, 2005, and September 30, 2009, no pa-
tients younger than 12 years sought care at the ED for mari-
juana ingestions. Between October 1, 2009, and December 31,
2011, 14 patients younger than 12 years had confirmed mari-
juana ingestion by urine toxicology screen (Table 2). The pro-
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portion of exposure visits related to marijuana increased from
00f790 (0%; 95% CI, 0%-0.6%) t0 14 0f 588 (2.4%; 95% CI, 1.4%-
4.0%) after September 2009 (P < .001).

The age of the patients exposed to marijuana ranged from
8 months to 12 years, and 64.2% were male. The majority of
patients had central nervous system effects such as lethargy
or somnolence with respiratory insufficiency as the most se-
rious symptom. Most patients received an extensive workup,
including blood work, radiographs, and lumbar punctures
(Table 2). Only 2 patients had a history of marijuana inges-
tion, and they were the only patients who had minimal ancil-
lary tests performed (urine toxicology screen). One patient was
discharged from the ED, 5 patients were observed in the ED and

Table 1. Demographics of Patients Seen in the Children’s Hospital
Emergency Department for Ingestions®

January 1, 2b05, October 1, 2009,

Through September 30, Through December 31,
Characteristic 2009
No. of patients 790 588
Age, median (IQR), y 2.6 (1.6-3.0) 2.3(1.5-3.6)
Male sex 449 (56.8) 334 (56.8)
Types of ingestions
Acetaminophen 90 (11.3) 48 (8.2)
Antihistamine 43 (5.4) 32(5.4)
Antidepressant 23 (2.9) 14 (2.3)
Antitussive 18 (2.2) 14 (2.3)
Marijuana 0 14 (2.3)
exposures

Abbreviation: IQR, interquartile range.
2 Values are given as number (percentage) unless otherwise noted.

Pediatric Marijuana Exposures

eventually discharged, and 8 were admitted, with 2 admitted
to the pediatric intensive care unit. Eight patients were ex-
posed to medical marijuana. In 3 patients, the source of the
marijuana was never identified despite investigation. Seven
of the medical marijuana exposures and 1 nonmedical mari-
juana exposure were from food products.

R 1]
Discussion

We found a new increase in unintentional marijuana inges-
tions by young children after modification of drug enforce-
ment laws for marijuana possession in Colorado. Most
patients (92.8%) were admitted to or observed in the ED. In
comparison, there were 1 207 575 exposures reported to US
poison centers in 2010 in children younger than 5 years.''
Of those patients, 109 611 (9.1%) were evaluated and dis-
charged by a health care facility, and only 15 941 (1.3%)
required admission.** This suggests that recent marijuana
exposures are associated with more significant clinical
effects than are typically reported with poisoning exposures
in young children.

The increase in marijuana exposures in young children in
Colorado is most likely due to the decriminalization of medi-
cal marijuana, which has resulted in an explosion of medical
marijuana dispensaries and an increase in medical marijuana
cards (Figure). Medical marijuana solicitation and advertis-
ing are ubiquitous throughout the state, with dispensaries
throughout the Denver metropolitan area. In 2010, Denver is-
sued more than 300 sales tax licenses for dispensaries, roughly
twice the number of the city’s public schools."?

Table 2. Pediatric Patients With Marijuana Exposures

Case No./ Source
Sex/Age Symptoms Ancillary Tests Disposition of Marijuana
1/M/8 mo Lethargy, rigidity CMP, CBC, UA, Utox Observation Unknown
2/M/10 mo Fussiness, CMP, CBC, UA, amylase/lipase, Observation POC medical marijuana
somnolence Utox, CT head, c-spine x-rays, i
abdominal x-rays
3/F/10 mo Lethargy, hypoxic  CMP, CBC, UA, RSV, Utox, CT Admission Unknown
head, CXR, IV antibictics
4/M/1y Lethargy BMP, CBC, Utox, CT head Admission POC with medical mari-
Jjuana cigarette
5/M/2y Lethargy UA, CMP, CBC, APAP/ASA levels,  Admission Babysitter with mari-
EKG, Utox, CT head, CXR juana
6/M/2y Ataxia CMP, CBC, UA, Utox, CT head, LP Admission Unknown Abbreviations:
. r * APAP, acetaminophen;
7/F/3y Lethargy APAP/ASA levels, Utox, charcoal ~ Admission FOC medical marijuana ASA, salicylate; BMP, basic metabolic
cookie ' i i
] e — . panel; CBC, complete blood count;
8/F/3y Lethargy BMP, CBC, UA, Utox, CT head, Admission Family friend’s medical CMF. complete metabolic panel;
, LP ij i " . . '
9/M/3 Leth ;)I\;F; CBC, APAP/ASA level: L Admission to PICU Zlfgéuanz?o?kle i dp e e e e Chgmauted
y ethargy , CBC, evels, val- mission to medical mari- X
proic acid tevels, Utox, CTH, VBG juana cookie tomography; CTH, head computed
- : - tomography; CXR, chest x-ray;
10/F/3y Lethargy Utox Observation FOC medical marijuana EKG, electrocardiogram; FOC, father
, L - of child; GFOC, grandfather of child;
11/M/4y Lethargy UA, BMP, CBC, APAP/ASA levels,  Observation QMOC med_lcal mari- GMOC, grandmother of child;
EKGUtax juana C00|ile IV, intravenous; LP, lumbar puncture;
12/M/5y Respiratory CMP, CBC, APAP/ASA levels, EKG, Admission to PICU  GFOC marijuana PICU, pediatric intensive care unit;
insufficiency Utox, CT head, VBG POC ’parents of child: '
13/F/7y Asymptomatic Utox Discharge GFOC medical mari- RSV,'respiratory Sync;,ﬁa] virus:
juana cookie UA, urine analysis; Utox, urine
14/M/12y Dizziness BMP, CBC, EKG, Utox, rapid strep  Observation Marijuana cake toxicology screen; VBG, venous

test
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Theincrease in pediatric medical marijuana exposures may
also be related to the improved palatability. Besides the plant
and cigarette form, medical marijuana is sold in many prod-
ucts, including edibles such as candies, baked goods, and soft
drinks, which presumably increases attractiveness to young
children. In our study, most exposures were due to ingestion
of medical marijuana in a food product. Many of these prod-
ucts contain higher concentrations of tetrahydrocannabinol
than typically found in marijuana buds, resulting in sympto-
matic exposures despite small ingestions. Currently, there are
noregulations on storing medical marijuana products in child-
resistant containers, including labels with warnings or pre-
cautions, or providing counseling on safe storage practices.

While none of these exposures resulted in permanent mor-
bidity or mortality, they caused significant clinical effects. Fur-
thermore, when the diagnosis was unclear or the use of mari-
juana wasnotinitially provided, children underwent multiple
tests, procedures, and imaging during their ED evaluation. Be-
cause of a perceived stigma associated with medical mari-
juana, families may be reluctant to report its use to health care
providers. Similar to many accidental medicinal pediatric ex-
posures, the source of the marijuana in most cases was the
grandparents, who may not have been available during data
collection. Alternatively, the treatment team may fail to ask spe-
cifically about medical marijuana in the home.

Proponents of marijuana suggest that it is safer than etha-
nol. After September 2009, only 2 patients younger than 12
years were evaluated in the ED of the children’s hospital for
ethanol ingestion. One patient, an 11-year-old who intention-
ally ingested ethanol, was described as intoxicated; the other

Original Investigation Research

patient, a 2-year old who accidentally drank a household prod-
uct that contained ethanol, was asymptomatic. During the
study period, marijuana exposures resulted in more ED evalu-
ations, hospital admissions, and clinical symptoms than did
ethanol exposures.

There are some limitations to this study. This was a retro-
spective medical record review at a single tertiary-care chil-
dren’s hospital, so our findings may not be generalizable to
other institutions. The data are from Colorado, and medical
marijuana state laws vary, so our findings may not apply to
other states. The abstractor of the medical records was not
masked to the study question, which may have threatened the
internal validity of the study. The abstracted data on the pa-
tients exposed to marijuana relied on previously collected
medical record data and may have had missing information or
details, including follow-up social work visits or police inves-
tigation. Patients may have been missed by our electronic medi-
cal record search.

In Colorado, the combination of decriminalizing medical
marijuana and declining federal prosecution was associated
with a significant increase in the exposure of young children
to marijuana. Physicians, especially in states that have de-
criminalized medical marijuana, need to be cognizant of the
potential for marijuana exposures and be familiar with the
symptoms of marijuana ingestion. This unintended outcome
may suggest a role for public health interventions in this emerg-
ing industry, such as child-resistant containers and warning
labels for medical marijuana. The consequences of marijuana
exposure in children should be part of the ongoing debate on
legalizing marijuana.
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Review

Effects of Cannabis Use on Human Behavior, Including
Cognition, Motivation, and Psychosis: A Review

Nora D. Volkow, MD; James M. Swanson, PhD; A. Eden Evins, MD; Lynn E. DeLisi, MD; Madeline H. Meier, PhD;
Raul Gonzalez, PhD; Michael A. P. Bloomfield, MRCPsych:; H. Valerie Curran, PhD; Ruben Baler, PhD

With a political debate about the potential risks and benefits of cannabis use as a backdrop,
the wave of legalization and liberalization initiatives continues to spread. Four states
(Colorado, Washington, Oregon, and Alaska) and the District of Columbia have passed laws
that legalized cannabis for recreational use by adults, and 23 others plus the District of
Columbia now regulate cannabis use for medical purposes. These policy changes could
trigger a broad range of unintended consequences, with profound and lasting implications for
the health and social systems in our country. Cannabis use is emerging as one among many

interacting factors that can affect brain development and mental function. To inform the
political discourse with scientific evidence, the literature was reviewed to identify what is

Author Affiliations: Author
affiliations are listed at the end of this

known and not known about the effects of cannabis use on human behavior, including article.

cognition, motivation, and psychaosis.

JAMA Psychiatry. 2016;73(3):292-297. doi:10.1001/jamapsychiatry.2015.3278

Published online February 3, 2016.

t is well established that cannabis use causes acute impair-
ment in the ability of the brain to hold information (ie, cogni-
tive capacity). Hence, temporary deficits occur in learning and

memory, attention, and working memory.

Does Cannabis Use Affect Cognitive Capacity?

Cannabis use causes acute impairment of learning and memory, at-
tention, and working memory,"® but it is less clear if cannabis use is
associated with enduring neuropsychological impairment. Case-
control studies comparing nonintoxicated heavy cannabis users with
nonusers have fairly consistently shown that heavy cannabis users per-
form worse on neuropsychological tests. For example, the results from
2 separate meta-analyses** showed that compared with nonusers,
nonintoxicated cannabis users perform worse on measures of global
neuropsychological function, with effect sizes for specific neuropsy-
chological domains (executive functions, attention, learning and
memory, motor skills, and verbal abilities) of approximately one-
third of a standard deviation or less. When analyses in the second
meta-analysis® were limited to 13 studies of cannabis users with at least
1month of abstinence, there was no discernible difference between
cannabis users and nonusers on neuropsychological test perfor-
mance, suggesting that neuropsychological functions might recover
with prolonged abstinence. Evidence suggests that the magnitude of
neuropsychological impairment and the extent to whichit persists af-
ter abstinence may depend on the frequency and duration of canna-
bis use, length of abstinence, and age at onset of use.®

Emerging evidence suggests that adolescents may be particu-
larly vulnerable to the adverse effects of cannabis use. Adoles-
cence represents a critical neurodevelopmental period character-
ized by marked synaptic pruning and increased myelination.”

292 JAMA Psychiatry March 2016 Volume 73, Number 3
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Moreover, the endocannabinoid system appears to be involved in
the regulation of key neurodevelopmental processes,” suggesting
that the introduction of exogenous cannabinoids during adoles-
cence could disrupt normal brain development. Animal research sup-
ports the possibility that adolescence represents a period of height-
ened vulnerability to cannabis exposure.’ For example, pubertal rats
treated with a cannabinoid agonist showed persistent deficits on ab-
ject recognition tasks, whereas adult rats did not.®° Accumulating
evidencein humans parallels the animal findings.® For example, sev-
eral studies have shown that earlier age at onset of cannabis use is
associated with greater neuropsychological impairment,’®" and a
2072 population-representative longitudinal study’? documented
that adolescent-onset (but not adult-onset) persistent cannabis us-
ers showed neuropsychological decline from ages 13 to 38 years.
Neuroimaging investigations of adolescent and adult cannabis
users have yielded somewhat inconsistent findings. Recent re-
views have demonstrated that there s fairly clear evidence of struc-
tural alterations in medial temporal (amygdala and hippocampus),
frontal, and cerebellar regions associated with cannabis exposure.’>™*
However, another recent study™ that carefully matched partici-
pants on aicoholintake reported no evidence of morphological brain
alteration among adolescent or adult cannabis abusers, suggesting
the possibility that comorbid alcohol use could explain some of the
morphological alterations observed in prior research. There is also
some evidence that cannabis users have impaired neural connec-
tivity. For example, a study'® of adults with long histories of heavy
cannabis use showed evidence of decreased connectivity in the right
fimbria of the hippocampus (fornix) and the splenium of the cor-
pus callosum and the commissural fibers. Finally, functional mag-
netic resonance imaging investigations have suggested that canna-
bis users show altered neural activity both in the resting state and
during cognitive testing.' For example, male adolescent cannabis

jamapsychiatry.com
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users showed increased blood oxygen level-dependent functional
magnetic resonance imaging activity in the prefrontal cortex dur-
ing a novel working memory task, which was interpreted to reflect
inefficient processing."” This observation is consistent with studies
measuring resting functional connectivity in adolescent cannabis us-
ers that have documented altered patterns of connectivity affect-
ing interhemispheric traffic'® and the frontotemporal network.
Some evidence suggests that cannabidiol, another cannabinoid
found in the cannabis plant (although usually at very low concen-
trations), may protect against some of the harmful effects of tetra-

hydrocannabinol (THC) on cognition.?"%2

There are areas that require further research. First, observed dif-
ferences in neuropsychological test performance, as well as in brain
structure and function, might reflect individual differences that pre-
cede cannabis use. Progress has been limited by reliance on cross-
sectional investigations comparing cannabis users and nonusers. Two
with before-and-after neuropsychological test-
ing have shown evidence of within-individual decline in neuropsycho-
logical function associated with cannabis use. The findings could not
be explained by alcohol and other drug use, psychiatric disorders, low
socioeconomic status, or a host of other potential confounds. However,
the number of cannabis users in these cohorts was small, and brain
imaging was not performed. Yet, neuroimaging findings raise the pos-
sibility that smaller regional brain volumes among cannabis users could
be partially accounted for by preexisting differences. Forexample, one
prospective longitudinal study?* showed that smaller orbitofrontal cor-
tex volumesincreased risk for adolescent cannabis useinitiation, while
astudy® of twins and siblings found that reduced amygdala volumes
among cannabis users could be explained by familial factors. Taken to-
gether, these findings highlight the need for longitudinal studies that
follow up adolescents from before to after initiation of cannabis use
and combine neuropsychological testing with neurcimaging. The Ado-
lescent Brain Cognitive Development Study,?® a large prospective Na-
tional Institutes of Health-funded investigation of children ages 9 to
10 years who will be followed up forat least 10 years, is being launched

longitudinal studies'>?>

toin part meet this need.

A second area that is ripe for further research pertains to the
need to reconcile neuroimaging findings with neuropsychological
test performance. Current neuroimaging evidence is inconsistent,
and alterationsin brain structure and function tend not to correlate
with decrements in neuropsychological test performance.?” Larger
samples are needed for imaging along with careful consideration of
participant characteristics, including comorbid use of alcohot and
other drugs and length of abstinence from cannabis.

Third, more workis needed to answer the question "How much
cannabis use is too much?" Because many study samples include a
large portion of individuals with cannabis dependence (as defined
by the DSM-1V), it is unclear if the effects generalize to individuals
with less severe cannabis use disorders and to more casual recre-

ational users.

Fourth, because of the potential effect of exogenous cannabi-
noids on brain development, more work is needed to answer the
question "At what age is cannabis use most harmful?” In addition to
studying the effects of cannabis use on adolescents, research is also
needed to understand older adults' susceptibility to cannabis-
related neuropsychological impairment. This population experi-
ences changes in brain plasticity and age-related cognitive decline
that may make them more vulnerable to the effects of cannabis use.

jamapsychiatry.com
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Fifth, recent evidence suggests sex differences in neuropsy-
chological deficits associated with cannabis use."?® Hence, future
work should help clarify mechanisms underlying these potential sex
differences.

Sixth, genetic factors such as polymorphisms in the COMT
(OMIM 116790) and AKTT (OMIM 164730) genes may also increase
susceptibility to cannabis-related neuropsychological impairment.2®
Other examples include a recent study>° that showed that THC
caused acute impairment of working memory for COMT Val/Val car-
riers (but not Met carriers), as well as another study®' of 3 population-
based cohorts that showed that cannabis use was associated with
decreased cortical thickness among male individuals at high (but not
low) genetic risk for schizophrenia as indexed by a polygenic risk
score. The possibility that individual differences among cannabis us-
ers may have significant effects and be predictive of the extent of
adverse consequences suggests that recent approaches to lever-
aging genetic information to create polygenic risk scores might be
useful toward advancing the study of cannabis use and neuropsy-
chological function.

e
Does Cannabis Use Decrease Motivation?

As early as the late 19th century, the Indian Hemp Drugs
Commission*? reported that heavy cannabis use was associated with
apathy, defined as reduced motivation for goal-directed behavior.>3
However, it was only after the marked increase in cannabis use of
the 1960s that the amotivational effects of chronic cannabis use were
linked to impairments in learning and sustained attention. The term
cannabis amotivational syndrome was proposed by McGlothlin and
West,** who characterized it as apathy and diminished ability to con-
centrate, follow routines, or successfully master new material. While
there has always been some controversy around the need for de-
fining such a distinct phenotype, there is evidence that long-term
heavy cannabis use is associated with educational underachieve-
ment and impaired motivation, which have been proposed to be po-
tential mediators of poorer functional outcomes.>®

There is both preclinical and clinical evidence supporting the
view that cannabis use is associated with an amotivational state. In
rhesus monkeys, heavy chronic cannabis use or administration has
been found to dampen motivation, as measured on progressive ra-
tioand conditioned position responding operant tests.® Thereis pre-
liminary laboratory evidence supporting an association between re-
duced motivation for reward-related behavior in cannabis users
compared with control individuals.>” Because these findings ap-
pearto be related to repeated doses of THC, it is likely that reduced
motivation is one pathway to impaired learning, as THC can disrupt
reward-based learning.3® In support of this theory, cannabis users
exhibit reduced striatal dopamine synthesis capacity,®® with anin-
verse relationship to amotivation. Inasmuch as dopamine signaling
sustains motivation,*® impaired dopamine synthesis could under-
lie the amotivational state in cannabis users. Similarly, imaging in-
vestigations documented decreased reactivity to dopamine stimu-
lation in cannabis users that was associated with negative
emotionality and that would also contribute to reduce engage-
ment in non-drug-related activities.*'

Amotivation inchronic heavy users may also reflect the fact that
cannabisitself has become a major motivator, so other activities (eg,
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schoolwork) become demoted in the individual’s reward hierarchy.
Indeed, addiction to the drug occurs in about 9% of users*? who ap-
pear more vuinerable than other users because of a multiplicity of
variables, including age at onset, level of use, and environmental and

genetic factors.

What remains to be seen is whether changes in the concentra-
tion of the active ingredients of cannabis could affect therisk of amo-
tivation or addiction. The cannabis plant contains approximately 100
unique cannabinoid ingredients, with the most researched being THC
and cannabidiol. Over the last 30 years, levels of THC in street can-
nabis have increased.*® Of these 2 compounds, only THC deter-
mines the level of the subjective high. Alongside a blunted dopa-
mine system,*' chronic heavy use of cannabis is associated with
changes in the endocannabinoid system, including reduced levels
of anandamide (an endogenous ligand for the cannabinoid recep-
tors) in human cerebrospinal fluid** and reduced levels of canna-
binoid 1 receptors.* Indeed, a growing preclinical literature impli-
cates cannabinoid 1 receptors and their endogenous ligands in the
motivational effects of cannabis use.*® Similar to the association of
cannabis use with cognitive impairment, it is impossible to unam-
biguously establish whether cannabis use is a cause, consequence,
or correlate of altered motivation. Further work is needed to distin-
guish whether the potential amotivational effects are related to can-

nabis use disorders rather than cannabis use per se.

Does Cannabis Use Increase the Risk for Psychosis?

One of the most persistent controversies vis-a-vis cannabis use per-
tains to its effect on the risk of psychiatric disorders, particularly psy-
chotic disorders and full-blown schizophrenia. Longitudinal inves-
tigations show a consistent association between adolescent cannabis
use and psychosis. Cannabis use is considered a preventable risk fac-
tor for psychosis.*’ The link between cannabis use and schizophre-
nia could stem from direct causality, gene-environment interac-
tions, shared etiology, or self-medication for premorbid symptoms,
although some researchers have suggested that only the first 3 hy-
potheses remain open questions.*#-° The sporadic emergence of
conflicting data should not be surprising given the nature of this par-
ticular biological problem. For example, the effects of cannabis ex-
posure may be modest in the total populationand contingent on the
presence of multiple genetic and environmental variables. On the
other hand, there remains a lingering and legitimate controversy over
what proportion of psychosis risk can be attributed to cannabis use
and the extent to which individuals without genetic predisposition

can be precipitated into the illness.

Despite this ambiguity, thereis strong physiological and epide-
miological evidence supporting a mechanistic link between canna-
bis use and schizophrenia. Tetrahydrocannabinol (particularly at high
doses) can cause acute, transient, dose-dependent psychosis
(schizophrenia-like positive and negative symptoms).>' In addi-
tion, prospective, longitudinal, epidemiological studies consis-
tently report an association between cannabis use and schizophre-
nia in which cannabis use precedes psychosis®? independent of
alcohol consumption® and even after removing®2>* or controlling
for®>¢ those individuals who had used other drugs. Although the
prodromal period before full-blown illness complicates determin-
ing whether or not cannabis use precedes symptoms or reflects an
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attempt to treat them, cannabis use preceded psychosis in these
studies.>>*57 Moreover, persistent cannabis use after a first epi-
sodeis associated with poorer prognosis®® even after controlling for
other substance use.>®

Although cannabis use may have long been discontinued be-
fore the onset of psychosis, the age at which cannabis use begins
appears to correlate with the age at onset of psychosis, suggesting
a causal relationship to initiating psychosis that is independent of
actual use,*35°%' The association between cannabis use and chronic
psychosis (including a schizophrenia diagnosis) is stronger in those
individuals who have had heavy or frequent cannabis use during
adolescence, 354606263 garlier use,> or use of cannabis with high
THC potency.5°%2 From these studies, ever use of cannabis is esti-
mated to increase the risk of schizophrenia by approximately 2-fold,
accounting for 8% to 14% of cases,>® with frequent use or use of can-
nabis with high THC potency increasing the risk of schizophrenia
6-fold.>® Consistent with this notion, the greater cannabinoid re-
ceptor type1availability that has been reported in some patients with
schizophrenia,®*®° and which correlates with negative symptoms, 56
may also contribute to an enhanced sensitivity to the psychoto-
genic effects of cannabis use. It isimportant to highlight in this con-
text that most individuals who use cannabis do not develop schizo-
phrenia. Therefore, while cannabis use is neither necessary nor
sufficient for the development of schizophrenia, available evi-
dence suggests that cannabis use may initiate the emergence of a
lasting psychotic iliness in some persons (most likely those individu-
als with a genetic vulnerability),5” and this finding warrants serious
consideration from the point of view of public health policy.

It is becoming increasingly clear that acute psychosis, schizo-
phreniform disorder, and schizophrenia are the result of interac-
tions among many different factors operating at various levels. For
example, having a close family member with schizophrenia is the
strongest known risk factor for schizophrenia, yet few investiga-
tions linking cannabis use and schizophrenia have controlled spe-
cifically for familial schizophrenia risk. The results of one study®® sug-
gested that cannabis use may lead to schizophrenia in individuals
with a family history of the disease compared with those individu-
als without a family history. However, controlling for familial risk in
one large epidemiological study®® considerably attenuated but did
notcompletely eliminate the association of cannabis use with schizo-
phrenia, with odds ratios of 3.3 and 1.6 with 3-year and 7-year tem-
poral delays, respectively.

Possible 3-way interactions among genotype, cannabis use, and
psychosis have also been explored. The DRD2 genotype (OMIM
126450) influenced the likelihood of a psychotic disorder in indi-
viduals who used cannabis.”® Among occasional cannabis users and
daily cannabis users, carriers of the DRD2, rs1076560, T allele had
3-fold and 5-fold higher likelihoods of a psychotic disorder,
respectively.”® The functional COMT Val-158 polymorphism has also
been reported to moderate the effect of adolescent cannabis use
on adult psychosis, such that carriers of this allele were more likely
todevelop schizophreniform disorder if they used cannabis than non-
carriers of the allele.®” In an experimental THC study,” COMT Val car-
riers had greater cognitive impairment after THC exposure and more
psychotic symptoms than COMT Met/Met carriers. An AKT7 geno-
type by cannabis use interaction has also been reported, with those
individuals having C/C rs2494732 genotypes and also using canna-
bis having a 2-fold higher chance of experiencing a psychotic
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disorder.”? In another study,” those participants who were carri-
ers of the AKT1 C/C genotype with ever use of cannabis and daily use
showed 2-fold and 7-fold increased likelihoods of a psychotic disor-
der, respectively, compared with users and daily users who were
T/T carriers.

The results supporting the hypothesis that some gene variants
influence the likelihood of developing schizophrenia contingenton
certain environmental exposure (eg, cannabis use) reflect tenta-
tive findings among small numbers of individuals that require
replication.”* An alternative explanation is that individuals at ge-
netic high risk for schizophrenia may be more likely to use cannabis
through a shared genetic risk for schizophrenia and cannabis use dis-
order. indeed, the recent report from a large genome-wide associa-
tion study”® of an association between schizophrenia risk alleles and
cannabis use suggests that part of the association between schizo-
phrenia and cannabis use may be because of a shared genetic eti-
ology. However, the use of cannabis with high THC potency was
strongly associated with later development of schizophrenia in one
study,®® while the recently reported polygenic risk score for
schizophrenia’® was unrelated to cannabis use or the potency of
cannabis used.”’

Finally, as in chronic or heavy cannabis users,”® patients with
schizophrenia also show reduced volumes in the amygdala and
hippocampus.”® This observation could help explain the worse clini-
cal outcomes inindividuals with schizophrenia who use cannabis be-
cause those morphological changes are likely to underlie or contrib-
ute to the cannabis-associated exacerbation of symptoms seen in
schizophrenia.®°

[ s |
Conclusions

Decades of ill-informed and porous legal and illegal drug regula-
tions have exacted a devastating public health toll from our soci-
ety. It is clear that the cumulative effect of nicotine exposure and
alcohol use on morbidity and mortality has been staggering, as has
the disproportionate criminal justice influence of the "war on drugs”
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on minority and disadvantaged populations. Current efforts to nor-
malize cannabis use are being driven largely by a combination of
grassroots activism, pharmacological ingenuity, and private profi-
teering, with a worrisome disregard for scientific evidence, gaps in
our knowledge, or the possibility of unintended consequences. Given
the critical and wide-ranging role of the endocannabinoid systemin
the brain,®"82 the increasing prevalence of cannabis use and use dis-
orders over the last decade and the increased THC concentrationin
cannabis plants, thereis a need to clarify which aspects of cannabis
exposure (eg, age atinitiation, quantity used, frequency of use, du-
ration of use, and potency of cannabis used) confer the greatest risk
for the development of cannabis use disorder or for other adverse
conseguences (ie, cognitive deficits, lack of motivation, or psycho-
sis). In addition, there are many unanswered questions more di-
rectly linked to the soundness of hastily implemented policies. For
example, will advertising be permitted? What patterns of use and
associated toxic effects will emerge if and when “e-joints” become
widespread or even the norm among adolescents? How will expand-
ing the pool of pregnant cannabis users affect the developmental
trajectories of exposed fetuses? Finally, what are the conse-
quences of secondhand cannabis smoke?

If we stay the current course, we are likely to uncover effects
that were rare in the past only because the use was not as wide-
spread as that of legal drugs. Vulnerable populations such as chil-
dren, adolescents, the elderly, or individuals with other disorders may
experience novel toxic effects (as well as the potential benefits). The
changing landscape of cannabis use (eg, strains with higher THC po-
tency, new routes of administration ["vaping” and edibles], and novel
drug combinations) and a culture of rapidly changing norms and per-
ceptions raise the possibility that our current, limited knowledge may
only apply to the ways in which the drug was used in the past.

The areas explored in this article, which reflect only a subset of
the multiple effects of cannabis use on the brain and body, belie the
ubiquity of the cannabinoid signaling system. Therefore, in addition
toexpanding our basicresearch efforts, we should try tolearn as much
and as rapidly as we can from the ongoing changes in local policies to
minimize the harms and maximize the potential benefits.
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Unintentional Cannabis
Intoxication in Toddlers
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BACKGROUND AND OBJECTIVES: In France, cannabis consumption is illegal. The health impact of

its increasing use and higher tetrahydrocannabinol {(THC) concentrations is still poorly
documented, particularly that of unintentional pediatric intoxications. We sought to
evaluate the French national trend of admissions for unintentional cannabis intoxication in

children over an 11-year period (2004-2014).

METHODS: A retrospective, national, multicenter, observational study of a pediatric cohort.
All children aged <6 years admitted to a tertiary-level pediatric emergency department
(PED) for proven cannabis intoxication (compatible symptoms and positive toxicological

screening results) during the reference period were included.

ResULTS: Twenty-four PEDs participated in our study; 235 children were included, and 71%
of the patients were 18 months old or younger. Annual admissions increased by a factor of
13. Hashish resin was the main form ingested (72%). During the study period, the evolution
was characterized by a national increase in intoxications, younger intoxicated children
(1.28 + 0.4 vs 1.7 £ 0.7 years, P =.005), and more comas (n = 38) (P = .05, odds ratio 3.5
[1.02-11.8]). Compared with other intoxications, other PED admissions, and the same age
population, cannabis-related admissions were greater. There was a potential link between
the increased incidence of comas and increased THC concentration in resin seized in France

over the period.

concLusions: Children are collateral victims of changing trends in cannabis use and a
prevailing THC concentration. Intoxicated children are more frequent, are younger, and
have intoxications that are more severe. This raises a real issue of public health.
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WHAT’S KNOWN ON THIS SUBJECT: The outbreak of
pediatric cannabis intoxication has been recently
published in relation to decriminalization in several
states in the United States. In France, consumption
is illegal. Unintentional pediatric intoxications
related to increasing use are poorly documented.

WHAT THIS STUDY ADDS: In this national,
retrospective, multicenter study, we included

235 intoxications. During the 11-year period, the
evolution of intoxications was significant for younger
children, and an increase in severe presentations
potentially correlated to the increase in cannabis
resin potency.

To cite: Claudet |, Mouvier 8, Labadie M, et al. Uninten-
tional Cannabis Intoxication in Toddlers. Pediatrics. 2017,
140(3):¢20170017
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France, where cannabis is illegal, is
the highest drug-consuming country
in Europe.! Users are mainly young
adults and teenagers aged 15 to 16
years old with rates of 22% and 39%,
respectively. Among ninth graders,
this rate was 24% among girls and
28% among boys in 2014.23 Whereas
the herbal cannabis market changes
with increased French production,
most cannabis resin is imported from
Morocco via Spain by air or sea and
moves through France toward the
Netherlands and Northern Europe

by road using “go fast or go slow”
vehicles. The resin form has changed
to smaller, olive-shaped pellets
rather than traditional 250 g bars.1
Another major change is increased
A9-tetrahydrocannabinol (THC)
concentrations in both marijuana and
hashish (9.3% in 2004 and 20.7%

in 2014 in France).* The health
impact of these trends remains
poorly documented, particularly

that of the evolution of unintentional
intoxication in young children.

The primary objective was to analyze
the national evolution of pediatric
admissions for unintentional
cannabis intoxication in the main
French pediatric emergency
departments (PEDs) over an 11-year
period (2004-2014). The secondary
objectives were to detail clinical
presentations and analyze the
evolution of severe intoxications
(coma, respiratory depression, and
apnea) and the resulting social and
legal measures.

METHODS

Study Design

This was a national, multicenter,
retrospective, observational study of
a pediatric cohort.

Setting and Study Participants

All children <6 years of age who
were admitted with proven cannabis
intoxication (compatible clinical
symptoms and positive toxicological
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Pediatric cannabis intoxication distribution by age.

SI

FICURE

2010--2014

French geographical distribution of cannabis unintentional intoxication from 2004 to 2009 and 2010
to 2014 in children aged <6 years (number of cases).

screening results) in a tertiary-level
PED during the reference period
were eligible. Compatible clinical
symptoms that defined “intoxicated”
children were any acute neurologic
symptom(s) (eg, drowsiness,
ataxia, hypo- or hypertonia,
seizures, comatose status, altered
consciousness, agitation, euphoria,
and/or mydriasis}) occurring in a
previously healthy, afebrile toddler
with no antecedents. Patients >6

years of age, asymptomatic patients
(those who were exposed but

not intoxicated), and those with
suspected but unproven cannabis
intoxications were not included.
Since 2000, French hospital medical
records have progressively switched
from paper charts to electronic
records. Two-thirds of French
hospitals have electronic medical
records. Laboratory results are also
electronically linked to medical
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Comparison of Demographic Characteristics Between the 2010-2014 and 2004-2009
Periods

Characteristics

files. For each hospitalized patient,
the diagnostic code is electronically
assigned through the medical

Total, n 2010-2014, 20042008, 2 OR (85% C!)

(%) n{%) n (%) information system program by
Number of admissions 235 187 48 — — using the International Classification
Male sex 127 (54) 101 (54) 26 (55) 98 1.0 (0.6-1.9) of Diseases, 10th Revision. The
Se;sonal dis(sribmtio?x gust) 55 (23) 44 (24) 11 (23) 93 1.0 (05-2.2) madiog® fasrwene selied by
ummer (June tc AUgUs 2 3 L0—2. N )

Spring (March to May) 2912 1809 1@ 015  04(02-08) eressmeferaneing i axsorkited

Autumn (September to November) 93 (40)- 82 (44) 11 (23) 009 2.6 (1.3-5.5) International Classification of

Winter (December to February) 58(25)  43(23) 15 (29) 24 0.7 (0.3-1.9) Diseases, 10th Revision diagnostic
Weekly distribution codes (T407 and F120-F122) and

Weekend a.drr?ission 61 (26) 48 (26) 13 (27) 84 0.9 (0.5-1.9) positive cannabis screening results in
Mo;jaen?ifyadm'ss'on 16570 128 (88) 37.7) . . urine and/or blood at the toxico]ogyl

Sanitary (ambulance, firefighters) 44 (19)  3921) 5010 11 23(08-6.1) laboratories affiliated with each

and medicalized transport hospital.

NS 26 (11) 20 (11) 6 (13) .86
Time of admission The data collected per patient were as

8:00 am—11:00 Am 28 (12) 24 (13) 48 39 1.6 (0.5-4.9) follows: demographic data (age, sex
© 12:00 aM—5:00 P 88 (37) 72 (39) 16 (34) 51 1.3(06-2.4) 3 3 e

6:00 Pv—11:00 pu 103 (44) 78 (42) 2460 34 07(04-14) weight, date and time of admission,

12:00 pM—7:00 M 18 (7) 12 (8) 48 67 0.7 (02-2.5) and mode of transportation); clinical
Mean delay of admission, min (SD) 270 293 (209) 176 (99) .08 —_ data (vital parameters on admission,
ra— higg) Glasgow Coma. Scc?re, heart rate, blood

gy 61 (26) 51.@7) 10en 36 14 (07-3.1) pressure, respiration rat'e, and body

12-23 136 (58)  109(59)  27(56) 79 1.1(06-2.1) temperature); neurologic symptoms

24-35 25 (11) 19 (10) 6 {13) 55 0.7 (0.3-19) (dizziness, coma, convulsions,

>36 13 ) 8(4) 5 (10) 11 04(0.1-12) agitation, and euphoria); respiratory
Mean age, y (SD) [rangel 1.5 (0.6) 1.4 (0.5) 1.7(0.7) A7 —_ symptoms (bradypnea and apnea);

[2;]— [2;]_ [g:]_ ophthalmologic symptoms (mydriasis

Location of intoxication and conjunctival hyperemia);

Home 156 (66) 127 (68) 29 (80) 33 14 (0.7-2.0) cardiovascular symptoms

Public area 28 (12) 23 (12) 5(10) 72 1.2 (0.4-3.4) (hypotension, hypertension, and

With fr‘iends 24 (10 13 (7) 11 (33) 002 0.3 (0.1-0.6) tachycardia); intoxication-related

gtshers 270((59)) 177(?9)) g ES; 5_3 15 (0__4 53 data (time and mode of exposure,
Cannabis type estimated ingested amount, place

Resin (hashish) 168 (72) 136 (73) 33 (89) 82 1.1 (05-2.1) of intoxication, form of cannabis

Marijuana (herbal) 16 (7) 14.(7) 24 54 1.9 (04-17.4) [resin, joint, edible products (“space
S NS S—— 50 (21) 37 (20) 13 (27) 27 0.7 (0.3-1.4) cakes” or “space cookies,” candies,

everity ot i1 Xication 0 g

PSS 1 170720 130(70)  40(8%) 06  05(02-1.0 and chocolate bars), or liquid

PSS 2 25(11) 20011 5(10) 96 10(04-29) (e-cigarettes}]); data related to

PSS 3 40 (17) 37 (19) 3 03 3.7 (1.1-118) examinations (blood tests, lumbar
Parental consumption puncture, head computed tomography

Ilzs 14015 ((1475)) gg Eﬁ; 196 ((2303)) 08 180839 scans, electrocardiograms, EEGs,

NS 89 (38) 77 (41) 125 04 21(1.0-43) toxicological tests [blood, urine, and
Social measures hair]); disposition (home, general

No report 54 (23) 41(22) 13 (27) 45 0.7 (0.4-1.6) pediatric ward, intensive care or

Simple referral .to CPS 162 (89) 132 (71) 30 (63) .28 1.4 (0.7-2.8) resuscitation unit [mechanical

Report for special concern to CPS 39 (17) 31(17) 8 (17) .98 1.0 (0.4-2.3)

Foster care placement 5 (0) 42 12 == = ventilation required]); and a

Complaint to the police 4(0) 3(2) 1(2) notion of parental consumption

Cepartmest and evolution (date and time of
NS 10 (4) 9 (5) 1(2) —

NS, nonspecified. —, not applicable.

3 Others = grandparent, uncie, aunt, or nanny.

discharge from the emergency unit,
total hospitalization duration, social
measures [Child Protective Services
(CPS), alert information, reporting
to the judge of juvenile or family
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= 2 Clinical Manifestations of Cannabis-Intoxicated Patients Aged <6 Years Admitted Between 2004 and 2014 in French PEDs and Compared With
Published Series (Percentage in GColumns)

Present Study P Spadari et al® Onders et al’ Cao et al®
Type of unit, location PEDs, France PCC, France PCC, United States PCC, United States
Study design Retrospective, multicenter Retrospective, single Retrospective, Retrospective,
center multicenter multicenter
Years 2004-2009 2010-2014 2004-2014 — 1993-2008 2000-2013 2013-2015
Patients,® n 48 183 229 —_ 93 1969¢ 92
Symptoms, % (n)

Neurologic 80.4 (37) 87.4 (160) 86.0 (197) 22 57.0 (63) 455 85.8 (79)
Drowsiness 63.0 (29) 60.1 (110) 60.7 {139) 12 48.4 (41) 29.5 66.3 (61)
Hypotonia 34.8 (16) 35.5 (65) 35.4 (81) 93 10.7 (10) 07 —_
Coma 4.35(2) 16.9 (31) 14.4 (33) 03 <1 (1) 0.9 —_
Agitation 6.52 (3) 10.9 (20) 10.0 (23) .58 8.6 (8) 33 5.4 (5)
Ataxia 174 (8) 7.10 (13) 9.17 (21) 04 3.2 (3) 54 14.1 (13)
Convulsions 6.52 (3) 5.46 (10) 524 (12) 77 22(2) 0.5 —_
Euphoria 6.52 (3) 437 (8) 480 (11) 46 3.2 (3) NS NS

Cardiovascular 304 (14) 29.5 (54) 29.7 (68) .90 6.5 (6) 4.1 —_
Hypertension 174 (8) 9.28 (17) 10.9 (25) 12 — 0.3 —
Tachycardia 6.52 (3) 14.2 (26) 13.5 (31) 22 5.4 (5) 3.1 38(9
Hypotension 217 (1) 1.09 (2) 1.31 (3) 49 <1 (1) 0.3 —

Ophthalmologic 45.6 (21) 52.4 (98) 51.1 (117) 34 10.7 (10) 5.9 —
Mydriasis 413 (19) 46.9 (88) 45.8 (105) A 8.6 (8) 34 9.8 (9)
Conjunctival 217 (1) 12.0 (22) 10.0 (23) .05 22(2) 12 8.7 (8)

hyperemia

Respiratory 4.35 (2) 104 (19) 9.17 (21) 28 5.4 (5) 12 —
Hypoventilation 6.52 (3) 6.01 (11) 6.1 (14) .89 5.4 (5) — —
Apnea 0.00 (0) 3.27 (6) 2.62 (6) 60 — 0.7 3.3 (3)
Assisted ventilation 0.00 (0 437 (8) 3.49 (8) .36 —_ NS 22(2)

Temperature
Hyperthermia 4.34 (2) 2.73 (5) 3.08 (7) .57 <1 (1) 0.3 —_

(>38.5°C)
Hypothermia (<36°C) 217 (1) 2.73 (5) 2.62 (6) 83 <1 (1) = —

Disposition —_ - —_—
Hospitalization, % (n) 86.9 (40) 88.5 (162) 88.2 (202) a7
ICU, % (n) 434 (2) 14.7 (25) 12.1 (27) 08

NS, nonspecified. —, not applicable.
@ Compare years 2010-2014 and 2004—-2009.
b Exclusion of patients with cointoxications.

¢ Percentages have been calculated out of the number of exposures {(symptomatic and asymptomatic patients) and not out of the number of symptomatic patients (intoxicated).

court, and foster care]). Each center
sent its confidential database to

the study coordinator. The severity
criteria were as follows: coma status
(unarousable or unresponsive),
seizures, respiratory failure (apneas
and/or respiratory rate <10th
percentile for age and/or tracheal
intubation), hypotension (systolic
blood pressure <fifth percentile for
age), hypertension (systolic blood
pressure >95th percentile for age),
bradycardia (pulse rate <80 beats
per minute [age <1 year]), pulse rate
<60 beats per minute [1-6 years]),
and a Poisoning Severity Score (PSS)
value of 3.5 To depict the evolution
of unintentional pediatric cannabis
intoxication, our data were compared

4 Downloaded from http://pediatrics.aappublications.org/ by guest on April 16, 2018

with French poison control centers
(PCCs) data concerning calls for
cannabis exposure or intoxications (in
symptomatic patients) and calls for
other intoxications in the same age

group.

Statistical Analysis

For statistical analysis, data were
entered in Microsoft Excel tables
(Microsoft Corporation, Redmond,
WA). Analysis was performed with
StatView 5.1 (SAS Institute Inc,
Cary, NC) and Epilnfo 6.04fr (VF,
ENSP-Epiconcept, Paris, France).
In the descriptive analysis, data
are presented as a mean + SD, a
median with extreme values, or
with 95% confidence intervals (Cs)

when appropriate unless otherwise
indicated. To compare qualitative
variables, a 2 test (Cochran-Mantel-
Haenszel) was used, and a 2-tailed
Fisher’s exact test was used if

the expected value was <5. For
guantitative independent variables,
a paired Student’s t test was applied.
A nonparametric Kruskal-Wallis

test was performed in cases of
non-normal distribution. Statistical
significance was considered at P <.05.

Ethical and Regulatory
Considerations

The data recorded during this
research were subject to electronic
processing at the Toulouse University
Hospital PED in accordance with law
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E 3 Comparison of Comatose and Noncomatose Intoxicated Children (Percentage in Columns)

Comatose® n (%),  Noncomatose, n P 0R (95% Cl)
(n=32) (%), (n=197)

Mean age, y 15+04 15+ 08 24 --
Age group, mo

0-5 0 (0 2{1) 99 1.02 (0.05-21.6)

6-11 7(18) 52 (26) 59 0.78 (0.32-1.91)

12-17 12 (37) 89 (45) 42 0.73 (0.34-1.57)

18-23 8 (25) 21 (11) 03 2.79 {(1.11-7.00)

>24 5(16) 33 (17) 87 0.92 (0.33-2.56)
Autumn admission 14 (44) 93 (47) 72 0.87 (0.41-1.35)
Weekend admission 7(22) 61 (26) .30 0.62 (0.26-1.52)
Nonreferred by a physician 20 (83) 141 (82) 30 0.66 (0.30—1.44)
Time of admission

8:00 amM—11:00 am 6 (19) 21 (11) 19 1.93 (0.71-5.23)

12:00 am—~5:00 pm 8 (25) 79 (40) 11 0.49 (0.21-1.16)

6:00 pm—11:00 pm 14 (44) 85 (43) 95 1.02 (0.48-2.17)

12:00 Pm—7:00 am 4 (11) 12 (6) 25 2.19 (0.48-7.91)
Tachycardia 5 (18) 24 (12) .57 1.33 (0.37-3.99)
Hypertension 5(16) 84 (43) 004 0.27 (0.10-0.67)
Hypotension 7(22) 14 (1) .01 3.66 (1.35-9.93)
Hypoventilation 22 (69) 87 (44) 01 2.78 {1.25-6.18)
Mydriasis 24 (75) 82 (42) 001 4.20 (1.80-9.83)
High glycemia 3(9) 8 (6) 19 2.43 (0.39-10.9)
Hyponatremia 3(9) 3(12) 04 6.59 (1.28-34.7)

—, not applicable.

a Cointoxications with molecules of neurologic effects are excluded (n=6).

number 78-17 of January 6, 1978,
regarding information technology,
files, and liberties amended by law
2004-801 of August 6, 2004. The
research protocol (number 15.1019a)
received a favorable opinion of the
National French Institutional Board
(Advisory Committee on Health
Research Information Processing).

RESULTS

Descriptive Analysis

Twenty-four PEDs (80% of national
PEDs}) in 20 French districts and

21 regions took part in the study.
During the study period, 235 children
matching the inclusion criteria were
admitted. Seventy-one percent were
aged 18 months old or younger (Fig 1).
Figure 2 illustrates the national
geographical distribution of these
admissions from 2004 to 2009 and
2010 to 2014. The main demographic
characteristics are summarized

in Table 1 and compared between
the 2 periods. Annual admissions
increased by a factor of 13 over 11
years (+133%). Between 2004 and

2014, the number of severe cases
increased by a factor of 20 and by a
factor of 4 between 2013 and 2014.
The estimated time of ingestion

had a bimodal distribution with

2 peaks (10:00 am—1:00 pm and
06:00 pv—10:00 pm). The average delay
between ingestion and admission
was 4 hours 24 minutes + 3 hours

6 minutes. The main place of
intoxication was the parental home
(72%). Ingestion was the main route
of intoxication (75%). Resin sticks,
balls, and cones were the principal
form ingested (72%), and the most
frequent amount (80%) was 1 stick
(average weight of 2-3 g) (data came
from the French Office for Drugs and
Drug Addiction) or 1 ball (average
weight of 2—4 g). The clinical signs at
admission are shown in Tables 2
and 3 and were predominantly
neurologic symptoms (86%).
Eighty-three (35%) children had at
least 1 severity criteria. Fifty-three
percent of all children with comas
were admitted during 2014 (Fig 3).
Fourteen patients were diagnosed
with respiratory failure, and 8
required assisted ventilation for 24

hours or less. Basic metabolic panel
blood tests that were performed

on 178 patients (76%) revealed
abnormalities (n = 40). These
included high blood sugar levels (n =
14}, hyponatremia (<130 mmol/L)
(n = 8), metabolic acidosis (n = 5),
and functional kidney failure (n = 5).
Additional procedures included the
following: electrocardiograms

(n = 63), head computed tomography
scans (n = 39), abdominal
ultrasounds (n = 39), lumbar
puncture (n = 24), and EEGs (n = 24).
In addition to cannabis detection,
blood and/or urine toxicological
screenings (for benzodiazepines,
barbiturates, opiates, amphetamines,
methamphetamine, cocaine,
buprenorphine, norbuprenorphine,
methadone, codeine, lysergic acid
diethylamide, ethanol, tricyclic
antidepressants, paracetamol,

and tramadol) were performed in
205 cases. Eight other molecules
were isolated in 8 children (4%)
(Table 4). None of these patients
required assisted ventilation.
Paracetamol was allegedly being
given to treat hyperthermia (n = 2).
Benzodiazepines were detected in
children who had received diazepam
to stop seizures. Most of the children
were hospitalized (88%), of whom 27
were in a resuscitation unit or ICU.
Parental cannabis consumption was
indicated in 146 cases (62%), and
72% declared to be regular users.
Social or legal measures included

a referral to CPS for 162 cases, a
written report for special concern for
39 children, 5 children were placed
in foster care by court order, and 4
families were subject to a complaint
filed with a police department.

Comparative Analysis

Table 2 shows the comparison of
clinical manifestations between the
2004-2009 and 2010-2014 periods.
The most recent period was marked
by the number of comas (excluding
patients with cointoxications) (16.9%
vs 4.4%, P = .03, odds ratio 4.9,
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FIGURE 3

Distribution of pediatric cannabis intoxications and comatose presentations and THG concentration

in hashish resin (results obtained from the analysis of products seized by French customs) during

the study period (2004-2014).

95% CI 1.03-19.5). The comparison of
PSS distribution (excluding patients
with cointoxications) indicated more
severe presentations (PSS 3) (18.5%
vs 4.3%, OR 5.0, 95% CI 1.2-21.7,

P =.02). When 2004 was compared
with 2014, the average age of
intoxicated patients revealed
younger children (P =.005) (Table 1).
The increase in intoxications and
comas was compared with the
concentration of THC in resin seized
by French customs over the same
period (Fig 3). Data were compared
with cannabis-related calls and
other toxic exposure-related calls (in
symptomatic and nonsymptomatic
patients) received by French PCCs
during the same period. Patients
included in this study represented
84% of national cannabis-related
calls for symptomatic children.
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Between 2004 and 2014, the rate

for cannabis exposures in children
aged <6 years progressed from 5.4
to 15.4 per 10 000 toxic exposures.
The number of cannabis-related
calls to French PCCs increased

by 312%, 8.3% for noncannabis
exposures and 3.3% for the pediatric
population younger than 6 years

old between 2004 and 2014 in

the same geographical areas (data
came from the French National
Institute of Statistics and Economic
Studies). Compared with the French
population of children <6 years

old in 2004 and 2014, the overall
national rate per capita for cannabis-
related calls progressed from 0.7

to 3.6 per 100 000. Compared with
PED admissions for children aged

<6 years between 2004 and 2014,
cannabis-related PED visits increased

from 1.7 to 16.1 per 100000
admissions per year.

DISCUSSION

The evolution of unintentional
pediatric cannabis intoxications is
remarkable because of increased
admissions throughout the

country and an increase in severe
presentations (Fig 3). Between 2004
and 2014, the evolution of PED visits
for cannabis intoxication in toddlers
increased 133%, and cannabis
exposure-related calls to French PCCs
increased 312%. Calls for other toxic
exposures increased by only 45%.
The phenomenon was not related

to an equivalent increase in the
French pediatric population for the
same age group. Between 2000 and
2013, the evolution of similar calls to
American PCCs showed a variation
of 147% for pediatric exposure to
cannabis.” In France, Spadari et alé
of the Marseille PCC raised an initial
alert in 2009 when they reported 93
calls for pediatric intoxications. They
suspected a link between higher THC
concentrations in cannabis products
and more severe cases. Since this
warning, 1 French series of 8
pediatric intoxications was reported
in 2015.° Contrary to other European
countries, hashish (resin) is the most
popular cannabis form in France.
Increased THC concentration in resin
has been demonstrated and is related
to a change in production. Cannabis
hybrids that allow higher resin yields
and THC content!%11 have replaced
the traditional Moroccan plants.

In France, Dujourdy and Besacier
recently published that almost three-
quarters of records corresponded to
amean THC content >20% per gram
(cannabis potency).1? European data
on cannabis potency are based on
forensic analysis of seized materials.
This is not necessarily representative
of the market, especially in countries
with significant domestic cultivation
(eg, the Netherlands).!3 Detailed data
on cannabis product potency have
been studied in the Netherlands,
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-

BLE 4 Characteristics of Pediatric Patients With Cointoxications

Patients 1 2 3 4
Year 2005 2007 2010 2011
Ade, mo 10 19 13 22
Symptoms Hypotension, Tachycardia, Hypertension, Tachycardia and
tachycardia, comatose, comatose, and ataxia
agitation, apneas, and hypothermia
seizures, hypoventilation
and altered
consciousness
Mydriasis No No Yes Yes
GCS 10 6 6 14
Cointoxicants Cocaine Buprenorphine Cogcaine and Levorphanol
tramadol
L0S, d 7 1 3 NS
PICU No No Yes Yes
Social Foster care Simple CPS report Special concern None
measures placement CPS report
Patients 5 6 7 8
Year 2013 2013 2014 2014
Age, mo 13 9 17 14
Symptoms Tachycardia, Tachycardia, Comatose, Tachycardia,
hypothermia, hypotonia, nystagmus, and hypoventilation,
hyperventilation, and altered hyponatremia altered
hypertonia, and consciousness consciousness,
hyponatremia and
hyperthermia
Mydriasis Yes No Yes No
GCS 7 13 [} 12
Cointoxicants Benzodiazepines Paracetamol Benzodiazepines Paracetamol
L0S, d 2 2 2 1
PICU Yes No Yes No
Social Simple CPS report ~ Simple CPS report  Simple CPS report Special concern
measures CPS report

GCS, Glasgow Coma Scale; LOS, length of stay; NS, nanspecified.

the United Kingdom, France, the
United States,'* and Australia.l® In

United States, these clinical forms
are significantly more represented

the Netherlands, the THC content

of resin is higher than herbal
products of the same origin (local
or imported), and Dutch products
are more potent than imported ones
(local resin 29.6% vs 14.3%).1316 In
the United Kingdom, cannabis seized
by law enforcement showed no
change in the mean potency of resin
(5.9%) or imported herbs (8.5%)

in 2008.Y7 In the United States,
ElSohly et al,1* focusing on seized
products, published a mean cannabis
potency of 12%. In Australia, Swift
et al'® found the same evolution
toward a higher potency of herbal
cannabis (a mean THC content of
14.9%). Cannabis decriminalization
also seems to contribute to the
progression of moderate to severe
pediatric intoxications. In the

in states where cannabis has been
decriminalized.18-21 In these states,
the ingestion of food products
containing cannabis is of concern.??
The risk of exposure is high because
of attractive packaging and naming
that is phonetically similar to the
original candy (eg, “Beef-Kat”

or “0eo0").10.22-24 I France, the
ingestion of resin sticks or balls is the
main source of intoxication.689.25-29
Intoxication in infants through
passive inhalation has also been
described.?® The main compounds
in cannabis have a plasma peak
between 1 hour for inhalation

and 3 to 4 hours for ingestion.

The effects last between 6 and 24
hours.3% More prolonged neurologic
effects have been published.3! The
comparison of the evolution of

clinical manifestations of pediatric
intoxications presented by Spadari
et al® or Cao et al® to the current
study indicates a higher proportion
of neurologic and cardiovascular
symptoms in our cohort (Table 2).
We believe this difference could

be related to an elevated resin
potency. The occurrence of

seizures was described by several
authors.6-825 The proconvulsive
effect of cannabis is not unanimous.
Some authors advocate the
opposite effect because of the
physiopathology of cannabinoids
and the capacity to reduce the
release of neurotransmitters,

such as y-aminobutyric acid or
glutamate, and therefore neuronal
excitability.31:32 Seizures would be
related to possible adulterants of the
resin (eg, anticholinergic substances,
cocaine, or methamphetamine) or

a concomitant ingestion of another
toxin instead.3® The adulteration

of cannabis resin was previously
alleged. Moroccan hashish is cut
mainly with a range of inert or
active substances (eg, soil, henna,
paraffin or bee wax, glue, licorice,

or coffee).3* There is little data on
adulterants in cannabis resin, and the
existing data are controversial. The
presence of adulterants in cannabis
resin could not been confirmed by
studies conducted in France by the
French Office for Drugs and Drug
Addiction (2007) or the French
Reitox focal point.34 Therefore,
positive results for cannabis and
other drugs or molecules through

a blood and/or urine screening are
more likely because of separate
poisonings. Because other drugs or
toxic molecules may not be detected
by classic enzyme immunoassays,
more sophisticated techniques (such
as gas chromatography and mass
spectrometry) should be requested
for their isolation, especially when
clinical presentation is unusual or
severe. The existence of mydriasis
associated with other neurologic
signs is a decisive element suggesting
cannabis intoxication in children, but
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its presence is inconsistent (Table 2).
This inconsistency explains the
diagnostic uncertainty in cases of
coma and the use of additional tests
(eg, head computed tomography
scans, lumbar puncture, EEGs, and
metabolic tests).?5 Cardiovascular
symptoms are the result of the
stimulation of type 1 cannabinoid
receptors located in the heart. This
stimulation generates an orthostatic
and parasympathetic imbalance and
the activation of the sympathetic
system and potential blockage of the
parasympathetic system.36-38 These
transitory manifestations, which

are dominated by sinus tachycardia,
do not usually require any specific
therapy.3839 Adulterants should also
be considered in the presence of
severe cardiovascular manifestations
(eg, myocardial infarction, coronary
syndrome, and rhythm disorder).
Hyponatremia may be explained

by the direct effect of THC on the
hypothalamic-pituitary axis (the
release of vasopressin)?23 or the
effects of an adulterant, such as
methamphetamine.*C In our cohort, 6
of 8 patients with hyponatremia were
screened. Results were negative for
methamphetamine.

The increase in severe pediatric
patients admitted to a pediatric
intensive care or resuscitation

unit was identified in France by Le
Garrec et al.3% Because of the current
prevalence of cannabis intoxication in
young children, this diagnosis should
be considered when an afebrile
comatose child is admitted to a
French emergency unit.2%35 Given the
increased frequency, it could also be
assumed that physicians investigated
cannabis intoxication more often,
and this may have contributed to the
increase in prevalence in the last

2 years.

No pediatric deaths because of
cannabis intoxication have been
reported. The systematic postmortem
toxicological detection in a pediatric
cohort of 730 children <19 years of
age showed that 38% tested positive
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for toxic drugs or medications, but
none of them were for cannabis.*!

The variation in social measures
accounts for the difficulty (in legal
terms) of such cases in which the
intoxicated person is not the user
of the illicit drug but is vulnerable
and subjected to the environment
and parental or caregiver
supervision.*2

Because of the retrospective
character of the study, some data
available were insufficient (eg,
parental cannabis consumption).
Some children could have been
admitted to non-PEDs, but usually
(because of the alarming clinical
presentation), they are transferred
to the nearest regional PED.
Extensive toxicological screening
was not performed for all children.
Cointoxications could have been
underestimated for 30 patients.
Cointoxication was detected

in 4% (n = 8) of the screened
patients (n = 205), making the risk
of underestimation low for the
unscreened patients. Most molecules
known to produce false-positives
for THC in urinalysis were not taken
by our pediatric population (eg,
dronabinol, efavirenz, naproxen,
pantoprazole, and tolmetin).
Concerning ibuprofen, a false-
positive result for cannabinoids in
urine tests has been shown only in
2 of 24 adult patients with chronic
treatment.*3 Niflumic acid can cause
false-positive urine test results in
some commercial immunoassays
for cannabinoids,** but it is not
recommended in France for fever
management. The risk of false-
positive urine detection because
of niflumic acid use was therefore
limited in nonscreened patients.

CONCGLUSIONS

In France, the increase of cannabis-
related PED admissions seems
obviously linked to changing
consumption trends and a higher
potency of the predominant

form on the market (hashish). In
countries where marijuana has

been decriminalized, this increase is
related to greater availability and the
growing lucrative market of edible
products containing marijuana. In
countries where cannabis potency
has remained low, this pediatric
health issue has not been reported. In
the Netherlands, cannabis has been
culturally smoked in coffee shops

for some time. This could explain

the absence of published pediatric
intoxication. The most recent trends
(2015-2016) provided by French
PCCs confirm our results, showing
an increase in the phenomenon and
raising a real public health issue.
Unintentional intoxication should

be tightly monitored, and it should
be mandatory to report such cases.
Our data demonstrate incomplete
reporting to CPS, especially when
clinical presentation is not severe.
Intervention by social services must
also be mandatory and homogeneous
across the country.
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Lenart, Brett

N
From: beth collins <rdhbeth@gmail.com>
Sent: Monday, May 21, 2018 8:12 AM
To: Kowalski, Matthew; Lenart, Brett; Planning; Ackerman, Zach
Subject: Lockwood having another Weber's meeting

Hello Planning Staff and Planning Commission,

Some of the neighbors received notices of a Lockwood informational meeting on May 31st at Weber's at 7
pm. Ihad just spoken with Matt last Friday and he did not mention this, so I am assuming you do not know of
this meeting. Should a City representative be present ? They have no new plans on the eTrakit, so [ am not
sure what the meeting is about. I guess we can all go voice our concerns YET again.?

The residents who filled out their information at the PC meeting May 1st, did not get notices of this meeting,
only the radius homes ?

I have sent a letter out to our core group of residents opposed to the project, so they all know of the meeting,
and I extended the invitation to our 2 Councilmembers, however, we residents would rather have a meeting with
Staff and planning about any updates on the concerns from the May 1st meeting. What is the update on the 1,4-
dioxane and the enviromental concerns with the First Sister Lake, and a new traffic study. Jackson Rd is so
congested and worsens each day, and the project will add all the semi trucks and ambulances. The tot-lot,
loading zone placement, and lack of secondary exit concerns. And a PAC person to discuss the parkland and a
NAP person to talk about the bird migration.

Why don't we just get this project rejected NOW, and go on with the next plans for this parcel. This project
should go up where the Barton Greens project was rejected. If seniors do not drive, it would be the perfect
location. They obviously do not need the whole parcel up there, but you are planners, help Lockwood to figure
this out.

Should they really waste more time and money, when they do not own the land, it is contingent upon a

rezone. We have our supermajority needed for City Council also, with petition signatures.

What good is a Weber's meeting going to accomplish ? So they can tell you they met with us, like the one held
1 1/2 weeks before the May 1st meeting, where NOTHING could be changed. The packet was complete. They
have not made any changes to the plans today. They are not going to change our minds about this development
encroaching on our homes. This is way too late. We should have been involved in the early planning stages,
not in the 11th hour.

THIS LAND IS ZONED SINGLE FAMILY RESIDENTIAL. A 41/2 STORY BUILDING WITH
COMMERCIAL DUMPSTERS, SEMI-TRUCKS, AND 30 EMPLOYEES SHOULD NOT BE ON THIS
PROPERTY AT ALL.

Sincerely,
Elizabeth Collins
Sister Lakes neighborhood representative



Lenart, Brett

From: BARBARA TREVETHAN <bittrev@aol.com>

Sent: Saturday, May 19, 2018 9:14 AM

To: Planning

Subject: On migrating birds and the integrity of Dolph Park
Attachments: Bird Counts May 2018.odt

Dear Members of the Ann Arbor Planning Commission,

We need to think carefully about cause and effect. There is a crisisin migrating bird population that is declining precipitously world-
wide. For example, see the New York Times article of April 29, 2018, focusing on long-distance migrators throughout Asia. The
sameis true in North America, though perhaps to a lesser extent.Still, it demands our attention.Birds in migration are dependent on
stop-over places for rest and refueling. These stop-overs are wetlands, lakes, marshes. Dolph Park and its natural surrounding area is
just such a place. Around the globe these natural stop-over placesare being sacrificed to development and to buildings. What is
happening world-wide couldhappen in miniature right here because of the proposed development of 3365 Jackson Ave.The
potential degradation of the habitat of migrating birds bythe over-large development of this parcel is troubling.

May 4% had the privilege of going down to Dolph Park in the evening. I asked the first people coming out of the woods, “What

have youseen?” They replied, “Well, if you’re looking for the Kirtland’s Warbler, take this path over the bridge and go as far north as
you can and then as far east as you can.” I set offeagerly and when I arrived at a point where the path stopped in the far NE of Dolph
Parkmany people were there — many had seen the Kirtland’s Warbler, avery rare species of warbler.] stood among these people,
marveling at how they could rattle off warbler’s names, as the birds fed on insects in the trees above. Itturns out that this NE corner is
the place where most of the warblers were seen. In fact, one-half of the warblers usually seen in Michigan were seen inthis area of
Dolph.Then I turned around from facing the wetland to look directly north. There, just a stone’s throw away, were the orange tape
markers of the property in question. It was remarked by one of the birders that day that most of all the birds seen were up in the NE
corner. And I observed that this is within yards of the proposed property.

In the attachment is a list of birds sighted in the Dolph Nature Area this year, including inthe far north-east corner. There are also two
photographs taken by Karen Markey of a Blackburnian Warblerand a Kirtlands Warbler. These photos are of better quality than any
we could find in our birding books, and are copy-righted by Karen. You can access these photos at
https://ebird.org/view/checklist/S45258901.

Also, we have founda nesting female Mute Swan in the marshy area between the Sister’s lakes.

This property is a treasure — a jewel. Little bits of glory touch down in our park every year for those who have eyes to see. We are and
need to be stewards of this space for the coming generation. If it were tobecome a park with children’s play equipment, picnic

tables, and open space, the trees would be spared, the bird’s stop-over habitat spared, the monitoring of the dioxsinplume
couldcontinue, and theneighborhoodwould be cared for. I can imagine many people, neighbors and those who work in businesses
along Jackson nearby, bringing their lunches to relax in this sort of space, much like happens on the Highline linear Park in New York
City!

Have you been to this site, to walk around the property, the neighborhood, and bushwack your way out to the bluff overlooking the
First Sister Lake? It could be important to do that in order to make an informed decision. Also, if you were to visit at 7:30AM and
5:00PM you would experience what the traffic is like at the proposed entrance.Please consider what is best, good, most important for
all concerned. Please, weigh the cause and effect of building on this site over againstattaching the parcel to Dolph Park. We ask you to
be vigilant in protecting the park, which belongs to the citizens of Ann Arbor. Please, then, do not rezone this adjacent parcel.

Grateful for your attention and the hard work you do!

Barbara Trevethan
323 Mason Ave.

Ann Arbor, MI 48103
734-769-0710
bittrev@aol.com
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Main Ann Arbor Corners

To Ann Arbor City Planners
Re: 702 S Main SEU

This valley on South Main has long been a collection of locally owned and operated
businesses serving our community. Before the construction of large condominiums and
apartments, the South Main Market, which included Anthony's Gourmet, By the Pound,
Copernicus Deli and other locally owned shops catered to the residents of Ann Arbor: neighbors
Arcadian Antiques, Washtenaw Dairy, and Japanese Auto carry on that tradition of local entities
serving the community. As a member and agent of the property-owning LLC, | was approached
by numerous parties proposing to lease the premises for the purpose of a marihuana
provisioning center. Mr. Daly expressed genuine concern for helping patients and benefitting
the local community. | believe that Mr. Daly will carry on the South Main valley tradition of local
entities serving the local community.

Through my own due diligence | was able to discern that Mr. Daly and Mr. Doelle
possessed the knowledge and integrity to successfully operate a provisioning center on the
premises. During the leasing process, | met with other individuals, toured provisioning centers
and was privy to potential lessees' intentions. Mr. Daly's connection and proven track record of
service and accountability to the community was unmatched by the other competing groups.

The location will serve Ann Arbor patients and fill a long vacant property. Although |
aggressively marketed the property after it was vacated by the prior tenant, there was very
little interest from outside parties looking to lease the property until the passage of the Medical
Marihuana Ordinance. The accessibility of, ample parking located at, and central location of the
facility will make this a model location for serving the needs of Ann Arbor patients.

This commission should vote to approve a medical marihuana provision center at 702
South Main because it meets all the requirements for such as adopted by this and City Council,
will be operated with integrity and compassion, and such use is befitting of the location and
community.

Sinceregly,

(Y

Dave Ebner
Main/Ann Arbor Corners LLC
702 S Main St



Lenart, Brett

From: Laura Strowe <leksarts@yahoo.com>

Sent: Thursday, May 31, 2018 11:26 AM

To: Planning

Subject: changes to the conditions of the zoning for 1140 Broadway

To the City of Ann Arbor Planning Commissioners:

I wrote to you before the last scheduled hearing on the changes to the zoning conditions for
1140 Broadway, but it was before the proposal was made public and I was basing my letter on what the
developer had told us at the required neighborhood meeting in February. He told us at that meeting that
the change to the conditions of the zoning was to align the zoning conditions with the actual proposed
height limits. The original zoning conditions that had been approved by the Planning Commission and
City Council called for a height limit of 60 feet or 4 stories within 70 feet of the creek and 100 feet or 8
stories for the balance of the property. The new conditions that he is proposing changes the height limits
away from the creek to 90 feet or 7 stories. He said that he was revising these conditions in order to tie
them to the approved site plan. What many of us did not understand, and he did not make clear
(purposefully?) was that the new conditions were to enshrine every aspect of the site plan to the
zoning.....not just the height limitations.

We had specifically asked at previous hearings during the approval process that the
developer at least cap the heights to match the site plan, but he went one step further by requiring
complete adherence to the site plan.

Thus, all the objectionable things about the site plan will also now be enshrined in the
zoning: the lack of sufficient parking, the reduced set-backs, the huge massing and height, the proximity
to the creek, the lack of meaningful mixed-use, the lack of reasonable open space consistent with the
neighborhood, the paucity of affordable units, the homely and cheap-looking facades, the ridiculously
inappropriate traffic circle at the Broadway bend, and a total disregard of the Master Plan.

What this means is that if, perchance, this developer should back out of the plan, or any
part of it, a future owner/developer will be obligated to follow all these specifications, even though we
all envision a more neighborhood-friendly alternative.

Add to all this is another recent change. The property has undergone an administrative split, at
the request of the developer, into two lots, and it is being requested that the property be split again, so
that the result is a separate lot for each building. All three will be zoned C1A/R (Campus Business and
Residential), and all will be subject to these new zoning conditions when they are approved. We
understood that the separation of the condo building's site was because of the legal complications of
ownership, but why spilt A and C? We can only guess. Future sale? However, this means that we will
have 2 properties that are entirely residential, but zoned C1A/R, which is a mixed-use zoning. Any
other---appropriate---zoning for those two residential properties would have required completely
different specs on set-backs, density, parking, etc. But because the development had been approved as
one property, the small amount of retail on one of those sites counted for all the others. Similarly, the
parking allotments will cross property boundaries in order to meet even the approved parking variance
which we have argued is insufficient.



This project has run roughshod over the re-zoning process from the very start, and these latest
proposed changes are an added insult. We in the neighborhood are still stunned that a project this big,
this dense, this inappropriate to the surrounding area is about to engulf us. The recent advertisements for
the sale of the condominium units touts the condo as "Downtown Ann Arbor." Since when do we live
downtown? We don't. But we are about to have something imitating "downtown" with downtown
heights, massing, density and set-backs. The developer talked about "activating the streets" by having
small set-backs, as if these were commercial buildings downtown. With the proposed lot-splits, this
rhetoric makes even less sense, since two of the lots will have no commercial whatever, and having
residential buildings close to the sidewalk is in no one's interest, neither the new residents nor the
neighbors.

I beseech the Planning Commission to urge the developer to come back with a different set of changes to
the conditions on the zoning, a set that protects the neighborhood rather than imposes on us the worst of this site
plan.

Thank you,

Laura Strowe



From: Tom Stulberg

To: DiLeo, Alexis

Cc: Mary Underwood; Laura Strowe; Bannister, Anne; Kailasapathy, Sumi; Lenart, Brett
Subject: Re: Questions re 1140 Broadway and 999 Maiden Lane

Date: Wednesday, May 30, 2018 10:35:18 AM

Alexis,

| have had the opportunity to meet with the neighborhood leadership. We conclude that the
possible negative consequences of tying the site plan to the zoning far outweigh any benefit.
We don't perceive a benefit because most of our concerns were already disregarded in the
existing site plan. Other protections we would like are no more protected by this new
condition than they already would be.

One question that | could not answer well for my neighbors is what differences are there in
this voluntary zoning condition's protections than the protections in a PUD? Are they
precisely the same protections, more than a PUD, or less than a PUD? It seems a pretty close
call to me, with maybe a little more protection in a PUD, but it is not clear enough to me to be
able to explain to the neighborhood.

Also asked of me was would the lot splits have been able to be approved administratively if it
was a PUD? | am guessing no, but | am not sure. It raises additional questions in my mind
about protections: Under a PUD, if the development was not constructed before expiration of
the site plan, the entire site plan would expire and would need to be extended or changed for
the entire project. In the current scenario, there will soon be three separate lots. What if the
site plans expire? Can one be extended without extending the others? Would their changes
all have to be applied for together after expiration or could they be redesigned separately
then? Some of this may seem academic, but that is the care we must take at this moment in
time, to evaluate the ramifications of this application.

In my personal opinion, it seems like bad precedence to enshrine in zoning something so
complicated and controversial as this development.

Thanks,

Tom

From: DilLeo, Alexis <ADiLeo@a2gov.org>

Sent: Thursday, May 24, 2018 9:48 AM

To: Tom Stulberg

Cc: Mary Underwood; Laura Strowe; Bannister, Anne; Kailasapathy, Sumi; Lenart, Brett
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Subject: RE: Questions re 1140 Broadway and 999 Maiden Lane

Tom,

| respectfully disagree, | do think the Planning Commission was comfortable with the offer to tie the
zoning designation with the site plan. However, I'll do my best to offer a bit more about what that
means.

By city code, site plan approval means that for 3 years “permits may be issued and the land
developed consistent with that plan and the regulations, laws and ordinances in effect at the time of
approval, unless new regulations, laws and ordinances are made applicable to previously approved
developments.” See 5:122(7) of the Municode version of City Code or Section 5.29.6.E of the UDC
version. The site plans are plans for structures, buildings, hardscapes, landscapes, buffers, and
natural features. Uses come into play because some development regulations are use specific, such
as off-street parking. The uses themselves are not part of the site plan but the requirements and
physical improvement to the land they generate (i.e. parking spaces) are.

Site plans are required in order to issue permits for everything but 4 types of development (from
Section 5.29.6.A of the UDC):

Building a single family or two family home

Removing or disturbing a natural feature on lot with a single family or two family home
Construction inside of an existing building that does not increase floor area

Eleven specific accessory structures, such as signs, fences, fire escapes, lights and poles, decks and
patios (see 5.29.6.A.4.a-k)

The third type, construction within an existing building, is what allows remodeling of buildings —
offices, stores, restaurants, etc. — without site plan approval.

Zoning permits are required to construct anything and to change land use(see Section 5.29.1 of the
UDC). When a building permit is submitted, the building permit serves as the zoning permit as well.
Even if construction does not require a site plan, a change of use requires approval. Zoning permits,
or building permits with change of use, are only issued when the application complies with all
development codes (Section 5.29.1.1). Sometimes the change of use still complies with all codes,
sometimes more things need to be included as part of the application (more parking spaces?) in
order to be approved. If “more things” are needed, and doing those things requires a site plan (see
above), then the code also dictates the approving body for the site plan. Most site plans are
approved by City Council, the Planning Commission is authorized to approve some site plans (mostly
ones that involve landscape plans or parking lots but not ones that involve the buildings), and 17
things may be approved by staff (see below).

Changes allowed administratively include (from 5.29.6.B.3 of the UDC):
Building additions of 10% of the existing floor area up to 10,000 square feet
One accessory building up to 240 square feet

Adding or changing phase lines

Change in building height that does not create new floor area


https://eur03.safelinks.protection.outlook.com/?url=https%3A%2F%2Fwww.a2gov.org%2Fdepartments%2Fplanning%2FDocuments%2FZORO%2FUDC%2520Adoption%2520Draft%2520for%2520First%2520Reading%2520(4-16-18v1).pdf&data=02%7C01%7C%7Cd7cc0068226844bb9a1408d5c17d0c85%7C84df9e7fe9f640afb435aaaaaaaaaaaa%7C1%7C0%7C636627665182797494&sdata=Lzs%2ByJuC6KEvYeGiKEEQTtYVeHjPrKtA8zuIS5pX%2FJE%3D&reserved=0
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Relocation of sidewalks

Change to landscape plans

Relocation solid waste/recycling facilities

Rearranging or reconfiguring parking stalls and aisles within the vehicular use area
Decrease in building size

Moving a building 10 feet or 5% of the distance to the closest lot line
Changes to storm water management (up to 50% capacity)

Changes to mitigations plans (with limitations)

Substitutions to natural features protection plans (with limitations)
Removing newly recognized invasive species

Addition of carports

Replacement of wireless communication towers (with limitations)
Adding canopies over vehicular use areas

The additional condition to tie the site plan to the zoning district includes the stipulation that site
plans for administrative approval are permitted. If accepted, only the 17 things listed for site plans
for administrative approval could be done without going back to City Council to first reconsider the
zoning designation and the statement of conditions.

Architecture is not part of a site plan. However, the architecture at 1140 Broadway is already
addressed by the 1140 Broadway Development Agreement, approved by City Council on December
4,2017. Paragraph P-22 requires construction of all buildings consistent with the elevation
drawings submitted to City Council with the site plan. Any substantive changes to the approved
building elevations, aesthetics, or materials must be brought back to City Council for consideration.
You asked specifically about changing the amount of brick, balconies, or windows. Those are
substantive changes and, regardless of this additional zoning condition, they need to go back to City
Council. So, on the one hand, the additional condition to tie the site plan to the zoning district
doesn’t change anything about how architecture is regulated. But on the other hand, since the
development agreement only provides architectural assurances IF the 1140 Broadway site plan is
developed, the additional condition assurances THAT the 1140 Broadway site plan would be
developed —and the development agreement for the site plan makes sure that there aren’t any
substantive changes to the architecture.

The land division does not add any other unknowns. It simply divides up the site into smaller
parcels. The extent of the site plan remains the same and the extent of the zoning district remains
the same. The C1A/R With Conditions (and C1A/R With More Conditions if they are accepted)
applies all land zoned such no matter if there is one, two or 100 lots.

The administrative amendment, or Site Plan for Administrative Approval, also does not add any
unknowns. In fact, it removes them. The Site Plan for Administrative Approval demonstrates that
Parcel 1 (with Buildings A and C) has enough lot area to support the floor area of those buildings,
and that Parcel 2 (with Building B) has enough lot area to support the floor area of that building. The
plan also shows that all other development requirements are still met with by the individual lots or
by the total development as required.
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I hope this information provides the clarity you were looking for.
Sincerely,

Alexis DiLeo, AICP | City Planner

City of Ann Arbor Planning & Development

301 East Huron Street, P.O. Box 8647

Ann Arbor, Ml 48107-8647

Direct 734-794-6000 x 42610 | General 734-794-6265

From: Tom Stulberg <tomstulberg@hotmail.com>

Sent: Wednesday, May 23, 2018 8:37 AM

To: DilLeo, Alexis <ADiLeo@a2gov.org>

Cc: Mary Underwood <amoscorey@me.com>; Laura Strowe <leksarts@yahoo.com>; Bannister,
Anne <ABannister@a2gov.org>; Kailasapathy, Sumi <SKailasapathy@a2gov.org>; Lenart, Brett
<BlLenart@a2gov.org>

Subject: Questions re 1140 Broadway and 999 Maiden Lane

Alexis,

| think it was clear from the last Planning Commission meeting that commissioners and
citizens alike don't understand what the tying of the site plan to zoning means the developer
can or can't do. Further explanation would be helpful. For example, if the developer keeps
the same footprint, without having to come back for an additional re-zoning can it reduce or
increase the amount of brick, can it remove or add balconies, can it add or remove windows?
Clarity on site plan items that can still be altered after tying them to the zoning would be
illuminating to all of the interested parties. Other than the obvious height limit being changed
from 8 stories to 7, it is not obvious what the rest of the conditions really mean.

The administrative approval of the lot split for the condo building now adds another
unknown. Could you update us on what the impact of this lot split is on the application?
What will be restricted by the zoning condition changes that are proposed: both 1140 and
999, or just 1140 now that 999 is split off?

Thanks,

Tom

From: DiLeo, Alexis <ADiLeo@a2gov.org>

Sent: Monday, May 14, 2018 12:43 PM

To: Tom Stulberg

Cc: Mary Underwood; Laura Strowe; Bannister, Anne; Kailasapathy, Sumi; Lenart, Brett


mailto:ADiLeo@a2gov.org

Subject: RE: Questions re 1140 Broadway at PC part two

Yes. Any permitted use could be swapped for another permitted use. Swaps are approved with
zoning compliance permits if all development requirements are still satisfied, or changes are
proposed. Most changes, however, require site plan approval.

Alexis DiLeo, AICP | City Planner

City of Ann Arbor Planning & Development

301 East Huron Street, P.O. Box 8647

Ann Arbor, M| 48107-8647

Direct 734-794-6000 x 42610 | General 734-794-6265

From: Tom Stulberg <tomstulberg@hotmail.com>
Sent: Monday, May 14, 2018 11:52 AM
To: DilLeo, Alexis <ADiLeo@a2gov.org>

Cc: Mary Underwood <amoscorey@me.com>; Laura Strowe <leksarts@yahoo.com>; Bannister,
Anne <ABannister@a2gov.org>; Kailasapathy, Sumi <SKailasapathy@a2gov.org>; Lenart, Brett

<Blenart@a2gov.org>
Subject: Re: Questions re 1140 Broadway at PC part two

Does that mean the 4600 square feet of commercial could similarly be removed?

Sent from my iPhone

On May 14, 2018, at 11:45 AM, DilLeo, Alexis <ADiLeo@a2gov.org> wrote:

Tom,
Again, please see below for responses.

Alexis DiLeo, AICP | City Planner

City of Ann Arbor Planning & Development

301 East Huron Street, P.O. Box 8647

Ann Arbor, M| 48107-8647

Direct 734-794-6000 x 42610 | General 734-794-6265

From: Tom Stulberg <tomstulberg@hotmail.com>

Sent: Sunday, May 13, 2018 1:05 PM

To: DilLeo, Alexis <ADiLeo@a2gov.org>

Cc: Mary Underwood <amoscorey@me.com>; Laura Strowe <|eksarts@yahoo.com>;
Bannister, Anne <ABannister@a2gov.org>; Kailasapathy, Sumi

<SKailasapathy@a2gov.org>
Subject: Re: Questions re 1140 Broadway at PC part two
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Alexis, | forgot to include a question:

The development was approved with 4600 square feet of commercial use in
building C, about one half of one percent of the 825,074 total square feet. The
developer offered to "possibly" almost double that, bringing the amount of
commercial use to about 1% in my calculation. What would the effect of
approving the proposed changes be on this additional possible commercial space
above the 4600 square feet?

[DiLeo, Alexis] The two are not related. Site plans approve buildings, structures and
site improvements but not use. Zoning designations control use. Changes to sites
that do not increase floor area are exempt from site plan review, so the commercial
space could be increased to any amount with a zoning permit as long as the site
development can still meet requirements. Parking is usually the barrier. The zoning
permit will evaluate the reduction in residential space versus the addition in
commercial space for off-street parking purposes. If the change still meets zoning
and parking, it will be approved. If it does not, the developer will need to decide
what to do — perhaps reducing the increase or providing more parking. Those
secondary changes might trigger site plan review.

Thanks,

Tom

From: Tom Stulberg <tomstulberg@hotmail.com>
Sent: Sunday, May 13, 2018 12:47 PM

To: DiLeo, Alexis

Cc: Mary Underwood; Laura Strowe; Bannister, Anne; Kailasapathy, Sumi
Subject: Questions re 1140 Broadway at Planning Commission

Alexis,

| have a few questions:

When do citizens need to send emails to the Planning Commission to get into the
packet?

The staff report document on Legistar has blank pages for Exhibits B and C. Can
you please provide them?

Can you provide any recent examples of voluntary zoning conditions that include
tying the site plan to the zoning, as this proposal requests? If there is an example,
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can you speak to unanticipated consequences that may or may not have arisen
and were they addressed administratively or with a return to Planning
Commission and Council for further approval?

The city does not yet have construction drawings for the parking structure
surrounded by building A. Thus, the fire department has yet to do the review it
needs to do to address the serious concerns it raised about the parking structure.
Do we know when these construction drawings will be submitted and

reviewed? Should the design of the structure not be approved by the fire
department, the structure might not be buildable, yet this structure was a
significant driver of the design of the site plan, and soon perhaps locked in by
zoning.

Would this proposal lock in the roundabout at Broadway and the entrance to this
development between buildings A and C? The residents have raised concerns
about the wisdom of this roundabout which will make the residential Broadway
hill route more attractive for traffic generated by this development than other
traffic flow options. This concern has not been addressed sufficiently to be
locking the roundabout into zoning, in the opinion of the neighborhood.

What is the impact of tying the site plan of the entire 6.4 acre parcel to the zoning
upon the pending application for a lot split for building B? What is the current
status of that administrative lot split application?

| would not be surprised if others have more questions, but we can start with this
list of concerns that would benefit from input from the planing department.

Thank you,

Tom Stulberg, on behalf of the Broadway and Traver neighborhoods.

From: DilLeo, Alexis <ADiLeo@a2gov.org>

Sent: Thursday, May 10, 2018 9:30 AM

To: Tom Stulberg

Cc: Mary Underwood; Laura Strowe; Bannister, Anne; Kailasapathy, Sumi
Subject: RE: 1140 Broadway at Planning Commission

Tom,

The meeting packet will be available by late afternoon Friday, May 11 online through
the Legistar system. Click on the democracy tab on www.a2gov.org and then click on
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meetings and agendas. If you're signed up for the planning updates service, you'll get
an email as early as noon-ish Saturday (depending on your subscription preferences)
with a list of all agenda items, a link to Legistar and more detailed instructions. Please
consider signing yourself up and encourage your neighbors as well.

There is no formal procedure for speaking at a Planning Commission public hearing.
Five minutes are offered to the first person who identifies themselves as a
representative of a registered group. Just advise the substitute representatives to be
sure to say “l am representing the Broadway and Traver Neighborhood Group” —and
coordinate with other speaking members so they do not inadvertently claim the 5
minutes if they speak before the substitute.

Alexis DiLeo, AICP | City Planner

City of Ann Arbor Planning & Development

301 East Huron Street, P.O. Box 8647

Ann Arbor, Ml 48107-8647

Direct 734-794-6000 x 42610 | General 734-794-6265

From: Tom Stulberg <tomstulberg@hotmail.com>

Sent: Wednesday, May 09, 2018 4:05 PM

To: DilLeo, Alexis <ADiLeo@a2gov.org>

Cc: Mary Underwood <amoscorey@me.com>; Laura Strowe <leksarts@yahoo.com>;
Bannister, Anne <ABannister@a2gov.org>; Kailasapathy, Sumi
<SKailasapathy@a2gov.org>

Subject: 1140 Broadway at Planning Commission

Alexis,

The official representatives of the Broadway and Traver Neighborhoods, Laura
Strowe and Mary Underwood, respectively, will be out of town for next
Wednesday's Planning Commission meeting. Many neighbors are highly
interested in the planning department's report. Can you send it to me when it is
available so that | may distribute it to the neighborhood groups. Also, what is the
procedure to allow someone else to have their five minute time slot at the public
hearing in their absence?

Thanks,

Tom
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Lenart, Brett

From: Tonya Shoults <twoloaf@gmail.com>
Sent: Friday, June 01, 2018 9:39 AM

To: Planning

Subject: 702 S Main St

To whom it may concern at the Ann Arbor Planning Commision,

Thank you so much for taking the time to read my email today. | am writing in support of the new provisioning center being
opened at 702 S Main St. Arbors Wellness is an excellent establishment with quality medicine and a professional staff. They
always treat me with respect and have a true dedication to helping me manage my pain responsibly. A new shop located on S
Main will make it so much easier for me to pick up my medication. | work on the south side of town, live on the west side, and
the downtown location can be difficult to access at certain times of day, especially due to all of the wonderful street parties and
events that make Ann Arbor great. Having a new location at 702 Main St would allow me much easier access to my medication
and would prevent extra driving in a congested area.

Kind Regards,
Tonya Shoults



