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a comorbidity, presented with fever, cough, and diarrhea, but
no hypoxia. This patient had been managed with metformin
for several years and had undergone bariatric surgery for
morbid obesity 16 months before presenting with SARS-
CoV-2 infection, but did not have acute glycemic control is-
sues at the time of SARS-CoV-2 diagnosis.

Of the 3 patients with diabetes who required hospitali-
zation, all had systemic symptoms attributable to both
SARS-CoV-2 infection, as well as diabetes. One had long-
standing type 1 diabetes and prior central nervous system
injury secondary to diabetic ketoacidosis/cerebral edema;
this patient presented with fever, chest pain, and increased
oxygen requirement from baseline. She had a history of
good glycemic control (last A1C 7.4%), but had hypergly-
cemia, without diabetic ketoacidosis at the time of SARS-
CoV2 infection. The second patient presented with short-
ness of breath and chest pain, but no hypoxia, and had
concomitant nausea, vomiting, and hypoglycemia. This
patient had been diagnosed 1.5 years earlier at an external
facility with type 2 diabetes and treated with short-acting
insulin rather than oral therapy. However, upon review
at our institution, she was deemed to be more consistent
with prediabetes rather than diabetes and she was dis-
charged on oral therapy. The third patient had type 2 dia-
betes with longstanding poor glycemic control despite
insulin therapy. She initially presented with fever, chills,
nausea, and headache, without respiratory symptoms or
acute change in her glycemic control and was managed
as an outpatient. However, after improvement in her
symptoms, she was admitted 10 days later (after the date
of our interim report) with chest pain and shortness of
breath, and determined to have pulmonary embolism, as
well as significant hyperglycemia (300-400) without dia-
betic ketoacidosis, requiring initial intravenous insulin
therapy. All 3 of these patients had stabilization of their
blood glucose levels relatively quickly after hospitalization.
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Body mass index rebound, weight
gain in puberty, and risk of
cardiovascular disease
To the Editor:
Yuan et al identified 3 groups with distinct trajectories in

body mass index (BMI) related to cardiovascular disease risk
in adulthood by analyses of a dataset with 30 years of follow-
up in a population in northern China.1 Among the 3 groups
characterized as low-, moderate-, and high-increasing, based
on the rate of BMI increase, the high-increasing group
(11.9% of 2789 total participants) had the highest rate of car-
diovascular disease in adulthood. This group had relatively
moderate initial BMI levels, but BMI then increased steeply
from about age 12 years and exceeded BMI in the moderate-
increasing group at age 18 years.
In the pathway to obesity, adolescent obesity forms with

acceleration of BMI in childhood following early adiposity
rebound, which refers to an early increase in BMI before
4 years of age.2-4 As these authors mentioned, the present
study lacks data on children before age 6 years, which makes
it impossible to look at the relationship between timing of
adiposity rebound and BMI trajectories into adolescence.1

In this study, the high-increasing group had lower average
BMI at 6 years of age compared with the moderate group, and
their BMI then began to increase after entering adolescence.1

This change is unlikely to be attributable to early adiposity
rebound.This position is supported byprevious studies showing
that early adiposity rebound is associated with high BMI at 6-
8 years of age, and children who develop adolescent obesity
have a higher rate of change of BMI from early childhood.5-7

Thus, it seems that there is a distinct subgroup in which
BMI increases rapidly after onset of puberty, increasing the
cardiovascular disease risk owing to increasing adiposity.
Pubertal maturation worsens obesity after puberty, but social
background is also thought to be involved in the develop-
ment of obesity.8-10 Although efforts to alter trajectories
that are predictive of adult obesity should commence before
preschool age, a prevention strategy is also needed for obesity
developing during puberty as a second critical window.
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Reply
To the Editor:
Osamu et al identified a distinct increase in body mass

index (BMI) after puberty that is probably not related to
early adiposity rebound. We consider this to be a valuable
point.

We identified 3 BMI trajectories in early life and the
high-increasing groups had the greatest risks of cardiovascu-
lar disease risks in middle age.1 It has been reported that early
BMI rebound, which is related to being overweight at 6 years
of age, is associated with adult obesity.2 We used the cut-off
points of BMI₂₄ and BMI₂₈ at 18 years of age, and found few
children with overweight at 6 years of age in our study.3,4 We
indicated that these data do not fully reflect the relationship
between BMI trajectory from birth to middle age and cardi-
ometabolic risks.

Additionally, participants in the high-increasing group
experienced moderate initial BMI levels from 12 years of
age and exceeded BMI levels in the moderate-increasing
group at 18 years of age. Puberty involves a series of physio-
logic and metabolic changes as well as changing fat
distribution.4 Osamu et al pointed out there is a distinct sub-
group in which BMI increases rapidly after onset of puberty,
exacerbating the cardiovascular disease risk owing to
increasing adiposity. We found that, in the high-increasing
282
group, the relative risk of hypertension is more than 2 times
higher for those in puberty compared with those in
prepuberty, but participants in prepuberty had higher rela-
tive risks of diabetes, high-risk high-density lipoprotein
cholesterol levels, and triglycerides than those in puberty
(see Table V in the article). Puberty is another important
period to focus on obesity prevention, but its relationship
with cardiovascular risk needs further analysis in large-scale
studies.
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Age differentiation in children with
asthma treated with intravenous
magnesium sulphate
To the Editor:
With great interest we read the article by Johnson et al

regarding intravenous magnesium sulphate (IVMg) in
children between 2 and 17 years of age with acute asthma.1

The authors reported that clinicians used IVMg in 10.5%
of 60 000 children visiting with asthma. Other findings
include highly variable use between centers, mostly in
moderate and severe asthma cases, late administration of
IVMg in the emergency department, and low return rates
of treated children within 72 hours after discharge.
The authors did not report separately their findings for

young children between 2 and 5 years of age with acute
episodic viral wheezing and children of 6 years and older
with acute asthma. Evidence of effect of IVMg in acute
episodic viral wheezing, similar to oral corticosteroids and
bronchodilators, is limited.2-6 For example, Pruikkonen
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