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Supplementary Material 1. Participants flowchart
HEAP, Health, Ethnicity, and Pandemic.
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Source population
Health, Ethnicity, and Pandemic (HEAP) Study
n=2,709

Exclude participants who did not report race/ethnicity
(n=3)

\4

Population with race/ethnicity

n=2,706
Exclude participants (n=93) whose self-reported
race/ethnicity was not non-Hispanic White, non-Hispanic
»| Black, non-Hispanic Asian, or Hispanic due to small sample
size (i.e., American Indian or Alaska Native: n=7, Pacific
v Islander: n=35, multiracial: n=34, other: n=17)

Analytical population
Participants whose self-reported race/ethnicity was non-Hispanic
White, non-Hispanic Black, non-Hispanic Asian, or Hispanic
n=2,613















Source cohort
Eunice Kennedy Shriver NICHD Fetal Growth Studies-Singletons cohort

N =2802
Women who developed GDM (cases) Women who did not develop GDM
N=107 N =2695

|

Women who did not develop GDM (controls).
Matched to cases (2:1) on age (£2 years), race/ethnicity,
and gestational week of blood collection (£2 weeks).
N=214

Non-GDM women not selected as controls
N =2481

Nested case control study
107 GDM cases and 214 non-GDM controls.
N=312

Exclude GDM cases without MUFAs measured at baseline
N=3

v

Nested case control study, analytical population
104 GDM cases and 214 non-GDM controls who had both PA and individual MUFASs been measured at baseline.
N =318
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The inconsistent number of loss to follow-up.

Following question:

Should the number and percentage of

loss to follow-up be calculated after
excluding people who were ineligible?
Why for both the design paper [1] and

Dr. Zhang’s paper [2], the loss to follow-up
was counted based on 2802 enrolled women
at the beginning?

Eunice Kennedy Shriver NICHD Fetal Growth Studies-Singletons cohort
N =2802

Exclude women according to exclusion criteria after enrollment (n = 39 [2] or n= 18 [3.,4]?)

y

Loss to follow-up (n=217 [1,2] or other number not specified based on 2802 women [5]?)

N = 2585 followed to completion [1,2].

l The inconsistent number of excluded ineligible women after enrollment

|

N =107

Women who developed GDM (cases).

l

Women who did not develop GDM (controls), matched to
cases (2:1) on age (2 years), race/ethnicity, and of blood
collection (£2 weeks).

N=214

l

Nested case control study, analytical population
(applying weights to be representative of the original cohort)

N =312

|

v

Participants with
variable of interests:

PA: 8-13 GW, N =321

MUFAs: 10-14 GW, N =318
[biomarkers measured among
all the cases (n = 107) and
controls (n =214)]

Baseline covariates
except dietary variables (N=198),
did not have missing(N=321).

Participants with
variable of interests:

PA: 16-22 GW, N =319

MUFAs: 15-26 GW, N = 308
[biomarkers measured among
all the cases (n = 107) and
controls (n =214)]

Participants with
variable of interests:

PA: 24-29 GW, N =309

MUFAs: 23-32 GW, N =207
[biomarkers measured among
all the cases (n = 107) and
one of their controls (n = 107)]

Participants with
variable of interests:

PA: 34-37 GW, N = 281

MUPFAs: 33-39 GW, N =190
[biomarkers measured among
all the cases (n = 107) and
one of their controls (n = 107)]








Women who developed
GDM.
N =107

Women who did not
develop GDM.
N =2.,695

Non-GDM women as

controls.
N=214

“|One GDM case was matched

with 2 non-GDM controls on

age (-

-2 years), race/ethnicity,

and GW of blood collection

(£2 weeks).

Non-GDM women
not selected as

controls.
N =2.481
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Step 2: Simulate mediators
and outcomes

> except

Jers C

n
“and all
=X,

2a: Create J copies of the original sample
2b: Simulate an intervention X which follows
the observed prevalence of X but is
marginally independent of simulated
confounders.

2c: Simulate mediator 1 for each type of
effect as a function of its parent variables
(simulated confounders and intervention X
from 2a and 2b), using the parameters
obtained from the M model in the step 1b.
2d: Simulate mediator 2 for each type of
effect as a function of its parent variables
(simulated confounders, intervention X,
mediator 1 from 2a, 2b, and 2c), using the
parameters obtained from the M model in
the step 1c.

2e: Simulate Y for each type of effect as a
function of its parent variables (simulated
confounders, intervention X, mediator 1,
mediator 2, from 2a, 2b, 2¢, and 2d), using
the parameters obtained from the Y model in
the step 1d.
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