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SD 4-Digit Diagnostic Code

4-Digit Codes cluster into
Diagnostic Categories

FAS / Alcohol Exposed

2433 3433 4433 24344434
2443 3443 4443 2444 3444 4444 etc.

Static Encephalopathy / Alcohol Exposed

3133 3233 4133 4233 3134 3234 4134
4234 3143 3243 4143 4243 3144 3244 etc.

3 Diagnoses under the FASD Umbrella

Diagnosis Growth | FAS Face Brain Alcohol |
Fetal Alcohol Syndrome growth face severe alc
: T ,
Static Encephalopathy/ Alc Exposed severe alc

Neurodevelopmental Disorder/Alc Exposed

| moderate alc

Video Introduction to FASD 4-Digit Code: https://depts.washington.edu/fasdpn/movie/4digitVideo2024136a4e7 .autosave.mp4
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Fetal Alcohol Syndrome exposed

Static Encephalopathy / Alc-Exposed exposed
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Examples of prenatal and postnatal risks

Prenatal Risks Postnatal Risks

maternal alcohol use premature birth < 37 weeks
paternal alcohol use? perinatal complications, NICU
prenatal tobacco exposure out of home placements
prenatal marijuana exposure homelessness, poverty
prenatal illicit drug exposure parental drug use
other teratogens (e.g., phenytoin) neglect
poor or no prenatal care domestic violence
pregnancy complications death of family member

other syndromes,

congenital birth defects physical abuse

parental learning disabilities sexual abuse
family mental health serious medical issue
etc. etc.

All of these risks can adversely impact growth and cognitive/behavioral
development, just like prenatal alcohol exposure.



Prevalence of other prenatal and postnatal risks among 2,652 patients with
prenatal alcohol exposure (PAE) evaluated at the FASDPN clinic between 1993 and 2024.

Sociodemographics of the FASDPN Clinical Population (n = 2,652)
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Prenat;l Risks
Among 2,652 Patients with Prenatal Alcohol Exposure
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Prenatal Substance Exposures
among 2,652 Patients with Prenatal Alcohol Exposure
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Postnatal Risks among 2,652 FASDPN Patients with Prenatal Alcohol Exposure
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The prevalence of prenatal & postnatal risks in the FASDPN clinic population (n = 2,652)
is magnitudes higher than in the general U.S. population

Prevalence of Maternal Alcohol Use all 3 Trimesters by Birth Cohort

WA State General U.S.
. . . . 100
Prenatal & Postnatal Risks FASDPN Clinic Population
% %
80
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prenatal alcohol all three trimesters 63 8 % 60
(a8
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prenatal illicit drugs 64 8 0
o \ ) > ) ™ o ™
poor prenatal care 32 7 Q,\?;\ ,,),\?’q %,N,oj Q’LQ %990 (399\' (099\' 09,&
. A A R T A M
Premature birth < 37 weeks 26 10.5

Birth Cohort Grou
other syndromes, P

congenital birth defects 2 3-4
premature birth 26 9 The prevalences of other pre- and postnatal risks among children with
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physical abuse 30 18

Flannigan et al., Characterizing adverse childhood experiences among children and adolescents with

sexual abuse PAE and FASD, Child Abuse & Neglect 112 (2021) 104888.

MecLachlanetal., J Popul Ther Clin Pharmacol Vol 22(1):e108-e124; April 28, 2015.



Which risk factors pose the greatest risk to a child’s growth
and cognitive/behavioral development?

Prenatal alcohol exposure?
Prenatal tobacco exposure?
Prenatal illicit drug exposure?
No prenatal care?
Multiple home placements?
Physical/sexual abuse?

Neglect, homelessness, domestic violence?




In 2009 the FASDPN Conducted a FASD MRI & Neuropsychological Study

lmagingf‘ From a StUdv Population:

Comp M Study of Children
With Fetal Alcohol Spectrum Disorders

Four groups of children (20 per group)
1. FAS
2. Static Encephalopathy/Alcohol Exposed
3. Neurodevelopmental Disorder / Alcohol Exposed
4. Typically developing children with no alcohol exposure

8-15 years old

depts.washington.edu/fasdpn/htmls/literature.htm

Data collected:
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BRAIN STRUCTURE

BRAIN FUNCTION

dverse impact of PAE and pre- and postnatal risks on brain structure & functio
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Total brain midsaggital area (cm2)) .20 | |
Current OFC (em) 026
Frontal Lobe: Frontal lobe gray matter volume (cm3)| 20 .29 .35 43 a
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Attention: IVA: Full Response Control Quotient (ss)| .14 21
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Adaptive Behavior : VABS: Adaptive Behav. Composite (ss)| .46 .52 .56
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Separation Anxiety Disorder] 17

Conduct Disorder|
Oppositional Defiant Disorder|

Findings:

* The prevalence of other prenatal and postnatal risks was substantially hig
clinical population of patients with PAE.

* PAE was the dominant risk factor explaining the largest proportion of varianc
53%) across the greatest number of brain structural and functional measures.

* Individually, each of the other prenatal and postnatal risk factors explained a
statistically significant, but smaller proportion of variance in brain outcome co

to PAE.

* All associations were in the direction expected (the more severe the risk, the m
severe the outcome).

* The outcomes were strikingly consistent with the trauma, SES, tobacco and illici
literature.
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Adverse impact of PAE and pre- and postnatal risks on brain structure & function

Prenatal Risks Postnatal Risks
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Z CVLT-C: List A, Trial 1, Free Recall (T)) .17 = N S
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Conclusion

A better understanding of the high prevalence of other prenatal and postnatal
risks and their adverse impact on the growth and development of individuals with
prenatal alcohol exposure will lead to:

1. more accurate FASD diagnoses,

2. more effective intervention strategies and

3. further illustrates the need for caution when labeling a patient’s diagnosis
based on a single risk factor (Aase et al 1995; Astley Hemingway 1997, 2024; Eliason et al., 2024).
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