SUPPLEMENTARY METHODS
To request access to B-SNIP data used in this manuscript, visit https://nda.nih.gov/. There is a “Get Data” tab at the top of the main page, under which is found a “Request Data Access” link. Request psychosis and healthy subject data, and the below described biomarker data, from:

B-SNIP1 (https://nda.nih.gov/edit_collection.html?id=2274)
B-SNIP2 (https://nda.nih.gov/edit_collection.html?id=2165)
PARDIP (https://nda.nih.gov/edit_collection.html?id=2126)

Data collection strategies were the same for B-SNIP1 1-5 and the replication samples 6-9. Data analyses were also the same for all biomarkers. In some instances, this mean re-scoring B-SNIP1 data to match updated procedures. Any differences between B-SNIP1 and replication samples are identified in what
follows by underlined text, with a brief explanation.

Recruitment
B-SNIP recruitment sites were in Athens GA (replication sample only), Baltimore MD (BSNIP1 only), Boston MA, Chicago IL (University of Illinois-Chicago for B-SNIP1 and University of Chicago for the replication sample), Dallas TX, Detroit MI (B-SNIP1 only), and Hartford CT. Each site recruited cases with possible with schizophrenia, schizoaffective disorder, or bipolar disorder with psychosis, and healthy persons for comparison. Psychosis cases were clinically stable and in a non- acute symptom state. The broad geographical span of B-SNIP facilitated enrichment of the study group by local geographical characteristics. Sites used a combination of newspaper, community, and mental health treatment facility advertising, with the groups similarly recruited across all sites. These subjects were a research sample; nonetheless, the large study numbers and broad geographical recruitment enhance the generalizability of data from the B-SNIP cohort. This strategy generated a more inclusive study group than is typical in studies focusing on specific disorders, with the aim of having a representative sample of the spectrum of psychosis. Psychosis cases were limited to schizophrenia, schizoaffective disorder, and bipolar disorder with psychosis because these are the diagnoses with the highest prevalence of psychosis and studying more diagnostic categories was deemed unfeasible as a first approach.
The extensive clinical information on each participant was reviewed in a best-estimate diagnostic meeting with at least two experienced research clinicians to establish the consensus diagnosis. Cross-site diagnostic conference calls were carried out monthly; they were chaired by two senior primary investigators and attended by the 2–4 trained clinical assessors at each site. At study start, there was a face-to-face training session for all raters, with a requirement for reliability above 0.85. Each month, diagnostic conferences were held with in-depth diagnostic discussions. Each year, rater training was repeated to reestablish reliability. See Tamminga et al. 10 for complete details.

Procedures and Analyses
Following verification of study eligibility, subjects that met study inclusion criteria were scheduled for laboratory biomarker testing. Testing took place over 2-3 days at the recruiting sites. Recording and testing conditions were equivalent and stimulus presentation and recording equipment were identical across sites. Experimenters across sites also were trained and monitored to ensure identical laboratory data collection procedures across sites. As a result, there were no site effects that
influenced group comparisons on any laboratory biomarker measure for either B-SNIP1 or replication samples.

Laboratory tasks for Biotype determination
The EEG/ERP procedures described here were updated from our original Biotypes paper 11. All data were scored using equivalent procedures as described below and as detailed in replication sample publications 6-9, 12. Age and sex-adjusted data were used for all biomarkers based on the procedure described in Dukart et al 13.

EEG Recording
Recording EEG were continuously recorded from 64 Ag/AgCl sensors (impedance < 5KΩ; Quik-Cap, Compumedics Neuroscan, El Paso, TX), positioned according to the standard 10-10 EEG system plus mastoids and CB1/2 locations to provide sampling below the canthomeatal line, with nose reference and forehead ground. Recordings were amplified (×12,500) and digitized (1000 Hz) using Neuroscan Acquire and Synamps2 recording systems (Compumedics Neuroscan).

EEG Data Pre-Processing
Raw EEG data were inspected for bad sensors and artifacts. Bad sensors were interpolated (<5% of all sensors for any subject) using spherical spline interpolation (BESA 5.3; MEGIS Software, Grafelfing, Germany). Data were converted to an average reference and digitally band-pass filtered from 0.5–55 Hz (zero phase filter; rolloff: 6 and 48 dB/octave, respectively). Blink and cardiac artifacts identified using independent components analysis were removed (EEGLAB 9.0; 19).

Spatio-Temporal Data Reduction
To maximize use of available spatial, temporal, and oscillatory information in the evoked auditory response, a frequency-wise PCA (Covariance matrix, Promax Rotation, Kappa 3 with Kaiser normalization) of evoked power 4, 5, 8 was first conducted across all subjects to empirically derive frequency bands for analysis. This was done combining single trial information for both paired-stimuli and oddball tasks. The outcome illustrated that three bands of LOW (3–17 Hz), BETA (18–32 Hz), and GAMMA (33–55 Hz) efficiently captured the oscillatory information for individual trials. This combined approach was selected to standardize the frequency space across both tasks and facilitate direct comparison of outcomes. Data for individual STP and ITC outcomes were binned into 20 msec segments. To adjust for age effects, healthy aging effects were modeled by regressing time-bin amplitudes on age for healthy subjects. When beta coefficients for age effects were significant (p < .05), data for all subjects within the time bin were adjusted by removing the predicted impact of age on waveform amplitude prior to group comparisons 13.

Auditory Paired Stimuli Task
Psychosis and healthy analyses generally followed procedures established in Hamm et al. 5 and Clementz et al. 11 Minor modifications from BSNIP1 publications ensured standardized data quality between projects 8. Changes to the scoring procedures were primarily to frequency domain quantification and were made to simplify the analysis steps to improve the ease of replication and verification by other laboratories. The procedures described in Parker et al. 8 were used for this report.
Stimuli. Recording conditions were equivalent and stimulus presentation and recording equipment identical across sites. While seated in a sound and electrically shielded booth (ambient sound = 61–63 dB; luminance = 0.11–0.12 foot-candles), subjects passively listened to 120-150 (BSNIP1: 150, Replication Sample: 120) binaural broadband auditory click pairs (4 msec duration at 75 dB sound pressure level; 500 msec inter-click interval) occurring an average of every 9.5 sec (9–10
sec inter-pair interval) and delivered through headphones. Participants who were smokers refrained from smoking 1 hr prior to testing.

Auditory Oddball Task
Analyses generally followed procedures established in Ethridge et al. 3 and Clementz et al. 11 and were applied to all subjects in this paper. Minor modifications from B-SNIP1 publications ensured standardized data quality control between projects 9. Like with the paired-stimuli analyses, changes to the scoring procedures were primarily to frequency domain quantification and were made to simplify the analysis steps to improve the ease of replication and verification by other laboratories. The procedures described in Parker et al. 9 were used for this report.
Stimuli. Recording conditions were equivalent and stimulus presentation and recording equipment were identical across sites. Seated in a sound and electrically shielded booth (ambient sound 5 61–63 dB; luminance 5 .11–.12 foot-candle), subjects listened to tones delivered through headphones. Stimuli were 567 standard (1000 Hz) and 100 target (1500 Hz) tones presented in pseudorandom order (1300 msec inter-trial interval). Subjects were asked to press a button when a target was detected. Subjects refrained from smoking 1 hour before testing.
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