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Abstract

Accurately estimating conditional average treatment effects is extremely important for extrapolating from
local causal estimates to new populations. Bayesian hierarchical models with Gaussian Markov Random
Field priors provide a way to do this when when treatment effects vary along a continuous variable that is
both intuitive and accurate.

Introduction

Our goal in estimating causal effects is not only to understand what has happened, but also to divine what
might happen should we take some action. However, at least in the social sciences, the measured effects are
typically contextual. The effect of a given policy will vary with the timing, recipient, geography, and cultural
context that surrounds it. In cases where a treatment effect is constant, a randomized experiment may grant
us insight that persists the world over, but if the effect of treatment is highly contextual the best we can do is
estimate the average effect for people in the sample who are induced to take up a treatment by the decision
(Imbens and Angrist 1994); this is typically referred to as a Local Average Treatment Effect (LATE).

But what do we do with LATEs? It is common to see policy-makers and journalists discuss papers as “finding
a causal relationship,” but in a context where the magnitude of causal relationship is highly variable, it is
far from a solid assumption that the measured effect will persist in a new population. A natural option is
to directly model varying local average treatment effects in sub-populations we believe might have varying
responses. Given these estimates, all we would need to know is the weights for each sub-group in the new
population in order to forecast the treatment effects for a new population. This approach is common in the
survey literature, which often deals with non-representative sample populations (e.g. Gelman and Little
(1997).

Estimating a series of LATEs by sub-group gives us

1 ~N(p1,01)

T ~N (g, o)

where k is the number of subgroups of interest, p; is the estimated treatment effect for group i, and o; is the
standard deviation of the sampling distribution for group 1.

Quickly, though, this strategy runs into a mathematical reality: for each dimension we incorporate into
our analysis the number of groups of interest grows geometrically, and we quickly run out of observations.
Suppose we were looking at variation in treatment effects over age and income; if we have 10 categories of
each, this immediately becomes 100 separate subgroups!



Often, this naive separation of groups into subsamples discards structural information we have about the
problem. For example, if we were willing to estimate a local average treatment effect across the whole
population, it is likely true we believe that treatment effect to have a finite expectation and variance over
the target groups. When we move to estimate subgroups, the most conservative choice we can make when
modeling these treatment effects which conditions on that information is to assume that the subgroup
treatment effects are drawn from a normal distribution (Jaynes 2003). This gives us structure to the problem,
allowing the different sub-group estimates to inform each other.

This assumption gives us the model

Ti ~ N (i, 0;)
pi ~ N(p,7y)

This model is used extensively in education research (Rubin 1981), meta-analysis (Meager 2019), and the
political science and survey literature that uses post-stratification (Ghitza and Gelman 2013). It is a natural
way to avoid the problem of geometric growth in sub-groups—because the different estimates inform each other,
the effective sample size of each estimate is higher than in the case where they are estimated independently.

This type of prior is not designed to perfectly represent the current state of available knowledge, but instead
to regularize our estimates using information relevant to the structure of the problem. This type of structural
regularization is prevalent in many “penalized complexity” priors, which serve to pull estimates towards their
simplest nested model configuration, in this case, a model with constant treatment effects across groups
(Simpson et al. 2017).

Combining these notions, we have a way to avoid the curse of dimensionality when estimating treatment effects
across subgroups, and a regularization device derived from structural model assumptions that dynamically
pools estimates across groups to the extent warranted, all in one.

In this paper I consider a model for treatment effects which are a function of continuous variables with a
different penalized-complexity prior. The approach is analogous to the divide-and-conquer strategy displayed
above: first I divide continuous variables into a lattice, and I estimate a model which penalizes the first
differences between the estimates of adjacent treatment effects. This model has a nice interpretation as a
piece-wise linear basis function representation of the treatment effect function, and deep connections to both
the smoothing literature and stochastic partial differential equations. With simulations I show that they are
far more effective than independent subsample analysis at estimating interactions, both showing less bias and
variance as the number of groups gets large.

There is a large body of work dedicated to estimating heterogeneous treatment effects. In recent work, Wager
and Athey (2018), use a random forest model to directly estimate heterogeneous treatment effects. Hill (2011)
uses Bayesian Additive Regression Trees for this purpose. Chernozhukov et al. (2018) uses machine learning
estimates of treatment effects as proxies for inference functions, giving analysts powerful post-processing tools
to analyze outcomes which otherwise may not be consistently identified. Nie and Wager (2021) show that a
two-pass method allows for generic inference by many algorithms, first identifying the causal signal in the
data and subsequently constructing a data-specific loss function. Dorie et al. (2019) report the results of a
causal inference competition, finding that BART and calCause (a combination of random forest and Gaussian
Process regression) most precisely identified varying treatment effects. Abrevaya, Hsu, and Lieli (2015) shows
that the conditional average treatment effect function can be estimated continuously with kernel smoothing
and inverse propensity score weighting.

This paper is also related to the literature dedicated to extrapolating to representative populations from
non-representative surveys. Gao et al. (2021) shows the efficacy of the Gaussian Markov Random Field
prior in dealing with ordered survey covariates, and Gao, Kennedy, and Simpson (2021) continues this work,
applying hierarchical priors to a randomized educational growth mindset experiment and analyzing the
portability of those estimated conditional average treatment effects. Earlier work in political science has
used priors to identify interactions for small cells which would otherwise be difficult to identify (Ghitza and
Gelman 2013).



Priors for Varying Treatment Effects

Setting up the model

A multilevel model, in the most general sense, is a means of relating coeflficients across estimates. To give a
concrete example, imagine we have a regression model which associates someone’s log income, Y with a set of
covariates X. We observe N of people over time, which means we could estimate the model

Yi=a1 + X161 +e

YN =an + XnON +en

In this case, we might think of this model as being a series of independent regressions, or as estimating a
series of individual-level interactions. A multilevel model combines this observational model with a model
for the parameters. For example, we might believe that the various estimates, j3; € {3, ..., N} have a finite
mean and variance. Then we could combine them (either ex-post or jointly) according to a model where
beta; ~ Normal(f,). Equivalently, we could break each regression into a model where

Y; ~ N(ay + X3 + XB;,02)

This helps regularize the variation around the average cross-sectional estimate, [, since the estimates for the
other samples help inform what a “reasonable” (; is. Multilevel models are extremely useful for estimating
interactions because they perform a kind of dynamic regularization. Once we allow estimates to inform each
other across groups, they pull noisy or highly uncertain groups towards the gravity of a central mean.

While this is a very popular form of multilevel model, it is just one possible form. For example, imagine that
we had information about the physical distance between two locations being measured, and we expected
groups that were closer together to be more similar, then we could encode the spatial correlation over
covariates in the hierarchical likelihood (Gao et al. 2020).

This characterization is useful in the case of heterogenous treatment effects because it is quite common to
have continuous covariates over which we expect the treatment effects to vary. In this situation it may be to
large an assumption to posit a global functional form, but there still may be information about the local
behavior of a function. To give a concrete example, suppose an analyst wanted to understand how a causal
effect varies with different levels of income. In many contexts it is plausible that the causal effect on for a
person who making $30,000 a year be more informative about the causal effect on someone making $40,000 a
year than it would for someone making $3,000,000 a year.

One intuitive approach is to break the continuous variable into subgroups, and perform analysis within those
subgroups. This general tactic is common (outside of a causal framework) in fields like finance, where stocks
are sorted into characteristics and placed into portfolios, with each examined as a separate outcome variable
in a time-series model. Suppose we have a continuous variable, like log(income), and break it into equal
subgroups, estimating a series of individual treatment effects for each group. This gives us a one-dimensional
lattice of random variables (our estimated treatment effects).

We can represent a lattice as a series of neighbor relationships. Let each bin’s local average treatment effect a
node on a graph or lattice. The clique is the set of adjacent points on the graph along each dimension. In
other words, for a treatment effect 7 in cell ¢ with neighboring cells j,

p(TilTji, T—5) = P(TilTj i)

This models the process over which parameter values evolve along the covariate lattice as a Markov Random



Field, meaning that it only depends on the states immediately proceeding this.! These models have a

substantial literature, dating back to Besag (1974), who motivates this approach via the Hammersley-Clifford
theorem, demonstrating that even though the model is local it can recover the global structure for the variation
over a lattice. This model is a workhorse approach for characterizing spatial data with areal representations
and in image processing, where pixels have a similar lattice structure.

Owing to the central limit theorem, the conditional distribution is modeled as a Gaussian density, with
P(iljzis d—3) = N(aSiejwi j05,¢; ")
where ¢! is the precision of the variance of cell i, w; ; represents the distance between j and i, i ~ j refers

to the members of the clique of i’s neighbors, and « is the degree of spatial dependence. Because « is an
estimated coeflicient, these are often called “exact” CAR models.

A common variant, which allows for non-stationary variation around a central value, is called the Intrinsic
Conditional Auto-Regressive Model (ICAR), where « is set to 1. Distance is arbitrary when working with
scaled covariates on an evenly spaced lattice, and unobserved for ordinal covariates, so I make the simplifying
assumption that the weights matrix is a set of binary indicators representing neighbor relationships. As a
consequence of both of these assumptions, the expression becomes

YivjTi 1
1 i~ Ti
N Y o N ,
(Tl Ty, T—j, 4 ) < di;i ’di,iqi)

where i ~ j implies that ¢ and j are neighbors.2 We can equivalently think of this model as being a state-space
model where the variation across cells is a latent random walk over neighboring cells.?

The first-order ICAR model (or Intrinsic Gaussian Markov Random Field model) can also be re-written in
terms of first differences, where
1
TiTjNN<O,> .
q

In this form, it becomes clear that the intrinsic GMRF model is a probabilistic penalty of the first-difference
of the treatment effects between neighboring cells, in turn penalizing the first derivative of the treatment
surface with respect to the dimension along which 7; neighbors 7;.

This prior, by itself, is not proper, as it is invariant to any added constant. However, you can use it as a prior
on the estimated treatment effects by assuming that the random variation around the average treatment effect
across the population sums to 0. This simplex constraint identifies the model, and while if it were directly
being used as a prior on observational data it might be problematic, in the case of a varying-coeflicients
model that construction is quite useful.

While in this paper I work with evenly distributed lattices, extending the model to irregular grids and
triangulations simply involves re-weighting the various neighbors based on the size of the cells. In other
applications of this type of model, it is common to break the domain into a set of discrete objects with
Delaunay triangulations rather than even lattices, especially in cases where observations are not uniform over
the problem domain (Blangiardo et al. 2013).

IThe effectiveness of this assumption is likely application specific. For incorporating non-local information, it might be good
to include more distant relationships through a Gaussian process prior, (see, for example Banerjee et al. (2008)) or through a
higher-order autoregressive process.

2This model is a slightly simplification of the prior in the specific case where the prior on the random variation in treatment
effects (away from the mean). However, since we can just re-scale treatment effects.

3For a deeper discussion of these models, see Rue and Held (2005), which discusses the intrinsic model on a lattice in section
3.3.2.



Connections to Smoothing

Both models have deep connections to the smoothing literature. Both the normal/normal hierarchical model
presented in the introduction and the intrinsic Gaussian Markov random field model admit a penalized spline
representation (Wood 2017). To see this, consider the problem where we are estimating a univariate outcome

yi = f(x) +e €~ N(0,0%)

Generally, we estimate this by choosing a set of basis functions (say, local cubic polynomials), such that

In order to prevent functions from getting too “wiggly,” these cubic splines are often penalized with a matrix
that penalizes the second derivative of f(x),

Tk
| r@rds = 6755
z1
and then estimating the model to minimize

ly = f()I]* + 8758

where A is the penalty on the smoothing parameter. Given the matrix representing the knots, S, we can
re-write this smoothing penalty as a prior distribution, f(3) o< exp(—A8TS3/2), which implies

S—

on the smoothing terms of the spline model (after subtracting the mean). This recovers the normal/normal
multilevel model presented at the beginning of the section in the case of a linear function where S is an
identity matrix.

Gaussian Markov Random Fields can also be interpreted in the context of smoothing splines, with a penalty
matrix that penalizes the squared differences between neighboring coefficients. As shown in the prior section,
the intrinsic GMRF prior can be re-written in terms of pairwise differences. We can then think of a penalty
matrix which sums the squared differences between neighboring coefficients, which gives us a penalty matrix

BYSB =" (8 — B

=1 invj

where S is equal to —1 if ¢ and j are neighbors and the diagonal elements of S are simply the number of

g
neighbors that the associated district has. In this case, we also recover § ~ N <0, )\) .
Finally, we can represent GMRF priors as a set of penalized piecewise linear basis functions. This directly
relates GMRF models to stochastic partial differential equations, with these models recovering stationary
solutions to the SPDE derived from a Matern covariance matrix (Lindgren, Rue, and Lindstrom 2011).

The connections between spline models and Bayesian multilevel models are helpful because they allow us to
build intuitions for why these models might be good at approximating the space of treatment effects. If we
represent the models as penalties, in the form



y=|ly—XB|I>+B7SB+e

we can think of them as regularizers which dynamically down-weight treatment effect functions which are a
priori unlikely, but which have support across the full space of possible functions. While the normal/normal
model penalizes the linear function solely in terms of completely independent draws (since S is the identity
matrix), the GMRF model penalizes the differences between neighboring coefficients, emphasizing a kind of
smoothness by probabilistically weighting potential models based on the average first difference from their
neighbors. Perhaps even more appealing is the way that they penalize these aspects by weighting them over
a probability distribution, and decrease in their informativeness in proportion to the available data.

Considerations for priors in a causal setting

Priors are often a sticking point for people who are unfamiliar with Bayesian modeling. Often the fear is
that these types of models require so many assumptions. In choosing a prior for how treatment effects vary,
there are several considerations. First, we want the model to be able to recover the relevant range of possible
models. Second, to the extend that a model is regularized by a prior distribution, we should understand the
“base” model that the model pulls towards (Simpson et al. 2017). Finally, we must check our model both by
simulating before model fitting and by checking the fitted model against observational data to see if it is
mis-specified (Gelman et al. 2020).

Let us first consider the normal multilevel model, where

y=XpB+e
B~ N(u o).

The clear baseline model or the average model we recover, is one with no varying estimates of 8. In the case
of treatment effects, this is the local average treatment effect we currently estimate over the pooled dataset.
However, while this model prefers this baseline before seeing any data, as 0 — oo we recover complete
subgroup independence (this also happens as the number of observations n; — oo for each group i).

The GMRF prior also has the same behavior. After differencing out the average effect, we have a set of
random walks with mean 0 over the effects of the data. While the model prefers a first difference between
neighboring subgroups to be equal to 0, e.g.

q

where ¢ is the precision, this prior has has support over the whole real line, and as n — in fty and ¢ — 0 it
recovers completely independent subgroup analyses. In other words, both models have an asymptotic regime
which converges to the same group-wise mean as two-stage least squares. The GMRF model also converges
to a continuously indexed Gaussian field as the number of cells in the lattice approaches infinity (Rue and
Held 2005).

It is also important to consider what we consider a “conservative” model. Often the fear which drives
completely independent analyses of subgroups is that we don’t want to posit a model for how treatment
effects vary. But discarding information associated with our parameters can inject unecessary noise into our
estimate. If we consider estimating a completely independent set of coefficients, we can structure it as a
multilevel model with an improper uniform prior over coefficients, e.g.

Y= ﬁzX’L + €7Bi ~ Umf(—oo, 00)7

which has a completely unbounded mean and variance. This model is less conservative than the others, in
the sense that it equally weights all possible functional forms for how (3; varies.



Simulation Results

Here I present a series of simulation results for estimated treatment effects, comparing the bias, mean squared
error, and R? of models fit with the intrinsic GMRF prior relative to independent subgroup analysis. Both
models are estimated via two stage least squares in a context with a strong binary instrument and binary
treatment, with effects that vary across subgroups according to a smooth function.

Causal Setting

Causal identification requires assumptions, and estimating heterogeneous treatment effects require require
even more. Because of the popularity of the instrumental variables estimator, I demonstrate the efficacy of
this estimation technique in that setting. Consider the situation with a binary instrument, Z, associated with
a binary treatment status, D, and potential outcomes Y;(0) and Y;(1) which, for individual ¢ are a function
of treated status D. Going forward, I presume the standard IV conditions for identification of local average
treatment effects are satisfied,

1. SUTVA: Given two vectors of treatments and instruments, D and D’ and Z and Z', D;(Z) = D;(Z’) if
Zi = Z! and Y;(D) = Y;(D') if D; = D..

Independence: Y; and D; are jointly independent of Z;.

Exclusion: Y;(D;,Z =0) =Y;(D;,Z = 1), or in other words, Z only affects Y through D

First-Stage: Z must be correlated with D.

5. Monotonicity: Either E(D;(Z =1)) > E(D;(Z=0))Vior E(D;(Z =1)) < E(D;(Z =0)) Vi

>N

While I primarily work with instrumental variables designs, there is nothing specific about the models
discussed in this paper which requires this approach. The same principles for estimating varying treatment
effects could apply to random experiments, difference in differences, regression discontinuity, or other designs
of interest where an analyst is interested in understanding high-dimensional interactions.

Simulation Setup

I first test the Gaussian Markov Random Field prior, taking a K-dimensional space of continuous random
variables drawn from a normal distribution, and constructing true treatment effects as a function of those
variables. When estimating both subgroups and the GMRF model, I divide the continuous covariate space
into an equally spaced lattice.

I consider three functions for the treatment effects, all of which are smooth. For simplicity, I first consider a
linear model with weights. Then I consider a squared function, to see whether the increased curvature of the
function causes the performance of the GMRF prior to deteriorate. Finally, to capture potentially cyclical
treatment effects, I use a sin function. In each case

7 = Prf(X1,i) + Bof(Xoyi) + oo + B f(Xkyi)

and recover the treatment effect estimate. The Bayesian model is estimated via Markov Chain Monte Carlo,
using the Stan modeling language and the Stan implementation of Hamiltonian Monte Carlo with No-U-Turn
Sampling (Carpenter et al. 2017).*

The local average treatment estimation with instrumental variables only recovers treatment effects for the
complier population. In order to differentiate between the general causal effect and the complier effect, I
assume that people in the top 10% of all treated individuals are “always-takers” and are not in the complier
population.

I estimate each model several times on lattices with different numbers of splits. There is a natural tension
here, since functions with greater curvature will benefit from having more subgroups, but the number of cells

4My implementation of the GMRF (ICAR) model drew extensively from the Stan case-study on implementing intrinsic
conditional autoregressive models. For the associated paper, see Morris et al. (2019), and see here for the case study in question:
https://mc-stan.org/users/documentation/case-studies/icar__stan.html.


https://mc-stan.org/users/documentation/case-studies/icar_stan.html

grows geometrically with K, the dimension of the regressors being used. As a consequence, estimating the
treatment effects for the subgroups has nearly infinite variance as the number of subgroups per dimension
and the number of dimensions grows, while the model with the GMRF prior becomes more accurate because
the piece-wise linear interpolant is more accurate.

I first consider a medium-scale problem with 1,000 observations. I take posterior expectations as the point
prediction for the treatment effect. When examining the GMRF prior, I run several simulations for each data
generating process, and share measures of the fitted distribution for the model relative to the independent
2SLS model. When examining the normal multilevel model I do not vary the dimension in the same way as
the GMRF model, simply because way that two stage least squares for independent subgroups degenerates is
fairly obvious from the GMRF simulations.

Results: In Sample

I first look at the GMRF model, examining the absolute value of the bias, mean squared error, and R?
of the predicted estimates relative to the treatment effects, comparing to a comparable estimate fit with
two-stage-least-squares by subgroup. Since results are simulated, estimates are measured with the true
underlying treatment effect. The y-axis in each graph is plotted on a log scale due to the very large variance
of 2SLS with few observations.

The Gaussian Markov Random Field prior strictly dominates independent 2SLS in the settings considered,
even at moderate dimension with a small number of subgroups. Even in moderate dimension (say, 4), with a
moderate number of subgroups (say, 4) independent 2SLS runs out of observations, and its variance explodes.
The geometric explosion of the number of possible subgroups makes it very difficult to get accurate estimates.
However, even at sample sizes where independent 2SLS cannot be estimated, the GMRF prior has extremely
low mean squared error. Because of the model’s ability to flexibly model the functions, adding additional
groups actually decreases the mean squared error. We can even see that the model consistently estimates
treatment effects when then number of subgroups exceeds the number of observations, with the groups
without samples being informed by their neighbors.

In-sample R? has a similar story, improving when subgroups are added because this allows the function to
be more flexible, while not degenerating as the number of observations per group approaches 0. We might
expect the discrepancies between the 2SLS and GMRF models to grow in an out of sample setting, since
some groups that have very few observations in the starting sample may have large weights in the subsequent
domain. When interactions are important, getting a better approximation of the treatment effect function
improves portability. Especially for non-linear functions, using a finer mesh substantially improves R? when
using the GMRF prior model, while independent two-stage-least-squares quickly becomes less effective due to
the small sample sizes of each individual cell.

A typical fear of using priors is that they will introduce asymptotic bias into the model. However, in this case
we see that average bias is comparable to the independent 2SLS estimates. Perhaps with more simulations
we might see more consistent differences in the average bias between the two models. However, when we
think interactions are important and we want to project our estimates onto new populations, we risk omitting
important variables.

To see a specific example, consider a case where we have 1,000 observations, each dimension is broken into 5
subgroups, and we have 3 covariates of interest. This figure plots posterior predictive intervals in red and the
group average effect in blue, with the shade of blue representing the number of observations in each group.
For ease of comparison, I've sorted the plot by the true conditional average treatment effects, shown in black.
Even in the most extreme parts of the distribution, and in cases where we observe almost no data directly for
the given group, we get good coverage of the true treatment effects

Projecting Treatment Effects onto New Populations

Intuitively, the fidelity of the projection onto a new population depends on the accuracy of both our estimates
and our approximation of the treatment effect function. For example, if we were to approximate the treatment



The GMRF model dominates 2SLS on mean squared error
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Figure 1: This figure shows the mean squared error of the treatment effects estimated via independent two
stage least squares by group and two stage least squares with a Gaussian Markov random field prior. Mean
squared error is measured via (E(T|M) — T)?, where M is either the independent 2SLS model or the model
estimated with the GMRF prior and 7T is the true treatment effect.



GMRF has higher in—sample explanatory power than 2SLS
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Figure 2: This figure shows the R? of the treatment effects estimated via independent two stage least squares
by group and two stage least squares with a Gaussian Markov random field prior. The differences are
enormous, with the GMRF model having comparable or better explanatory power across the board. R? is
measured via cor(E(T|M),T)?, where M is either the independent 2SLS model or the model estimated with
the GMRF prior and T is the true treatment effect.
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When 2SLS can be estimated, bias is comparable to the GMRF Model
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Figure 3: This figure shows the bias of two stage least squares by group and group-wise two stage least
squares with a Gaussian Markov random field prior. While two stage least squares has no asymptotic bias,
the difference in simulated finite sample bias between the models in small dimensions is not large. Bias is
measured as E(T|M) — T, where M is either the independent 2SLS model or the model estimated with the
GMREF prior and T is the true treatment effect.
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Sorted Predicted CATEs (Blue) from GMRF Model vs. True CATEs (Black)
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Figure 4: This figure shows the coverage of true treatment effects in high dimensional case using GMRF model.
The model is estimated with three dimensions and 5 subgroups per dimension. Thick bands correspond to
a 50% posterior predictive interval, and thin bands correspond to a 95% posterior predictive interval. The
color of the bars correspond to the number of observations in the associated cell of the lattice.

effect function with a linear model, this might work well for a relatively local shift, but it will get farther and
farther away from an accurate estimate except in the case where the true function is linear.

Since the GMRF model can be written as a series of piece-wise linear basis functions, we can consider the
treatment effect for a new draw from a continuous covariate by linearly interpolating between neighboring
values for 8. In other words, say we observe an individual between two neighboring cells. For a simplicity,
let us consider a single continuous variable, X, and a single observation x;. Say we have two cells which are
closest to X, x; and z,. Then we have estimates of conditional average treatment effects 7; and 7,. The
prediction for 7; is simply what would be the prior for that cell, e.g.

Tj0; + Tgdq UJ2§j + Jgéq

~ N
Ti (@+%’ 3; + 0,

)

where 0, = |z; — x|, which is simply a weighted average of neighboring cells. The locally linear functional
form allows for a continuous set of predictions for the continuous variable, even though we have only estimated
a series of average effects.

Targeting Policy Functions

Optimizing policy functions is very straightforward with the model, as a fully Bayesian model is generative,
in that it can directly simulate expected values for any quantity implied by the model. The cost/benefit
analysis can be modeled formally be specifying a utility or loss function which represents preferences over
outcomes implied by the model. If an agent is planning on taking some action, say providing a treatment to
an individual, we can directly simulate the consequences of that action in terms of its cost and model-implied
treatment effect. Because of the setting, I'll assume that potential benefits depend on the treatment effect
associated with the action. Then, preferences over some act a implied by a model M are given by
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U(a|M) = E(u(a)|M) = /u(a|T)PM(T)dT.

which is a standard von Neumann-Morgenstern (vNM) utility function (see, e.g. Savage (1972)).

To give a practical example, an agent may be risk average and have a per-unit cost, C, associated with a
rollout. In this case, one potential functional form for the inner utility function would be

u(a) = log(r) — C.

Given the ability simulate from the model, we can get an arbitrarily good approximation of the integral by
generating a number of Monte Carlo samples for 7 given the information available. In other words, we have a
conditional predictive density for 7, then we just approximate the integral with

MNsamples
1

U(a|M) = E(log(r) — C|M) » ——— > (log(r;"™) - C)

1
Nsamples =1

The posterior predictive distribution density will depend on the trained model, but in general (given an
arbitrary model M with parameters 6, outcome y, and information set I), it is given by

Py |M) = / p(y™19, T)p(6]I)db.

Suppose there are n possible people to give the treatment to. First, generate m samples, where m is chosen
to lower monte carlo error below some tolerance. Then 7°" is an nxm matrix, with columns corresponding
to draws from the posterior predictive distribution for the individual in row n. U®"™ is a matrix where

) ) 1
U™ = log(9™) — C. Let w be a vector filled with m values of —. Then the utility maximization problem
: ; m

becomes
max aU*""w,
a

which in this example is solved by setting a; = 1 if U*"™w > 0, and 0 otherwise. If there is a cap on the
budget to be consumed, then this simply involves rank-ordering expected utility and cutting off when the
budget is exhausted. In a case where a is continuous, for example representing a percentage allocation to
various subgroups, this becomes a standard convex optimization problem.

Portability: Simulation Results

In order to demonstrate how much explanatory power we gain by using this model, I benchmark it against
a situation where we know the true LATE for an initial population, keep the same functional form for the
treatment effects, and draw a new population. This benchmark is useful for two reasons: first, at the sample
sizes available for subgroups in high dimensions, it is clear that independent estimates have extremely high
variances, and second it helps identify the explanatory power we gain from the more flexible functional form.
The “constant treatment effect” model is never argued for explicitly in an academic context, but it is implicit
in a number of policy settings where politicians or bureaucrats use an aggregate causal estimate as evidence
for whether to move forward with a specific program.

To test the portability of the results, I simulate a model where treatment effects are a non-linear function of
a set of normal random variables, drawn from a random covariance matrix. Then, for each estimate of the
model, I simulate 10 new populations, and predict the treatment effects using the linear basis representation
in the prior section. I fit the model with a varying number of subgroups in the lattice in order to examine the
potential benefits of using a finer mesh.
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The GMRF model dominates as the number of groups grows, even in high
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Figure 5: This figure shows the performance of a constant-treament-effect model and the GMRF prior model.
The GMRF model has lower bias and lower mean squared error, as well as very high R?, with magnitude of
the improvement growing with the granularity of the lattice, even in high dimensions. The model is trained
on a sample of 1,000 individuals, and extrapolates to a new population drawn from a random covariance
matrix of the same dimension with 100 individuals.
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The GMRF model has extremely high out of sample R? as well as mean squared error and lower bias than
the constant treatment effects model, consistently improving as the number of groups gets large. Note that
treatment effects in the initial population are scaled to have a standard deviation of 1, and new populations
are drawn from a distribution with comparable variance. This means that we should expect the constant
treatment effects model to have average mean squared error of 1, and helps put into context the magnitude
of the improvements of the model. The average MSE across new populations is often more than halved by
the GMRF prior, even through the model does not have perfect information about the treatment effects in
the original population!

There are cases where the GMRF model does exceptionally well, and others where it still performs but not
quite as well. Noticeably, the explanatory power of the same lattice shrinks as the number of dimensions
grows. This is because in higher dimensions, with the same number of subgroups, proportionally more cells
sit at the boundary, and are not informed as much by neighboring estimates. The boundary conditions of
the model reduce to a constant treatment effects assumption (with growing variance) and so the predictions
are not as accurate for new populations that are likely to have many observations outside of the original
lattice. This problem may be mitigated through a more efficient construction of a lattice, either through
a recursive tree-based method or through optimal tessellation of the covariate space (Lindgren, Rue, and
Lindstrom 2011), but will be present in some form for any model where we have to extrapolate well beyond
the bounds of what has previously been observed.

Conclusion

Gaussian Markov random fields are a flexible class of models which can effectively model conditional average
treatment effects, approximating treatment effect functions of a continuous variable through a clever linear
basis representation. It maintains the intuition of a divide-and-conquer strategy, while not running into
the curse of dimensionality like independent group-wise estimation because of the partial pooling inherent
in the model. The model is a principled prior, which penalizes overly complex functional forms in cases
where a researcher expects adjacent treatment effect estimates to be informative for each other, while still
asymptotically recovering arbitrary functional forms.

GMREF priors in multilevel models have lower mean squared error, higher R2, and comparable bias in-sample
compared to independent group-wise estimation, and have lower mean-squared error, lower bias, and high out
of sample R? when projecting those effects to new populations. The model is not a black-box method, and is
easily interpreted by analysts as a means to penalize candidate treatment effect functions when estimating
LATESs by subgroup. The model assumptions can also be checked through prior and posterior predictive
simulations (Gelman et al. 2020).

In future work, it would be useful to compare the performance of the model to other standard approaches,
like Bayesian additive regression trees or causal forests. One interesting question is whether embedding this
type of prior in a tree-like model could make such methods more efficient in cases with continuous variables,
perhaps combining a series of weak learners with Bayesian model stacking (Yao et al. 2018).
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