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Abstract

The understanding of treatment effect heterogeneity became a major topic of research
during the last few years. Because classical random forests are not equipped for that
task, more specialized random forest methods were introduced lately.
In this thesis the focus lies on comparing causal forests (Wager and Athey, 2018) as
a special case of generalized random forests (Athey et al., 2019), and transformation
forests (Hothorn and Zeileis, 2017). Based on an extensive setup of simulated data both
methods are compared in their predictive accuracy through the mean squared error as
a performance measure. These data sets differ in ambivalent dimension as well as num-
ber of observations. Furthermore, the influence of different main effect- and treatment
propensity functions is investigated for cases with and without orthogonal dependencies
of predictor variables. In addition, the influence of number of fitted trees is looked at in
a limited manner.
It is found, that for low dimensional data (paired with low numbers of observations) trans-
formation forests tend to have a lower prediction error (up to 40%) than causal forests.
With some exceptions causal forest only start to return similar results as transforma-
tion forests with high dimensional data sets. It is shown that the accuracy of the fit is
highly dependent on the dimension and size of the training data set, while additionally
influenced by the underlying distribution of the conditional outcomes. Only a small part
could be accounted towards different main effect- and treatment propensity functions.
Furthermore, the number of trees used for the fit has a minimal overall influence (while a
substantial one for isolated instances).
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Chapter 1

Introduction

Treatment effect heterogeneity understanding is crucial towards a better use and fit of
models in a variety of fields like (but not limited to) personalized medicine. The general
idea is that treatment effects are not constant for specific subgroups but may depend on
patient characteristics (also called predictor variables). The detection of it has gained
higher attention over the last years, due to the availability of extensive enough data sets
on the matter.
To illustrate the difference between a standard clinical trial setup and a setup where
heterogeneity can be detected a simple example is used. The notation will differ from the
standard way, to match the notation in the rest of this thesis (which is based on Athey
et al. (2019) and Wager and Athey (2018)). There are two treatments A and B (where A
is control) and the outcome Y given the treatments. The assumed models are

Y | treatment A ∼ N(m,σ2),

Y | treatment B ∼ N(m+ τ, σ2),

where m is the overall intercept (main effect) and τ the treatment effect. Whereas the
overall intercept describes the prognosis for subjects under treatment A, the treatment
effect describes the causal effect induced by switching to treatment B. In a standard clinical
trial both groups would then be randomized for τ̂ estimation. In this setup the predictor
variables x and prognostic variables z are not taken into account, hence heterogeneous
treatment effects cannot be detected. If it is now assumed, that the main- and treatment
effect are depending on predictor variables x and prognostic variables z the models change
to

Y | treatment A, z ∼ N(m(z), σ2)

Y | treatment B, x, z ∼ N(m(z) + τ(x), σ2).

In the above model z is the prognostic variable used for the prognostic effect m(z), while
τ(x) represents the heterogeneous treatment effect. For this thesis x and z are the same,
hence in further sections z will be replaced by x. The aim is to estimate τ̂(x), potentially
from observational data where propensities P[B | W (x)] = e(x) determine the probability
of receiving treatment B|X. A special case of this would be clinical trials with balanced
parallel groups, where e(x) = 0.5.
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The classical random forest (Breiman, 2001) only estimates m̂(x) in the absence of any
treatment. Because of that restriction, methods that are more elaborate are needed. An
earlier introduced method to estimate τ(x) is virtual twins (Foster et al., 2011). The basic
idea behind this approach is that for every patient with (for example) treatment Y | A,X,
an outcome Y | B,X is generated (and vice versa), where the difference of both gives τ̂(x).
To arrive at such counterfactual estimates one first fits a random forest through regressing
the observed Y

(1)
i against (Xi,Wi). In this context the superscript (1) refers to a treated

subject as an example (for control Y
(0)
i the same steps would apply). Afterwards, the

original treatment group of the subject will be switched to its counterpart with (1−Wi).
Following the above example with a treated subject, the altered (Xi, 1−Wi) are then run

down the trained forest. This gives estimates for Ŷ
(0)
i which is the counterfactual estimate

of Y
(1)
i allowing estimation of the treatment effect with τ̂(x) = Y

(1)
i − Ŷ (0)

i .
The focus of this thesis lies on two recently suggested methods for estimation of heteroge-
neous treatment effects. Causal forests (Wager and Athey, 2018) which are a special case
of generalized random forests (Athey et al., 2019), and transformation forests (Hothorn
and Zeileis, 2017). The former explicitly targets observational data by incorporating
propensities e(x) while the latter was so far evaluated for randomized clinical trial data
only. Transformation forests are an extension of model-based random forests (Seibold
et al., 2018).
The main conceptual difference between causal forest and model-based forest lies in the
workflows of both methods. For causal forest the workflow is:

1. Estimate propensities e(x) with a random forest for binary treatment decisions.

2. Estimate the prognostic effect m(x) with regression forest for Y (on the predictor
variables).

3. Estimation of τ̂(x) by running a generalized random forest on centered responses
Y − Ŷ (x) and centered treatment assignments W − Ŵ (x).

The main difference to transformation model-based forests is, that step (1.) is missing
(but will be added herein) and that steps (2.) and (3.) are performed simultaneously by
a model-based forest.
This thesis can be aligned with work by Lu et al. (2018), where the causal forest method
has already been compared to a set of different random forest based procedures (like vir-
tual twins). It was deemed to be in the middle- to lower field performance wise compared
to the other six methods, depending on the simulation setup used. Model-based forests
(and hence transformation forests) were not one of these other methods under test.

1.1 Project Aim

The aim of this master thesis is to adapt transformation forests to observational data by
incorporating propensities (in the same way as causal forests), to predict heterogeneous
treatment effects with high accuracy and consistency. Both of these methods rely on the
already well known random forest approach introduced by Breiman (2001). The goal is
to detect specific performance-wise differences between the two methods. Based on these
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differences, suggestions should be possible concerning the specific benefits that each of
the models supply in reference to the different setups on which the artificially generated
data sets depend up on.
Because the whole simulation setup in this thesis is in majority based on the setup of
Wager and Athey (2018) a limited reproduction, of the for this thesis important parts
of the paper, is carried out. Based on a successful implementation the rest of the thesis
then can be build up on this previous work, with knowledge of the correctness of it. It is
additionally advantageous for a better understanding of the causal forest implementation
and method through learning by doing.
These two methods are trained on an extensive setup of test data sets with a high number
of replicas per data set. While the testing is done on a separate test set to get the
out-of-sample performance. Test- and training data are generated artificially through
different setups of the parameters of the underlying data generating distributions, as well
as with the use of different distributions themselves. Additionally different combinations
of treatment heterogeneity with and without confounding are used.
As already mentioned above, different distributions for the conditional outcomes are im-
plemented. This is to test cases where outcomes are not normal, but are based on (as
used in this thesis) a Weibull distribution. This change will influence the centering of the
response in a way that Y −Ŷ (x) is not possible to do anymore without using an additional
procedure.
The main performance measure is the mean squared error between estimation and true
treatment effect. The influence of treatment propensity functions e(x) as well as main
effect functions m(x) is investigated as well as the effect the number of trees in the forest
has on the accuracy of the fit.
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Chapter 2

Theory

A theoretical overview about the random forest approach in general as well as the two
specific methods used in this thesis will be given in this section. In a first step, the classical
random forest (Breiman, 2001) is explained in Section 2.1 as a short introduction to the
topic. The general idea of treatment effect estimation is shown in Section 2.2 which both
methods depend up on. Following, causal forests (Wager and Athey, 2018) are introduced
in Section 2.3 with a special focus on local centering. Transformation forests (Hothorn
and Zeileis, 2017) follow in Section 2.4 with a detailed account on the score functions
used. Because both methods rely on almost identical tree aggregation schemes the topic
was bundled in Section 2.5, followed at last with a summary on the main differences of
both methods in Section 2.6.

2.1 Random Forest

Because it is already a well known ensemble learning method, a broad overlook about
random forest by Breiman (2001) will be given in the following without going into detail
(for a more detailed explanation see for example Hastie et al. (2001)).
Random forest is a method, which is based on the averaging of many single decision trees.
One has to differentiate between predictions which require classification, where y ∈ {0, 1}
or regression with y ∈ R. Each tree is based on the bagging (bootstrap aggregation)
technique.
Bagging is a method, which reduces variance for high-variance low-bias procedures like
trees. It uses M randomly (with replacement) drawn subsamples out of the learning
sample. A prediction (the bagging estimate) is then made for each of the bootstrap
samples and averaged with the mean over all samples.
The variance of the average of n random variables (with positive correlation ρ) is (Hastie
et al., 2001)

ρσ2 +
1− ρ
n

σ2 (2.1)

where n is a number of i.i.d. random variables. As the number of random variables
increases the second term will asymptotically go to 0, which leaves ρσ2 as the remaining
portion. Hence there is a limit to the reduction in variance (as number of variables
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increases) due to correlation ρ. This is exactly where random forest takes over with the
goal of reducing the correlation between pairs of variables.
”The idea of random forest [. . . ] is to improve the variance reduction of bagging by reduc-
ing the correlation between the trees, without increasing the variance too much.”(Hastie
et al. (2001), 588). This is done through the (random choosing) process described in
the second step of the following procedure. Additionally overfitting can also be avoided
through the random choosing of the subsample to place the splits in step two.

1. Draw (with replacement) M bootstrap samples each of size n from the original
training data set.

2. A fully grown regression tree (without pruning) is generated with every bootstrap
sample. The splits are placed based on a random subsample of each bootstrap
sample instead of the whole one. If the sample size is denoted with p and the size
of the random subsample with pr, it is usually pr << p.

3. Grow as many trees as specified.

To obtain predictions on a new observation x in a regression setting, all individual tree
predictions are averaged on the new x. This averaging is done with 1/B (where B is the
number of trees) times the sum of the predictions in every single tree.
For classification, a majority vote among the nodes over all trees is carried out (similar to
bagging) and the classifier with the most votes (among all subsamples) is chosen. Because
the tree is not pruned, the bias can be kept minimal.

2.2 Treatment Effect Estimation

A treatment effect is the difference between two potential outcomes in which a patient
is treated and not treated. If the trial design does not allow for such a setting, a direct
estimation is not possible, hence a different approach is needed. The variables used for
response, explanatory variables and treatment indicator are (Yi, Xi,Wi) where i = 1, . . . , n
(with n independent observations). Whereas Yi ∈ R and Xi ∈ R, treatment indicator
Wi ∈ {0, 1}.
Formally, given the response vector Yi and explanatory variables Xi, the treatment effect
is defined as

τ(x) = E[Yi
(1) − Yi(0) | Xi = x]. (2.2)

The potential outcomes Yi
(0) and Yi

(1) of the response vector represent the two cases an
individual would have experienced with and without receiving treatment. This leads to
the above mentioned challenge, that only one outcome can be observed (either patient
received treatment or control). Therefore τ(x) cannot be estimated directly from the
observed data (Xi, Yi,Wi).
The standard way to tackle this issue is, to assume unconfoundedness of the treatment
assignment Wi with the potential conditional response Yi|Xi. Because the nearby obser-
vations in Xi can now be treated as from a randomized experiment (due to independence),
this assumption leads to consistency for τ(x).
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Based on this unconfoundedness restriction, the treatment effect can be rewritten as
(Wager and Athey, 2018)

τ(x) = E
[
Yi

(
Wi

e(x)
− 1−Wi

1− e(x)

)
| Xi = x

]
,where e(x) = E[Wi | Xi = x] (2.3)

where e(x) is the treatment propensity. To show that this is equivalent to Equation (2.2),
both cases of the treatment indicator can be tried. For the case where a treated subject
is given (Wi = 1), the second term will be 0, hence one will end up with Yi/e(x) (which
is the Yi

(1) from before). If an untreated one is given (Wi = 0), the first term will be 0
and the second one will simplify to Yi/(1− e(x)) which is the Yi

(0). Now, one only has to
estimate the treatment propensity e(x) and with the use of Equation (2.3) the treatment
effect could be estimated.

2.3 Causal Forest

This method seeks to address ”[. . . ] the fear that researcher will iteratively search for
subgroups with high treatment levels, and then report only the results for subgroups with
extreme effects [. . . ]”(Wager and Athey (2018), 2). Additionally a basic problem with
classical approaches like k-nearest neighbors is, that they do not perform well when the
number of predictor variables is increased. Because the causal forest uses a data-driven
way for calculating the weights (similar to random forest), which nearby observations
receive, this problem can be solved.
Additionally Wager and Athey (2018) try to address the issue that the asymptotic as well
as a suitable inference framework is missing for most random forest methods. Through
introduction of constraints, rigorous asymptotic analysis of the forest is introduced with
this method, namely asymptotic normality theory that allows for statistical inference to
be done on the forest. The constraint, which needs to be fulfilled, is called ”honesty”.
This constraint is based on the idea that the learning sample should be divided into two
subsamples, of which one is used for growing the tree and the other for prediction in the
leaves. Two procedures will be introduced later, which fulfill the honesty requirement (so
called propensity trees and double sample trees).
These causal forests have three properties which allow for inference (for more details see
Wager and Athey (2018) section 2.3, or Athey et al. (2019) section 3).

• Causal forests are consistent for τ(x).

• Predictions are asymptotically Gaussian and unbiased which can be formalized with
(τ̂(x)− τ(x))/

√
V ar[τ̂(x)]⇒ N(0, 1). This means that the difference of prediction

and true treatment effect divided through the standard deviation of the predicted
treatment effect is asymptotically standard normal distributed.

• Asymptotic variance can be accurately estimated for causal forest. This is done
with the use of the infinitesimal jackknife method for random forest (Efron (2014),
Wager et al. (2014))
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Because there is no such thing as a free lunch, there are some restrictions on these causal
forests. As mentioned before these trees are required to be honest to achieve consistency
and centered asymptotic normality. The honesty criteria is defined by ”A tree is honest
if, for each training sample i, it only uses the response Yi to estimate the within–leaf
treatment effect τ(x) [. . . ] or to decide where to place the splits, but not both” (Wager
and Athey (2018), 8).
One way to implement this is the double–sample tree (procedure 1 in Wager and Athey
(2018), or algorithm 1 in Athey et al. (2019)) which divides the training data samples
into two halves. One half is used to place the splits, while the other half is used for the
within-leaf estimation. The double–sample tree then estimates τ̂(x) on the second half of
the sample. This procedure makes the forest more sensitive to changes in the treatment
effect (when treatment heterogeneity is present), when there is no confounding for the
main effect and treatment propensity.
A second approach to satisfy the honesty criteria is the use of propensity trees (procedure
2 in Wager and Athey (2018)), where Yi is not taken into account when placing splits.
Instead of the response, the treatment indicator Wi is used to train a classification tree
first. This means that the classification tree is trained on a subsample of the (Xi,Wi)
pairs. This procedure goes through without sample splitting and should be beneficial for
reducing bias caused by variation in e(x).
On a model level, the following score function estimating equation is used

f(m, τ) = y − (m+ τw), (2.4)

where m (which is plug-in m̂(x) in this thesis) as the conditional mean function, and τ as
the treatment effect are the unknown parameters. The model assumes normality of the
conditional outcomes. The normal log-likelihood is `(τ) = 2−1(y − τw)2, which leads to
the scores

sτ =


(y − τ1w)w
(y − τ2w)w

...
(y − τNw)w


while the L2 loss function for estimation of the parameters is L(m, τ) = (y− (m+ τw))2.
The splits are induced through minimizing an error term (see Athey et al. (2019), section
2.2 for further explanation). The following procedure is used for estimation of τ̂ .

1: procedure Causal Forest( Y,X,W )
2: W ∼ X . Estimate ê(x) by classification forest
3: Y ∼ X . Estimate m̂(x) by regression forest
4: Y − m̂(x) ∼ [W − ê(x)]|X . Estimate τ̂(x) through local centering
5: end procedure

2.3.1 Local Centering

Although viable inference can be done on the parameters with the above discussed ap-
proach ”performance of the forests can in practice be improved by first regressing out
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the effect of the features Xi on all outcomes separately.” (Athey et al. (2019), 21). This
is achieved with centering of the treatment indicators W and the conditional outcomes
Y |X,W . The centering idea was introduced by Robinson (1988) for normal linear models,
where the focus was on prove of consistency and efficiency of such centered parameters.
The implementation is straightforward with

Wcentered = W − Ŵ (x),

Ycentered = Y − Ŷ (x).

Ŵ (x) and Ŷ (x) refer to the estimated treatment indicators and outcomes (see Section 2.6
for further clarifications). These are first estimated using two separate regression forests.
The forests for prediction of τ̂ are then run on the centered outcomes instead of the
original ones. Towards why one can center in the first place an explanation can be found
in Athey et al. (2019) section 6.1.1.
The aggregation procedure of the single trees is explained in Section 2.5 because it is
the same as for transformation forests. For further analysis and theory on causal forests
and generalized random forests consult Wager and Athey (2018) and Athey et al. (2019).
Whereas Athey et al. (2019) focus on the theoretical analysis of generalized random forests,
Wager and Athey (2018) induce a more simulation based take.

2.4 Transformation Forests

Most regression and random forest methods give information about the conditional ex-
pectation E(Y |X = x) while the understanding of the full predictive distribution Y |X
is lacking. The reason is that the splits in the majority of forest methods are sensitive
to mean changes, while changes in higher moments (like variance) are not picked up.
Estimation of conditional distribution functions has already been done over ten years
ago by Hothorn et al. (2004) and somewhat similar by Meinshausen (2006) with quantile
regression forest.
To tackle this problem, transformation trees and its extension transformation forests were
introduced by Hothorn and Zeileis (2017). This method can be considered as an ”[. . . ]
adaptive local likelihood estimator of conditional distribution functions.” (Hothorn and
Zeileis (2017),1) that are sensitive to distributional changes. A second advantage of the
method is its allowance for a broad number of classical inference procedures (e.g. variable
importance or independence tests) because models are fully parametric in comparison to
the causal forest ones.
Hothorn and Zeileis (2017) start with the introduction of a parametric family of distribu-
tions

PY,Θ = {PY,ϑ | ϑ ∈ Θ} (2.5)

where Y is the target random variable, ϑ the parameters and Θ the parameter space.
If predictors X are taken into account and the assumption holds that ϑ(x) ∈ Θ, the
conditional distribution PY |X=x can be rewritten as PY |ϑ(x). This means, that the condi-
tional distribution PY |X=x is a member of the parametric family of distributions as seen
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in Equation (2.5). If different parametrizations are put in place for the parametric family
PY,Θ, implementation can be difficult, which is addressed with the use of transformation
models.
A basic transformation model of the form P(Y ≤ y) = FY (y) = FZ(h(y)) is introduced,
where h() is a monotone increasing transformation function. This setup allows for simple
to complex transformation functions, which will enable a wide range of statistical appli-
cations. These models are used, so that the score contributions can be calculated for
inducing the splits.
In contrast to generalized random forests, there is now no limitation to normality any-
more, because FZ() can be any distribution. In the simulations, that will be discussed in
Chapter 3, normal- and Weibull based outcomes are used, hence these two cases will be
looked at here. In a first step, the following densities are defined

f(m,σ, τ) =φ(y/σ −m/σ − τw)/σ (2.6)

f(θ1, θ2, τ) = exp(θ1 + θ2 log(y)− τw − exp(θ1 + θ2 log(y)− τw))θ2 (2.7)

where Equation (2.6) is the normal model while (2.7) the Weibull, where the true pa-
rameters m(x), σ(x) and τ(x) may depend on x in a single forest. The loss function in
the normal case is L(m,σ, τ) = (y/σ − (m/σ + τ/σW ))2. As in the standard way the
likelihoods need to be calculated to arrive at the scores. The log-likelihoods are

`(m,σ, τ) =− 2−1(y/σ −m/σ − τw)2 − log(σ)

`(θ1, θ2, τ) =θ1 + θ2 log(y)− τw − exp(θ1 + θ2 log(y)− τw) + log(θ2)

which (derived towards every unknown parameter) give the three dimensional scores. Be-
cause a full representation of the score matrix overflows the page, a simpler representation
is chosen. Instead of the 3xN matrix including all the scores for i = 1, . . . , N , a 1x3 is
displayed.

sNormal

mσ
τ

 =

 − 1
σ2 (m+ τσw − y)

− 1
σ3 (σ2 + τσw(y −m)− (y −m)2)

− 1
σ
w(m+ τσw − y)



sWeibull

θ1

θ2

τ

 =

 1− yθ2 exp(θ1 − τw)
−yθ2 exp(θ1 − τw) log(y) + 1

θ2
+ log(y)

yθ2 exp(θ1 − τw)w − w


To arrive at the 3xN matrix, the 1x3 matrix has to be transposed and the parameters
made dependent on i. The splitting of the tree nodes is done with statistical tests based
on these scores. To induce the splits the following H0 is tested (Hothorn and Zeileis, 2017)

H0 : s(ϑ̂NML|Y ) ⊥ X (2.8)
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where s are the score contributions of the transformation family and ϑ̂NML the uncondi-
tional maximum likelihood estimator not depending on x. Following the notation from
before the score test can also be written as H0 : s(m,σ, τ) ⊥ X, where (m,σ, τ) ∈ R3.
This hypothesis tests if all models come from the same distribution and hence make the
transformation forest sensitive to changes in those.
The following procedure is used for estimation of τ̂ .

1: procedure ”Causal” Transformation Forest(Y,X,W )
2: W ∼ X . Estimate ê(x) by classification forest
3: Y ∼ [W − ê(x)]|X . Estimate τ̂(x) and m̂(x) simultaneously
4: end procedure

For further analysis and theory on transformation forests see Hothorn and Zeileis (2017)
and Hothorn et al. (2019).

2.5 Aggregation of Trees

Both trees are aggregated in the same way over nearest neighbor weights which measure
how often xi falls into the same leave (or terminal node) as x. In the following it will be
discussed on the transformation forest case from Hothorn and Zeileis (2017)
To measure the similarity of the two distributions PY |X=x and PY |X=xi , a so called ”condi-
tional weight function” wNi (x) is introduced. This conditional weight function represents
how ”close” x (one observation x) and xi (all other observations except x) are through
counting how many times the i-th observation ends up in the same terminal node. With
the use of this measure, as well as the log-likelihood contribution of the probability model
from Equation (2.5), the following forest conditional parameter function can be defined
(Hothorn and Zeileis, 2017):

wNForest,i(x) :=
T∑
t=1

Bt∑
b=1

I(x ∈ Btb ∧ xi ∈ Btb) (2.9)

ϑ̂NForest(x) := arg max
ϑ∈Θ

N∑
i=1

wNForest,i(x)`i(ϑ) (2.10)

The conditional weight function of the forest can be seen in Equation (2.9). N is the
total number of observations in the learning sample and T is the number of trees in the
forest. Btb is the b−th terminal node in the t−th tree which, in every node, contains the
parameter estimate ϑ̂Ntb , and in every tree the conditional parameter function ϑ̂NTree(x). In
less formal terms, the sum over all trees and all cells of each tree, where x and xi are in the
same terminal node (which are only then considered to be ”close”) gives the conditional
weight function.
In Equation (2.10) the forest conditional parameter function can be seen which includes
the conditional weight function from Equation (2.9). The conditional weights are multi-
plied with the unconditional log likelihood function contributions of the learning sample
observations and summed up over the whole learning sample. Furthermore, the likelihood
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is maximized to get the parameter estimate for ϑ̂. The ϑ parameter is in the normal case
defined with ϑ = (m,σ, τ), while with ϑ = (θ1, θ2, τ) for the Weibull case.
The equivalent to Equation (2.10) for the generalized random forest case is (Athey et al.,
2019)

(θ̂(x), v̂(x)) ∈ arg min
θ,v

{‖
n∑
i=1

αi(x)ψθ,v(Yi,Wi)‖}. (2.11)

The α(xi) is the wNForest,i(x) from the transformation forest case (for the formal definition
of α(xi) see Equation 3 in (Athey et al., 2019)). The v is an optional nuisance parameter
while θ is the ϑ from above. Furthermore, instead of maximizing a likelihood the Euclidean
distance is minimized.

2.6 Difference Between Causal Forest and Transfor-

mation Forest

This section aims to give a more straightforward explanation on what the differences of
the aforementioned two methods actually are in regard to their calculation steps as well
as the models used.
On the model level one has to compare the model Equation (2.4) for causal forest with
the model equation for transformation forest. The main difference is, that causal forests
use a least square score with respect to τ after centering, while transformation forests use
a likelihood score with respect to m, τ, σ without centering of the response. Differences
as seen in Table 2.1 arise for the underlying distribution, unknown parameters and capa-
bility of taking censored observations into account. As visible, for causal forest a normal
distribution is assumed as underlying whereas in transformation forest any continuous
distribution FZ() can be chosen. In the transformation forest context, two unknown pa-
rameters are estimated whereas for causal forest it is only one. Furthermore, censored
observations can be taken into account in the transformation setup while not for causal
forests.

Table 2.1: Comparison of model equations for causal forest (left column) with transfor-
mation forest (right column).

y − (m+ τw) m/σ + y/σ + τ/σw

Distribution N ∼ (µ, σ) Any FZ(h(y))

Scores R R3

Estimated parameters τ̂ m̂, τ̂

Censoring possible No Yes
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An overview about the calculation steps for causal- and transformation forest can be seen
in Table 2.2, where the numbers in parentheses indicate the step. These are the steps
introduced in both procedures in Section 2.3 and Section 2.4. For causal forest, one first
estimates the treatment propensity and the main effect separately and uses the centered
version of both for estimation of the treatment effect. For transformation forests only, the
treatment propensity is needed and the estimation of main– and treatment effect happens
simultaneously.

Table 2.2: Calculation steps for the treatment propensity, main effect and treatment effect
for causal– and transformation forest. It is assumed, that response Y , predictor variables
X and treatment indicator W are known.

Causal forest Transformation forest

ê(x) (1) W ∼ X (1) W ∼ X

m̂(x) (2) Y ∼ X

τ̂(x) (3) Y − m̂(x) ∼ [W − ê(x)]|X

τ̂(x), m̂(x) (2) Y ∼ [W − ê(x)]|X

In a first step, the treatment propensity is estimated through regressing the treatment
indicator on the predictor variables. This procedure is carried out for both methods as
denoted with (1). In the causal forest framework, the main effect is estimated at (2) with
regressing Y on the predictor variables X. The ê(x) and m̂(x) are then used to calculate
the centered outcomes (Ycentered,Wcentered) on which the estimation of the treatment effect
is done. For transformation forest, only the treatment assignments are centered, while
the main effect m̂(x) will be estimated simultaneously with the treatment effect τ̂(x) in
(2), while both being reparametrized later.
The centering of both variables is used to improve the performance of the forest. Take for
example the treatment propensity ei(x) = 0.9. If Wi = 1 than Wcentered(xi) = 0.1, hence
close to 0, while if Wi = 0 one would have Wcentered(xi) = −0.9. Therefore, if this is done
for i = 1, . . . , N the Wcentered becomes centered around zero with values between [−1, 1].
The responses Y behave similar, although the range of values for Ycentered is not bound to
[−1, 1].
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Chapter 3

Simulations

The overall goal is to compare causal forests and transformation forests in their ability to
predict the treatment effect with a minimal mean squared error. In a first step, the data
generating process based on Athey et al. (2019) is shown in Section 3.1, followed by a
detailed explanation on the calculation setup in Section 3.2. The results can be found in
Section 3.3. Additionally in the same section, an analysis in to the influence of different
treatment propensity- and main effect functions is shown, as well as a short discussion
about the influence of different tree numbers.

3.1 Data Generating Process

The data generating process explained in this section is in most parts based on the similar
setup of section 6.2 in Athey et al. (2019) as well as section 5.2 in Wager and Athey (2018).
The full code can be found in Section A.5.1. The following three changes and extensions
are made to the process to obtain a more general view:

• In addition to the use of the normal distribution as basis for the conditional outcomes
Yi|Xi,Wi the Weibull distribution is used. This leads to a doubling of the total
simulation setups.

• A periodic behavior of the treatment propensity is introduced using a sinus function
on orthogonal predictor variables.

• A setup with a constant treatment effect is not taken into account as opposed to
Wager and Athey (2018). Instead only setups with treatment heterogeneity paired
with constant (and variable) main effects and constant (and variable) treatment
propensities as well as setups with (and without) interaction between the latter two
are considered.

First, the following three parameters with their definitions are introduced (Wager and
Athey, 2018):

Main effect: m(x) = 2−1E[Y (0) + Y (1)|X = x],

Treatment effect: τ(x) = E[Y (1) − Y (0)|X = x],

Treatment propensity: e(x) = P[W = 1|X = x].
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The predictor variables Xi are sampled from a uniform distribution as seen in Equa-
tion (3.1) (Athey et al., 2019). Treatment assignment Wi ∈ {0, 1} is determined by
sampling from a Bernoulli distribution in which the treatment propensity gives the prob-
ability for the assignment as seen in Equation (3.2) (Athey et al., 2019). The response
given the predictor variables and the treatment assignment can be seen in Equations (3.3)
(Athey et al., 2019) and (3.4). First, for the case where the response is based on the nor-
mal distribution and second where it is based on the Weibull distribution. In this special
case here, the Weibull distribution with shape parameter k = 1 reduces actually to an
exponential distribution. The standard deviation (as used in the normal distribution) was
set to 1 for all setups.

Xi ∼ U([0, 1]p) (3.1)

Wi|Xi ∼ Bernoulli(e(Xi)) (3.2)

Yi|Xi,Wi ∼ N(m(Xi) + (Wi − 0.5)τ(Xi), 1) (3.3)

Yi|Xi,Wi ∼Weibull(1, exp(m(Xi) + (Wi − 0.5)τ(Xi))) (3.4)

For generating the training data sets a total of 24 different setups as seen in Table 3.1 are
used with variation in the main effect m(x) and the treatment propensity e(x). Four dif-
ferent functions for the treatment propensity e(x) are paired with three different functions
for the main effect m(x), while the treatment effect function

τ(x) = ζ(x1)ζ(x2)

is based on a ζ(xi) function of x1 and x2. This function remains the same for all different
setups through this thesis and is defined as

ζ(xi) = 1 +
1

1 + e−20(xi−1/3)
,where i = {1, 2}.

To see how the random forest methods react to orthogonality in the predictor variables,
e(x) and m(x) use either x1 or x3 as basis for calculations. Based on x1 a dependent
setting is tested (also x2 could be used), because the treatment effect is also based on x1

(and x2), while x3 is used for the orthogonal setting.
Simulations vary in terms of sample size n = {100, 250, 500, 1000} as well as the dimension
d = {10, 50, 500} of the covariate matrix X. The maximum dimension 500 is set to
test the case when there are more predictor variables than observations. Of every data
set, 50 replicas are generated to then average the measured mean squared errors. After
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aggregation (over all combinations of n and d) of the results, over the 50 replicas, there
are always 12 mean squared errors for every single one of the 24 different setups.
Because there are 24 different setups and 12 possible combinations of n and d (n = 4
times d = 3) replicated 50 times, the total number of learn data sets generated is 14’400.
Each of these data sets consists of the following three parts:

• Covariate matrix X with size n and dimension d.

• Vector of responses Y with length n.

• Vector of treatment indicators W (which are either 0 or 1 for treatment and control)
with length n.

Table 3.1: The 24 different setups of the data generating process with different combi-
nations of treatment propensity and main effect function. βa,b defines the β-density with
the shape parameters a and b. Normal / Weibull are in reference to the distribution on
which the conditional outcomes Yi|Xi,Wi are based.

Setup e(x) m(x)

Normal / Weibull

1 / 13 0.5 0

2 / 14 0.5 2x1 − 1

3 / 15 0.5 2x3 − 1

4 / 16 1
4
(1 + β2,4(x1)) 0

5 / 17 1
4
(1 + β2,4(x1)) 2x1 − 1

6 / 18 1
4
(1 + β2,4(x1)) 2x3 − 1

7 / 19 1
4
(1 + β2,4(x3)) 0

8 / 20 1
4
(1 + β2,4(x3)) 2x1 − 1

9 / 21 1
4
(1 + β2,4(x3)) 2x3 − 1

10 / 22 sin(2πx3)/4 + 0.5 0

11 / 23 sin(2πx3)/4 + 0.5 2x1 − 1

12 / 24 sin(2πx3)/4 + 0.5 2x3 − 1

The sinus function for setups 10–12 as well as 22–24 is extended with (/4 + 0.5) because
e(x) is further used as a probability as seen in Equation (3.2), to determine who is treated
and who is not (treatment indicator W ). With this scaling the former range [−1, 1] of
the values returned by the sinus function is restricted to (0, 1) to be used as a probability.
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Furthermore, this exact term was chosen to make the resulting value range similar to the
other e(x) functions based on the beta distribution. The reason why 0 and 1 are not
included is, that it lead to computational problems inside the transformation function.
Specifically for lower dimensions the mean squared error started to increase as the number
of observations increased (while the dimension was fixed) which made little sense, because
a decrease would have been expected.
For testing the estimations from the training data sets, a single test set is generated. The
test matrix Xtest has n = 10′000 and d = 500. For causal forest it contains only the
predictor variables, while for transformation forest a treatment indicator W = 1 has to
be added to the matrix.
The output of this data generating process consists of the following three parts:

• Argument matrix with 14400 rows and 4 columns with information about all possible
combinations of setup, number n, dimension d, and replica count 1–50.

• List of 14400 learn data sets each containing X, Y,W .

• Test data set Xtest.

3.2 Setup

First, the setup for the causal forest is discussed followed by the transformation forest
setup. The full code for causal forest can be found in Section A.5.2, and for transformation
forest in Section A.5.3.
It has to be differentiated between cases where the treatment propensity is constant at
0.5 and cases where it is not. If the treatment propensity is constant, the implementation
with the corresponding R-functions differs. For causal forest, two different settings were
tested (with and without honest tree splitting) while for transformation forest only one
was taken into account.
The causal forest() (Tibshirani et al., 2018) function is used for the similar named
procedure. Specifically the following settings are put in to place (for all setups with
e(x) 6= 0.5):

causal_forest(X = as.matrix(data[, grep("^X", colnames(data))]),

Y = data$y, W = (0:1)[data$trt], num.trees = 250,

sample.fraction = 0.632, ci.group.size = 1,

min.node.size = 20, mtry = mtry,

honesty = honestyFactor, W.hat = NULL)

Additionally, to take the underlying distribution of the conditional response in to ac-
count, a transformation on Y is done beforehand. Because the causal forest assumes a
symmetric distribution, it will not be able to fit the Weibull (i.e. exponential) distribution
properly, which is used for setups 13–24. Hence, for these setups, the Y responses are
log-transformed.
In a first step, the num.trees is set to B = 250, while in a second step the num.trees is
set to B = 2000 (in a reduced setting of only 25 replicas) to match the setup of Wager
and Athey (2018).
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The sample.fraction is set to 0.632 to match the setup in the transformation forest
case. This is the size of the random subsample that is drawn without replacement from
the training data to build each tree. For every tree a new subsample is drawn. Under the
honesty criteria, this leads to a further split. Hence under honesty the sample fraction to
place the splits, as well as the fraction for the within-leaf estimation, is 0.632/2 = 0.316 of
the training sample. As a direct consequence from setting the sample fraction > 0.5 the
ci.group.size argument had to be set to < 2, which means that no confidence intervals
are provided.
The min.node.size argument refers to the minimum number of observations in each tree
leaf. This is set to 20 to match the minbucket argument for transformation forests. This
value was chosen, to ensure enough observations in each node for fitting of the regression
model in the transformation forest case.
The number of variables tried for each split, denoted with the mtry argument, is set as
a floored square root of d (which is the dimension of the covariate matrix X). This is in
accordance with the same setting in the classical randomForest() function.
With the honestyFactor argument the two different setups for the causal forest are
defined. When the honesty factor is set to TRUE honest tree splitting is incorporated (for
consistency this setups will be represented by CF(honest) in the rest of this thesis). For
FALSE no honest tree splitting is used (this setting is represented by CF(dishonest) going
forward )
The W.hat argument is needed, to consider the treatment propensity if it is known. As
mentioned before, e(x) is used as the probability for treatment in a Bernoulli distribution.
Hence Ŵ (x) is the (known or estimated) probability for treatment, which is subtracted
from the treatment indicator W in a sub step inside the causal forest function. This
leads to a so called centered treatment indicator Wcentered = W − Ŵ (x). For the cases
where e(x) is known to be = 0.5, the argument has to be defined as W.hat = 0.5. If this
is not done, then the propensity will be estimated inside the function, which will lead to
a higher uncertainty for the estimates. If the treatment propensity is unknown then the
W.hat argument can be omitted (or set to NULL), because e(x) will be estimated inside
the function with Ŵ = W ∼ X.
For the transformation forest the setup is a bit more extensive because the procedures
from causal forest should be matched as close as possible. This means, that Wcentered

has to be calculated in a separated step before fitting of the transformation forest to the
training data.
Before that, the data needs to be brought into a convenient form for the transformation
forest function. Once a normal linear model Lm is fitted for the case where the outcomes
are based on the normal distribution as seen in Equation (2.6) and once a Weibull model
as seen in Equation (2.7) with Survreg for the Weibull based outcomes.

if (attributes(data)$truth$mod == "normal") {
m <- as.mlt(Lm(y ~ trt, data = data))

} else {
m <- as.mlt(Survreg(y ~ trt, data = data))

}

The discrimination between cases where e(x) is known to be equal to 0.5 and where it is
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not has to be done, similar to causal forests. For the case where the treatment propensity
is constant no further adjustments to W are necessary.
For the cases where the treatment propensity is not constant the treatment probabilities
Ŵ (x) have to be estimated and then subtracted from the treatment indicator W . This
is achieved with fitting an ordinary random forest model with W as outcome and X as
predictors. Afterwards the predicted treatment probabilities Ŵ (x) are subtracted from
the original treatment assignments W to arrive at Wcentered:

#Calculate treatment probabilities.

rf <- randomForest(trt ~ ., data=data[,-which(colnames(data)=="y")],

ntree = 250)

#Subtract treatment probability from treatment indicator.

data$trtA <- (0:1)[data$trt] - predict(rf, type = "prob")[,2]

After this first fit, the output models can be given over to the traforest() function
which fits a transformation forest. In specific, the following settings are used:

tf <- traforest(m, formula = y | trtA ~ ., data = data, ntree = 250,

minbucket = 20, mtry = mtry,

control= ctree_control(teststat = "Quadratic",

testtype = "Univariate",

mincriterion = 0,

saveinfo = FALSE))

Similar as for causal forest, ntree is set to B = 250 at first.
The minbucket argument as well as the mtry correspond to their equivalents in the causal
forest and will not be discussed again.
The test statistic type (which is applied for variable selection) is set to Quadratic. The
second available option Maximum is not taken into consideration in this extended setting.
The difference between Maximum and Quadratic lies in their approach in dealing with
the scores in the nodes. In the Maximum setting every single one of the multidimensional
scores is taken into account separately, while with Quadratic all will be brought into a
quadratic form, which makes the calculation simpler. Together with the two settings from
before with and without honesty criteria three settings is reached. Each of them is used
on each simulated training data set and evaluated with Xtest.
Further specified is the univariate distribution as means to compute the test statistic
distribution. The minimal test statistic value mincriterion to implement a split is set
to zero. Which means, that 0 must be exceeded by the value of the test statistic (or 1-
p-value). The last argument saveinfo refers to a possibility that additional information
about variable selection can be stored or not. This is not needed and therefore set to
FALSE.
The output of the transformation forest is a matrix containing the estimated intercept (the
main effect m(x)), Ŷ and treatment effect τ̂(x). Because only the main- and treatment
effect is of interest a reparametrization needs to be done to get rid of the Y . This is done
through dividing both effects through the Ŷ values.
In short, the simulation is setup as following. Three different settings are implemented of
which two are based on causal forest (CF(honest), CF(dishonest)) and one on transfor-
mation forest (Quadratic). The evaluation was carried out on two extensive data sets,
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once with 50 replicas of each data set and once with 25. For the majority of this work
the findings correspond to the data set with 50 replicas, while for some parts (influence
of tree number) a data set with 25 replicas was used. While for the less extensive data
set tree numbers of 250 and 2000 were tested only the case with 250 was looked at for 50
replicas.
The simulations are implemented in R (R Core Team, 2017), using base packages, as
well as trtf (Hothorn, 2018b), tram (Hothorn, 2018a), grf (Tibshirani et al., 2018),
randomForest (Liaw and Wiener, 2002) and future.apply (Bengtsson, 2018). The first
two packages are used for the transformation forest, while grf contains the causal forest
implementation. The future.apply package contains a very simple implementation for
parallel processing of basic apply functions by just adding future in front.

3.3 Results

In this section the following research question is answered:

• What are the specific performance-wise differences, dependent on different data gen-
erating processes based on different main effect– and treatment propensity functions,
between casual– and transformation forests?

The successful reproduction of some parts of the simulation results from Wager and Athey
(2018) can be found in Table A.1 and Figure A.1 in the appendix. They are not shown
in this section because they do not offer any new results.
The MSE of the three methods (depending on combinations of d and n of the covariate
matrix X) for setups 1–6 is displayed in Figure 3.1, for setups 7–12 in Figure 3.2, for
setups 13–18 in Figure 3.3 and for setups 19–24 in Figure 3.4. Furthermore, aggregated
MSEs based on the different functions of the setups as well as settings can be seen in
Table A.3 in the appendix.
Under the simulation setup in Section 3.2 the true treatment effect has a mean of 2.77
with a variance of 0.98.

3.3.1 Simulation Results

If Table A.3 is consulted, a clear difference can be seen between the MSE values for
normal– and Weibull based conditional responses. In specific the mean MSEs for setups
13–24 are between 2.67% for CF(dishonest) and 9.26% for TF higher than for setups
1–12. Furthermore, if the single setups are looked at, there is no instance where the
Weibull (i.e. exponential) based setups achieve a better fit than the normal based setups.
Overall the mean MSE of normal based outcomes is 0.73 with variance 0.09, while 0.76
for Weibull based (with k = 1) with variance 0.09.
For setups 1–12 the best overall fit is achieved with a MSE of 0.54 for setup 1 with
transformation forest, while for causal forest the best fit can be seen for setup 10 with
0.68 at setting CF(dishonest). On the other side of the spectrum, the least good is 0.92
for setup 5 with CF(honest) for causal forest, while for transformation forest there is 0.64
for setup 6.
For setups 13–24 it is almost identical. Best fit for setup 13 (which corresponds to setup
1) by transformation forest with a MSE of 0.58, while for causal forest setup 19 with
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0.7, which is different to the first twelve (although setup 22 is a close second). The least
favorable has a value of 0.94 for CF(honest) and setup 17 (which corresponds to setup
5) for causal forest, while transformation forest is at 0.71 for setup 20.
The following statements can be made in regard to Figure 3.1 up to Figure 3.4:

• Causal forests with honest tree splitting (setting CF(honest)) performs in most cases
not as good as transformation forests, while sometimes equal to CF(dishonest).
This seems to have its roots in the fact that double sample trees (Wager and Athey,
2018), which incorporate honest tree splitting, are more sensitive to changes in the
treatment effect. Although treatment heterogeneity is present in all setups, there is,
in the majority of setups, additional confounding in e(x) and m(x). It is surprising
that even for setup 1, where the first simulation setting of Athey et al. (2019) with
no confounding but with treatment heterogeneity, is exactly mimicked, CF(honest)
is still not performing better than CF(dishonest).

• There is strong evidence that transformation forests achieve a better fit than causal
forests without honest tree splitting for low dimensional data with a small number
of observations (10:100 and 10:250) with a p-value of < 0.0001. Furthermore, strong
evidence (p-value < 0.0001) for a consistent improvement of transformation forests
against causal forests can be seen for all setups 1–12 and for most setups 13–24,
with dimension 50.

• For high dimensional data sets with number of observations 100–1000 and for cases
with more dimensions than predictor variables, only minor differences arise between
transformation forests and causal forests on CF(dishonest). This is as expected, be-
cause when number of observations increase the differences between different meth-
ods tend to diminish.

• Setting CF(dishonest) tends to have a better prediction for low dimension paired
with high observation numbers (10:1000), except for setups 1–3 (and their equiva-
lents 13–15). These six setups are all based on a constant treatment propensity of
0.5 which seems the transformation forest can handle better.

• The highest mean variance in the estimates has CF(dishonest) with 0.10 followed
by TF with 0.08 and CF(honest) with 0.06. Although through visual inspection
the IQR of the box plots is higher for TF, causal forests tend to have more outliers
(especially for smaller data sets).

• Fits with the conditional response based on a Weibull (i.e. exponential) distribution
always have a higher MSE then the normal based ones.

• The best fit is achieved for low number of dimensions paired with a high number in
n. In this framework this would be 10:1000, which is as one would expect.

As seen in Table 3.2, there are some major differences in the computation time of the
three different methods. The fit of transformation forest takes per data set a mean of
16.18s for setting Quadratic. The fit of causal forest takes per data set in the mean
0.32 seconds with 0.31s for CF(honest) and 0.34s for CF(dishonest). Hence, the ratio
between the mean computation time of transformation forest against causal forest is
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Figure 3.1: Mean MSE of τ̂ over 50 replicas for settings one to six for normal based
outcomes, dependent on the twelve combinations of dimension and sample size. The
settings CF(dishonest) and CF(honest) refer to the honesty criteria for causal forests
while TF refers to the transformation forest.
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Figure 3.2: Mean MSE of τ̂ over 50 replicas for settings seven to twelve for normal based
outcomes, dependent on the twelve combinations of dimension and sample size. The
settings CF(dishonest) and CF(honest) refer to the honesty criteria for causal forests
while TF refers to the transformation forest.
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Figure 3.3: Mean MSE of τ̂ over 50 replicas for settings 13 to 18 for Weibull (k = 1)
based (and logarithmic transformed) outcomes, dependent on the twelve combinations of
dimension and sample size. The settings CF(dishonest) and CF(honest) refer to the
honesty criteria for causal forests while TF refers to the transformation forest.
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Figure 3.4: Mean MSE of τ̂ over 50 replicas for settings 19 to 24 for Weibull (k = 1)
based (and logarithmic transformed) outcomes, dependent on the twelve combinations of
dimension and sample size. The settings CF(dishonest) and CF(honest) refer to the
honesty criteria for causal forests while TF refers to the transformation forest.
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49.78. This means, that causal forest implementation is around 49.78 times faster than
the transformation forest one for this particular setting.

Table 3.2: Computation time in hours for the whole training data set, once for 25 replicas
and once for 50 replicas with 250 trees for both. Parallel computing was initialized on a
server with a 12 core processor.

Number of trees:Replicas TF CF(honest) CF(dishonest) Total

250:50 64.7 1.24 1.35 67.29
250:25 37.6 0.91 0.67 39.18

It has to be noted first, that these numbers are not robust. The measured times are
based on only one single run each, since for obvious reasons multiple runs, just to check
the computation time, were not in the scope of this thesis. Second, a difference was to
be expected, because the transformation forest estimates two parameters simultaneously,
which is computationally more demanding then the causal forest case with its single
parameter estimation.

3.3.2 Influence of Treatment Propensity

The influence of the four different treatment propensity functions (as seen in Table 3.1)
on the overall fit is displayed in Figure A.2 in the appendix. Setting CF(honest) was
intentionally left out because one would not want to use it for a fit in this setup, hence
there is no benefit in discussing the behavior towards different treatment propensities.
Through the aggregation process (every line in the figure represents three setups which
were already aggregated over 50 replicas each) most of the variation will be eliminated. If
a difference is visible, there is a high degree of certainty that the difference did not occur
by chance. Furthermore, the possible confounding influence of the different main effect
functions m(x) does not impose a problem. Because every m(x) function was paired with
every single one of the e(x) functions, a direct comparison can be made where the effect
of m(x) is already taken into account.
There seems to be a difference in the fit for transformation forests for normal- and Weibull
(i.e. exponential) based conditional outcomes for data sets with d = 10. If e(x) = 0.5
the fit is better (with a lower MSE) than for cases with e(x) 6= 0.5. This corresponds to
setups 1–3 and 13–15. Non the less this is the only visible difference that can be directly
traced back to the difference in treatment propensities.
For causal forest there does not seem to be any evidence that the treatment propensity
has any influence on the accuracy of the fit.

3.3.3 Influence of Main Effect

The influence of the three different main effect functions can be seen in Figure A.3 in
the appendix. The same reasoning as to why one is able to compare the fit applies as in
Subsection 3.3.2.
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Similar as for the treatment propensity, there seems to be a difference for transformation
forests, while causal forest do not show any kind of significant deviation between the
three different main effect functions. For transformation forests small differences arise for
higher dimensions and numbers of observations (above 10:1000). The best fit is achieved
for instances where the main effect is zero, while setups where the main effect is orthogonal
(m(x) = 2x3 − 1) lead to a decrease in precision. But in general these are rather small
differences as well as they do not hold for all the different instances of dimension and
number of observations of the test data set.

3.3.4 Influence of Number of Trees

Because of computational reasons a run with a fit over 2000 trees (as in Wager and Athey
(2018)) was not feasible in time for the case with 50 replicas. Non the less some statements
can be made about the influence of the number of trees for a reduced setting. For an
earlier fit, only 25 replicas were used where it was possible to fit both tree counts.
If Table A.2 is consulted it can be seen, that the fit improves for a majority of setups (as
denoted in the positive numbers of the mean difference) if the number of trees fitted is
increased eightfold, which is as expected. In this context mean difference is the difference
in the MSE of a fit with 250 trees minus the fit with 2000 trees. Hence if positive numbers
occur, the fit has improved. For causal forest there is a small increase for CF(dishonest)
of below a halve percent, while for CF(honest) there is a mixed effect. For both settings
one can also see a decrease in precision (meaning negative mean differences), especially
for the setups based on Weibull(i.e. exponential). For transformation forest there is a
mean gain of over 7% which is distributed very uneven. While setups (10–12 and 22–24)
with treatment propensity based on the sinus function gain between 14% and 37%, the
rest show improvement in the low one digit area (while one is even negative).
It can be said, that it has some merits to increase the number of trees in the transformation
forest setting, but it depends on the values of the treatment propensity. While it is useful
to increase for sinus based e(x) it is not advantageous for constant treatment propensities
like e(x) = 0.5. The adverse effect of this measure will be an increase in computation
time by a factor of 3.97. For causal forests ntree = 250 is sufficient, and an increase to
ntree = 2000 not necessary with the simulation setup used in this thesis.
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Chapter 4

Conclusion

This thesis gives a detailed comparison between causal forests and transformation forests
based on a simulated setting. An extensive set of combinations of treatment hetero-
geneity, paired with main effect-and treatment propensity functions, with and without
orthogonal dependencies on the treatment effect function, is investigated. Both random
forest methods show for certain settings a good performance on the overall prediction of
a heterogeneous treatment effect. The general behavior of the fit is, that with increase
of the number of observations the mean squared error goes down, which is as expected.
Furthermore, if the outcomes are based on a skewed distribution one has to take appro-
priate steps before running the forests. If this is not done, the methods will not produce
any viable predictions. Additionally, in the transformation forest case, the treatment
propensity should lie in (0, 1).
The major driver behind overall MSE differences is first and foremost the extent of the
test data set, as well as (in a smaller part) the distribution of the conditional outcomes.
Different treatment propensity- and main effect functions only have a diminishing overall
influence, while for certain setups differences can arise. The same can be said for number
of trees fitted, where it does not seem beneficial to increase for causal forest, it can have
some merits in the transformation forest setting. It seems, that despite the substantial
differences in the setups, transformation forests are up to around 40% better (than causal
forests) in their predictive errors for low dimensions paired with a low number of observa-
tions. Because the economical aspect should not be overlooked, which means that smaller
data sets are cheaper to obtain, it seems that transformation forests tend to be the way
to go.

4.1 Outlook

Throughout the work on this thesis, the following areas came to mind, where further
investigation on the topic could be carried out. Once a more in depth analysis of the
optimal number of trees per forest, once a comparison to additional random forest based
methods and additionally a fit with Weibull based outcomes where k 6= 1.
The investigation up on the number of trees was done very coarsely with only two instances
of numbers (i.e. 250 an 2000). Although, some statements could be made, the question
about what a sufficient number of trees would be cannot be answered with the data
at hand. It may also depend on the corresponding setup. For example for setup one
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with only treatment heterogeneity there may be a need for less trees then in a more
complex setting with additional confounding. Especially for transformation forest, there
is a computational argument to be made that the number of trees should be kept at a
minimum.
As already mentioned, Lu et al. (2018) already did a comparison of a variety of different
random forest methods (to be exact, seven), including causal forests. In a next step, the
simulation experiments could be reproduced and run with causal forest, to see if the same
outcome could be achieved. If so, transformation forests could be added to see how they
perform in comparison to the other methods, to achieve a wider comparison than just
between two methods. The level of insights one might gain from this will be less than
with this current setup, since Lu et al. (2018) only use three different simulation models
with two settings for sample size. Which leads to six cases which can be investigated
(compared to the 24 in this thesis).
Because the Weibull model used in this thesis has rate parameter equal one the model is
actually exponential. Since both random forest methods are better equipped to handle
an exponential case, where E(X) is a simple function to estimate, a case with an actual
Weibull distribution should be tried.
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Appendix A

A.1 Software

R version and packages used to generate this report:
R version: R version 3.4.2 (2017-09-28)
Base packages: grid, stats, graphics, grDevices, utils, datasets, methods, base
Other packages: gridExtra, ggpubr, magrittr, ggplot2, tram, trtf, partykit, mvtnorm, lib-
coin, mlt, basefun, variables, randomForest, grf, xtable, knitr
This document was generated on Mrz 30, 2019 at 09:38.

A.2 Limited Reproduction of Wager and Athey 2018

The results of some portions of the causal forest simulations from Wager and Athey (2018)
were reproduced to a certain degree. Because the scope of this thesis is a comparison
with another random forest method, the focus was only on the causal forest, while the
additional analysis with k-NN was not taken into account. This reproduction is limited
to the MSE and coverage results as seen in Table A.1 and the display (color dependent)
of τ(x) and τ̂(x) through the causal forest method in Figure A.1.
A different simulation setup was used for this than in the rest of this thesis to match the
setup of Wager and Athey (2018) which is as follows:

• Setup: Setup 1 from Table 3.1 with heterogeneity in τ(x) while main effect and
treatment propensity remain constant at 0 and 0.5.

• Procedure: Double sample trees based on the honesty criteria.

• Number of trees: B = 2000.

• Sample: The sample size is n = 5000 with d = {2, 3, 4, 5, 6, 8} and s = 2500, where s
is the size of the random drawn subsample from {1, . . . , n}. This means, contrary to
the rest of this thesis, one data set was split into training - and test data compared
to the all new test set used in the thesis itself.

This setup describes the one shown in (28) on page 20 in Wager and Athey (2018), which
holds for the reproduction of the table. For the figure reproduction (29) (on page 21 of
Wager and Athey (2018)) was used with n = 10′000 and d = {6, 20}. The difference from
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(29) to (28) stand from the fact that (29) has additional confounding in m(x) and e(x),
similar to setup 5 form Table 3.1 with a minor change in the ζ function.
The following function setup was used:

causal_forest(X = as.matrix(data[, grep("^X", colnames(data))]),

Y = data$y, W = (0:1)[data$trt], num.trees = 2000)

All other options were left at their default values, like the honesty criteria which is already
implemented as FALSE (for double sample trees) and does not need to be specified.
To reproduce the coverage, a simple Wald confidence interval was used with a target
coverage rate of 95% (because it was not clearly stated in Wager and Athey (2018) what
confidence interval was used to calculate coverage). The confidence interval is based on
the estimated values and variances τ̂ ± qz1−α

2

√
var(τ̂) from the causal forest. Then it was

simply counted how many times τi was covered by the interval gained from the estimated
treatment effects τ̂i.
If the values in Table A.1 are compared it seems that the reproduction was successful
towards the MSE while not towards the coverage rate. For the MSE there is a maximal
deviation of 50% for dimension six while the other values are either closer or right on
point. It has to be said, that these values are all rounded to one significant number to
match with the precision of the original mean squared errors. Due to this rounding, the
variation was lost. Because it can be assumed that the original numbers were submitted
to rounding too, it makes them roughly comparable. This difference between reproduction
results and original might be due to differences in the starting numbers of the random
algorithm.
A four to seven percentage point difference can be seen between the coverage rates from
Wager and Athey (2018) and the reproduction in Table A.1. These differences might arise
due to different approaches for the coverage rate calculations. Trend wise, there is the
same decrease of 7% between the highest and lowest value, it seems that the behavior is
reproducible but not the level.

Table A.1: Comparison between the MSE and the coverage of the causal forest method
by Wager and Athey (2018) (page 22, table 2) and the reproduction, with honest tree
splitting and heterogeneity in τ(x). Both aggregated over 25 replicas of a data set with
n = 5000.

Dimension
MSE Coverage

Original Reproduction Original Reproduction

2 0.04 0.03 0.97 0.93
3 0.03 0.03 0.96 0.92
4 0.03 0.03 0.94 0.89
5 0.03 0.03 0.93 0.89
6 0.02 0.04 0.93 0.86
8 0.03 0.03 0.90 0.86
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The reproduction of the figure on τ(x) and τ̂(x) seems also to have been successful as
seen in Figure A.1. The two figures of τ̂(x) deviate marginally for d = 20 from the ones
produced in Wager and Athey (2018) on page 23 while the figures for τ(x) seem rather
congruent to its counterparts. Because the author did not have the original code, the
figures from the paper could not be displayed here. Furthermore, the actual color grading
is unknown, hence the sharpness of the color levels is a mere approximation.

36



0.0 0.2 0.4 0.6 0.8 1.0

0.0

0.2

0.4

0.6

0.8

1.0

d=
6

0.0 0.2 0.4 0.6 0.8 1.0

0.0

0.2

0.4

0.6

0.8

1.0

0.0 0.2 0.4 0.6 0.8 1.0

0.0

0.2

0.4

0.6

0.8

1.0

True effect τ(x)

d=
20

0.0 0.2 0.4 0.6 0.8 1.0

0.0

0.2

0.4

0.6

0.8

1.0

Causal forest

Figure A.1: Reproduction of figure 2 from Wager and Athey (2018), page 23 (without the
k-NN method). True treatment effect and estimated treatment effect on n = 10′000 data
points with dimension d = 6, 20 on the basis of setting (29) (Wager and Athey (2018),
page 21). The test points are according to values x1 (on the X-axis) and x2 (on the Y-
axis). The color represents the treatment effect, whereas red stands for a low effect and
white for a high one.
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A.3 Tables

Table A.2: Difference in the MSE of the fit dependent on the number of trees, where
ntree = 250 is used as base. The columns ”Difference” refer to the MSE difference of
the fit with MSE(ntree = 250) minus MSE(ntree = 2000), while the ”%” column sets
the relation between ”Difference” and the MSE of the fit based on 250 trees. Based on
25 replicas of the whole process.

Setup
CF(dishonest) CF(honest) TF

Difference % Difference % Difference %

1 0.0014 0.21 -0.0002 -0.02 0.0026 0.49
2 0.0040 0.58 -0.0008 -0.10 0.0049 0.87
3 0.0025 0.37 0.0014 0.17 0.0049 0.83
4 0.0037 0.53 0.0017 0.20 0.0104 1.72
5 0.0039 0.52 0.0019 0.21 0.0165 2.59
6 0.0030 0.43 0.0008 0.09 0.0091 1.43
7 0.0032 0.47 0.0019 0.23 0.0120 1.97
8 0.0031 0.45 0.0024 0.29 0.0141 2.29
9 0.0054 0.75 0.0001 0.01 0.0227 3.52
10 0.0040 0.60 0.0028 0.34 0.2102 26.27
11 0.0033 0.48 0.0013 0.15 0.1872 23.64
12 0.0005 0.06 0.0018 0.19 0.1063 14.54
13 0.0186 0.63 -0.0086 -0.29 0.0032 0.55
14 0.0659 0.56 0.0544 0.49 0.0049 0.72
15 0.0399 0.56 -0.0045 -0.07 0.0051 0.79
16 0.0065 0.25 0.0053 0.20 0.0163 2.55
17 0.0005 0.01 -0.0126 -0.21 0.0101 1.56
18 0.0064 0.11 -0.0437 -0.81 0.0116 1.65
19 0.0023 0.08 0.0038 0.12 0.0122 1.89
20 -0.0882 -0.71 0.0084 -0.15 -0.0018 -0.25
21 0.0111 0.27 0.0084 0.23 0.0217 3.13
22 -0.0001 -0.00 -0.0070 -0.20 0.3697 37.06
23 -0.0173 -0.14 -0.0711 -0.65 0.3203 31.49
24 -0.0211 -0.46 0.0267 0.61 0.1557 18.66

Mean 0.0026 0.27 -0.0021 0.04 0.0637 7.50
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Table A.3: Aggregated MSE for every setup according to causal- and transformation
forest, as well as the summary measure for the first- and second twelve. One number
represents the mean of every twelve mean squared errors per setup. Based on 50 replicas.

Setups CF(dishonest) CF(honest) TF

1 0.6866 0.8460 0.5398
2 0.6997 0.8608 0.5618
3 0.6916 0.8535 0.5932
4 0.7103 0.8670 0.5971
5 0.7648 0.9172 0.6299
6 0.7149 0.8703 0.6445
7 0.6897 0.8504 0.5912
8 0.6939 0.8549 0.6127
9 0.7348 0.8985 0.6355
10 0.6845 0.8455 0.6007
11 0.6964 0.8565 0.6140
12 0.7365 0.9003 0.6334
13 0.7066 0.8681 0.5817
14 0.7142 0.8773 0.6780
15 0.7187 0.8826 0.6501
16 0.7281 0.8864 0.6427
17 0.7852 0.9370 0.6434
18 0.7431 0.8989 0.6948
19 0.7045 0.8690 0.6431
20 0.7174 0.8788 0.7133
21 0.7598 0.9231 0.7019
22 0.7055 0.8721 0.6439
23 0.7209 0.8848 0.7106
24 0.7660 0.9282 0.6907

1-12 0.7086 0.8684 0.6045
13-24 0.7308 0.8922 0.6662
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A.4 Figures
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Figure A.2: Mean MSE of τ̂ over 50 replicas of the whole process, aggregated for settings
with the same treatment propensity function e(x). Divided towards dependence of the
underlying distribution of the conditional response Y |X,W , as well as causal forest with
CF(dishonest) and transformation forest. The following encoding scheme was used: e1:
e(x) = 0.5, e2: e(x) = 1

4
(1+β2,4(x1)), e3: e(x) = 1

4
(1+β2,4(x3)) and e4: e(x) = sin(2πx3).
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Figure A.3: Mean MSE of τ̂ over 50 replicas of the whole process, aggregated for set-
tings with the same main effect function m(x). Divided towards dependence of the un-
derlying distribution of the conditional response Y |X,W , as well as causal forest with
CF(dishonest) and transformation forest. The following encoding scheme was used: m1:
m(x) = 0, m2: m(x) = 2x1 − 1 and m3: m(x) = 2x3 − 1.
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A.5 Code

A.5.1 Data Generating Process

library("future.apply")

plan(multiprocess) #Initialize parallel

#DGP and Simulate.dgp function

dgp<-function(e=0.5, m=0, z=0, sd=1,model = c("normal", "weibull")){

if (!is.function(efct <- e))

efct <- function(x) return(rep(e, nrow(x)))

if (!is.function(mfct <- m))

mfct <- function(x) return(rep(m, nrow(x)))

if (!is.function(zfct <- z))

zfct <- function(x) return(rep(z, nrow(x)))

#Tau(x) = zeta(x1) * zeta(x2)

tfct <- function(x) zfct(x[,"X1"])*zfct(x[,"X2"])

if (!is.function(sdfct <- sd))

sdfct <- function(x) return(rep(sd, nrow(x)))

model<-model

ret <- list(efct = efct, mfct = mfct, tfct = tfct, sdfct = sdfct,

model = model)

class(ret) <- "dgp"

return(ret)

}

simulate.dgp<-function(object, nsim = 1, seed = NULL, dim = 3) {
if (!is.null(seed))

set.seed(seed)

x<-matrix(runif(nsim*dim,0,1),nrow = nsim, ncol = dim)

colnames(x) <- paste("X", 1:ncol(x), sep = "")

tX<-object$tfct(x)

eX<-object$efct(x)

mX<-object$mfct(x)

sd<-object$sdfct(x)

model<-object$model

trt<-rbinom(nsim, size = 1, prob = eX) #Wi|Xi ~Bernoulli (e(Xi))

y <- switch(model,

"normal" =rnorm(nsim, mean = mX+(trt-0.5)*tX, sd = sd),

"weibull"=rweibull(nsim, shape = 1, scale = exp(mX+(trt-0.5)*tX))
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)

df <- data.frame(x, y = y, trt = factor(trt))

attributes(df)$truth <- object

class(df) <- c("simdgp", class(df))

return(df)

}

#Evaluate the truth

predict.simdgp <- function(object, newdata, ...) {
atr <- attributes(object)$truth

atr <- atr[sapply(atr, is.function)]

sapply(atr, function(f) f(newdata))

}

#Define the different zeta, treatment propensity and main effect

#functions

#Zeta function

zF<-function(x){
1+1/(1+exp(-20*(x-1/3)))

}

#Treatment propensity functions

eF_x1<-function(x){
1/4*(1+dbeta(x[,"X1"],2,4))

}
eF_x3<-function(x){

1/4*(1+dbeta(x[,"X3"],2,4))

}
eFs_x3<-function(x){

sin(2*pi*x[,"X3"]) / 4 + .5

}

#Main effect functions

mF_x1<-function(x){
2*x[,"X1"]-1

}
mF_x3<-function(x){

2*x[,"X3"]-1

}

#Generate the data

setups <- vector(mode = "list", length = 1)

setups[[1]] <-dgp(e = 0.5, m = 0, z = zF, sd = 1,model ="normal")
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setups[[2]] <-dgp(e = 0.5, m = mF_x1, z = zF, sd = 1,model ="normal")

setups[[3]] <-dgp(e = 0.5, m = mF_x3, z = zF, sd = 1,model ="normal")

setups[[4]] <-dgp(e = eF_x1, m = 0, z = zF, sd = 1,model ="normal")

setups[[5]] <-dgp(e = eF_x1, m = mF_x1, z = zF, sd = 1,model ="normal")

setups[[6]] <-dgp(e = eF_x1, m = mF_x3, z = zF, sd = 1,model ="normal")

setups[[7]] <-dgp(e = eF_x3, m = 0, z = zF, sd = 1,model ="normal")

setups[[8]] <-dgp(e = eF_x3, m = mF_x1, z = zF, sd = 1,model ="normal")

setups[[9]] <-dgp(e = eF_x3, m = mF_x3, z = zF, sd = 1,model ="normal")

setups[[10]]<-dgp(e = eFs_x3, m = 0, z = zF, sd = 1,model ="normal")

setups[[11]]<-dgp(e = eFs_x3, m = mF_x1, z = zF, sd = 1,model ="normal")

setups[[12]]<-dgp(e = eFs_x3, m = mF_x3, z = zF, sd = 1,model ="normal")

setups[[13]]<-dgp(e = 0.5, m = 0, z = zF, sd = 1,model="weibull")

setups[[14]]<-dgp(e = 0.5, m = mF_x1, z = zF, sd = 1,model="weibull")

setups[[15]]<-dgp(e = 0.5, m = mF_x3, z = zF, sd = 1,model="weibull")

setups[[16]]<-dgp(e = eF_x1, m = 0, z = zF, sd = 1,model="weibull")

setups[[17]]<-dgp(e = eF_x1, m = mF_x1, z = zF, sd = 1,model="weibull")

setups[[18]]<-dgp(e = eF_x1, m = mF_x3, z = zF, sd = 1,model="weibull")

setups[[19]]<-dgp(e = eF_x3, m = 0, z = zF, sd = 1,model="weibull")

setups[[20]]<-dgp(e = eF_x3, m = mF_x1, z = zF, sd = 1,model="weibull")

setups[[21]]<-dgp(e = eF_x3, m = mF_x3, z = zF, sd = 1,model="weibull")

setups[[22]]<-dgp(e = eFs_x3, m = 0, z = zF, sd = 1,model="weibull")

setups[[23]]<-dgp(e = eFs_x3, m = mF_x1, z = zF, sd = 1,model="weibull")

setups[[24]]<-dgp(e = eFs_x3, m = mF_x3, z = zF, sd = 1,model="weibull")

NSIM <- 50 #How many replicas per data set

args <- expand.grid(setup = 1:length(setups),

nsim = c(100, 250, 500, 1000),

dim = c(10, 50, 500),

repl = 1:NSIM)

set.seed(123)

learn_yxw <- lapply(1:nrow(args), function(i) {
simulate(setups[[args$setup[i]]], nsim = args$nsim[i],

dim = args$dim[i])

})

#Test matrix

testx <-

matrix(runif(10000 * max(args$dim)), nrow = 10000)

colnames(testx) <- paste("X", 1:ncol(testx), sep = "")
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A.5.2 Causal Forest

library("grf")

retGRFh <- retGRFd <- args

retGRFh$Class <- TRUE

retGRFd$Class <- FALSE

NumTrees<-250

fitfun <- function(d, honestyFactor = TRUE) {

if(attributes(d)$truth$mod == "weibull"){
d$y<-log(d$y) #Transform skewed distribution

}

W05 <- max(abs(predict(d, newdata = testx)[, "efct"] - .5)) <

.Machine$double.eps

mtry <- floor(sqrt(ncol(d) - 2))

#The setups where e=0.5:

if(W05) {
#ci.group.size must be less than 2 because with CI"s enabled,

#the sampling fraction would have to be less than 0.5.

cf <- causal_forest(X = as.matrix(d[, grep("^X", colnames(d))]),

Y = d$y, W = (0:1)[d$trt], W.hat = 0.5,

min.node.size = 20, sample.fraction = 0.632,

mtry = mtry, ci.group.size = 1,

num.trees = NumTrees, honesty=honestyFactor)

}
else{

cf <- causal_forest(X = as.matrix(d[, grep("^X", colnames(d))]),

Y = d$y, W = (0:1)[d$trt],

min.node.size = 20, sample.fraction = 0.632,

mtry = mtry,ci.group.size = 1,

num.trees = NumTrees, honesty=honestyFactor)

}

that <- predict(cf, newdat = testx)$predictions

tTruth<-predict(d, newdata = testx)[, "tfct"]

mean((tTruth - that)^2)

}

set.seed(123)

retGRFh$MSE_t_CF <- future_sapply(learn_yxw[1:nrow(retGRFh)],
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fitfun, honestyFactor = TRUE)

retGRFd$MSE_t_CF <- future_sapply(learn_yxw[1:nrow(retGRFd)],

fitfun, honestyFactor = FALSE)

A.5.3 Transformation Forest

library("randomForest")

library("trtf")

library("tram")

library("survival")

testxdf<-as.data.frame(testx)

testxdf$trt <- factor(c(0, 1))[2] #Set treatment indicator.

retYOUm <- retYOUq <-args

retYOUm$Class <- "maximum"

retYOUq$Class <- "quadratic"

NumTrees<-250

fitfun <- function(d, statFactor = c("maximum", "quadratic")) {

W05 <- max(abs(predict(d, newdata = testx)[, "efct"] - .5)) <

.Machine$double.eps

mtry <- floor(sqrt(ncol(d) - 2))

if(W05) { #e = 0.5:

#Check if the conditional response is based on normal or Weibull.

if (attributes(d)$truth$mod == "normal") {
m <- as.mlt(Lm(y ~ trt, data = d))

} else {
m <- as.mlt(Survreg(y ~ trt, data = d))

}
tf <- traforest(m, formula = y | trt ~ ., data = d, ntree = NumTrees,

minbucket=20, mtry = mtry,

control= ctree_control(teststat = statFactor,

testtype = "Univariate",

mincriterion = 0,

saveinfo = FALSE))

#Transformation steps:

cf <- predict(tf, newdata = testxdf, type = "coef")

cf <- do.call("rbind", cf)

cfout <- t(t(cf[,c(1, 3)] / cf[,2]) * c(-1, 1)) #Divide through Y
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colnames(cfout) <- c("m", "tau")

that<-cfout[,"tau"]

}

else{ #Setups where e!=0.5

#Calculate treatment probabilities.

rf <- randomForest(trt ~ ., data=d[,-which(colnames(d)=="y")],

ntree = NumTrees)

#Subtract treatment probability from treatment indicator.

d$trtA <- (0:1)[d$trt] - predict(rf, type = "prob")[,2]

if (attributes(d)$truth$mod == "normal") {
m <- as.mlt(Lm(y ~ trtA, data = d))

} else {
m <- as.mlt(Survreg(y ~ trtA, data = d))

}

tf <- traforest(m, formula = y | trtA ~ ., data = d, ntree = NumTrees,

minbucket=20, mtry = mtry,

control= ctree_control(teststat = statFactor,

testtype = "Univariate",

mincriterion = 0,

saveinfo = FALSE))

cf <- predict(tf, newdata = testxdf, type = "coef")

cf <- do.call("rbind", cf)

cfout <- t(t(cf[,c(1, 3)] / cf[,2]) * c(-1, 1))

colnames(cfout) <- c("m", "tau")

that<-cfout[,"tau"]

}

tTruth <- predict(d, newdata = testxdf)[, "tfct"]

mean((tTruth - that)^2)

}

set.seed(123)

retYOUm$MSE_t_TF <- future_sapply(learn_yxw[1:nrow(retYOUm)],

fitfun, statFactor = "maximum")

retYOUq$MSE_t_TF <- future_sapply(learn_yxw[1:nrow(retYOUq)],

fitfun, statFactor = "quadratic")

47


	Introduction
	Project Aim

	Theory
	Random Forest
	Treatment Effect Estimation
	Causal Forest
	Local Centering

	Transformation Forests
	Aggregation of Trees
	Difference Between Causal Forest and Transformation Forest

	Simulations
	Data Generating Process
	Setup
	Results
	Simulation Results
	Influence of Treatment Propensity
	Influence of Main Effect
	Influence of Number of Trees


	Conclusion
	Outlook

	
	Software
	Limited Reproduction of Wager and Athey 2018
	Tables
	Figures
	Code
	Data Generating Process
	Causal Forest
	Transformation Forest



