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Abstract

This paper is concerned with a stochastic model for the spread of an epidemic with a
contact tracing scheme, in which diagnosed individuals may name some of their infectious
contacts, who are then removed if they have not been already. Traced individuals may or
may not also be asked to name their own contacts. The epidemic is studied by considering
an approximating, modified birth—death process with intersibling dependencies, for
which a threshold parameter and expressions from which extinction probabilities may
be calculated are derived. When all individuals can name their contacts, it is shown that
this threshold parameter depends on the infectious period distribution only through its
mean. Numerical studies show that the infectious period distribution choice can have a
material effect on the threshold behaviour of an epidemic, while the dependencies help
reduce spread.
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1. Introduction

This paper is concerned with a stochastic model for the spread of an infectious disease
amongst a homogeneously mixing population. The model features a contact tracing scheme
in which individuals can name their infectious contacts upon diagnosis, with traced contacts
being prevented from making further potentially infectious contacts. Unlike previous stochastic
models for contact tracing, such as Miiller ez al. (2000) and Klinkenberg et al. (2006), we do not
assume that all infected individuals will eventually be asked to name contacts, since we assume
that there is a fixed probability that a traced individual will be asked to name their contacts.
Other tracing models may involve tracing neighbours of diagnosed individuals in a network-
structured population (see, e.g. Shaban ef al. (2008)) or housemates of diagnosed individuals
in a household-structured population (see, e.g. Ball et al. (2007) and Ball er al. (2008)); the
tracing in this paper differs from these in that traced individuals are necessarily infected. The
tracing differs from a traced vaccination model, such as that of Kaplan ez al. (2002) (in which
traced individuals are vaccinated but may still make further contacts), in that we assume that
traced individuals cannot make further contacts. Furthermore, the model of Kaplan ef al. is an
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example of a deterministic contact tracing model; by using a stochastic environment instead
we are able to determine (in some cases) how likely the tracing is to be effective in reducing
spread.

In this paper, the threshold behaviour of the epidemic process is studied via arelated modified
birth—death process that is a novel example of a branching process in continuous-time with
dependencies, in that the lifetimes of siblings are codependent on their parent’s lifetime. Types
of dependencies explored previously in discrete-time branching processes include: population-
size-dependent branching processes (see, e.g. Klebaner (1989)), sibling-dependent branching
processes (see, e.g. Olofsson (1996)), and branching processes in varying environments (see,
e.g. Athreya and Karlin (1971)).

By and large the dependencies in epidemic models with contact tracing make the analysis
of related branching processes difficult. Previous studies of contact tracing in a stochastic
environment have used such analytical methods as truncation of naming chains (see, e.g.
Klinkenberg et al. (2006)), bounding approximations (see, e.g. Becker et al. (2005)), and
asymptotic threshold parameters (see, e.g. Miiller et al. (2000)). In this paper we use an
analytical framework that not only allows us to obtain exact expressions for a threshold
parameter, but also, in some situations, expressions for calculating extinction probabilities.
Furthermore, we compare these results with some obtained for approximations which assume
that sibling units are independent, in order to examine the effect of the dependencies. Our
model does not allow for susceptible individuals to be traced, but some of the theory in this
paper can be extended to a model which incorporates a latent period and a delay in tracing, the
analysis of which is more complicated and will be presented in a separate paper.

The paper is structured as follows. The epidemic with contact tracing model is defined
in Section 2. A modified birth—death process is also defined and its use to determine the
threshold behaviour of the epidemic process is outlined. Threshold parameters and expressions
for extinction probabilities are derived for constant and exponentially distributed infectious
periods in Sections 3 and 4, respectively. In Section 5 it is shown that in the iterative tracing
case the threshold parameter depends only on the infectious period distribution through its
mean. Section 6 contains some numerical illustrations of the theory.

2. Model and threshold behaviour

2.1. Epidemic and contact tracing models

We consider an SIR (susceptible — infective — removed) epidemic spreading amongst a
homogeneously mixing closed population of size N, with a contract tracing scheme applied
to reduce spread. At any time, each individual in the population is in one of three states:
susceptible, infective, or removed. Initially, a small number of individuals are infective and
the rest are susceptible. Contacts between any two given individuals in the population occur
at times given by the points of a homogeneous Poisson process with rate A/N. A susceptible
individual becomes an infective individual if he/she makes contact with an infective. An
infective individual remains infectious for a period of time distributed according to a random
variable 77, having an arbitrary but specified distribution, and then becomes removed. Once
removed, an individual no longer plays a part in the epidemic process. The epidemic ends when
there is no infective individual left in the population. All the Poisson processes and random
variables describing infectious periods are assumed to be mutually independent.

A contact tracing scheme is incorporated as follows. Upon removal, an individual (i.e. an
infector) names each of the individuals they infected (i.e. their infectees), if any, independently
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with probability p, and named infectees are removed immediately. Anindividual whose removal
is aresult of contact tracing (and not the natural end of their infectious period) is said to be traced.
Note that a named individual is not traced if their infectious period ends during their infector’s
infectious period (at which time they will of course be asked to name their own infectees).
With probability 7, a traced individual names their own infectees in the same manner (i.e.
independently with probability p) with named infectees being removed (this occurs immediately
when the traced individual is removed), otherwise they name none of their infectees. We
adopt the convention of describing an individual as named throughout their life, as long as
they will be named during the epidemic. The naming process is assumed independent of
the Poisson processes and random variables describing infectious periods. Special cases of
particular interest are when w = 0 (no traced individual is asked to name their contacts) and
when 7 = 1 (all individuals are asked to name their contacts), which we refer to as single-step
and iterative tracing, respectively.

2.2. Threshold behaviour and a modified birth—death process

If the population size N is large then, during the early stages of the epidemic, there is only
a small probability that an infective makes contact with an already infected individual. Thus,
we can approximate the early stages of the epidemic by a process in which all an infective’s
contacts are made with susceptible individuals. In this approximation, the process of infected
individuals follows a modified birth—death process. The approximation can be made fully
rigorous by considering a sequence of epidemics, indexed by N, and modifying the coupling
argument of Ball (1983) (see also Ball and Donnelly (1995)) to prove almost-sure convergence
of the epidemic model with tracing to the modified birth—death process as N — oo.

This modified birth—death process, with births corresponding to new infections and deaths
corresponding to removals, is as follows. Individuals give birth at rate A over their lifetime
which has a natural length distributed as 7;. Furthermore, when an individual dies naturally (i.e.
without being traced), each of its offspring is named, independently and with probability p. An
individual who is still alive at the time they are named dies unnaturally. When an individual dies
unnaturally then, with probability , they name their offspring in the same manner (again with
named offspring dying unnaturally if they are alive when named), otherwise all their offspring
will die naturally.

The threshold behaviour of this modified birth—death process can be obtained by considering
the embedded single-type discrete-time Galton—Watson process describing unnamed individu-
als, in which the offspring of a given individual are either (a) their immediate unnamed offspring,
or (b) unnamed descendants who are separated from the given individual, in the family tree,
only by named individuals. To distinguish between the processes and for conciseness, we refer
to the modified birth—death process as the MBDP and the Galton—Watson process as the GWP.

Let a named individual who is separated from its most recent unnamed ancestor in the family
tree of the MBDP by k£ — 1 named individuals be called a type-k individual. Hence, type-1
individuals are the named immediate offspring of unnamed individuals, type-2 individuals are
the named immediate offspring of the named immediate offspring of unnamed individuals, and
so on. Type-0 individuals are unnamed individuals.

To analyse the MBDP, we focus attention on the offspring random variable, R say, in the
GWP, by obtaining expressions for its mean, Ry = E[R], which we call a type-reproduction
number, following Heesterbeek and Roberts (2007). For some example realizations of R, see
Figure 1 (the quantities Ry (for k = 1,2,...) and R® (for k = 0,1,...) are defined in
Section 4). Standard results from branching process theory tell us that the GWP dies out with
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FIGURE 1: Some example realizations of R. In (i) R = 4, R| = 2, Ry = 1, RO — 1, RO =3, and
RY=4 In(i)R=5R =0,R=1,R3=2 RO =2 RO =2 R® =3 and R® =5. In
(i) R=2,R; =2,R® =0,and RV =2.

Type-0 (unnamed) individual

Type-k (named) individual

probability 1 if and only if Ry < 1, and that if Ry > 1 and there is a single ancestor, who
is unnamed, then the extinction probability of the GWP, p. say, is the smallest solution of
s = H(s) in (0, 1), where H(s) = E[s®]. Note that the MBDP goes extinct if and only if the
GWP goes extinct, and so the extinction probability of the MBDP equals that of the GWP.

3. Constant infectious period

In this section we assume that 77 = ¢, and obtain expressions for Ry and H (s) by analysing
the tree length of a two-type pure-birth process over [0, ¢]. We use a method of looking back
along the tree which is similar to, but different from, that used in Lambert (2010).

Consider a typical unnamed individual, A say, in the MBDP who has a lifetime of length ¢. It
follows from the definition of the MBDP that each individual gives birth to unnamed individuals
over their lifetime at the points of a Poisson process (independently of all other individuals) with
rate A(1 — p) if they are asked to name their offspring or rate X if they are not. Letting D be the
length of A’s family tree of named individuals in the MBDP (i.e. the sum of the lifetimes of A
and all named descendants of A who are separated from A only by named individuals), we can
write D = D1+ D;, where D and D, are the total lifetimes of individuals who can and cannot
name offspring, respectively. The number of offspring A has in the GWP therefore has a Poisson
distribution with random mean A(1 — p) D1+AD3,s0 Ry = E[A(1—p)D1+AD3]and H(s) =
YA — p)(1 —s),A(1 —5)), 0 < s < 1, where ¥ (61, 62) = E[e”1P1=02D2] ¢, 9, > 0.
Furthermore, since all the individuals (other than A) who contribute to D live until the end
of A’s lifetime and then die unnaturally, D is equal in distribution to the tree length at time
¢ of a two-type (potent and impotent individuals) pure-birth process with one potent initial
individual, in which potent individuals give birth to potent and impotent individuals at rates
Apm and Ap(1 — ), respectively, over [0, (] and impotent individuals have no offspring. Also,
D is equal in distribution to the tree length at time ¢ of the embedded single-type pure-birth
process of potent individuals (which henceforth we refer to as the PBP).
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Consider the initial individual in the PBP, A, say. We analyse D by conditioning back from
time ¢ to A’s last birth. Let the time of this birth be ¢ — T, with 7 = ¢ if A has no offspring.
Then 7T has a probability mass of e *?7* at 1, while, if T < ¢ (which happens with probability
1 — e 7, T has an Exp(Amp) distribution restricted to [0, ¢), where the notation Exp(u)
denotes an exponential distribution with mean =", If T = ¢ (i.e. A has no births) then clearly
Dy = If T =t (t < v) then we know that over [t — 7, (] (i.e. a part of the tree of length ¢),
A has no births. The remainder of the tree length is determined by considering the first ¢ — ¢
time units of A’s lifetime, and the ¢ time units of the offspring’s lifetime (which begins at time
t —t). These two time intervals are equivalent to the lifetime ¢ of a single individual. Thus, the
remaining tree length is independent of and identically distributed to D1, and it can be analysed
by conditioning back again from time ¢.

Each time we condition back a length of time ¢ to a birth, there may be associated impotent
births during this time in the two-type process. This number of births has a Poisson distribution
with mean Ap(1 — )t (which we denote by Po(Ap(1 — m)t)), and given this number, the
lifetimes of the resulting offspring can be sampled from independent U (0, ¢) distributions. Let
the associated total length of impotent lifetimes when conditioning back a time ¢ be Y;, and let
¢:(0) = E[e Y], 6 > 0. Thus, E[Y;] = Ap(1 — 7)t?/2 while, for 6 > 0,

> (L= (11 g
¢:(0) = Zeﬂ#’(]*ﬂ)t( p(—k! ™)1) ([) ;679” du)

k=0
= e MPU-m exp{ W(l - 6_9’)}.

For w1, wy > 0, let f (w1, w2) = E[w1 D1 + wy D>]. Then, from the above,

Ap(1 —m)i?
N ot 0 202 _
Elw1D1+wyDy | T =t] = Ay
flor, w2) + w1t —l—wzf ift <,
while, for (61, 6,) € R%,
E[e ?1D1—02D2 | T =1] = e~ (0) ift =1,
(01, 0)e M (0) ift <.

Thus, letting [ | Tt be the probability density function of 7' conditional upon 7' < ¢,
f(@1,0) =P(T =0)E[o D) + @Dy | T =1]
L
+ P(T < L)/ fT|T<L(t) ElwiDi +wyDy | T = t]dt
0

= Ll (1 —e Ty 4 (1 — e f(wy, w))
ApTT

n w(1 =) 1 . 1 e ML _ o=k
b4 AP ApT

which on rearranging gives

1-— 1 1
flo1, ) = — @™ — 1) + @l —7) AP _ Y
AT T Apm ApT
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Setting w1 = A(1 — p) and wy = A in the above yields

1-— 1—- 1 1
Ry = —p(e’\p”‘ -1+ T (—e“”” - — = M). 3.D
pm b4 pr pr

Meanwhile, for 01, 6, > 0,
Y (01, 6,) = P(T = 1) E[e " D1=0D2 | T =]

L
+P(T < L)/ fflh(t)E[e*"lD'*ezDz | T =1t]ds
0

pJTC_)‘pm

L
A
A= Apmi Ot _ a—ApmL _—
=e e (0) + (1 —e )/(; 1 — e—Apm

— ef(kp+01)t exp{ )‘p(le_ ) (1— eezz)}
2

s k

- (_)\p(l - 7T)/92) —(Ap+61 +kb>)

+ Y (6, 62)Apmetr =m0 E (1 — e~ OpHo1Hko)L)
= k! (Ap + 61 + kb2)

W (B, 02)e My (62) dt

whence

(1 —
Y (01,6y) = e WO exp{p(g—”)(l — e—0ﬂ>}
2

[e¢) k -1
« (1 —apreri-/n 3 CApA =1)/0)" ) e—(kp+01+k02)z))

|
pard k' (Ap + 601 4+ k62)

and, for0 <s < 1,

H(s) = e~ *(1=1=p)) exp{ p(ll — 1) (- e_m—s)z)}
— S

x (1 aprer(-m/-) i { (—p(1 = 7)/(1 — )
ZA\ KAk + D1 —5) + ps)

-1
% (1 _ ek((k+l)(ls)+ps)t)}> )

4. Exponential infectious period

We obtain Ry by considering a typical unnamed individual, A say, in the MBDP. Let R;
be the total number of unnamed descendants of A in the MBDP who have exactly i named
individuals and no unnamed individual between themselves and A in the family tree, and let
Ry = E[R;]. Let R ®) be the total number of unnamed descendants of A in the MBDP who
have no unnamed individual and at most k£ named individuals between themselves and A in the
family tree. Then, fork =1,2, ...,

k
R® = RO Z R;,

i=1
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noting that R® is the number of unnamed immediate offspring of A. Examples of R; and R*)
are given in Figure 1. Let Rg() = E[R®]. We have R® 4 R as k — o0, so, by the monotone
convergence theorem,

: (k)
Ry =1 R} . 4.1
U= ANt @D

Let T denote the lifetime of our typical unnamed individual, A, in the MBDP (T ~ Exp(y))
and, fork =0, 1, ..., let hi(t) = E[R(k) | T = t]. Now, RO is just the number of unnamed
immediate offspring of A, so (RO | T =1) ~Po(A(l — p)t), and ho(t) = A(1 — p)t.

Let N1 denote the number of named immediate (i.e. type-1) offspring of our typical individual
and, fori = 1,2,..., Ny, let Zl.(k> be the total number of descendants from the ith such
(arbitrarily ordered) individual that contribute to R®_ Thus,

k Ny
Y ori=>z".
i=1 i=1

In this paper all sums are O if vacuous. Now (N; | T = t) ~ Po(Apt) and, conditional upon
Ni = nand T = ¢, the birth times of these n individuals can be obtained by sampling n
independent U (0, t) random variables, so the Zi(k) are independent and identically distributed,
with common distribution Z (k), say. Thus,

k 00
E[Z R ' T = ti| = ZP(Nl =n | T=0nEZ® | T =t] = rptg(t),
i=1 n=0

where gy (1) = E[Z® | T =1], k=1,2,...,and go(r) = 0. Hence, fork =0, 1, ...,
hi(t) = A(1 — p)t + Aptgr(1), t>0. 4.2)

Fork =1,2,...,tocompute E[Z ®) | T =t],let V denote the excess lifetime of individual
A when our typical named descendant of A, B say, is born, and let 75 denote the natural lifetime
of B. Then (V | T =t) ~ U(0, t). Furthermore, if 7p > V then, with probability 7, B can
name its immediate offspring, while, with probability 1 — 7, all B’s immediate offspring are
unnamed. So,

Z® | v=uv Tg>=v) =R D | T=v) (Bcanname),
E[Z® |V =v, Ts > v]=Av (B cannot name),

where ‘2’ means ‘equal in distribution to’. On the other hand, if T < V then B dies before A,

so B’s death is natural and B names individuals in the same manner as an unnamed individual,
ie.

(Z(k) |V =u, TBZIB)g(R(k_l) | T =tp), tp <.

Putting this all together yields

v

o
gk (1) / ;{P(TB>U)(7Thk](U)+)\(1_7T)U)+/

ye Y hi_1(u) du} dv
=0 u=0

v

t
/ %{e_y”(nhkl(v) + Al —m)v) +f

=0 u=

ye ""hr_1(u) du} dv,
0
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whence, using (4.2), ho(¢) = A(1 — p)t and, fork =1,2, ...,
t t
h(@®) =21 —=p)t+rp(l—m) | rve VVdv+ Apm / e "hr_1(v)dv
0 0
t v
+ )»p/ / ye Yhg_1(u) dudv
v=0 Ju=0

A2p(1l — !
=11 —pit+ M{l —e V' —yte V) + Apn/ e "Yh_1(v)dv
4 0

' v
+ Ap / / ye V" hp_1(u)dudv.
v=0 Ju=0

For6 > 0,let Ly (F) = f =0 (¢) dt be the Laplace transform of i (¢). Hence, Lo(0) =
A(1 — p)/6? and taking the Laplace transform of (4.3) yields, fork =1, 2, .

(4.3)

AMl—p)  Ap(—mn)  Ap(E6+y)

62 006 + )2 gz L1y +0). 4.4)

Li(0) =

Now, Ry = [ ye ™" hy (1) dr = y Li(y), and setting 6 = jy in (4.4) yields

AMl—p)  Ap(l—m)  ap(j+1)

Li(jy) = — — - Li—1(( + Dy), J=12....
v JG+ DS J*y
4.5)
This gives
LiGy) = ML=P) Mp(l—m)  Ap(l—p)Ej+1)
J*v? J+ D23 J2G+132y3
Fori,j =1,2,...,let &j,,- = ]_[’;U;ll(n(j + w — 1) + 1). (In this paper all products are 1 if
vacuous.)
Suppose that, fork =1,2,...,kand j = 1,2, ...,
ko, i_ . A
AMI—p) Ao AP A =pm)(j+i—1D+1-paj; @.6)

Li(jy) = ——~ + .
N ="+ L YILG + NIP/IG — DIP

Then, using (4.5),

Ml—p)  Mp(l—m)  Ap(wj+1)

Liy1(Gy) = Le((G+Dy)

j*y? JG+1D2y3 iy
_Ml—=p) | Mp(l—m)  AMp(l—p)Ej+1)
G+ D% J2 + D2y3
L AP — pr)(j + i) + 1 — plajis
P e YIFIG+ 4+ DI/

’

_Mi-p) _pi Mp (1 = pm) (i +i = D+ 1 = pla
R e Y+ DIP/IG = DIP
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s0, by induction, (4.6) holds for all k = 1,2, ... Recall that R\’ = y Ly (y). Thus, letting
ai =a1; = ]_[iu_:l](rrw +1),i=1,2,...,and setting j = 1 in (4.6) yields

k ;i .
g0 _ML=p)  Ap S~ AP (1 = pm)i +1— pla;
v y y Y+ DI

i=1

Letting k — oo in the above expression and using (4.1) gives

_Ml=p) s PN = pr)i A 1= play

Ry — 4.7
14 Y o yiG + DI
Note that the expression for Ry is convergent since
00 i o i—1 . ) 00 i . 00 i
» ApT((d - PJT)Z +1—pla; - Z ()»[.7)1(1 + 1)l‘! Z (.)LP)_I _ &(exp/y —1.
. YL+ DIP OGN T &y Ty

Letting w = 0 in (4.7) yields
8
Ry =1+ —1_1(28) — 1n(29),
p

where § = /Ap/y and I is the modified Bessel function of the first kind.

By conditioning on A’s lifetime and the number of immediate offspring, we can obtain an
integral equation involving E[s® | T = ], details of which may be found in Chapter 3 of
Knock (2011) for m = 0 (but can be readily extended to more general ). However, it does not
appear possible to solve this equation in order to obtain H (s).

4.1. A simplifying approximation: independence of sibling units

The contact tracing considered here is such that individuals are named and traced at the end
of their parent’s lifetime, and, hence, sibling units codepend upon when their parent’s lifetime
ends, in other words upon the length of their parent’s lifetime. Note that when the lifetime is
constant, then the sibling units become independent, but what of the case where lifetimes are
exponential? These intersibling dependencies make the model harder to analyse, but how much
of an effect do they have?

Consider a typical type-1 individual in the MBDP. Their lifetime is the minimum of their
natural lifetime and the excess lifetime of their parent when they are born (which have indepen-
dent Exp(y) distributions), and so the marginal distribution of a type-1 individual’s lifetime is
Exp(2y). Hence, the marginal distribution of the excess lifetime of a type-1 individual when
they spawn a type-2 individual is Exp(2y), so the marginal distribution of a type-2 individual’s
lifetime is Exp(3y). Motivated by this marginal behaviour, we introduce an approximation
to the MDBP, with independence of sibling units, as follows. Suppose that instead of being
named at the end of their parent’s lifetime, a typical type-k individual (independently of their
siblings and their natural lifetime) is named after a period of time from their birth, which has an
Exp(ky) distribution. The lifetime, Ty say, of a type-k individual would then be the minimum
of this naming period and their natural lifetime (which is an Exp(y) random variable), so in
this approximation, 7 has an Exp((k + 1)y) distribution. Furthermore, type-k individuals
would be traced with probability k/(k + 1), otherwise they would be untraced. Thus, a named
individual would be asked to name their offspring, if any, with probability (wk 4+ 1)/(k + 1)

https://doi.org/10.1239/aap/1324045698 Published online by Cambridge University Press


https://doi.org/10.1239/aap/1324045698

Threshold behaviour of emerging epidemics featuring contact tracing 1057

(in which case their offspring are each named independently with probability p), otherwise
all their offspring will be unnamed. Letting M;; be the mean number of type-j offspring of a
type-i individual in this approximation,
AMl—=p) kra(l—m) kr(l—p)m AD kipm
= > 5 > Mi kq1 = 3 3
k+ D2y  (k+1)*y (k+ D~y k+ D2y (k4 1)y
Analogous to Section 2.2, we embed in this approximating multitype birth—death process

a single (type-0) Galton—Watson branching process and let R denote the offspring random
variable of this GWP. Then

E[R] = Moo + Mo1 (Mo + M12(Mag + Mp3(M3g + - - -)))

00 k
= Moy + Z(l_[ Mj—l,j>Mk0

k=1 Vj=1

_Mi-p) i Gp)ax 11— p+ (1 = pr)k)
y KPYE k4D

)

A(l—p) )\pz,\k P10 —p+ (1 = pmk)ax
% % [k + 1)!]2yk

which is the same as Ry .

Let gx, kK = 0,1,2,..., be the probability of extinction for this multitype birth—death
process with one initial individual, who is of type k. Let ¢¢(0) = Ele~?%k], 6 > 0, be the
moment generating function of 7. Then, fork = 0, 1, ..., conditioning on 7} and the numbers
of type-0 and type-(k + 1) individuals spawned by a type-k individual having lifetime 7 yields

_wk+1 (1- )

W=7 dr(A(1 = p)(1 —qo) + Ap(1 — gk+1)) + [

whence, fork =0,1, ...,

—— (A (1 — qo0)).

(tk + 1)y (1 —m)ky
gk = + . (4.8)
(k+ Dy +A(1 = p)(1 —qo) +Ap(1 —qr+1)  (k+ 1Dy +A(1 = qo)

We consider two approximations to go. Let j be a fixed positive integer. The first approx-

imation assumes that type-(j + 1) individuals have no offspring, so q,&j ’U), k=0,1,...,],
is obtained by setting ¢; 1 = 1 in (4.8) and solving the resulting equations for go, g1, . .., g;.

The second approxnnatlon assumes that type-(j + 1) individuals behave identically to type-j
individuals, so qk ,k=0,1,..., j,is obtained by setting gj+1 = q; in (4.8) and solving the
resulting equations for o, g1, . . ., ¢;. In Appendix A we show that q(()] L) 1 go and q(()] ) 19
as j — oo, thus providing a method for numerically evaluating gg.

5. Iterative tracing

Setting 7 = 1 in (3.1) and (4.7) yields
1—
Ry = —L (BT _ 1), 5.1)
P

In this section we show that this holds for an arbitrary infectious period distribution. We do
this by first assuming that 77 has countable support and then assuming that it has an arbitrary
distribution.
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5.1. Infectious period with countable support

Suppose that 77 has countable support {t1, t2, 13, ...}, where 0 < 1] <1, <t3 <---,such
thatP(Ty =1;) = p; >0, i =1,2,..., ) 2, pi = land ) ;2| pit; < 0.

To examine the offspring random variable of the GWP, we return to our typical unnamed
individual A, having lifetime 7' (so T 2 T7) in the MDBP. We need to find Ry = Z?i] pih(t),
where h(t) = E[R | T =t], 0 <t < co. Although 77 has countable support, we require 4 (t)
to have continuous support for the purpose of a renewal argument.

Recall that R = R© + Zil R;, where RO is the number of unnamed immediate descen-
dants and ) 72, R; is the remaining number of offspring in the GWP. Now, (RO | T =¢)~
Po(A(1 — p)1),so E[R© | T =] =11 — p)1.

Let N; denote the number of named immediate (i.e. type-1) offspring of A and, for i =
1,2,... Ny, let Z; be the total number of descendants from the ith (arbitrarily ordered) such
individual that contribute to R. Thus,

1

ZRi =ZZ,~.

i=1 i=1

Now (N1 | T = t) ~ Po(Apt) and, conditional upon N; = k and T = ¢, the birth times of
these k individuals can be obtained by sampling k independent U (0, ¢) random variables, so
the Z; are independent and identically distributed, with common distribution Z, say. Thus,

o0
E[Z R;
i=1

where g(t) = E[Z | T = t], and it follows that

T = t] =Y PN =k | T =OKE[Z | T = 1] = Apig(0),
k=0

h(t) = 1(1 — p)t + Aptg(2).

To obtain g(¢), we return to our typical immediate named offspring of A, B, who is born V
time units before A dies (i.e. V. ~ U(0, t)) and has natural lifetime Tg. Let #p = 0. Suppose
thatt; 1 <t <t,V =v,and j = argmaxg{fx—1: v > fy—1},1.e. jissuchthatv € [t;_1, ;)
forj=1,...,i —lorv € [tj—1,t] for j = i. If Tg > v then B dies when A dies and B’s
actual lifetime is v, while if Tp < v, B’s actual lifetime is Tg. Hence,

(RIT=1), k<],

(Z'TBZ”“)ZLRW:v), k=,

)
i min(t;,1) 1 o0 j-!
gty=Yy_ / - (Z peh) + > pkh(tk)> dv.
j:l v:tj,l k=j k=1
Therefore, fort; | <t <t;,
i min(z,1) s X

j—1
h(t) =2(1=p)i+ip ) / (th(vwz pkhak)) dv,
v k=j k=1

j=1Yv=t-1
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SO

i—1

W (@) =x(1=p)+1p Y prh(t) +ap Y peh(®o),
k=i k=1

which can be solved to give

o] A 00 1 — | —
h(t)Y  pr = ECXP{)‘PtZPk} . p”) — > peh(w)
k=i k=i

for some constant A;.

Note that, for any ¢ € [0, 00), h(t + At) — h(t) is bounded above by the mean number
of births in the untraced process (i.e. p = 0) during [¢, t + At], since (a) not all births count
towards h and (b) the tracing has the effect of reducing lifetimes, and, therefore, the number
of births. The mean number of births in the untraced process during [¢,  + Af] tends to O as
At | 0, so h is continuous on [0, 00).

Since h(t) is continuous, the values of the constants A;, i = 1,2, ..., can be determined
by matching boundary values, and also by noting that #(0) = 0. We thus obtain

i—1
Aizk(l—p)exp{kpthpj}, i=1,2,...,
j=1

so,fort;_1 <t <t¢,

00 i—1 00 i—1
l_
h(t) E Dk = ( pp) <€XP{)»P<§ tjipj +t E Pk)} - 1) - E prh(te),
k=i =1 k=i k=0

whence
i oo (1 _ P) i 00

D peh) +ht) Y = (exp{@(Zr,-p,- oy pk)} - 1>. (5.2)

k=0 k=i+1 p j=1 k=i+1

Now let X be the random variable with mass function P(X = #,) = px, k=1,2, ..., and,
fori =1,2,...,let X; = min(X, ¢;). Then, we can rewrite (5.2) as

L—p B
E[r(Xi)] = T(e PR —1). (5.3)

Note that X; 1t X and 2(X;) 1 h(X) almost surely as i — oo, and that Ry = E[h(X)].
Thus, letting i — oo in (5.3) and invoking the monotone convergence theorem yields (5.1).
5.2. Arbitrarily distributed infectious period

Suppose that 77 has an arbitrary but specified distribution, satisfying E[7;] < oo. For
h>0,letT,” =h|T;/h]and TF = T, + h. (Forx € R, [x] denotes the greatest integer not
exceeding x.) Then T, < T; < T;', so E[T, ] < E[T;] < E[T,"] = E[T}, ] + h and a simple
sandwiching argument shows that both E[7},"] and E[Th+] tend to E[T;] as h | 0.
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We let R, and Rh+ be the type-reproduction numbers when the natural lifetime has distribu-
tion 7, and Th+, respectively. By sampling shorter or longer natural lifetimes for R,  or R,
respectively, it is clear that less or, respectively, more unnamed offspring are produced. Hence,

R, <Ry <Rj.

However, T, and Th+ both have countable support, so

R; _ 1-— P(eApE[Th_] _ 1) and R; _ 1-— p(eApE[Th+] _ 1)
p

Letting 4 | 0 and using the above limits for E[7} "] and E[Th+] yields (5.1).

6. Numerical illustrations

Throughout this section, we assume without loss of generality that E[7;] = 1. The
dependence of A (the contact rate parameter value for which Ry = 1) with the naming
probability, p, is shown in Figure 2 for single-step tracing (w = 0), with exponential and
constant infectious periods, and iterative tracing (r = 1). (Recall that, when 7 = 1, Ry
depends on the infectious period distribution only through its mean, and, hence, so does Acrit.)
When the infectious period distribution is exponential, A is higher (as we would expect since
the median of an exponential distribution is below its mean, so infectious periods are generally
shorter than in the constant case), and the range of values of X, for which the exponential case
is subcritical while the constant case is supercritical, increases with p. As p — 1, Agit — 00
in the iterative case, since everyone is being named and there are no unnamed offspring. We
can see that the effectiveness of iterative tracing over single-step tracing as measured by Acrit
may be minor for small p, but increases greatly as p does.

While we do not have an analytical expression from which to obtain the extinction probability
Pe in supercritical exponentially distributed infectious period cases, we can estimate it by
simulating the offspring random variable R in the GWP. In Figure 3, we examine how p, varies
with A, using the analytical values in the constant infectious period cases and estimated values

1.8 5.0
- - - Single step, exponential —— Tterative, arbitrary
1.74] Single step, constant 4.5 4| - - - Single step, exponential
A Single step, constant
1.6 1 4.0 +
/s
1.5+ / 3.5 1
/
Acrit 1.4 1 7 Acrit 3.0
/
1.3 < 2.5+
Ve -
o0
1.2 PRt 2.0 4
PE
1.1+ e 1.5
Ve
1.0 T T T T 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
14 P

FIGURE 2: A¢; varying with p for single-step tracing (exponential and constant infectious periods) and
iterative tracing (arbitrary infectious period) when E[7;] = 1. The plot on the left omits the iterative case
to highlight the difference between the single-step cases.
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p=1 p=05
1.0 1.0 - -
— Iterative —— Iterative, exponential
0.9 1 _|---- Single step, exponential 0.9 1 ---- Single step, exponential
08 ".|-—-~ Single step, constant 0.8 ) - - - Iterative, constant
1 0] \, AN Single step, constant
0.7 1 \ 074 \'.~
0.6 1 \ 061 1\,
Pe 0.5 \ Pe 0.5
0.4 \ 0.4
0.3 N 0.3 N
0.21 N 0.2 \.\\\
~ ~—
0.0 0.0 T =
1 2 3 4 5 1 2 3 4 5
A A

FIGURE 3: p. varying with A when E[T7] = 1.

1.0
0.9 1
0.8 1
0.7
0.6
0.5 1
0.4+
0.3 1
0.2 1
0.1

— Simulation estimate
: - - - Multitype approximation
\ -+ Two-type approximation

Extinction probability

0.0 T T T T T T T
1.0 15 20 25 30 35 40 45 50
A

FIGURE 4: Comparing Ari; and the extinction probabilities of the two-type and multitype approximations
with those of the full model, with 7; ~ Exp(1) and # = 0. Extinction probabilities are examined when
p=1
from simulations in the exponential infectious period cases (any ‘wiggles’ exhibited in the curve
arise from randomness, we would expect the true curve to be smooth). These estimates are
obtained by simulating R 100 000 times to obtain an empirical distribution for it; our estimate
is then given as the solution of H (s) = s, in (0, 1), where H (s) is the empirical probability
generating function of R. There is a clear difference between the iterative and single-step cases
when p = 1 (and p. = 1 in the iterative case), but, except for fairly small A in the constant
infectious period case, this becomes very small when p = 0.5. However, both when p = 0.5
and when p = 1, the difference between the exponential and constant infectious period cases

is pronounced.
In Figure 4 we compare A and the extinction probabilities of the true tracing model
with those of the multitype approximation discussed in Section 4.1 and a cruder, two-type
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approximation given by qé]’L) (wherein type-2 individuals behave identically to type-1 indi-
viduals) when 7; ~ Exp(l) and m = 0. For smaller subcritical values of A, the multitype
approximation is close to giving the true extinction probability (again simulations have been
used); however, it is not significantly better than the two-type approximation for larger A. This is
perhaps because, as A gets larger, the offspring random variable in the GWP, R, will generally
be small or large, and the nature of this dichotomy will be dominated by the earlier levels in
a naming tree, so the reduction of lifetimes further down the naming tree will have less of an
impact. Generally, the approximations are fairly reasonable, though, for larger A, the extinction
probability is underestimated by about 0.1. Another two-type approximation, given by qol v,
can be considered, though it is generally even cruder, particularly for smaller subcritical values
of A.

With the two-type approximation, named individuals have the same lifetime distribution, no
matter how far removed they are from an unnamed ancestor, so this is the likely reason that it
overestimates the spread of the true model, in which lifetimes are reduced as you go down the
naming tree. We also see that the multitype approximation overestimates the spread of the true
model, so it seems that the intersibling dependencies have an effect of reducing spread. This
may be because if an individual has a short lifetime then their siblings are more likely to, and,
furthermore, all their named offspring are then more likely to have much shorter lifetimes, and
SO on.

Appendix A

In the appendix we prove the properties of (qé] ‘L)) and (qé] ’U)) stated at the end Qf Sec-
tion 4.1. Note that go is the smallest root in [0, 1] of fz(s) = s, where fz(s) = E[s R]. For
j=1,2,...,let RY be the offspring random variable of the corresponding embedded type-0
GWP when type-(j + 1) individuals have no offspring and let RJL be the offspring random
variable of the corresponding embedded type-0 GWP when type-(j + 1) individuals behave
(,L) and q(()j,U)
of fL(s) = s and fU(s) = s, respectively, where fL(s) = E[sRJL] and fU(s) = E[st/].

Note that Ry = E[R], and recall that Ry < 00, so P(R < 00) = 1. Itis straightforward to
define R R%/, Rg ,...and R]L, RZL, ... on a common probability space so that, almost surely,
RU TRandRL—>RaSJ — 00. Thus,

identically to type-; individuals. Then g, are given by the smallest roots in [0, 1]

Iéy—>R and I:’I-‘glé as j — oo,

where ‘> denotes convergence in distribution, and it follows using Lemma 4 1 of Britton et
al. (2007) that q v, qo and q( UL N qo as j — oo. The sequence (q ) is clearly
decreasing, since (Rij) is stochastically increasing, so to complete the proof, it is sufficient to
show that, for j =1, 2, . fL(s)_fH(s) 0<s<l.

Consider a realisation of the approximating multitype birth—death process with a single
ancestor, having type 0, viewed on a generation basis. For j = 1,2, ..., let Y; be the number
of type-j individuals in generation j (these individuals have no type-0 individual between them
and the ancestor in the family tree), and let W; be the total number of type-0 individuals in
generations 1, 2, ..., j who have no type-0 individual between them and the ancestor in the
family tree. Also, let X ; be the total number of type-0 progeny in a two-type (0 and j) process,
with one ancestor who is of type-j, in which only type-;j individuals produce offspring, and a
typical type- j individual has lifetime 7; ~ Exp((j+1)y) and has offspring at rate A. Moreover,
with probability (1 — ) j/(j + 1), all her offspring have type 0, otherwise the type of each of
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her offspring is chosen independently, with P(type j) = p = 1 — P(type 0). Observe that, for

j=12,...,
Yier Vier
REZWip+ > XV and RE, 2w+ X1, (A1)
i=1 i=1
where, for example, X (‘1), X (.2), ... are independent and identically distributed copies of X ;.

The decompositions in (A.1) imply that, for 0 < s < 1, f/,L(s) < ij+1
fi(s) < fj+1(s), where f;(s) = E[s%/].
Suppose without loss of generality that y = 1. Conditioning on T yields

(s) if and only if

1—-m)j 1+mj

B = - VTt a0 = fe) + A0 — =)’

so f(s) satisfies the quadratic equation g;(x) = 0, where

gj(x)zkpxz—bjx+cj,

: Apj(d —m)
bij=j+14+2d=s)+Aps+ —F"———",
=7 S Ry
and

Apj(l —m)s

=il T
i=J T+ 14—y

Now, gj(1) = —A(1 — p)A —s) —Apj(1 — 7)1 —5)/(j + 1+ A(1 —)), so, for s € [0, 1),
gi(1) < Ounless p = = 1. If p = m = 1, all individuals are named and the entire
embedding approach breaks down. Thus, for all cases of interest, f;(s) is the smallest solution
of g;j(x) = 0. Fix j > 2. Simple algebra yields

1+de

gix)—gi-1x) 20 = x=<x0= +d,°

where

o Ap(1 —m)(1+ A1 —s))
T T GH1+ A1 =s)G +r(1 —9)

Thus, since g;(0) > g;-1(0) and f;(s) is the smallest solution of g;(x) = 0, a sufficient
condition for f;(s) > fj+1(s)is gj(xo) < 0.

Lengthy algebra, noting that 1 — xo = (1 — s)d;/(1 +d;j), xo —s = (1 —s)/(1 + d;),
and Ap(1 —7)/(G+1+A(1—5)) =((j+A(1 —5)/(A+ Al —5)))d}, and setting 7 (s) =
1—As—j(—1D/(1+x{ —s)), yields

(14 d;j)*g;(x0)

T =d;j(1+dj)rj(s) —r(1 — p+d;(1 — ps)).

Hence, g;(xo) < 0if r;(s) < 0, so we now suppose that r;(s) > 0. Let

hj(x) = x%rj(s) + x(rj(s) — A(1 — ps)) — A(1 — p).
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Then g;(xg) < Oifandonlyif;(d;) < 0. Supposethat p < 1. Then, there exists x;f > 0 such
that /1 (x) < 0 for x € [0, x;‘.‘] and hj(x) > O for x € (x¥, 00). Note that x% is independent
of 7 and that d; decreases with 7. Thus, if g;(xo) < 0 when 7 = 0 then g;(xo) < O for all
m € [0, 1]. The same conclusion holds when p = 1. Hence, it is sufficient to consider the case
T =0.

Let 7 = 0 and write d; = pej. Then g;(xo) < 0if and only if H;(p) < 0, where

Hj(p) = p*(e3rj(s) + hejs) + plej(rj(s) — ) + 1) — A. (A2)

Recall that 7;(s) > 0. Then H;(1) < 0 implies that H;(p) < 0 for all p € [0, 1], so we need
consider only p = 1. Thus, setting p = 1 in (A.2), we need to show that e?rj () +ej(rj(s) —
A(l —5)) <0, or, equivalently, since e; > 0, that e; < y;, where y; = A(L —s)/r;(s) — L.
Now, ¢; decreases with j and, provided that ;(s) > 0, y; increases with j, so it is sufficient
to consider j = 2. Thus, noting that e; = d; as p = 1, we need to show that

A1+ (1 —5)) - Al —s)
Q+r1—=5)B+Ar1—5) ~1—as—2/A+r1—s))

1. (A3)

Letz=1+x(1—3s),s0z€[l,1+A]landz—Ar—2z"1 > 0. Elementary algebra then
shows that (A.3) is equivalent to

2 <430 - D2 +40 + 1)z +4,

which clearly holds as z°> < (1 + A)z? and A > 1, since otherwise the birth—death process is
necessarily not supercritical.
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