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Model

We modeled the transmission of Ebola based on a Susceptible-Exposed-Infected-Removed (SEIR) natural
history of infection |[IH4] using pair approximations. Pair-approximation models are formulated in terms
of a hierarchy of equations where first-order moments, such as [S], depend on second-order moments, such
as [SI], which then depend on third-order moments, such as [ISI]. The average degree of the network
is defined as the average number of contacts per individual in the population and is denoted by k. The
clustering coefficient is a measure of the number of shared contacts between neighbors in the population
and is denoted by ¢. Approximating the higher moments collapses the hierarchy of equations such that the
density of triplets, or third order moments, depends only on the density of pairs. Consistent with previous
models on clustered populations [5], to close the system we used the standard triangle pair approximation:
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where N is the population size, k is the average degree, ¢ is the clustering coefficient, and i, j, and m can
be any of the epidemiological states.

Infection may occur when a susceptible, S, has contact with an infectious individual I, which is represented
by the density of susceptible-infected pairs [ST]. A susceptible individual transitions into the latent state,
E, at rate B[SI], where § is the transmission rate. A latently infected individual becomes infectious after
1/0 days. An individual remains infectious for an average of 1/6 days, where ¢ percent of the infected
individuals enter case isolation via self-reporting (as opposed to active contact tracing) at a rate v per
day. Our criteria for Ebola elimination is a threshold of fewer than 0.025 cases per day, which corresponds
to approximately one new case over a 42 day duration [6].

Contact tracing and Case isolation

Following contact with an isolated individual who is or was symptomatic (77 and Tg), latently infected
(E) and symptomatically infectious individuals (I) are traced at a rate 7, such that they are either under
observation (Tg) or, if they become symptomatic after 1/0 days, will be isolated (7). An individual in
isolation enters the removed traced state after 1/ days when the infectious period ends, resulting either in
death or recovery (T7 — Tr). We keep track of the removed state in order to model the continued tracing
of contacts of formerly isolated individuals for a period of 21 days, which corresponds to the maximum
duration of the latent phase [7].

Ring vaccination

We assumed that a proportion of contacts identified through contact tracing are vaccinated. To incorporate
imperfect vaccine efficacy, we assumed that € of the population obtain full protective immunity from
vaccination (S) while the remaining population (Sy) is not protected. We denote latently infected
individuals who were previously vaccinated and latently infected individuals who do not obtain protective



immunity by F. We considered vaccine efficacies ranging from 5% to 100%, corresponding to the initial
conditions:

[E](0) = ek
[F1(0) = (1-¢)Eo
[51(0) = e(N —[E](0) - [F](0))
[Sn](0) = (1—¢) (N —[E](0) - [F](0))
[SSN](0) = e(1 —2)k(N — [E](0) - [F](0))
[SE](0) = ek[E](0)
[SNEL(0) = (1 -e)k[E](0)
[SF](0) = ek[F](0)
[SNF](0) = (1 —¢2)k[F](0)
[SnSNT(0) = (1 —e)k(N - [E](0) - [F](0)) — [SSn](0) — [SnE](0) — [Sn F](0)
[55]1(0) = k(N - [E](0) — [F](0)) — [SSN](0) — [SE](0) — [SF](0).

We denote the tracing and vaccination rate by 7 and x7 for a susceptible individual and a latently infected
individual, respectively. In addition, the use of a prophylactic vaccine is denoted x = 0 and the use
of a vaccine that confers post-exposure protection is denoted xy = 1. When a susceptible individual is
vaccinated with the prophylactic vaccine, the individual transitions into an unprotected pre-vaccinated
state (P) at a rate of 7([STy] + [STg]). After 1/v days, protective vaccine-mediated immunity is assumed
to have mounted and the vaccinated individual transitions into the removed state. Latently infected
individuals who obtain post-exposure immunity after vaccination (E) transition directly to the removed
class. If the vaccine does not take, the latently infected individual remain under daily observation (Tg),
from which they can still be isolated once they become symptomatic.

Model fitting

For Liberia, we fit the model to the number of weekly confirmed cases reported by the WHO from June 8,
2014 to January 4, 2015 (Figure S1) [8]. Similarly, for Sierra Leone, we fit the number of weekly confirmed
cases reported by the WHO between May 11, 2014 and January 4, 2015 (Figure S1) [9]. We calibrated
the model by fitting the transmission rate (8), the date of Ebola emergence into the population (¢g), the
initiation of intervention scale up (ts), and the reduction in transmission as a result of external factors
(€). During the time between disease emergence and the downturn in transmission, we assumed no scale
up in the intervention (i.e. 7 = 0). From the start of intervention scale up onwards, we assumed that
case isolation was implemented at our base case contact tracing efficacy (40%) [10,/11]. In addition to
case isolation, our model calibration indicated that there was a reduction in transmission due to external
factors, such as behavior. For Sierra Leone, we found that a second reduction in transmission occurred on
December 20, 2014, consistent with the deployment of substantial international aid at that time |12H14],
and corresponding to a further £ reduction in transmission. For each model fit, we used a fixed clustering
coefficient (¢) of 0.21, 0.10 or 0.40 and an average degree (k) of 5.74 or 10.

The piecewise transmission rate for Liberia is:
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and the piecewise transmission rate for Sierra Leone is:
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where 7 =0 for t < tg and 7 > 0 for ¢t > tg.
We fit the model to the data for both countries by minimizing the mean square error (Table S1),
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where at time point i, C; is the weekly incidence of the data and Y; is the weekly incidence predicted by
the model.

The minimization was implemented using MATLAB 7.12.0 constrained optimization function lsqnonlin [15].
The ordinary differential equation system was solved using MATLAB odel5s routine. We assumed that
the time of disease introduction occurred within 0 to 90 days prior to June 8, 2014 for Liberia and May
11, 2014 for Sierra Leone. The origin of the Sierra Leone outbreak was traced to the funeral of a healer
who treated Ebola patients in Guinea [16]. During the funeral proceedings in Koindu, Sierra Leone, 14
individuals were infected by direct contact with the deceased [16]. Therefore, we parameterized the initial
number of latently infected individuals to 14 for Sierra Leone. For Liberia, we assumed the outbreak in
Liberia was initiated by two infected individuals, diagnosed on June 8, 2014 [8].

Quantitative measures

We measure the marginal benefit of adding ring vaccination to case isolation by the relative reduction in
the total number of cases during the period throughout which intervention was scaled up:
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where C;(T,7/(T + v)) denotes the total number of cases for the entire epidemic when case isolation is
implemented with contact tracing efficacy 7/(7 4+ v). The total number of cases for the entire epidemic
when case isolation and ring vaccination are implemented with contact tracing efficacy 7/(7 +v) is denoted
Cgr(T,7/(T +v)). The total number of cases on the day of initial intervention scale up is denoted C(tg).

We measure the marginal benefit of increasing the contact tracing efficacy by the relative reduction in the
total number of cases during the period throughout which intervention was scaled up,

OR(T, 5%) — CR(T, 7'/(7' + l/))
Cr(T,5%) — C(ts) ’

Marginal Benefit =

where Cr(T,7/(T + v)) denotes the total number of cases for the entire epidemic when case isolation and
ring vaccination are implemented with contact tracing efficacy 7/(7 + v). The total number of cases at
the time of initial intervention scale up is denoted C'(tg).



Equations

The first-order moment equations for a combined intervention.

ds]
dt
d[E]
dt

—B@)[ST] = 7([ST1] + [ST))

B®)[S1] = 7([ET1] + [ETg]) — o[E]

olE] + o[F] = (1 = 4)6[I] — vy [I] = 7([IT1] + [ITr])
(1 = )6[] + x7([ETi] + [ETR]) + w[Tr] + v[P]

(1 = X)7([ETy] + [ETR]) + 7([FT1] + [FTR]) — o[TE]
Y]+ 7([ITi] + [ITg]) = 0[T7] + o[T]

0[T1] — w[Tx]

—B(t)[SnT]

T([ST1] + [STr]) — B(H)[PI] — v[P]
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The second-order moment equations for a combined intervention containing the third order moments
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WTEL — o{BTp) + o{FTE] — (1 — W)OlIT] ~ a(ITs] ~ 7({T1IT5] + [TaITE))
+ (A —x)7([I7EI|+ [TrEI)) + 7([T1FI] + [TrFI]) — o[ITE]
d[gfl] = o[ET]+ o[FT;] — (1 —)0[ITy] — vy[ITy] — 7([T1IT;) + [TrITY])
v ) + ([T + [TRII)) — 8Ty 1) + o[Tel]
WITE] o [BTy) + o[FTy] — (1~ W)OUITy] — ¥y UITk) - (TITy) + [TaITH)
+ S[TiI] — w]TRI]
N~ olmsal +olFSx] — (1~ )3lLSk] ~ v lISx] ~ 7([TiISy] + [TalSx) - B [LSw]
% = o[EP])+o[FP]— (1 —¢)S[IP] —y~y[IP] — 7([T1IP]) + [TrIP))
+ 7([T1SI) + [TrSI]) — B(H)[IPI] — v[IP)]
WFL _ oBP) + o[FF] ~ (1 - W)[LF) ~ 49 [IF] - 7(T,IF] + [TIF)
+ BMUISNI]+ BH)IPI) — 7([T1FI] + [TRFI)) — o[IF]
@ = (1 —)S[IR] + 2x7([TyER] + [TRER)) + 2w[Tk R] + 20[PR]
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d[%\;ﬂ = —BISNF]+ BR)ISNSN] — o[SNF]| — T([TTFSN] + [TrEFSN]) + B(t)[IPSN]
d[(ljtp} = 27([T;SP) + [TrSP]) — 26(t)[I PP] — 20[PP]
d[ﬁft” = 7([T;SF]+ [TrSF]) — B(t)[IPF] — v[PF]
+ BM)ISyP] — o[FF| — ([Tt FF] + [TrFF)) + B(t)[[PP]
d[gtF} = 28()[ISNF] —20|FF)] — 2r([T;FF)] + [TrFF)) + 28(t)[IPF)
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