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We describe a population logistic model exposed to a mild life-long sexually
transmitted disease, that is, without significant increased mortality among in-
fected individuals and providing no immunity/recovery. We then modify this
model to include groups isolated from sexual contact and analyze their potential
effect on the dynamics of the population. We are interested in how the isolated
class may curb the growth of the infected group while keeping the healthy pop-
ulation at acceptable levels. In particular, we analyze the connection between
vertical transmission and isolation from reproduction on the long term behavior
of the disease. A comparison with similar effects caused by vaccination and
quarantine is also provided.

1. Introduction

The dynamics of a population depends on the relation between reproduction and
mortality. One factor that we analyze in this paper is the long-term effect on the
population growth caused by the segregation of portions of the general (reproduc-
tive) population into a nonreproductive class that really consists of individuals of
two very different kinds: sexually active but nonprocreating, such as infertile indi-
viduals, and sexually inactive, consisting of individuals who by choice or medical
reasons refrain from sexual contact for life. The influence of the nonreproductive
group on general population dynamics has been analyzed for several exponential
and logistic models in [Milner 2005]. It has been shown that the nonreproductive
group can indeed alter the population trend and may even make an exponentially in-
creasing population stagnate or decline. A similar result holds for logistic models.
Maxin and Milner [2007] extended these models to incorporate a sexually trans-
mitted disease (STD) without recovery that does not increase mortality. It has been
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shown that the abstaining groups have the ability to induce a stable disease-free
equilibrium (DFE) in an endemic situation. This is quite different from quarantine
since the sexually isolated individuals do not reproduce and, by this, the number
of susceptibles decreases since no vertical transmission is assumed.

In this paper we extend the logistic model from [Maxin and Milner 2007] —
a reference we henceforth abbreviate as [MM 2007] — to include vertical trans-
mission which assumes that the newborn can acquire the disease from an infected
mother. It is intuitively obvious that, with vertical transmission, there is a new
source of newly infected individuals in the population and the conditions for dis-
ease clearance will become more restrictive. Our goal in this paper is to show that,
even in this case, a stable, disease-free steady state is possible and may be caused
primarily by isolation from reproduction.

The paper is structured as follows. In Section 2, we introduce the model and ana-
lyze the extinction and the disease-free equilibrium, and correlate these results with
the ones obtained in [MM 2007]. We then compute a threshold condition on the
nonreproductive rates that describes how the isolated class induces a disease-free
equilibrium in an endemic situation caused by vertical transmission. In Section 3,
we analyze a particular model that assumes total vertical transmission when all the
newborn from infected people are infected at birth and that leads to the existence
of a total endemic steady state when the entire healthy population vanishes. While
this is not realistic for known diseases, the stability condition of the endemic equi-
librium suggests that, contrary to what might be expected, a higher isolation rate of
infected leads to an endemic equilibrium (where healthy and infected individuals
coexist) regardless of how big the infection rate may be. We conclude in Section 4
with a brief comparison between our model and a similar S-I type model with
vaccination and quarantine to show that the previous result may not be possible in
the absence of isolation from reproduction. We conclude our paper with several
thoughts on further avenues of research.

2. The logistic model with abstaining groups and vertical transmission

Maxin and Milner [MM 2007] introduced several exponential and logistic STD
models that incorporate an abstaining class A of people who are isolated from
sexual contact. Here we consider their model with logistic mortality and assume
that each newborn from an infected individual has a probability ε of being healthy
at birth. Thus, if β is the per capita birth rate and I is the infected class, the rate
at which individuals are born already infected is β(1− ε)I . The system becomes

S′ = βS+βε I − λSI − µ̄S− ν1S,
I ′ = β(1− ε)I + λSI − µ̄I − ν2 I,
A′ = ν1S+ ν2 I − µ̄A,

(1)
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where µ̄= µ+ bP with P = S+ I + A.
The meaning of the remaining parameters is as follows:

• S and A denote the susceptible and the abstaining class. Note that, since the
abstaining individuals do not reproduce and do not participate in the infection
process, we can include both the infected and healthy isolated people into
a single group A in order to keep the dimension of the system as small as
possible. Whenever the disease is cleared (such as in the case of a stable
disease-free equilibrium) A will contain healthy isolated individuals only.

• µ̄ is the logistic death rate and b is the logistic linear coefficient that captures
the total population effect on the death rate.

• λ represents the infection rate using the mass-action law corresponding to a
homogeneous population.

• ν1 and ν2 represent the transition rates from susceptibles and infected into the
isolated class A.

• P will denote, throughout this paper, the total population.

When ε = 1, this system is identical with the one analyzed in [MM 2007].
It is reasonable to assume that the isolation rate of infected individuals is greater,

since some infected individuals may choose to quarantine themselves in order to
avoid spreading the disease. Thus, we will assume throughout this paper that

ν1 < ν2.

The model always admits an extinction equilibrium (0, 0, 0).
If β −µ− ν1 > 0 there is also a disease-free equilibrium (S∗, I∗, A∗) where

S∗ =
(

K −
ν1

b

)(
1−

ν1

β

)
=

(β −µ− ν1

b

)(
1−

ν1

β

)
,

I∗ = 0,

A∗ =
(

K −
ν1

b

)ν1

β
=

(β −µ− ν1

b

)ν1

β
,

(2)

with K = (β −µ)/b. The endemic equilibrium will be analyzed in the context of
complete vertical transmission in the following section.

Theorem 1 (stability of the boundary steady states). The extinction equilibrium is
locally asymptotically stable if

β −µ− ν1 < 0.

The disease-free equilibrium (S∗, I∗, A∗) is locally asymptotically stable if

β −µ− ν1 > 0 and λ <
βε− ν1+ ν2(

1− ν1
β

)(
K − ν1

b

) .
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Proof. The Jacobian of (1) is

J =

β−λI−µ̄−bS−ν1 βε−λS−bS −bS
λI−bI β(1−ε)+λS−µ̄−bI−ν2 −bI
ν1−bA ν2−bA −µ̄−bA

 .
Evaluated at (0, 0, 0) this is

J (0, 0, 0)=

β−µ−ν1 βε 0
0 β(1−ε)−µ−ν2 0
ν1 ν2 −µ

 .
It follows that the extinction equilibrium is locally asymptotically stable if

β −µ− ν1 < 0 and β(1− ε)−µ− ν2 < 0.

However, the second inequality follows from the first, since 0<ε < 1 and ν1 <ν2:

β(1− ε) < β < µ+ ν1 < µ+ ν2.

Assuming now that β −µ− ν1 > 0, and denoting

P∗ = S∗+ A∗ = K −
ν1

b
=
β −µ− ν1

b
> 0,

the Jacobian J evaluated at (S∗, I∗, A∗) isβ−µ−bP∗−bS∗−ν1 βε−λS∗−bS∗ −bS∗
0 β(1−ε)+λS∗−µ−bP∗−ν2 0

ν1−bA∗ ν2−bA∗ −µ−bP∗−bA∗

 .
The eigenvalues are β(1−ε)+λS∗−µ−bP∗−ν2 (this being the single nonzero

entry on its row) together with the eigenvalues of the complementary minor,

M =
(
β−µ−bP∗−bS∗−ν1 −bS∗

ν1−bA∗ −µ−bP∗−bA∗

)
.

Since Tr(M) = −µ− 2bP∗ < 0 and det M = bβS∗ > 0, the eigenvalues of M
have negative real parts. Thus local asymptotic stability holds for (S∗, I∗, A∗) if

β(1− ε)+ λS∗−µ− bP∗− ν2 < 0,

which is equivalent to

λ <
βε− ν1+ ν2(

1− ν1
β

)(
K − ν1

b

) . �

From [MM 2007] we know that, in the absence of the isolated class A, the
disease is endemic if β/K < λ. Similarly, with vertical transmission, if there is no
isolation from reproduction, the disease is endemic provided that βε/K < λ. The
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double inequality below indicates the range of the infection rate λ that would cause
an endemic situation in the absence of the isolated class A and a stable disease-free
equilibrium in the presence of it:

βε

K
< λ <

βε− ν1+ ν2(
1− ν1

β

)(
K − ν1

b

) . (3)

This condition resembles the similar one obtained in [MM 2007], with ε = 1
(no vertical transmission):

β

K
< λ <

β − ν1+ ν2(
1− ν1

β

)(
K − ν1

b

) .
This means that the isolated class A, represented by the two isolation rates ν1

and ν2, has the ability to induce stability to the disease-free equilibrium in an
otherwise endemic situation. With the addition of vertical transmission we notice
another threshold effect which suggests that the vertical transmission alone can
induce an endemic situation even in the case where the abstaining class satisfies
the condition in [MM 2007]. This happens if the infection rate satisfies

βε− ν1+ ν2(
1− ν1

β

)(
K − ν1

b

) < λ < β − ν1+ ν2(
1− ν1

β

)(
K − ν1

b

) .
To summarize, the vertical transmission reduces the disease-free stability range of
λ, which is to be expected with the additional infected newborns in the model.

In Figure 1 we plot two numerical examples to illustrate Theorem 1. The birth

S

I

t

S

A
I

t

Figure 1. Example equilibria: endemic equilibrium (left) in the
absence of abstainers (ν1 = ν2 = 0) and disease-free equilibrium
(right) in their presence (ν1 = 0.01, ν2 = 0.04). In both cases,
β = 0.04962, µ= 0.02026, ε = 0.7, b= 0.0002, and λ= 0.0004.
The first inequality in (3) is satisfied in the first case, and both are
in the second.
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and death rates are those given in the CIA World Factbook for Niger in 2008, but
all other parameter values are for illustration purposes only and do not reflect real
data.

A major difference from the model treated in [MM 2007] appears when the
vertical transmission rate is very high. Although not realistic, for theoretical pur-
poses we will assume the extreme case, ε = 0, which indicates 100% vertical
transmission. We treat this case in greater detail in the following section.

3. Complete vertical transmission

Setting ε = 0 in (1), we obtain:
S′ = βS− λSI − µ̄S− ν1S,
I ′ = β I + λSI − µ̄I − ν2 I,
A′ = ν1S+ ν2 I − µ̄A.

(4)

The system, in this form, allows us to explicitly compute the endemic equilib-
rium (a nontrivial task if ε 6= 0):

S∗ =
µ∗+ ν2−β

λ
, I ∗ =

β −µ∗− ν1

λ
, A∗ =

(ν2− ν1)(β −µ
∗)

λµ∗
,

where µ∗ = µ+ bP∗. Adding the equations for S∗, I ∗, and A∗ together gives us

P∗ =
(ν2− ν1)β

λµ∗
.

For a biologically meaningful endemic equilibrium (EE) to exist (i.e., positive
values) we need

ν1 < β −µ
∗ < ν2,

or
β

µ∗+ ν1
> 1 and

β

µ∗+ ν2
< 1.

This translates to a requirement that the reproductive number of the susceptibles
must be greater than one, while the reproductive number of the infected population
must be less than one.

In addition to the disease-free and endemic equilibria, (4) admits a third steady
state in which the entire healthy population vanishes. We call this the susceptible
extinction equilibrium (SEE):

S̄ = 0, Ī =
(

1−
ν2

β

)
P̄, Ā =

ν2

β
P̄,

where P̄ = (β −µ− ν2)/b.
We see that, for a positive SEE equilibrium, we need β −µ− ν2 > 0.
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Theorem 2 (existence and local stability conditions for EE and SEE). If either

ν2− ν1(
1− ν1

β

)(
K − ν1

b

) < λ < ν2− ν1(
1− ν2

β

)(
K − ν2

b

) (5)

or
ν2− ν1(

1− ν1
β

)(
K − ν1

b

) < λ and β <
µ

2
+ ν2, (6)

the endemic equilibrium (S∗, I ∗, A∗) exists and is locally asymptotically stable. If

β > µ+ ν2 and λ >
ν2− ν1(

1− ν2
β

)(
K − ν2

b

) , (7)

the susceptible extinction equilibrium (S̄, Ī , Ā) exists and is locally asymptotically
stable.

Proof. First we show that the EE is stable whenever it exists. The Jacobian of (4),
evaluated at (S∗, I ∗, A∗), is

J (S∗, I ∗, A∗)=

 −bS∗ −λS∗− bS∗ −bS∗

λI ∗− bI ∗ −bI ∗ −bI ∗

ν1− bA∗ ν2− bA∗ −µ∗− bA∗

 .
If the characteristic equation of this matrix is x3

+p1x2
+p2x+p3 = 0, then

p1 =−Tr(J )= µ∗+ bP∗,

p2 =
(
b2S∗ I ∗+ (λ2

− b2)S∗ I ∗
)
+
(
bS∗(µ∗+ bA∗)+ bS∗(ν1− bA∗)

)
+
(
bI ∗(µ∗+ bA∗)+ bI ∗(ν2− bA∗)

)
= λ2 I ∗S∗+ bν1S∗+ bν2 I ∗+ bµ∗(S∗+ I ∗),

p3 =−Det(J )= λS∗ I ∗(bν2− bν1+ λµ
∗
+ λbA∗).

Clearly p1 > 0, p2 > 0 and p3 > 0, since ν2 > ν1.
Replacing S∗, I ∗, A∗ and P∗ with their corresponding values computed above,

we also see that p1 p2 > p3 since

p1 p2− p3 =
bβ(ν2− ν1)

(
λ(µ∗)2+ bβ(ν2− ν1)

)
λ2µ∗

> 0.

Hence, according to the Routh–Hurwitz criterion, the interior equilibrium is
always stable whenever it exists. It remains now to interpret the positivity condition
ν1 < β −µ

∗ < ν2 in terms of the original parameters.
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To this end, we solve for µ∗ using the following equation:

P∗ =
µ∗−µ

b
=
β(ν2− ν1)

λµ∗
.

There is a unique positive solution

µ∗ =
µλ+

√
µ2λ2+ 4bβλ(ν2− ν1)

2λ
,

and the existence condition above becomes

2(β − ν2)−µ <
1
λ

√
µ2λ2+ 4bβλ(ν2− ν1) < 2(β − ν1)−µ. (8)

Consider the second inequality first. Its right side is positive, since our standing
assumption is that β > µ + ν1, to avoid total population extinction. Therefore
squaring both sides leads to an equivalent inequality,

1
λ2

(
µ2λ2

+ 4bβλ(ν2− ν1)
)
< 4(β − ν1)

2
+µ2

− 4µ(β − ν1),

which after simplification becomes, in terms of K =
β −µ

b
, the condition

λ >
ν2− ν1(

1− ν1
β

)(
K − ν1

b

) .
Thus the second inequality in (8) amounts to precisely the opposite of the condition
for disease-free stability at the end of the statement of Theorem 1, in the case ε=0.

There remains to study the first inequality in (8). It is certainly satisfied if its
left side is negative, that is, if

β <
µ

2
+ ν2.

In the opposite case, β ≥ µ
2
+ν2, we can square both sides to obtain the equivalent

condition
λ <

ν2− ν1(
1− ν2

β

)(
K − ν2

b

) . (9)

In other words, the endemic equilibrium exists and it is stable if conditions (5)
and (6) are satisfied.

The Jacobian of (4) evaluated at (S̄, Ī , Ā) is−λ Ī + ν2− ν1 0 0
(λ− b) Ī −bĪ −bĪ
ν1− bĀ ν2− bĀ −µ̄− bĀ

 ,
where µ̄ here denotes µ+ b(S̄+ Ī + Ā).
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It is clear that one of the eigenvalues is negative when λ Ī > ν2 − ν1, which is
equivalent to the second condition in (7):

λ >
ν2− ν1(

1− ν2
β

)(
K − ν2

b

) . (10)

Removing the row and column containing that eigenvalue leaves us with a 2× 2
matrix whose determinant is always positive (bβ Ī > 0) and whose trace is always
negative (−µ̄− bP̄ < 0). Thus, the susceptible extinction equilibrium is locally
asymptotically stable, with λ satisfying condition (7) . �

Remark 1. Condition (6) has an interesting consequence. First, if β < µ/2+ ν2,
then β <µ+ν2 also, so the susceptible extinction equilibrium does not exist in this
case. This means that if ν2 is big enough, the susceptible class never goes extinct
and the endemic equilibrium is stable regardless of how big the infection rate λ
may be. This emphasizes the epidemiological role of isolation from reproduction.

Remark 2. If one excludes the fact that the isolated class A does not reproduce,
then the model (4) resembles an S− I type model with vaccination (ν1) and quar-
antine (ν2). Thus, in order to sustain the previous remark that the Susceptible
Extinction Equilibrium may be eliminated by the isolation from reproduction we
need to investigate whether this result holds for a similar model where the vacci-
nated and quarantined classes do reproduce. In the next section we show that the
answer to this question is negative meaning that the result obtained for our original
model is indeed primarily due to the isolation from reproduction.

We provide some numerical examples to illustrate Theorem 2. In Figure 2 we

I
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S

t

Figure 2. Example of a susceptible extinction equilibrium: β =
0.04962, µ= 0.02026, ν1 = 0.005, ν2 = 0.01, ε = 0, b = 0.0002,
λ= 0.0004. Inequality (10) is satisfied.
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Figure 3. Examples of endemic equilibria: β = 0.04962, µ =
0.02026, ν1 = 0.005, ν2 = 0.04, ε = 0, b = 0.0002, λ = 0.0004
(left) or λ= 0.0008 (right). Inequalities (6) are satisfied.

show an example when the SEE is stable. In Figure 3 we illustrate the case of a
stable EE satisfying (6). In Figure 3, right, we double the value of λ while keeping
the other parameters the same as in the left half of the figure, to illustrate that under
condition (6) the stability of EE is maintained regardless of how big the infection
rate is.

4. A model with complete vertical transmission, vaccination and quarantine

The model proposed in this section is intended to eliminate the ambiguity concern-
ing the epidemiological role of the isolated class A. In other words, we would like
to see if the result in the previous section is due to the nonreproduction or perhaps
due to vaccination and quarantine (which are other possible interpretations for the
transition rates ν1 and ν2). To this end, we assume now that the model resembles
an S-I type dynamics with vaccination and quarantine. Another main difference is
that all individuals reproduce, including the quarantined. Since the isolated classes
reproduce and one needs to track the infected and healthy newborns, we must
separate the isolated class A into two classes: V , the vaccinated individuals and
Q the quarantined infected people. Furthermore, we denote by η the transition
rate from vaccinated individuals back to the susceptible class S to account for a
possible imperfect vaccine where some individuals loose the acquired immunity.

The model is as follows:
S′ = β(S+ V )− λSI − µ̄S− ν1S+ ηV,
I ′ = β(I + Q)+ λSI − µ̄I − ν2 I,
V ′ = ν1S− µ̄V − ηV,
Q′ = ν2 I − µ̄Q,

(11)
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where µ̄= µ+ b(S+ I + V + Q).

Remark 3. In this model we assumed the same reproduction rate for all individu-
als. A possible interpretation is that, in the case of sexually transmitted diseases,
quarantine can be viewed as abstaining from sexual contact with healthy people
only. This is true sometimes for diseases such as herpes simplex type 2 (HSV-2)
when infected individuals search for partners among groups already infected. In
reality, due to these considerations, the quarantined class will always exhibit a
certain degree of isolation from reproduction. However, the main purpose of model
(11) is to verify the results in the previous sections under the assumption that no
isolation from reproduction occurs with transitions from one class to another.

Notice that there is no endemic equilibrium where the healthy and infected in-
dividuals coexist as shown below:

Substituting V = ν1S/(µ̄+ η) and Q = ν2 I/µ̄ into the first two equations, we
obtain

λI = (β − µ̄)
(

1+
ν1

µ̄+ η

)
and λS = (µ̄−β)

(
1+

ν2

µ̄

)
.

Clearly, it is impossible for both of them to be positive since λS> 0 implies β < µ̄
which, in turn, implies λI < 0.

Adding the equations of (11) we obtain a logistic equation for the total popula-
tion P:

P ′ = βP − µ̄P = (β −µ− bP)P.

Therefore,

lim
t→∞

P(t)=
β −µ

b
:= K ,

provided that β > µ. If β < µ the population declines to zero.
Thus there are three steady states:

• the extinction equilibrium: (0, 0, 0, 0),

• the susceptible extinction equilibrium (SEE):

S̄ = 0, Ī =
βK
β + ν2

, V̄ = 0, Q̄ =
ν2K
β + ν2

,

• the disease-free equilibrium (DFE):

S∗ =
(β + η)K
β + ν1+ η

, Ī = 0, V̄ =
ν1K

β + ν1+ η
, Q̄ = 0.

Theorem 3. If β > µ, the SEE is locally asymptotically stable and the DFE is
unstable (whenever it exists).
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Proof. The Jacobian of (11) is

J =


β−λI−µ̄−bS−ν1 −(λ+b)S −bS+β+η −bS

(λ−b)I β+λS−µ̄−bI−ν2 −bI −bI+β
ν1−bV −bV −µ̄−bV−η −bV
−bQ ν2−bQ −bQ −µ̄−bQ

 .
We evaluate first the characteristic polynomial of J (S̄, Ī , V̄ , Q̄), which is

f (x)=
(
x2
+ (bĪ + bQ̄+β + ν2)x + b( Ī + Q̄)(β + ν2)

)
×
(
x2
+ (β + ν1+ λ Ī + η)x + λ Ī (β + η)

)
.

Since all its coefficients are positive then the real parts of all eigenvalues are
negative and the susceptible extinction equilibrium is locally asymptotically stable
whenever it exists.

On the contrary, for the disease-free equilibrium, the characteristic polynomial
of J (S∗, I ∗, V ∗, Q∗) is

g(x)=
(
x2
+ (bS∗+ bV ∗+β + η+ ν1)x + b(S∗+ V ∗)(β + η+ ν1)

)
×
(
x2
+ (β + ν2− λS∗)x −βλS∗

)
and the real part of one of its eigenvalues is always positive: from the second
quadratic factor of g(x) we see that the product of its roots is given by

x1x2 =−βλS∗ < 0. �

Thus, the DFE is always unstable and the possibility of eliminating the disease
is not possible through quarantine and vaccination alone when the population is
faced with complete vertical transmission. In Figure 4 we provide a numerical
example using the same parameter values as those in Figure 3 to illustrate that,
in the absence of isolation from reproduction, the SEE is stable and the healthy
population vanishes.

5. Conclusions

We modified the epidemic model with sexually abstaining groups introduced in
[MM 2007] to include vertical transmission. We found that previous results claim-
ing that the isolated class may induce the stability of the disease-free equilibrium in
an endemic situation are still valid in the presence of vertical transmission although
the range of the infection rate when this is possible is more restrictive.

One major difference appears when the vertical transmission rate is very high,
that is, close to 100%. To simplify our analysis we actually considered a complete
vertical transmission situation where every newborn from infected parents is in-
fected as well. In this case, under certain conditions on the vital parameters, we
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Figure 4. The susceptible extinction equilibrium in the absence
of isolation from reproduction. Parameter values: β = 0.04962,
µ=0.02026, ν1=0.005, ν2=0.04, ε=0, b=0.0002, λ=0.0004,
η = 0.2.

found that the model admits a steady state (SEE) when the entire susceptible popu-
lation vanishes, in addition to the disease-free and interior (endemic) steady states.
The local stability analysis for the endemic equilibrium shows that both the infected
and the healthy groups may coexist and that the total endemic situation when the
healthy population declines to zero can be avoided by isolation from reproduction
alone. A comparison with model (11) shows that this result may indeed be due
to isolation from reproduction and not due to vaccination or quarantine, which are
other possible interpretations for the transition rates ν1 and ν2.

One important limitation of our work is given by the use of one-sex models.
Since we were interested in showing that there is an important correlation between
vertical transmission and isolation from reproduction, we chose the simplest pos-
sible model to sustain our argument and to keep the mathematical details as simple
as possible. Our next objective related to the present research is to investigate if
similar results can be obtained using two-sex models. The influence of sexually
abstaining groups on STD dynamics has been analyzed in [Maxin 2009; Maxin
and Milner 2009] using a gender structured logistic model. We intend to extend
that model to include vertical transmission. This research is currently underway
and will be reported later.

References

[Maxin 2009] D. Maxin, “The influence of sexually active non-reproductive groups on persistent
sexually transmitted diseases”, J. Biol. Dyn. 3:5 (2009), 532–550. MR 2010m:92068



26 DANIEL MAXIN, TIMOTHY OLSON AND ADAM SHULL

[Maxin and Milner 2007] D. Maxin and F. A. Milner, “The effect of nonreproductive groups on per-
sistent sexually transmitted diseases”, Math. Biosci. Eng. 4:3 (2007), 505–522. MR 2008c:92077

[Maxin and Milner 2009] D. Maxin and F. A. Milner, “The role of sexually abstained groups in two-
sex demographic and epidemic logistic models with non-linear mortality”, J. Theor. Biol. 258:3
(2009), 389–402.

[Milner 2005] F. A. Milner, “How do nonreproductive groups affect population growth?”, Math.
Biosci. Eng. 2:3 (2005), 579–590. MR 2007a:92058 Zbl 1082.92037

Received: 2009-09-10 Revised: 2010-12-16 Accepted: 2011-03-04

daniel.maxin@valpo.edu Department of Mathematics and Computer Science,
Valparaiso University, 1900 Chapel Drive,
Valparaiso, IN 46383, United States
http://faculty.valpo.edu/dmaxin/

Timothy.Olson@valpo.edu Department of Mathematics and Computer Science,
Valparaiso University, 1900 Chapel Drive,
Valparaiso, IN 46383, United States

adam.shull@valpo.edu Department of Mathematics, Indiana University Bloomington,
831 East Third Street, Bloomington, IN 47405, United States

mathematical sciences publishers msp



involve
pjm.math.berkeley.edu/involve

EDITORS
MANAGING EDITOR

Kenneth S. Berenhaut, Wake Forest University, USA, berenhks@wfu.edu

BOARD OF EDITORS

John V. Baxley Wake Forest University, NC, USA
baxley@wfu.edu

Arthur T. Benjamin Harvey Mudd College, USA
benjamin@hmc.edu

Martin Bohner Missouri U of Science and Technology, USA
bohner@mst.edu

Nigel Boston University of Wisconsin, USA
boston@math.wisc.edu

Amarjit S. Budhiraja U of North Carolina, Chapel Hill, USA
budhiraj@email.unc.edu

Pietro Cerone Victoria University, Australia
pietro.cerone@vu.edu.au

Scott Chapman Sam Houston State University, USA
scott.chapman@shsu.edu

Jem N. Corcoran University of Colorado, USA
corcoran@colorado.edu

Michael Dorff Brigham Young University, USA
mdorff@math.byu.edu

Sever S. Dragomir Victoria University, Australia
sever@matilda.vu.edu.au

Behrouz Emamizadeh The Petroleum Institute, UAE
bemamizadeh@pi.ac.ae

Errin W. Fulp Wake Forest University, USA
fulp@wfu.edu

Andrew Granville Université Montréal, Canada
andrew@dms.umontreal.ca

Jerrold Griggs University of South Carolina, USA
griggs@math.sc.edu

Ron Gould Emory University, USA
rg@mathcs.emory.edu

Sat Gupta U of North Carolina, Greensboro, USA
sngupta@uncg.edu

Jim Haglund University of Pennsylvania, USA
jhaglund@math.upenn.edu

Johnny Henderson Baylor University, USA
johnny_henderson@baylor.edu

Natalia Hritonenko Prairie View A&M University, USA
nahritonenko@pvamu.edu

Charles R. Johnson College of William and Mary, USA
crjohnso@math.wm.edu

Karen Kafadar University of Colorado, USA
karen.kafadar@cudenver.edu

K. B. Kulasekera Clemson University, USA
kk@ces.clemson.edu

Gerry Ladas University of Rhode Island, USA
gladas@math.uri.edu

David Larson Texas A&M University, USA
larson@math.tamu.edu

Suzanne Lenhart University of Tennessee, USA
lenhart@math.utk.edu

Chi-Kwong Li College of William and Mary, USA
ckli@math.wm.edu

Robert B. Lund Clemson University, USA
lund@clemson.edu

Gaven J. Martin Massey University, New Zealand
g.j.martin@massey.ac.nz

Mary Meyer Colorado State University, USA
meyer@stat.colostate.edu

Emil Minchev Ruse, Bulgaria
eminchev@hotmail.com

Frank Morgan Williams College, USA
frank.morgan@williams.edu

Mohammad Sal Moslehian Ferdowsi University of Mashhad, Iran
moslehian@ferdowsi.um.ac.ir

Zuhair Nashed University of Central Florida, USA
znashed@mail.ucf.edu

Ken Ono University of Wisconsin, USA
ono@math.wisc.edu

Joseph O’Rourke Smith College, USA
orourke@cs.smith.edu

Yuval Peres Microsoft Research, USA
peres@microsoft.com

Y.-F. S. Pétermann Université de Genève, Switzerland
petermann@math.unige.ch

Robert J. Plemmons Wake Forest University, USA
plemmons@wfu.edu

Carl B. Pomerance Dartmouth College, USA
carl.pomerance@dartmouth.edu

Bjorn Poonen UC Berkeley, USA
poonen@math.berkeley.edu

James Propp U Mass Lowell, USA
jpropp@cs.uml.edu

Józeph H. Przytycki George Washington University, USA
przytyck@gwu.edu

Richard Rebarber University of Nebraska, USA
rrebarbe@math.unl.edu

Robert W. Robinson University of Georgia, USA
rwr@cs.uga.edu

Filip Saidak U of North Carolina, Greensboro, USA
f_saidak@uncg.edu

Andrew J. Sterge Honorary Editor
andy@ajsterge.com

Ann Trenk Wellesley College, USA
atrenk@wellesley.edu

Ravi Vakil Stanford University, USA
vakil@math.stanford.edu

Ram U. Verma University of Toledo, USA
verma99@msn.com

John C. Wierman Johns Hopkins University, USA
wierman@jhu.edu

PRODUCTION

Silvio Levy, Scientific Editor Sheila Newbery, Senior Production Editor Cover design: ©2008 Alex Scorpan

See inside back cover or http://pjm.math.berkeley.edu/involve for submission instructions.
The subscription price for 2011 is US $100/year for the electronic version, and $130/year (+$35 shipping outside the US) for print
and electronic. Subscriptions, requests for back issues from the last three years and changes of subscribers address should be sent to
Mathematical Sciences Publishers, Department of Mathematics, University of California, Berkeley, CA 94704-3840, USA.

Involve (ISSN 1944-4184 electronic, 1944-4176 printed) at Mathematical Sciences Publishers, Department of Mathematics, University of
California, Berkeley, CA 94720-3840 is published continuously online. Periodical rate postage paid at Berkeley, CA 94704, and additional
mailing offices.

Involve peer review and production are managed by EditFLOW™ from Mathematical Sciences Publishers.

PUBLISHED BY
mathematical sciences publishers

http://msp.org/
A NON-PROFIT CORPORATION

Typeset in LATEX
Copyright ©2011 by Mathematical Sciences Publishers

http://pjm.math.berkeley.edu/involve
mailto:berenhks@wfu.edu
mailto:baxley@wfu.edu
mailto:benjamin@hmc.edu
mailto:bohner@mst.edu
mailto:boston@math.wisc.edu
mailto:budhiraj@email.unc.edu
mailto:pietro.cerone@vu.edu.au
mailto:scott.chapman@shsu.edu
mailto:corcoran@colorado.edu
mailto:mdorff@math.byu.edu
mailto:sever@matilda.vu.edu.au
mailto:bemamizadeh@pi.ac.ae
mailto:fulp@wfu.edu
mailto:andrew@dms.umontreal.ca
mailto:griggs@math.sc.edu
mailto:rg@mathcs.emory.edu
mailto:sngupta@uncg.edu
mailto:jhaglund@math.upenn.edu
mailto:johnny_henderson@baylor.edu
mailto:nahritonenko@pvamu.edu
mailto:crjohnso@math.wm.edu
mailto:karen.kafadar@cudenver.edu
mailto:kk@ces.clemson.edu
mailto:gladas@math.uri.edu
mailto:larson@math.tamu.edu
mailto:lenhart@math.utk.edu
mailto:ckli@math.wm.edu
mailto:lund@clemson.edu
mailto:g.j.martin@massey.ac.nz
mailto:meyer@stat.colostate.edu
mailto:eminchev@hotmail.com
mailto:frank.morgan@williams.edu
mailto:moslehian@ferdowsi.um.ac.ir
mailto:znashed@mail.ucf.edu
mailto:ono@math.wisc.edu
mailto:orourke@cs.smith.edu
mailto:peres@microsoft.com
mailto:petermann@math.unige.ch
mailto:plemmons@wfu.edu
mailto:carl.pomerance@dartmouth.edu
mailto:poonen@math.berkeley.edu
mailto:jpropp@cs.uml.edu
mailto:przytyck@gwu.edu
mailto:rrebarbe@math.unl.edu
mailto:rwr@cs.uga.edu
mailto:f_saidak@uncg.edu
mailto:andy@ajsterge.com
mailto:atrenk@wellesley.edu
mailto:vakil@math.stanford.edu
mailto:verma99@msn.com
mailto:wierman@jhu.edu
http://pjm.math.berkeley.edu/involve
http://msp.org/
http://msp.org/


inv lve
a journal of mathematics

involve
2011 vol. 4 no. 1

1The arithmetic of trees
ADRIANO BRUNO AND DAN YASAKI

13Vertical transmission in epidemic models of sexually transmitted diseases with isolation
from reproduction

DANIEL MAXIN, TIMOTHY OLSON AND ADAM SHULL

27On the maximum number of isosceles right triangles in a finite point set
BERNARDO M. ÁBREGO, SILVIA FERNÁNDEZ-MERCHANT AND DAVID B.
ROBERTS

43Stability properties of a predictor-corrector implementation of an implicit linear
multistep method

SCOTT SARRA AND CLYDE MEADOR

53Five-point zero-divisor graphs determined by equivalence classes
FLORIDA LEVIDIOTIS AND SANDRA SPIROFF

65A note on moments in finite von Neumann algebras
JON BANNON, DONALD HADWIN AND MAUREEN JEFFERY

75Combinatorial proofs of Zeckendorf representations of Fibonacci and Lucas products
DUNCAN MCGREGOR AND MICHAEL JASON ROWELL

91A generalization of even and odd functions
MICKI BALAICH AND MATTHEW ONDRUS

1944-4176(2011)4:1;1-E

involve
2011

vol.4,
no.1


	
	
	

