MATHEMATICAL BIOSCIENCES d0i:10.3934/mbe.2016015
AND ENGINEERING
Volume 13, Number 4, August 2016 pp. 697-722

A TOXIN-MEDIATED SIZE-STRUCTURED POPULATION
MODEL: FINITE DIFFERENCE APPROXIMATION AND
WELL-POSEDNESS

QiHUA HUANG"* AND HAO WANG

Department of Mathematical and Statistical Sciences
University of Alberta
Edmonton, AB, T6G 2G1, Canada

(Communicated by Yang Kuang)

ABSTRACT. The question of the effects of environmental toxins on ecological
communities is of great interest from both environmental and conservational
points of view. Mathematical models have been applied increasingly to pre-
dict the effects of toxins on a variety of ecological processes. Motivated by
the fact that individuals with different sizes may have different sensitivities to
toxins, we develop a toxin-mediated size-structured model which is given by a
system of first order fully nonlinear partial differential equations (PDEs). It
is very possible that this work represents the first derivation of a PDE model
in the area of ecotoxicology. To solve the model, an explicit finite difference
approximation to this PDE system is developed. Existence-uniqueness of the
weak solution to the model is established and convergence of the finite dif-
ference approximation to this unique solution is proved. Numerical examples
are provided by numerically solving the PDE model using the finite difference
scheme.

1. Introduction. The question of the effects of anthropogenic and natural environ-
mental toxins on ecological communities is of great interest from both environmental
and conservational points of view. Industrial toxins are one of the leading causes
of pollution worldwide. Industrial toxins may arise as a result of air emissions,
water releases, water seepage, air deposition or disposal and leaching of solid waste.
The US Environmental Protection Agency has designated 126 priority pollutants
[32] and the Canadian Council of Ministers of the Environment has a list of priority
chemicals of concern for the protection of aquatic life [31]. These priority substances
can cause toxic effects when released into aquatic ecosystems. The effect of a toxic
substance can, in principle, be exerted on all levels of the biological hierarchy, from
cells to organs to organisms to populations to entire ecosystems.

To protect ecological environments and aquatic species, it is necessary to assess
the risk of aquatic organisms exposed to toxins, and find relevant factors that deter-
mine the persistence and extirpation of organisms. Over the past several decades,
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mathematical models have been applied increasingly to predict the effects of tox-
ins on a variety of ecological processes. These models include population mod-
els (single-population abundance, life history, individual-based, and metapopula-
tion), ecosystem models (food-web, aquatic and terrestrial), landscape models, and
toxicity-extrapolation models [10, 12, 24, 25]. The selection of specific models for
addressing an ecological risk issue depends on the habitat, endpoints, and chemicals
of interest, the balance between model complexity and availability of data, the de-
gree of site specificity of available models, and the risk issue [24]. A comprehensive
review on the realism, relevance, and applicability of different types of models from
the perspective of assessing risks posed by toxic chemicals is provided in [10, 24].

Our search of the literature shows that toxin-dependent individual-based models
and matrix population models are widely used to evaluate the ecological significance
of observed or predicted effects of toxic chemicals on individual organisms and popu-
lation dynamics. Despite the nonlinear dynamical nature of population-toxin inter-
actions, relatively few differential equation models have been developed to describe
population-toxin interactions (but see [11, 13, 14, 15, 19, 20, 23, 28, 29]). For those
models that do exist, interactions are usually described by a system, which contains
components representing the population density, the concentration of toxin in an
organism, and the environmental concentration of toxin. Recently, we developed a
toxin-dependent model given by a system of differential equations, to describe the
impact of contaminants on fish population dynamics [16]. Because the concentration
of toxin in the environment is not affected significantly by mortality or metabolic
processes of population, our toxin-dependent model focused on the impact of toxin
on the population and ignores the influence of the population on the concentration
of toxin in the environment. The concentration of toxin in the environment hence
was treated as a parameter. The model was connected to literature-sourced exper-
imental data via model parameterization of the toxic effects of methylmercury on
rainbow trout (Oncorhynchus mykiss). The parameter estimates were then used to
illustrate the long-term behavior of rainbow trout population. The numerical results
provided threshold values of concentration of methylmercury in the environment to
maintain populations and prevent extirpation.

It is significant that all above-mentioned population models assume that all in-
dividuals in a population have the same vital rates (reproduction, growth, and
mortality rates) and the same sensitivity to toxins. However, in reality, different
individuals may have different vital rates, and intake and egestion of toxins may
depend on age, weight, and size. Motivated by these, in this work we extend the
toxin-dependent ordinary differential equation model in [16] to a size-structured
model with toxin effect. The model is given by a system of first order hyperbolic
partial differential equations (PDEs) that includes two governing equations: one
equation presents a generic description of the population growth under the influence
of contaminant, while the other equation is the balance equation for the concentra-
tion of contaminant contained in individuals of the population. To our knowledge,
this work presents the first derivation of a PDE model in the field of ecotoxicology.
Although our toxin-mediated population model is developed in terms of size, the
model and the results in this study are applicable to age- and weight-structured
populations.

We are concerned with the existence and uniqueness of the weak solution of the
system of PDEs. For this purpose, we develop an explicit finite difference approxi-
mation for the system in the spirit of the one initially used in [9, 27] for conservation
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laws and later extended to nonlocal first order hyperbolic initial-boundary value
problems arising in population ecology [1, 5, 6]. In general, explicit schemes are
computationally more practical and faster schemes for such problems (e.g., see [26]).
Such a scheme results in an important tool: a numerical method that can be easily
used for approximating solutions to this model, and for which convergence results
are established.

The rest of the paper is organized as follows. In Section 2, we develop a toxin-
mediated aquatic population model. In Section 3, we define a weak solution of
the system and develop an explicit finite difference approximation to the solution,
we prove the convergence of approximation and existence-uniqueness of the weak
solution. In section 4, we use the finite difference scheme to numerically solve the
PDE model. Finally, a discussion section completes the paper.

2. Model formulation. Since we are interested an aquatic environment, the pop-
ulation is measured by concentration of biomass, rather than number. The state
of the population is given by u(z,t), the size-distribution of the concentration of
population biomass at time ¢. The formal meaning of u is that f; u(z, t)dz is the
concentration of the biomass of individuals having size between a and b at time ¢.
If there is no toxin, the population dynamics can be represented by the following
McKendrick-vonFoerster equations [1, 5, 6, 22]:

up + (9(x)u)e + p(z)u =0,

g(l'min)u(xminat) = /wmax ﬂ(x)u(ac,t)d:c,

Tmin

(1)

with an appropriate initial condition. Here x,;, and .« denote the minimize size
and maximum size of the population, respectively. The function g represents the
growth rate of an individual of size z, i denotes the mortality rate of an individual
of size x, and [ is the reproduction rate of an individual of size x.

Taking the effect of a toxin on the population into account, we let I(x,t) be
the size-distribution of toxin in the population at time ¢. The formal meaning of I
is that f: I(x,t)dx is the concentration of the toxin in the individuals having size
between a and b at time ¢. Consider the rate of change of toxin in the population
from size x to size x + Az, we have

Rate of change of toxin in the individuals over the size interval (z,x + Ax)
= (rate of toxin entering the interval) — (rate of toxin leaving the interval)
—(loss rate term)-+(uptake rate term).

This balance equation yields

0

r+Azx
g /z I(y,t)dy = g(z)I(z,t) — g(x + Azx)I(x + Ax,t) 2)

—lo(z,t) + p()]I(z, ) Az + a(z, t) E(t)u(z, t) Ax.

The growth of size leads to the individuals with certain concentration of the toxin
enter and leave the small category. This leads to the terms I(x,t)g(z) and —I(z +
Az, t)g(x+ Ax,t). The function E(t) is the concentration of toxin the environment
at time t. The term aFuAzx represents the concentration of toxin uptaken by the
population from the environment, which is modeled according to the Law of Mass
Action, hence is proportional to both the concentration of toxin in the environment
and the concentration of population biomass (see [16, 28]), where a is the uptake co-
efficient. The term oI Ax represents the toxin elimination due to metabolic process
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of the population, where ¢ is per unit rate of toxin elimination. The term ulAx
represents the loss of the toxin due to death.
Dividing (2) by Az and then letting Az — 0, we obtain

I + (g(2)])z + [0(x, t) + p(x)]] — a(z, t) E(t)u(x,t) = 0. (3)

Following [16, 28], we consider the direct impact of the toxin on the population
dynamics, which is realized by (body burden), given by I(x,t)/u(x,t) := v(z,t),
concentration of toxin per unit population biomass. Using (1) and (3), we obtain
the following equation for the body burden v:

1 1
vp=—I — —uy
U u

= L1 (gD ~ o+ W) + aBu] + 5 [(gu)s +

=<

= ~[=(guv)s — (0 + puv +aBu] + —[(gu), + pu]

=<

v
= ~[~(gu)ov — guv, = (o + pvu+aBu] + = [(gu). + pu]
= —gu; —ov+akb.

Let P(t) = f;::x u(x, t)dz be the total population biomass. We assume that the
individual vital rates (reproduction, growth, and mortality rates) depend on the to-
tal population biomass due to competition for resources. Taking the effects of body
burden on population vital rates into account, we consider the following nonlinear,
nonlocal, hyperbolic PDE system that describes the dynamics of a population living
in a polluted environment:

ug + (g(x, P(t))u)s + p(z, P(t),v(x,t))u =0, (2,t) € (Tmin, Tmax) x (0,T),
ve + g(z, P(t))vy + o(z,t)v — a(z, t)E(t) =0, (2,t) € (Tmin, Tmax) X (0,T),

Tmax

9(Twmin, P(t))u(min, t) = / | Bz, P(t),v(x,t))u(z,t)dx, t € (0,T), n

V(Tmin, t) =0, ¢ € (0,T),
’LL(:L’7 0) = ,U/O(l,)’ HANS [‘rmina xmax];

’U(I’,O) = UO(I)v S [Iminaxmax]~

In the absence of toxin, model (4) reduces to a classical size-structured population
model of form (1), which has been well studied (see [1, 6, 22] and references therein).

3. Finite difference approximation and existence-uniqueness. In this sec-
tion we establish the existence and uniqueness of weak solution to model (4). This
is done through the following series of steps: 1) We construct a finite difference
approximation for model (4). 2) We establish some estimates for the solutions to
the difference approximation. 3) These estimates are then used to show that a set
of functions generated from the difference approximation is compact in £! topology,
which allows us to pass to the limit along a subsequence. This leads to the existence
of a weak solution. 4) Finally, we prove uniqueness of the weak solution, and hence
establish convergence of the difference approximation.
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3.1. Weak solution and finite difference approximation. Throughout the
discussion we let D1 = [Zmin, Tmax] X [0,00), Do = [Zmin, Tmax] X [0, 00] X [0, o],
D3 = [Zmin, Tmax] X [0,T], and w be a sufficiently large positive constant. We
assume that the parameters in (4) satisfy the following assumptions:

(Al) g : D; — R is a Lipschitz continuous function with Lipschitz constant L
and satisfies sup(, pyep, 9(z,P) < w. Furthermore, g(z,P) > 0 for z €
[Zmins Tmax) and g(Tmax, P) = 0, and g, (x, P) is Lipschitz continuous with
respect to x and P for constant L.

(A2) p : Do — R is a nonnegative Lipschitz continuous function with Lipschitz
constant L. Furthermore, sup,,, p.)en, #(z, P,v) < w.

(A3) 8 : Dy — R is a nonnegative Lipschitz continuous function with Lipschitz
constant L. Furthermore, supg(,. py)en, B(z, P,v) < w.

(A4) o : D3 — R is a nonnegative continuous function. Furthermore,

SUP(4,¢)em; (75 1) < w.
(A5) a:Ds3 — R is a nonnegative continuous function. Furthermore,
SUP3(q,0)eDy AT, 1) < w.

(A6) E:[0,T] — R is nonnegative continuous function with upper bound w.

(A7) u® € BV [Zmin, Tmax] and u°(x) > 0.

(A8) v° € BV [Zmin, Tmax] and v°(z) > 0.

Multiplying the first and second equations in (4) by ¢(a,t) and ¥ (z,t), respec-
tively, and then formally integrating by parts and utilizing the initial and boundary
conditions, we define a weak solution of (4) as follows:

Definition 3.1. A set (u,v) € BV ([Zmin, Tmax] X [0, T]) X BV ([Zmin; Tmax] X [0, T7])
is called a weak solution to problem (4) if this set satisfies the following:

/:max u(z, t)p(z, t)dr — /zmx u®(z)p(x, 0)dz

min Tmin

t Tmax t Tmax
= / / u(ps + gpa — pp)dads + / ¢(0,3) / Budzds,
0 Tmin 0 Tmin (5)

/ T et e - / Tyt 00

min ZTmin

t Tmax
_ / / s + 0(g1)s — oV + aByldads
0 x

min

for every test function o, € C*((0, amax) % (0,T)).

We divide the intervals [Zmin, Zmax] and [0,7] into n and [ subintervals, re-
spectively. The following notation will be used throughout this paper: Az =
(Tmax — Tmin)/n and At = T/l denote the size and time mesh lengths, respec-
tively. The mesh points are given by: =; = Zmin + jAz, j =0,1, -+ ,n, ti, = kAL,
k=0,1,---,I. We denote by uf and vf , the finite difference approximation of
u(xj,tr) and v(x;,1), respectively, and let

g;C :g(xﬁp(tk))v U;C :,u(.fj,P(tk),U(ij,tk.)), ﬁjk zﬁ(mjvp(tk)7v(mjvtk))a

a;’? = a(xj,ty), J;-“ = o(z;,tx), E* = E(ty,).
We define the difference operators
’LL;C - u?fl 1}’? — fU]?71

D)) = =1 Da, ) =73 1<ji<n
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and the ¢! and ¢> norms of v* and v* by

n n
[l =D uf|Aa, ol = oA,
j=1 j=1
Hlo = k Hlo = k
1™ loe = max fuj], 10" lloe = max fuj].

We then discretize PDE system (4) using the following finite difference approxima-
tion

k+1 k k. k k
w; =t giut — gt _qut_
j J J 4y j—1Y% k, ok _
Al + A juj =0, 0<k<I-1,1<j5<m,
k41 k k k
(o — VU, vy — ol
J J k~J j—1 k, k kk _ .
A7 + 9; Ao +ojvi —ajE" =0, 0<k<I-1,1<j<n, (6
n
g§+1u§+1:E 5f+1u§+1A:c, v§+1:0, 0<k<Il—1,
i=1

with the initial conditions

uf = u’(0), u / u(z)dx, j§=1,2,---,n.
(

7 E ji—1)Az
vy =°(0), o} = A:c/( O(x)de, j=1,2,-- ,n.

j—1)Azx
The following condition concerning At and Ax is imposed throughout the paper:
(A9) Assume that At and Az are chosen such that
1
At(—+1)<1.
v (Aw s
We can equivalently write (6) as the following system of linear equations:

At At
uktt = —g;-“_lu’?_l +(1- —g;? — At,u?)u;?,o <k<I-1,1<j<mn,

J Ax J Ax
ki1 At 4o A kY, k k ok .
v = X9 Vi1 +(1- N Ataj)vj +a;E"AL0<k<I-1,1<j<n,
n
gé“ué“ = Zﬁf“uzﬁ'lAm, vé”'l =0, 0<k<I-1,
j=1
(7)
Since u?, ’U? >0,7=0,1,---,n, from the first two equations of (7), one can easily
see that under the assumption (A9), u?“,vf“ >0,7=1,2,---,n, k=0,1,--- ,[—
1. Thus, from the third equation of (7), we find u’é“ > 0. That is, the difference
system (7) has a unique solution satisfying [uf, u¥, -, u®, v& vf, ... 0% > 0,k =
1,2, 1.

From a biological point of view, it is very important that the numerical approx-
imation preserves the nonnegativity of the solution.

3.2. Estimates for the difference approximations. We first show that the
difference approximation is bounded in ¢! norm.

Lemma 3.2. There exist positive constants My and Ms such that

lu*lls < My, ([ < M.
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Proof. Multiplying the first equation of (7) by Az, summing over j = 1,2,--- n,
and noticing that gﬁ = 0, we have

[uf 1 = [Juf |1 + Atghul — Atz,uk Az

Using the boundary condition given in the third equatlon of (7) and assumption
(A3), we get
[ < (1 wAb)|[ubh,

which implies the first estimate.
Treating the second equation of (7) similarly, and by the assumptions (A1) and
(A5)-(A6), we find

0%y < [[v* L —|—AtZg Ax—!—AtZakEkAx
Jj=1 Jj=1
< (14 wA)|[v*]|1 + Atw? (Zmax — Tmin)-
which implies the second estimate. 0

We then establish £°° bound on the difference approximation.
Lemma 3.3. The following estimates hold:
[u*]loc < max{whi, (1 + LA [°[|oo },
¥ ]loo < [[v°floc + w?T.
Proof. Tfuf™ = Orgjagn u?“, then from the third equation of (7) and the assumption
(A3) we get

k+1 ZﬁkJrl /79+1Aaj < W1||,u’k-‘,-1||1 < wi Mj. (8)
j=1

k+1 _

Otherwise, suppose that for some 1 <i < n,u;"" = max u; k+1 then from the first

0<j<n
equation of (7) and (Al) we have

At At
k+1 < _ =k = k
ut - (1 A.]?gZ) Orgjag(nu + Al‘gl 1 01}1]&2(” u‘]
B { At

L+ (gl PY) — gl P | o )

< (1 LAD[u -
A combination of (8) and (9) then yields

||uk||OO < max{w; My, (1 + LAt)lHuOHOO}.

Since v = 0, k = 0,1,---,1, we suppose that for some 1 < j < n,vF =

Jmax vy v*1 then from the second equation of (7) and the assumptions (A5)-(A6),
<j<n

we get

At At
k1« (1 _ k k ok
v < <1 xgr) Or<nja<xnv + xg Or<nja<xnv +ajE"At (10)
< 0¥]loo + WAt

This leads to the desired result. O
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The next lemma shows that the approximations vf has bounded total variation.

Lemma 3.4. There exists a positive constant My such that | D, (v*)||; < Ms.

Proof. Set 77;»C = Dy, (vf) and apply the operator D, to the second equation of
(7) to get

it =) - % [Dan(95v)) = Day(g5v5-1)] = AtDy,(05v5) + AtE* Dy, (a3)
=t R DAL + 0 DR, (0) — DAk — gh DR,k
— AtDy, (ohvh) + AtE* Dy (a¥)
- <1 - ifcg;?_l) nt + %gf_mf_l - %(gf —gi_)n;

— AtDR, (o5vF) + AtE* D} (a¥)
At At _ _
= (1 - Ang) 77§c + ng_mf_l + AtDAl_(vaf) + AtEkDAI(af),
2<j<n
By the assumption (A9), we have

At At -
it < ( - Mﬁ) |+ A*ng—lmffﬂ + At D, (0507

+ AtE¥|DL (a¥)],  2<j<n.
Multiplying the above equation by Az, and summing over the indices j = 2,3, - | n,
we get
n n n
Dl AT <Y nf| A+ Atgflnf| + At Y [Dy, (o} 0))| Az
j=2 j=2 j=2
J J J (11)

+ ALY C*|Dy,(af)|A.

Jj=2

For j = 1, using the second and fourth equations of (7) and (A9) we have

At At
1A = o= = ol = St + (1= ook - vt ) of + at R

At
< (1 - Mgf) In¥|Az + af EF At.

(12)
Adding (11) and (12) we get
n n
1"y < il + At | Y IDaL(ofvf)| Az + ) CF|Dy, (af)| Az + o EX
j=2 =2
(13)

Furthermore, we find
n n
> IDa (b Aw + 3 CH DR, (ab) | A + af BF

=2 =2
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n
:Z|va - ] 1”] 1|+Ek2|a _a; )|+ atEF
— =

ZZIUf(vf—vffl)Jr(Uf—Uk vy 1\+CkZ|a —af | +alE

j=2
< maxaan l + ¥ loo Z LAz + E* Z LAz + ayE".
Jj=2 j=2
By Lemma 3.3 and the assumptions (A4)-(A6), there exists a positive constant c¢;
such that
ZIDM W)lAs + 37 CHDZ, (@h)|Ae + ot E* < wlitlh + e
j=2
Applying the above inequality to (13), we arrive at
7™ < L+ wA)|n*]1 + At

which implies the estimate. O

The next lemma is necessary to show that the approximations uf have bounded
total variation.

Lemma 3.5. There exists a positive constant My such that |u’5+1 — u{§|/At < My,.

Proof. We have from the second and third equations of (7) that

n

k+1 _  k k1, k1 _ gk k
ug ™ —u0:Z(6j+ ui Tt — )Ax

J J ]
j=1
=3 e s S5 b
— =
= 3 By — gfl) - it A+ Y (B — A
J=1 j=1

Using g% = 0 and the assumption (A3), we get

n
k+1 k k, k
Zﬁj g] 1U5-1 — g; j)

n—1
k+1 k. k k+1 k, k k41 k k+1
=P1 GoUo — 1U1 +Zﬁ 93_1%'—1—25 gl
Jj=2 j=2

n—
k+1 k. k k+1 k+1y ko k

= B gous + Z(ﬁjiH _Bj+ )95 u;
k+1 k. K k41, k+1 k41, k+1
Tt 90U0+Z[ﬂ($j+17p o JL)_B(%’PJF ) ;il)

+5( Pk+1, f—tll) *B(xj,PkJrl 56—&-1)] gfuf
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n—1

< B g oo - mase g > (LA + Lof — o)
Jj=1

< B gs et o + mgng(LHukHl + Ul oo | D34 ()1

Thus, by Lemmas 3.2-3.4 and the assumptions (A1) and (A3), there exists a constant
¢co > 0 such that

n

k1, ko k
> BTGy — gful) < oo
i=1
Moreover, using the assumption (A3), we find

n

S - Bl Ax

Jj=1

’Z By, PEFL0f ) = By, PP uf ) + Blay, PR, oY) — Blay, PFof)uy Ax

< Z(L|Pk+1 — PF 4 LIt — b ub Az
j=1

n
< Ll [ |PH = P 4 LjuP oo Y o = of| A,

j=1
Hence,
s k k-+1 k
OTtO <ec+ mjaX/BjH mj‘xuﬂukﬂl + L|ju"||y —Ar
15
A i |v;»€+1 — k| Az (15)
+ Llju IIOOZ—N :
j=1
Furthermore,
PR pR| Y (gt —ub) A
At B At

n

_ k, k k. k
= Z 9] 1“a 1~ gjuj — pjuiAx)
j=1

= |goup — Zﬂk Az

< gl + ma i .
Thus, by Lemmas 3.2-3.3 and the assumptions (A1)-(A2), there exists a constant

co > 0 such that
k+1 _ Nk
@ —aQH _,

A7 (16)

Simple calculations yield
n k+1 k‘ A T



A TOXIN-MEDIATED SIZE-STRUCTURED POPULATION MODEL 707

n
Z gJ J 1 gfvj —0 UkAz+akEkAx)

< mjaxgj’HDgx(vk)Hl + mjaxa'ﬂhjk”l 4 mjaXG?Ek(mmax — Tmin)-

Thus, by Lemmas 3.2 and 3.4 and the assumptions (A1) and (A4)-(A6), there exists
a constant c3 > 0 such that

o —vflar 17
S e {an
j=1
Applying the bounds (16) and (17) to (15), we conclude that there exists a positive
constant M, such that [uf™ — uk|/At < My for each k. O

With the help of the above lemmas, we will show that approximations u;“ have
bounded total variation as well. The total variation bound plays an important role
in establishing the sequential convergence of the difference approximation (6) to a
weak solution of (5).

Lemma 3.6. There exists a positive constant My such that | Dy (u¥)[|1 < Ms.

Proof. Set § = D, (u] *) and apply the operator D, to the first equation of (7)
to get

At _ _ _
§?¢=$—Z;UMAﬁf)I%AﬁAﬁAH—AﬂMA@@)

At _
= 5;; Ax [DAI(QJ )U —l—g] 1DAz( ) ‘DAz(g] 1)“?4 _g§—2DAz(u§fl)]
- AtDZ;c(ﬂjuj)
At At
= (1 Ar k >£k —25?—1 Ar [DAI(QJ) DA:,;(QJ 1) ;c 1]

_Athw(/f"juj)v 2<j<n
By the assumption (A9), we have

At At _
|f§+1| < (1 T Ar gf 1) |€k| + 79; 2|§; 1 + |DAw(gj) ¥ DAa:(gffl)u‘l;fll

+AtDL, (uf A, 2<j<n,
Multiplying the above equation by Az, and summing over the indices j = 2,3, - | n,

we get

n

STl AT < ek An + At(ghleF| — gk Igk)

=2 =2

j=2

n
+ Atz D, (phuh)|Az.
j=2
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For j = 1, using the first equation of (7) and the assumption (A9), we have

At At
k1 k1 k1 k k k+1
\f1+ |Ax = |U1+ *U0+ | = ‘Axgouo + <1 A7x At/h) Uy —u0+

At At
:‘(1 Ax 95)( k—ulg)—ﬂ(gk—go) Atﬂlul +u0_u§+1

At _ ultt — ok
< (1=2=06 ) luf —uf| + At ||Dx, (gb)|uf + phuf + |[2——2
Az At
k k|ck — kN k k, k UISH — U’é
= |§7|Az — Atgg|&7| + At | [ Dy, (97)|ui + piuy + Al .
(19)
Adding (18) and (19), we get
€5 10 < 16811 — Atgh 1 1€h] + At | > 1D, (g5)ul — D, (g5 )ul_y|
=2
’ (20)
- — (kK . N k, k UISH_UIS
+Z |Day (15 uf)|[ Az + [Dp, (97)ui + pyui + —Ar
j=2
By Lemma 3.2, we get
Z 1D a4 ( 9; DAx(gj U Y
_Z|DAng u —’LL )+DA:1;( gj 1)] 1|
j=2
(21)

< max DA (g€l + Z

Jj=2

- 9;‘671 _ 9;?71 - 9;‘672 uF
A:l: Ax g-t

< LIE I + D 1(92(Z5, P*) = g2(@-1, PF))uf 4|
j=2

< LY€Ml + Llfu® 1 < LYl + LMy,
where T; € [xj,l,xj}, and Tj-1€ [xj,2,$j,1].

Moreover,

Z |D A, ( Ng 3 M)Az + D, (97 Juf + piuf

Z me (B + b DX ()| Az + | DR, (g8) [l + pfuf

< IIU’“IIooZIMJ = il max(ui_)IIE I + D2, (D) oo + 10l
j=2

S ||uk||OCZ|IU/(xJ7Pk’/Uf) —,U/(l‘j_l,P U )+M(333 laPkav;‘C)
=2
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— (a1, P of_p)| + mjaX(uf_l)H&klll + 1D, (gDl oo + s 0" |

< ufllo | D LAZ + LI D5, (")l | + wll€¥ [l + Lllu® oo + wlfu®[|oc-
j=2

Therefore, by Lemmas 3.3-3.4, there exist positive constants ¢4 and c5 such that
Z |D . ( M; 5) M)Az + |DAI(91)|U1 + pfuf < eq|| €8l + s (22)

applying (21) and (22) to (20), we obtain
€54 1 < [1 4+ AUL A+ e)][[€8 11 + AL(LMy + cs).

The result now follows from the above inequality. O

The next result shows that the difference approximations satisfy a Lipschitz-type
condition in ¢.

Lemma 3.7. There exist positive constants Mg and M7 such that for any q > p,
we have

n

Ax<Ms(q P, > |2

Jj=1

X —vp

At

’LL

At

>

Jj=1

Az < M7(q —p).

Proof. Summing the first equation in (7) over j and multiplying by Az, we obtain

k:+1 k
J uJ

n

>

=1

n k, k

gju]—g] 1ua 1 k, k
+ Uy

k k k k
95 — 951 A N L e
(m G Ry v

max | Dy, (g5)] + max 1) [t 1+ max g3 | D, () 1

Az

<.
I
—

Az

I
M=

1

—~ .

By Lemmas 3.2 and 3.6, and the assumptions (A1)-(A2), there exists a positive
constant Mg such that

n u§+l . ’U,?
3| A < g
j=1
Thus,
n |yl a=1 n [kt
: A < Y U Aw < Mg(qg—p).
> D 3) 9j L Mel I PP THIR
Jj=1 k=p j=1
Similarly, by virtue of (17), we obtain
n Uq —1)1.) 9=1 n Uk+1 —1)]?
J J J J
3 e
Jj=1 k=p j=1
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3.3. Convergence of difference approximation and existence of a weak
solution. Following [27] we define a family of functions {Uaz At} and {Vaz at} by

UAQ;,At(.’E,t) = ’U,?, VAz,At(m7t) = ’U?

for € [xj_1,2;),t € [tk—1,tx),j = 1,---,n,k = 1,---,I. Then by Lemmas
3.2-3.7 the set of functions ({Uasz at}, {Vaz.at}) is compact in the topology of
LY ((Zmin, Tmax) X (0,7)) ¥ LY ((Zmin, Tmax) X (0,T)), respectively, and hence as in
the proof of Lemma 16.7 on page 276 of [27], we have the following lemma.

Lemma 3.8. There exists a sequence of functions ({Uaw; at '}, {Vaz:.an}) C
{Unz.att, {Vaw,ac}t) which converge to a function (u,v) € BV ([Zmin; Tmax] X [0, T])
X BV ([Zmin, Tmax] X [0,T1]), in the sense that for allt >0

Tmax
/ ‘UAI“Atl (‘T7 t) - u(x7 t)| de‘ _> 07

“min

/ |Vag; At (x,t) —v(x, )| de — 0,

min

/ / . |Unz, At (,t) — u(z, t)| dedt — 0,

min

/ / [Vag; at; (2, t) — v(z, t)| dedt — 0,

min

as i — oo (i.e., Ax;,At; — 0). Furthermore, there exist constants Mg and My
(dependent on ||u° || By (o wme] @ 100 BY [orin amae] ) SUCh that the limit functions
satisfy

U]l BV ([mimszmax] x (0,7]) < Mg, V| BV ([2min,@max] x [0,7]) < Mo-
The next theorem shows that the set of limit functions u(z, ), v(x,t) constructed

via our difference scheme is actually a weak solution of problem (4).

Theorem 3.9. The set of limit functions u(x,t) and v(z,t) defined in Lemma 3.8
is a weak solution of (4) and satisfies

P(t) < eTlu’ll,

]| 250 ((@mmszmae) x (0.7)) < max {we ™ [Ju[l1, e [0°]o0 }
and

H’U”L"oo((wmin;ajmax)X(07T)) S ||U0||OO + (’L)QT'

Proof. Let ¢ € C'((Zmin, Tmax) X (0,T)) and denote the finite difference approxi-
mations ¢(z;,tx) by gof. Multiplying the first equation of the difference scheme (7)

by gokH we have

k+1 k1 kb _k+1 At( ko k

k+1 k k k+1
0;T = Ui +A—x — Atpiu .

95—1Uj—1 — 9] 2 )CPJ

Hence,
k+1 k1 _ ok k kt1 At uk k1l k4l
O —ubok =ub (o) @j)"’?[g] w1 (05 = 9iT)
gy qub o5t — ghub o] — Atpkul it
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Multiplying the above equation by Az, summing over k = 0,1,--- ,l — 1 and j =
1,2,---,n, and using ¢* = 0 and the third equation of (7), we have

Z(u @) — ujeh)A :ZZ kH — V) Az + i quj_ 1(90?“ 90§+11)A
=1

—. @¢§+1Amt]+ (g{)“u’écp’é“ grup bt At
k+1 . k+1 k+1

—ZZ k% % TRV e M

! Azx
k=0 j=1

ufufgpf“ YJAZAL + ZZ U @ISHAxAt.
k=0 j=1

1u

(23)
On the other hand, let 1) € C*((min, Tmax) X (0, 7)) and denote the finite difference
approximations ¥ (x;,t;) by ¢§“. Multiply the second equation of (7) by 1#;?“ to
find

oE LI 2 gkt g ﬁigk@f L= o) kbR AL 4 gk RpR AL,
Hence,
O b o — )+ Rk — B — ok A
+ a;?Ekw;?“At.
Multiplying the above equation by Az , summing over £ = 0,1,---,] — 1 and
j=1,2,--- n, and using gﬁ =0 and v’o“ =0, we have

> (ol —ofud)Ax

j=1

~
|
—

Il
i
M=

Ax
[ (5 = 45) + 3795 (w50 —v)5 T — oyuyey AL

Il
-

J
k
J

Dj

warl At] Ax

+

a;

1 k k
i k/l/} 1 7/1k k g;cwj-i-l
’U‘il

At J

k1
gya¥;” Lk hghtl
Azx 3737y

(24)

>
Il

0jJ

<.
—

-1
b B A+ 3 (o — ghuhukt A
k=0

-1 n k+1 k ke, k41 k41
*ZZW‘C% —Y e 9 “GaY 1
N J At i1 Az %%
k=0 j=1
k k) k41
+aj BT | AxAt.
Using (23) and (24) and following an argument similar to that used in the proof of
Lemma 16.9 on page 280 of [27] we obtain, by letting n,l — oo, that the limit of the

difference approximations defined in Lemma 3.8 is a weak solution of (4). Taking
the limit in the bounds obtained in Lemmas 3.2-3.3, we get the bounds on P(t),

[[ull 220 (@ minszmas) % (0,7)) AN [[V]] £ (10,2 mae) x (0,7)) - O
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3.4. Uniqueness of the weak solution. The following theorem guarantees the

continuous dependence of the solution uf and v;-“ of (7) with respect to the initial

condition u?- and UQ.

'»“} be the solutions of (7) corresponding to
4}, respectively. Then there exists positive

Theorem 3.10. Let {uf, v

the initial conditions {u%,v
constants vy such that

[u = @ (R = M < (1 Al ([ = aF [+ [[o* = %))
for all k > 0.
Proof Letw =ub — P zk—vk—@f for j=0,1,--- ,nand k=0,1,--- ,l. Then

J R J
;“, satlsfy the following:

*1 and
N and

J’J

{af,
{ag,

J’J

At At
k A N
with = S g5y = 91 )+ wf = T (gyuy = giag) — At(ujug — @),

Ax
At At
k+1 k. k ~k A~k ~k~k k_k
5" :E(gj”jfl—gj“jfﬁ“ - X, 9] = 6505) — Atoga],
gl — ik = 3" Pk e = Y Alitaa,
7j=1 Jj=1
,z(])“:()7

(25)
where §F = g(;, P*) and similar notations are used for the rest of the parameters.
Using the first equation of (25) and the assumption (A9), we obtain

] = | R gk — )+ (gl — )] +
2 (gl — ) (o — 0] — A [ — i)+ ok — ]
= (1 — i—;gf - Atu?) wh + %gﬁﬁﬂfq + %(9511 950,
- o — 850 — At = ik

At At SRR
< (1 - ng - AW?) |wk‘ ‘|‘ 9] 1|w] 1+ At|DAac(( - gf)ufﬂ

E _ ~kiak
N
Multiplying the above inequality by Az, summing over the indices j = 2,3, - ,n
and noticing that gﬁ =0, we get

Z \wk+1|Aac < Z (1- At,uj)|wk|Ax + AtgF|w|
j=2 Jj=2

+ At [IDA,((gF — g5)ah)| + |uk — ak[ak]] Aa

j=2

(26)

For j = 1, by the second and fourth equations of (25) and the assumption (A9), we
find

At . At . AN A
1) = | S el - bl + vt~ 5% (ot~ ab) + (o — abyat]
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—At [pf (uf —af) + (uf — ab)at]|

At k _ skok At K.k At ~k\ ok
_‘7(90%—90“0)‘*' 1_Egl_At/h wy — Am( —gt) a5
- At( H1)Ulf
At At AN
< A L ghuk — gt (1 v Atu’f) i + < lor = gr] la
+ At |uf — Af|[af].
Thus,
Wit Az <Atlgyug — goig| + (1 — Atp))|wi|Az — Atgy|wy| (27)
+ Atlgy — gF[lat| + At|py — pf||af|Aw.
Adding (26) and (27), we get
Wbl < Jlw¥ s + Atlggug — aag] + At | > IDx, ((gf — §))af)|Ax
j=2
’ (28)
+Z|u3 — k)i | Az + |gF — gF|ak|
Jj=1
Moreover, by the assumption (A3) , we have
|90U0 f]lgulg
=D _(Bjuy = Byag)Axl = | > [8) (uf — a5) + (8] = B)iglAx
j=1 j=1
S ZBthUf‘Ax + Z |B($]’Pk,’l];€) - 5($J7P U ) + ﬁ(xj7pk7v_;c)
j=1 j=1
~ Bla;, P*, ﬁ’-“)\m?m:v
< makaHwkHl + Z (L|P* — P*| + Ljvk — o%))|ak| Az
j=1
+wllw* 1 + LZ |P* — P*|Az + L||2*[|ool|2*]|1-
j=1
Note that
m
|PF — PF| = Z(Jk JF)Aa| < Z [u¥|Aa = ||w"||;,
i=1 i=1
Therefore, by the Lemma 3.3, there exists a positive constant cg such that
lg5ug — gotg] < collw [l +112"[11)- (29)

Furthermore,

n
Y IDx,((gf = gHap) Az + ) |uy — allaf|Ax + g5 — gt ||a]
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= Z \Dx,(gF — 35)ak + (gfy — 95 1) DA, (@8)|Ax + > |uf — pkljak | Ax
j=1
+ |gt — gt|lay
n k k ~k ~k
95 — 951 — (97 — 95-1) . o
= |+ (g — 050 Da,(65)| Ax

T J

j=2

+Z|M($37P Uj ) (xj7Pk,U?)+M(xj7Pk7vf)—M(xj7Pk7@f)||ﬂ§|Ax

= (30)
|91 - 01 HU

= lga(@;, P¥) — gu (@, PF)||af| Az + > LIP* — P¥|| Dy, ()| Aw

j=2 j=2

Z (LIP* — P*| + Lok — o¥))|a¥| Az + LI P* — P¥|||a"]|o

< LIP'“ = PH|([a"[lx + 1D 3, (@) 11 + 16" [l + 185 |o) + Ll A" [|oo 12" |1

where %j,ii‘j € [Ij—laxj]-
Therefore, by Lemmas 3.2-3.3 and 3.6, and noticing that |P* — P*| < ||w"|,
there exists a positive constant c; such that

n

> IDx,((9f =g))u IM+ZIM,—MJIIU'“\A$+|91 tllar] < er(lw® s+ 1125]]).-

=2
(31)
Applying (29) and (31) to (28), we have

[ < bl + Atles + er) (bl + 124]1). (82)

On the other hand, using the second equation of (25) and the assumption (A9), we
have

At . AR . Ak ~
|25 = ‘Am (g5 (W =05 )+ (g) — 35051 — g (v —F) — (g — 3})0}]
+(1 - Ata’-“)zﬂ
At k k k At k| k At k ~k
3( N Uj)|zj|+9j |21l + &7 |95 — 35

At At At
(1—Agj)| Hb R (g — gl

1= 9]

+E|g] —93||U ﬁf\

Multiplying the above equation by Az, summing over the indices j = 1,2,---
and noticing that gﬁ =0 and z(’f = 0, we have

7n7

n

n
k k E k k k akiiak K
[ +1H1 < |2"[l1 + At Z(gj - gj71)|zj71| + Z |9j —9; H'Ujfl - vj| (33)
=1 j=1
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Using the assumption (A1), we find

n

n
Z(gf - 9f71)|23k71‘ + Z |9§¢ - §f||ﬁff1 - ﬁﬂ
j=1 j=1
n (34)
S LY |2f 4 |Az+ LIP* = PH||ID, (8)]1-
j=1
Therefore, by the Lemmas 3.4, and noticing that |P* — P¥| < ||w®||;, there is a
positive constant cg such that

n

n
k k k k ~k||I~nk ~k k k
Z(gj - 9j71)‘zj71| + Z ‘gj — 9 ||'Uj71 - ”j| < es(flw*[lx + [[27[1)-

j=1 J=1
Applying the above inequality to (33), we arrive at

125l < (12511 + Ates([lw® [l + 2°1)- (35)
Adding (32) and (35), and setting v = ¢¢ + ¢7 + cs, we establish the result. O

Next, we prove that the BV solution defined in Lemma 3.8 and Theorem 3.9 is
unique.

Theorem 3.11. Suppose that {u,v} and {i,0} are bounded variation weak solu-
tions of problem (4) corresponding to the initial conditions {u®,v°} and {a°,9°},
respectively, then there exist positive constant p and A such that

lu(,t) = aC, O+ o) = o, )l < pe[Jlul-, 0) = a(, 0)]l1 + [[v(-,0) =5 (-, 0)[|1].

Proof. Assume that P and B are given Lipschitz continuous functions and consider
the following initial-boundary value problem:

uy + (g9(z, P(t)u)e + p(z, P(t),v(z, t))u =0, (2,t) € (Tmin, Tmax) X (0,T),
ve + g(a, P(t))vy + o(z,t)v — a(z,t)E =0, (x,t) € (Tmin, Tmax) X (0,T),
g(xminap(t))u(xminat) = B(t)v te (OaT)a

V(Zmin,t) =0, t€(0,T),
U( ) ($)7 HANS [xminaxmax]a
v(z,0) = %), T € [Tmin, Tmax]-

(36)
Since (36) is a linear problem with local boundary conditions, it has a unique
weak solution. Actually, a weak solution can be defined as a limit of the finite
difference approximation with the given numbers P* = P(t;) and B* = B(t),
and the uniqueness can be established by using similar techniques as in [27] In
addition, as in the proof of Theorem 3.10, we can show that if {uj ,V; v¥} and {u] ) ]
are solutions of the difference scheme corresponding to given functions {Pk , Bk}
and {Pk, Bk }, respectively, then there exist positive constants cg, ¢19 such that

[l 4 1125 . ; (37)
< (L+ coAt)(Jwt |y + [|2°]11) + (1B* = BY| + e1o|P* — P¥|)At,

where w* = uF —a*, 2F = ¥ —¢*. In fact, here ghulf = B(ty) = B*, gkl = B(ty) =

B*, 50 by (28) and (30), and letting c11 = 2[|a*||1 + || D, (%) |1 + [|7¥ | oo, We have
l* ] < w® |+ AL(BY = BY + eua|[P* — P¥| + Lljd* oo Iz [1).  (38)
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On the other hand, from (33)-(34), we find
1254 0 < 28Il + At(LY* |1+ LD, (05) 1L [P* — PE)). (39)

Adding (38) and (39), and letting cg = L + L||0*|| o0, c10 = 11 + L|| D5, (87)]]1, we
obtain (37). Furthermore, (37) is equivalent to

lw* s + 11251l < (1 + coAt)* ([fw®lly + [|2°]11)

k—1
+ Z(l + CgAt)T (lkalfr _ kalfr| + ClO|Pk717T _ Pk717r|) At
r=0

Hence,
k—1
[l + 11251l <(1+ eoAt)* lw® s + |12 + D (B = B @)
r=0

erg| PRI - PRI A

Now, from Theorem 3.9 we can take the limit in (40) to obtain

@l -+ 101 < e [ + 100+ [ (156) - 50)
+ c10|P(s) — P(s)\) ds} ,

where w(t) = u(-,t) — a(-,t), 2(t) = v(-,t) — 0(-,t), {J(-,t), A(-, 1)} and {J(-, 1),
A(-,t)} are the unique solutions of (36) with any set of given functions { P(t), B(t)
and {P(t), B(t)}, respectively.

We then apply the estimate given in (41) for the corresponding solutions of (36)
with two specific sets of functions {P(t), Q(t), B(t)} and {P(t),Q(t), B(t)} which
are constructed using the limits obtained in Lemma 3.8 as follows:

P(t) = / " e )d, P() = / " i, 1) da,

min

(41)

min

B(t) = /xmax Bz, P(t),v(z,t))u(z, t)dz, B(t) = /xmax ﬁ(m,P(t),f)(x,t))ﬁ(m?t)dx.

min min

Thus, we get

|P(s) — P(s)| =

/:mx [u(z, s) — 4(x, s)] dx

min

< / (e, 8)\dee = ()],

ZLmin

|B(s) = B(s)|

_ /I"’a* B(x, P(s),v(x, s))u(x, s)ds — /In‘""‘ Bz, P(s),0(x, s))i(z, s)ds

min ZLmin

< /mm"* |8(x, P(s),v(x,s))[u(zx,s) —a(z,s)] + [B(z, P(s),v(z, s))

min

~ B, P(s), v(w, 5)) + Bla, P(s), vz, ) = Bz, Pls), 6(, )]z, 5)| da
P

< sup  Bllw(s)ll1 + [L(Tmax — Tmin)|P(s) (s)]
(z,t,Q)€D2

VL / 12, 8)l] 1] 2o (o o) (07)

Zmin
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< [w + [(@max — min) [[w(s)[[1 4+ [2(S) LN £ (@ amin 2mae) x (0,7))
< cia(flw(s)llr + [[z(s)[1),
where
c12 = w + L]t 22 ((@pnin 0ma) x (0.7)) (Fmax = Tmin + 1)
Therefore,

lw@)llx + [12(B)]1x

< e w(O)l1 + 12(0) 1 + (10 + 012)/0 (lw(s) [l + 12(s)[1)ds] -

Using Gronwall’s inequality, we find
lw(®)ll + (B < exp{eaT + (cr0 + cr2)e® Tt} (w(0)[[1 + [|2(0)[|1)-
Letting p = el N = (c10+ C12)€C9T, we obtain
[u(,t)=a(, )i+ oC, ) =0, )]l < pe [[lu-0) = a(, 0]l + [fv(-,0) = o(-, 0) 1]
O

4. Numerical examples. In this section, we use the finite difference scheme (7)
to numerically solve model (4). As an example, we let 2y, = 0 and zpax = 1. We
choose the following initial distributions of population biomass and body burden

1+
O(x) = 100 exp(—2(x — 0.25)* O(x) =1 42
W(@) = 100 exp(-2(z — 025)?), o°(x) =l (42)
and the following functions for the population vital rates
g(z, P) = 1.5(1 — x) exp(—0.01P),
3z exp(—0.005P) sin(27t + 1
B(z,t, Pv) = p( )sin ), (43)

1+5v
w(x, Pyv) = 0.1exp(2z + 0.001P)(1 + 10v).

With these choices, we present the three-dimensional dynamics of the solution of
model (4) in Figure 1. Unlike unstructured models, our size-structured toxin-
dependent population model describes how the individual and toxin distributions
vary over size as time evolves. This variation is determined by the dependence of
initial distributions of population biomass and body burden, and vital rates on indi-
vidual size. The bottom panel of Figure 1 indicates that the body burden increases
as the size increases. This is because the toxin transfers from individuals with small
size to individuals with large size when individuals grow. The larger individual size,
the more the pollutants that are stored. This build-up of toxic pollutants is referred
to as bioaccumulation 7, 21].

We then investigate how the concentration of toxin in the environment E affects
the population biomass and body burden. To this end, we choose the same model
parameters, except E, and the same initial conditions as those in Figure 1. We
compare the levels of total population biomass and the body burden of individuals
having size 0.5 under the conditions of three different toxin levels in the environment,
E =1,4,10 (Figure 2).

From Figure 2, we see that as the concentration of toxin in the environment
F increases, the individual body burden increases, which reduces the population
biomass. When FE is very high (E = 10), the population will eventually become
extirpated. Note that P(t) = f;‘::" u(x, t)dx, which corresponds to the population



718 QIHUA HUANG AND HAO WANG

u(x,t)

0.14
0.12

01

-

% 0.08

= 0.06
0.04
0.02

t X

FIGURE 1. The three-dimensional dynamics of the solutions u(z,t)
and v(z,t). Other parameters: a = 0.05,0 = 0.01, F = 2.

biomass in the unstructured population model in [16]. If data on the effects of a
target toxin on the vital rates of a specific population is available, one can consider
acute and chronic guideline developments by numerically solving model (4) using
the finite difference scheme (7). We expect that our structured model developed in
this work would produce more precise quantitative results than the unstructured
model in [16].

5. Discussion. Mathematical models are useful tools for evaluating the ecological
significance of observed or predicted effects of toxic chemicals on individual organ-
isms and population dynamics. Traditional ecotoxicological models assume that all
individuals take up and excrete toxins in the same way and ignore the toxin trans-
fer between individuals due to reproduction and growth. Motivated by the fact
that depending on age, weight, and/or size, different individuals may have different
sensitivities to toxins, we developed a toxin-mediated size-structured model that is
given by a system of first order fully nonlinear hyperbolic PDEs. It is very likely
that this model is the first derivation of PDE model in the area of ecotoxicology.
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dashed lines (E = 4), dot lines (E = 10). Other parameters and
initial conditions are the same as those in Figure 1.

Although our toxin-mediated model is based on an aquatic environment, the model
and the results in this study are applicable to populations in terrestrial ecosystems.

To facilitate model analysis, we defined a weak solution and constructed an
explicit finite difference approximation for the model. We proved the existence-
uniqueness of the weak solution and the convergence of the finite difference approx-
imation to the unique solution. This allows us to numerically solve the model using
the finite difference scheme. The numerical solutions are then used to investigate
the effects of toxins on the population dynamics. It is worth pointing out that the
existing PDE solvers (such as pdepe and hpde in Matlab) can not be used to solve
the nonlocal, fully nonlinear hyperbolic PDEs of form (4). Hence, the finite differ-
ence scheme we developed here provides an important numerical tool that can be
used to approximate solutions of systems of nonlinear first order hyperbolic PDEs.

Model (4) assumed that the population vital rates g, y, and 8 depend on P(t), the
total population biomass at time ¢. If we assume that g, 4, and 8 are independent
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of P(t) and p,B are independent of v, then model (4) reduces to a first-order
linear system which can be solved using the method of characteristics. However,
we are not interested in such a simplified version as it ignores the effects of toxin
on population dynamics. If there is no toxin, model (4) reduces to a classical size-
structured population model which have been well studied in the literature. For
example, a semilinear form of size-structured model (where g = g(z,t), 8 = S(z, 1),
and p = p(z,t, P(t))) was studied in [2, 3]. Therein, monotone approximations were
developed, and upon passing to the limit a solution to the problem was obtained,
whereas uniqueness was obtained via comparison results. For the quasilinear case
(where g = g(z, P(t)), 8 = B(z, P(t)), and p = u(x, P(t))), the well-posedness was
discussed in [8], wherein the method of characteristics together with a fixed point
argument was employed to establish the existence and uniqueness of the solution to
the model. It would be interesting to investigate whether or not above-mentioned
methods are applicable to our toxin-mediated model (4).

Steps toward further research include the following: 1) Studying the asymptotic
behavior of the model, that is, the existence and stability of equilibrium solutions,
as shown by Figure 2. 2) Connecting the model to data by choosing a represen-
tative species and a representative toxin. In particular, applying the data on the
effects of toxins on reproduction, growth, and survival of individuals to predict how
different toxin levels affect the long-term behavior of the population. 3) Our nu-
merical examples assume that concentration of the toxin in the environment is a
constant. In reality, the toxin concentration may vary over time due to a variety
of factors, it would be interesting to study how time-dependent toxins affect the
population dynamics. 4) In practice, contaminant-induced changes in individuals’
behavior may also lead to the change of population abundance. We expect that
the main results we obtained in this study are robust, even though the details will
certainly change if we include this factor in the model. 5) Extending our single
population model to interacting population model by considering the interactions
between species such as competition, cooperation and predation [19, 23]. 6) Sto-
chastic models are generally more realistic than their deterministic counterparts,
hence it might be worth extending model (4) to its stochastic counterparts to study
the effects of environmental stochasticity [17, 18, 30] or demographic stochasticity
[4] on population dynamics in a polluted environment.
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