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Analysis of a tumor model as a multicomponent
deformable porous medium

Pavel Krejci, Elisabetta Rocca, and Jiirgen Sprekels

Abstract. We propose a diffuse interface model to describe a tumor as a multicomponent deform-
able porous medium. We include mechanical effects in the model by coupling the mass balance
equations for the tumor species and the nutrient dynamics to a mechanical equilibrium equation
with phase-dependent elasticity coefficients. The resulting PDE system couples two Cahn—Hilliard
type equations for the tumor phase and the healthy phase with a PDE linking the evolution of the
interstitial fluid to the pressure of the system, a reaction-diffusion type equation for the nutrient pro-
portion, and a quasistatic momentum balance. We prove here that the corresponding initial-boundary
value problem has a solution in appropriate function spaces.

1. Introduction

Tumor growth is nowadays one of the most active areas of scientific research, especially
due to the impact on the quality of life for cancer patients. Starting with the seminal work
of Burton [9] and Greenspan [35], many mathematical models have been proposed to
describe the complex biological and chemical processes that occur in tumor growth with
the aim of better understanding and ultimately controlling the behavior of cancer cells. In
recent years, there has been a growing interest in the mathematical modeling of cancer,
see for example [1,2,5,10,16,20,22,50,52]. Mathematical models for tumor growth may
have different analytical features: in the present work we are focusing on the subclass
of continuum models, namely diffuse interface models. There are various ways to model
the interaction between the tumor and surrounding host tissue. A classical approach is
to represent the interfaces between the tumor and healthy tissues as idealized surfaces of
zero thickness, leading to a sharp interface description that differentiates the tumor and
the surrounding host tissue cell-by-cell. These sharp interface models are often difficult to
analyze mathematically, and may fail when the interface undergoes a topological change.
Metastasis, which is the spreading of cancer to other parts of the body, is one important
example of a change of topology. In such an event, the interface can no longer be rep-
resented as a mathematical surface, and thus the sharp interface models do not properly
describe the reality anymore.
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On the other hand, diffuse interface models consider the interface between the tumor
and the healthy tissues as a layer of noninfinitesimal thickness in which tumor and healthy
cells can coexist. The main advantage of this approach is that the mathematical description
is less sensitive to topological changes. This is the reason why recent efforts in the math-
ematical modeling of tumor growth have been mostly focused on diffuse interface models,
see for example [15,16,21,30,33,36,43,51] and their numerical simulations demonstrat-
ing complex changes in tumor morphologies due to mechanical stresses and interactions
with chemical species such as nutrients or toxic agents. Regarding the recent literature on
the mathematical analysis of diffuse interface models for tumor growth, we can further
refer to [11-13, 18,24,25,28,29,31] as mathematical references for Cahn—Hilliard type
models and [6,27,34,37,41,48,49] for models also including a transport effect described
by Darcy’s law.

A further class of diffuse interface models that also include chemotaxis and transport
effects has been subsequently introduced (cf. [30,33]); moreover, in some cases the sharp
interface limits of such models have been investigated generally by using formal asymp-
totic methods (cf. [42,45]).

Including mechanics in the model is clearly an important issue that has been discussed
in several modeling papers, but that has been very poorly studied analytically. Hence, the
main aim of this paper is to find a compromise between the applications and the rigorous
analysis of the resulting PDE system: we would like to introduce here an application-
significant model which is also tractable analytically. Regarding the existing literature on
this subject, we can quote paper [46], where, using multiphase porous media mechanics,
the authors represent a growing tumor as a multiphase medium containing an extracel-
lular matrix, tumor and host cells, and interstitial liquid. Numerical simulations are also
performed that characterize the process of cancer growth in terms of the initial tumor-
to-healthy cell density ratio, nutrient concentration, mechanical strain, cell adhesion, and
geometry. However, referring to [47] for more details on this topic, we mention here that
many models in the literature are based on the assumption that the tumor mass presents a
particular geometry, the so-called spheroid, and in that case the models mainly focus on
the evolution of the external radius of the spheroid. The resulting mathematical problem
is an integro-differential free boundary problem, which has been proved to have solutions
(cf. [8,23]) and to predict the evolution of the system. Variants of this approach have been
considered, e.g., in [17], differentiating between viable cells and the necrotic core. Further
extensions of the model introduced in [47] can be found in [44].

Very recently in [32] a new model for tumor growth dynamics including mechanical
effects has been introduced in order to generalize the previous works [38,39] with the goal
of taking into account cell-cell adhesion effects with the help of a Ginzburg—Landau type
energy. In their model, an equation of Cahn-Hilliard type is then coupled to the system of
linear elasticity and a reaction-diffusion equation for a nutrient concentration, and several
questions regarding well-posedness and regularity of solutions are investigated.

In this paper, following the approach of [47], we introduce a diffuse interface mul-
ticomponent model for tumor growth, where we include mechanics in the model, assuming
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that the tumor is a porous medium. In [47] the tumor is regarded as a mixture of vari-
ous interacting components (cells and extracellular material) whose evolution is ruled by
coupled mass and momentum balances. The cells usually are subdivided into subpopula-
tions of proliferating, quiescent and necrotic cells (cf., e.g., [15, 16]) and the interactions
between species are determined by the availability of some nutrients. Here, we restrict
to the case where we distinguish only healthy and tumor cells, even if we could, without
affecting the analysis, treat the case where we differentiate also between necrotic and pro-
liferating tumor cells. Hence, we represent the tumor as a porous medium consisting of
three phases: healthy tissue ¢;, tumor tissue ¢,, and interstitial fluid ¢ satisfying proper
mass balance equations including mass source terms depending on the nutrient variable o.
The nutrient satisfies a reaction-diffusion equation nonlinearly coupled with the tumor and
healthy tissue phases by a coefficient characterizing the different consumption rates of the
nutrient by the different cell types. We couple the phases and nutrient dynamics with a
mechanical equilibrium equation. This relation is further coupled with the phase dynamics
through the elasticity modulus depending on the proportion of healthy and tumor phases.
We refer to [19] for a mathematical model of a multicomponent flow in deformable porous
media, from which we take inspiration. The mass balance relations are derived from a free
energy functional ¥ = F (¢o, ¢1, ¢2, w, @) which, in the domain 2 where the evolution
takes place, can be written as

~ Voil2 |Vl > Eprgw?
yz/g(F(wo—w)Jr%+%+(w+g)(%wz)+%+%)dx’

1.1
where w denotes the volume difference with respect to the referential state, E is the
elasticity modulus of the tissue, and F is a suitable nonnegative function defined below
in (2.12). The sum ¥ + g represents the interaction potential of a typically double-well
character between tumor and healthy phases, with dominant component i which is con-
vex with bounded domain, while g is its smooth nonconvex perturbation. The quantity o
represents the mass content of the nutrient. Notice that the gradient terms in the free energy
are due to the modeling assumption that the interface between healthy and tumor phases
is diffuse (we take the parameters in front of the gradients equal to one here for simpli-
city, but, in practice, they determine the thickness of the interface and have to be chosen
properly). The quantities ¢, @1, ¢, are relative mass contents, so that only their non-
negative values are meaningful. We also assume that all the other substances present in
the system are of negligible mass, that is, the identity @9 + ¢; + @2 = 1 is to be satis-
fied as part of the problem. Hence, we choose the domain of i to be included in the set
© :={(g1,¢2) €R?: 01 >0, ¢ >0, ¢; + @ < 1}. Classically, ¥ can be taken as the
indicator function of ® or a logarithmic type potential (cf. [26]).

Under proper assumptions on the data, we prove the existence of weak solutions for the
resulting PDE system that we will introduce in Section 2, coupled with suitable initial and
boundary conditions. The PDEs consist of two Cahn—Hilliard type equations for the tumor
phase and the healthy phase with a PDE linking the evolution of the interstitial fluid to the
pressure of the system, with a reaction-diffusion type equation for the nutrient proportion
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and the momentum balance. The technique of the proof is based on a regularization of the
system, where, in particular, the nonsmooth potential v is replaced by its Yosida approx-
imation ¥.. Then, we prove the existence of a solution to the approximated problem by
means of a Faedo—Galerkin scheme and we pass to the limit by proving suitable uni-
form (in ¢) a priori estimates and applying monotonicity and compactness arguments. A
key point in the estimation consists in proving that the mean value of the phases are in the
interior of the domain ® of i, which in turns leads to the estimate of the mean value of the
corresponding chemical potentials in the two Cahn-Hilliard type equations (cf. [14,26]).
The uniqueness could be proved only in very particular situations, for example, for smooth
potentials ¥ satisfying suitable growth conditions and under some restrictions on the inter-
action coefficients in the Cahn—Hilliard type equations for the phase. We prefer to leave
this argument for further studies on the model.

Plan of the paper. In the next section, we introduce the model deduced from the mod-
eling hypothesis of [47]. In Section 3, we state the mathematical problem and the main
results of the paper concerning the existence of suitable weak solutions for the correspond-
ing PDE system. The proof relies on the passage to the limit (in Section 5) in a regularized
problem, whose well-posedness is obtained in Section 4.

2. Modeling

We follow the modeling hypotheses of [47] and represent the tumor as a porous medium
consisting of three phases: healthy tissue, tumor tissue, and interstitial fluid. We choose
the Lagrangian formalism, and assume that the evolution of the system takes place in a
bounded domain  C R3 with Lipschitzian boundary.

The state of the system is described by the following scalar quantities:

@o:  Relative mass content of the interstitial fluid.

¢1:  Relative mass content of the healthy tissue.

¢2:  Relative mass content of the tumor tissue.

n1:  Chemical potential controlling the growth of the healthy tissue.
M2:  Chemical potential controlling the growth of the tumor tissue.
p: Fluid pressure.

w:  Volume difference with respect to the referential state.

o: Mass content of the nutrients.

We consider the following evolution system in a given time interval (0, T):

2
G+ Y edive =S, i =0.1.2 @y
Jj=0

0+ divi+ A(p1.¢2) 0 =0, ¢ =-DVo, (2.2)
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) 1
vw+E(<ﬂ1,<ﬂz)w—p=@/Q(E(wl,wz)w—p)dx, (2.3)
M1 A w?
(10 ) e ~(ant ) +v(ore) + Yoglor. o4V E@r o) 5 24)
So = —y(0) go(1 — o), S1 = y(0) goy1, S2 = y(0) oy, (2.5)
%'j = —V[,Lj, ] = 0, 1,2, (26)
o = p,w = ¢o — f(p), 2.7

where the dot denotes the derivative with respect to ¢ € (0, T'), dy is the subdifferential
of a convex potential 1, g is a smooth bounded possibly nonconvex perturbation of i, V
is the gradient with respect to the space variable x = (X1, x2, x3), V,, is the gradient with
respect to ¢ = (¢1, ¢2), A is the Laplace operator, f is an empirical increasing function
of the pressure, and &;, ¢ are fluxes of the components ¢;, o, respectively.

The physical meaning of (2.7) is the following: At constant volume w, the pressure p
increases when the fluid content ¢, increases. Similarly, at constant pressure, the volume
increases when the fluid content increases, and at constant fluid content, the pressure
increases when the volume decreases.

The above system is coupled with initial and boundary conditions

@i (0) = ¢ fori =1,2,
w(0) = w°, inQ, (2.8)
0(0) = o°

and
Vo -n=0 fori =1,2,

&-n=0 fori =0,1,2, on 92 x (0,7T), 2.9)
¢-n=x(e—0o")
where n = n(x) is the unit outward normal vector at the point x € 9.

In (2.5) as well as in what follows, for arbitrary ¢ € (0, 7)) and a generic function
v € L1(Q x (0, T)) we denote by

v(t) = ﬁ /;2 v(x,t)dx (2.10)

the mean value of v over Q2.
Equations (2.4) and (2.7) can be derived from the potential (1.1) according to a stand-
ard “Cahn-Hilliard” theory, namely,

Ki € 0g, F (90, @1, 92, w,0), i =0,1,2, 2.11)

where 0, denotes a suitable (e. g., Clarke) concept of subdifferential, provided we set

F(z) = /z F7s)ds (2.12)
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with z¢ from Hypothesis 3.1 (iv). Equation (2.1) then represents the mass balance for the
three components ¢g, @1, ¢ of the system, where ¢;; are the constant interaction coef-
ficients. The source terms S; are given by (2.5), where y(p) represents the speed of the
growth rate depending on the nutrient concentration o. Equation (2.2) is a diffusion equa-
tion describing the mass balance for the nutrient concentration with a constant positive
diffusion coefficient D > 0 and with a nonnegative coefficient A depending on @1, ¢»
and characterizing the different consumption rates of the nutrient by the different cell
types. The coefficient k¥ > 0 in the boundary condition (2.9) for ¢ is the diffusivity of
the boundary for the nutrients, and ¢* is the (given) nutrient concentration outside the
domain. Equation (2.3) is the mechanical equilibrium equation with constant viscosity
coefficient v > 0 and with positive elasticity modulus E (g1, ¢2) of the tissue, which can
be different for different proportions of ¢; and ¢,. The constitutive functions A4, E, f, y,
the convex potential ¥, the interaction constants, and the initial and boundary conditions
satisfy Hypothesis 3.1 below.

The system (2.1)—(2.7) is thermodynamically consistent. Indeed, the balance between
the power supplied to the system fQ 21-220 ¢; i dx and the potential increment ¥ form-
ally gives

2
) d . . )
/QE <Piliidx—a5’7(<ﬂ07<ﬂlvfﬂszﬂ)=/Q(WP—E(€01,€02)ww—QQ)dX
i=0

N /Q<v|uv|2 + D|Vol® + Alp1, ¢2)0%) dx

>0,
(2.13)

which shows that the dissipation rate is positive during the process.

3. Statement of the problem

The quantities @g, ¢1, ¢, are relative mass contents, so that only their nonnegative values
are meaningful. We also assume that all the other substances present in the system are
of negligible mass, that is, the identity o + ¢1 + @2 = 1 is to be satisfied as part of the
problem. The convex functional ¥ has to be chosen in such a way that the closure Dom
of its domain Dom v is the set

Doml//:@):: {¢:(¢15¢2)€R2:§01207 (pZZO’ ¢1+(p2§1}7 (31)
and for § € (0,1 — (1/+/2)) we define
05 := {p € IntO : dist(p, 00) > §}. (3.2)

Let us first specify the hypothesis about the data of the problem.
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Hypothesis 3.1. We fix a constant K > 1 and assume the following hypotheses to hold:

() Forall j =0,1,2,Y7_gcij =0, foralli =0,1,2, 3 7_;ci;; = 0, and there
exists ¢ > 0 such that

=D ciflei — & = (16 — &l + 16 — &)
i#j
for all Eo, Sl’ Ez S R3,‘
(ii)  the functions E, A : R? — [0, K] are Lipschitz continuous;

(iii) the function y : R — [—K, K] is continuously differentiable and |y’ (0)| < K
forall p e R;

(iv) the function f : R — R is continuously differentiable, fi > f'(p) > fo for
some f1 > fo>0andall p e R, zg = f(0);

(V)  the function ¥ : R? — [0, +00] is proper convex lower semicontinuous, satisfy-
ing (3.1). We further assume that there exist positive constants 8,b’,c’, r’ such
that when putting 8t = 8 e X772, the following implications hold:

D) dist@ O5) <87/2 = [E]<b VE € (@)
(VD) P€Os. lo—lz8r/4 90 = rlg-E<(E-Ep-0) +¢
VE €Y (p). VEedy(@):
(vi) the given function g : ® — R is of class C?;
(vii) the functions ¢, <p?_,(pg_,w°, 0% € WL2(Q) N L®(Q) are given initial data

such that w® = 0, (9%, 99) € O with § from Hypothesis (v), pQ(x) + ¢%(x) +
wg(X) = 1forae x € Q;

(viii) the function o* € L®(dQ x (0, T)) is such that 0* € L*(3Q x (0, T)).

Conditions (v1), (v2) need some comments. They slightly differ from those in [14,
Proposition 2.10], but it is easy to check they are still satisfied if, for example, ¥ is the
indicator function of the set ®. Indeed, (v1) holds trivially. To verify that (v2) holds, take
any ¢ € ® and £ € 0y (¢). We first notice that g? = 0, and

(£, —v) >0 VYve0.

We are done if £ = 0. Otherwise,

-
V=@ +0r—
LR

is an admissible choice, and we obtain

(6.0 — @) = érlél.

which is precisely (v2) with ' = §7 and ¢’ = 0.
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In the proof, we extend the function g to the whole of R? in such a way that

Cy = sup{|2(@)], Vg (@)], [(Vog(9). )| : ¢ € R?} < oc. (3.3)

The main result of the paper reads as follows.

Theorem 3.2. Let Hypothesis 3.1 hold. Then the system (2.1)—(2.9) admits a solution with
the regularity ¢; € L>®(Q x (0,T)), Vg; € L®(0,T; L%(RQ)), ¢; € L>(0,T; W~12(Q)),
Wi, Vi € L2(Q x (0,T)) fori =0,1,2, (p1(x,1), 02(x,1)) € O a.e., po + @1 + @2 =
1 ae, we L®(Q x(0,T)), w, Vw, Vib € L®(0, T; L2(R)), 6 € L2(Q x (0, T)),
0, Vo € L®(0, T; L?(R)). Equations (2.3), (2.5)—(2.7) and the initial conditions (2.8)
are satisfied almost everywhere in Q x (0, T) and in Q, respectively, and the relations
(2.1)~(2.2) and (2.4) are to be interpreted respectively as

2
[(¢,~ v,~+zci,(wj,vu,~)) dx:/ Sividx, i=0,1,2, (3.4)
Q : Q

j=0

/Q(@ﬁ + D(Vo. VD) + A(p1.¢2) 00) dx + k /BQ(Q —0")0ds(x) =0, (3.5)

and

L) Vs 0m) — Vo Elor e (V) = ()

VU2 ¢2

- [9 (Vo1 V(o1 — o)) + (V2. V(02 — 92))) dx
< /g (W (1. v2) — Y (1. 92)) dx, (3.6)

fora.e. t € (0, T) and for all test functions vy, v1,v2,0 € WH2(Q).

The proof of Theorem 3.2 is divided into several steps. We introduce a small regular-
izing parameter ¢ > 0 and approximate the convex potential ¥ by its Yosida approxima-
tion ¢ defined by the formula

(1
V@) = min{—lo -z + y()}. (3.7)
zeR2\2¢
Let us recall the main properties of the Yosida approximation (see [3, 4, 7] for proofs).

Proposition 3.3. The mapping ¥ : R? — [0, 00) is convex and continuously differenti-
able, and the so-called resolvent J€ of 0V, defined as

JE=(I +edy)™, (3.8)

where I is the identity, is nonexpansive in R%. The mapping V,y¢ is monotone and
Lipschitz continuous, and has for every ¢ € R? the following properties:

1
Vot (p) = g(qﬁ —J%) e Y (J%) Ve>0, (3.9
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N (@) — m(@y (¢))] — 0
Dom d 0, 3.10
¢ bomdy = {|wa(so)|/|m(aw<¢)>| @ent G0
V() = SNV @I + v U) Ve >0, @11
Vi) S Y(p) as e \(O, (3.12)

where m(0vy (@)) is the element of 0y (¢) with minimal norm.
From (3.9)—(3.11) it follows that for every ¢ € R? and every & > 0 we have
1
Vi) = 5-le = TPl + ¥ (U 9). (3.13)

For every ¢ € R? and ¢ > 0 we have J(¢) € O, so that (J®p) > 0 > |J¢¢p|?> — 1.
Furthermore, the Young inequality yields that

1
2 & < 2 2 1 JE 2
(0. J <p>_28+1|</>| + Qe+ D[J%|",
and we obtain
f(p) > 21 VgpeR? 3.14
W(w)_28+ll<p| @ (3.14)
We consider the following weak formulation of the regularized problem (2.1)—(2.9):
2
/ (gb,- v; + ZCij(V/.Lj,VUi)) dx = / S;ividx, =012, (3.15)
Q , Q
Jj=0
[ @5+ e o) + dgrged)ax+x [ @B =0 (16
Q El9)
. p 1 14
v + E(pr, 2w — ——————— = —/ E(pr.2) w — ————— ) dx,
lool+le1l+le2|  192] Je ( |§0o|+|¢1|+|¢2|)
3.17)
2
M1 A‘Pl & w
=— V, Vo E — .1
(1) ==(agr ) + % 0¥ @102 + 801,020 + % Elgr.92) 5 (3.18)
So=—-0 (1 —9o), S1 =01, S> = 0 g2, (3.19)
= 4G — (3.20)
(|<Po| + 1] + |<P2|)(|§00| +lo1] + |<P2|)
£ =—-Vu;, j=0.12, (3.21)
Ko = P, w = @y — f(p), (3.22)

fora.e. t € (0, T) and for all test functions vg, v1, v2, 0 € WH2(Q).
Assuming that the system (3.15)—(3.22), (2.8) has a solution, choosing vp = v} = v, =
v in (3.15), and summing up over i = 0, 1, 2, we obtain formally from Hypothesis 3.1 (i)

the identity
2 2
¢i)vdX=/Q( (p,-—l)vdx
Jo(ir)rar= Loy
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for all v € W12(Q). Putting y(x,1) = Y;, @i (x,7) — 1, we see that this is an iden-

tity of the form y(x,t) = Q(x, t)y(x,t) with initial condition y(x,0) = 0 according to
Hypothesis 3.1 (vii). Hence, still formally,

2
Y i) =1 (3.23)
i=0

for all x and 7. In particular, the denominators in (3.17) and (3.20) are greater than or
equal to one. We show below that in the limit ¢ — 0, all ¢; will be nonnegative, and the
denominators will all be equal to one.

4. Galerkin approximations

We solve the problem (3.15)—(3.22), (2.8) by Galerkin approximations. We choose the
orthonormal basis {ex : k € N U {0}} in L?(R2) such that

—Aep = Arer  in 2, Ver-n=0 ondQfork € N U/{0}, Ao =0,

and for m € N we introduce the functions

oM () =Y G er (%),

k=0
m
w™ =" Haer(x) fori =0.1,2,
k=0
m
0" (x. 1) = > Br()ex ().
k=0

with time dependent coefficients @;x (¢), iLix (¢), Ok (t) which are to be found as solutions
of the following ODE system for k = 0, 1,...,m:

2
/ (q),.(’")ek + 3 e (V™ Vek)) dx = / S™epdx, i=0,1,2, A.1)
Q X Q
Jj=0
| (@ei + DT Vei) + A" 607 o Mer) d

+ K/ (Q(m) —0%erds(x) =0, 4.2)
IQ

S 8" —wm)

5™ + o™ + 3™

S g —w™)

1 /( m)  (m)y . (m)
= — E(@p" @y yw™ — dx, 4.3)
2l Ja oS+ 1™ + 103"

v 4+ E(pf™. p3") w




Analysis of a tumor model 245

1™ = Pu(f 1@ — w™), (4.4)
u™ = =20 + P (007 (0" ") + 0ig (0™ 68™)
(m)|2
w
+ 3 E(e™, gty ) i=1.2, “5)
S = =0 (- g™, S"’” Q(’") S5 = 0™ gl (@)
(m) _ V(Q(m))‘ﬁ @7

(51 + 101 + 108D (18] + 1801 + 1557)

where Py, : L?(Q) — Hy, := Span(e, ..., e,) is the orthogonal projection of L2(S2)
onto H,,, the symbol d; denotes the partial derivative d/dg; fori = 1,2, and

1
7™ — ™ gy,

The initial conditions are

70 = [ Poamar 50 = [ Qwemdn w0 =u’).
“ “ 4.8)
System (4.1)—(4.2) is a locally well-posed system of 4(m + 1) differential equations of
the first order for 4(m + 1) scalar unknowns gy, @;x,i = 0,1,2,k =0, 1,..., m, while
it is convenient to interpret (4.3)—(4.6) as constitutive relations. We shall see below in
equation (4.13) that the expressions in the denominators of (4.3) and (4.7) are greater
than or equal to one, hence the formulas are meaningful. In particular, since f~! is
Lipschitz continuous by Hypothesis 3.1 (iv), equation (4.3) defines a Lipschitz continu-
ous solution operator W : C([0, T]; R3("+1y — C1([0, T]; W12(R)), which with given
functions @;x,i = 0,1,2,k = 0, 1,...m associates the solution w™ of (4.3). The exist-
ence of a unique local solution of (4.1)—(4.6) is therefore guaranteed on a nondegenerate
time interval [0, T,),0 < T,,, < T.
In order to show that the solution of (4.1)—(4.6) is global, we derive some estimates
for the solution on the whole interval [0, T,).

4.1. Estimates independent of m

In the series of estimates which we derive in the formulas below, we denote by C any
positive constant independent of m and ¢, and by C¢ any constant independent of m and
depending possibly on &. For simplicity, we denote by | - |z the norm in L?(R2), and
by | - |l the norm in W 1:2(Q).

We first handle equation (4.2), which is easy. We multiply it by g and sum up over
k =0,...,m to obtain

/ |Q(’”)|2dx—|—D/ Vo™ |2 dx + — / |02 ds(x) < C. (4.9)
dt2 2 Jao
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We proceed similarly, multiplying (4.2) by 5k and summing up over kK = 0,...,m to
obtain that

d
/ |Q'(’")|2dx+F(D/ |Vg(m)|2dx+/</ o™ 2ds(x)) = (1 +/
Q t Q aQ

o™ 2dx),
Q

(4.10)
hence,

Tm
/ / |Q'(’")|2dx dr + supess (/ |VQ('")|2(Z) dx +/ |Q(m)|2(l) ds(x)) <C.
0 Q t€(0,Ty) Q Q
4.11)

We further sum up equation (4.1) over i = 0, 1, 2. From Hypothesis 3.1 (i) it follows that

d
dr /Q (@ + o™ 4+ 9I™) e dx =/Q (S 4+ 8 4 80) ¢ dx

:/Q 0™ (x, 1) (@™ + o™ + oI — 1)e dx
(4.12)

forallk = 0,...,m. In terms of the functions

yi(t) = /Q (@8 + 9" 4+ oI _ 1) er dx = Pox + Prx + ok — Soks

where 8 x is the Kronecker symbol, we rewrite (4.12) in the form

Pr@) = ar )y (),

=0

with bounded coefficients ag;(¢). This is a linear ODE system with zero initial condi-
tions (by Hypothesis 3.1 (vii)), so that all functions yg(¢) vanish in the whole interval of
existence. Hence,

o™ (x, 1) + 0™ (x. 1) + o™ (x.1) = 1 (4.13)

forall (x,7) € Q x [0, Tp,).
Next, we prove that w as a solution of the ODE (4.3) admits, together with its time
derivative, an L°°-bound independent of m and &, namely

supess  (Jw™ (x,0)|+|w"™ (x,1)]) < C. (4.14)
(x,2)€Qx(0,Tp)

Indeed, we first add to both the left-hand side and the right-hand side of (4.3) the term
/N es™)
oo™ 1+ let™ | + leg™ |

which is bounded, by Hypothesis 3.1 (iv) and (4.13). Note that by (4.3), we have that
Jo W dx = 0, hence [, w™ dx = 0 by Hypothesis 3.1 (vii). Next, we multiply (4.3)
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by w, use the fact that the mean value of w™ is zero and the fact that ( f~ ((p(m) ) —

f- ((p(()m) w(’”))) w™ >0, integrate over €2, and obtain
d
—/ lw™ (x,1)>dx < c/ [w" (x, )| dx
dt Jgo Q
for a.e. t € (0, T;;,), hence, fg |w(’”)(x, 7,‘)|2 dx < C for t € [0, T;;). In particular, the
right-hand side of (4.3) is bounded independently of m and . We now repeat the same
procedure, multiplying (4.3) by sign w without integration over 2. Note that for a.e.
x € Q, the function ¢ — w (x,1) is absolutely continuous, so that
. (m) ) )
W™ (x, t) signw™ (x,t) = E|w (x,1)| ae.
Furthermore, (/! (¢™) — £~ (o™ — w™)) signw™ > 0, and we get
9, m m) _(m), (m) .
v |w O+ E(py 0y Dw™(x,t)] <C ae inQ x(0,Ty)
with |w (x, 0)| < C. Integrating from 0 to ¢ we get a uniform upper bound for

|w (x,1)|, and, by comparison with (4.3), we conclude that (4.14) holds.
Further estimates are more delicate. We multiply the (i, k)-th equation of (4.1) by ;%

and sumupoveri =0,1,2andk =0, 1,...,m to obtain
Z/ @ ™ dx + Z c,]/ (V™ V™) dx = Z/ S u™ dx. (4.15)
i,j=0

We treat the three integrals in (4.15) separately. We first define a reduced potential ¥y =
F5 (9o, 91, 2, w) by the formula

2
~ w
Fo = /Q(F(% —w) + V(@1 92) + g(@1.¢2) + E(<p1,<pz)7

Vo2 |V,|?
+|<p1|+|¢z|)dx7

5 5 (4.16)

with F asin (2.12). Then the first integral on the left-hand side of (4.15) can be rewritten as

Z/ 50 L0 g — 3’8(¢(’"),¢§m),<p§m), (m)

+ /Q b (f 7 (g™ — w™) — E(@™ . o )w™) dx

| \/

d
7@ 0" )~ C /Q lpg™ 1dx,  (@17)

with a constant C independent of m and &, as a consequence of (4.14).
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To estimate the second integral in (4.15), we use the vector formula
1
{u,v) == (ju - o> = [u]® = v?)

to conclude, using Hypothesis 3.1 (i), that
2

1
> eV ™y = =2 3 eV = VP
i,j=0 i#]j
~ 2
¢ (m) (m) 2
> ngui’” —Vug" P (4.18)

Finally, the integral on the right-hand side of (4.15) can be rewritten in the form

2
Z/ SO 0 g — Z/ S("’)A<p(’")dx+/ S F=1(gm _yym) g
—Ja

i=1
+ Z/ S P07 0™ 05™) + 180", 8™

|w (’”)Iz

+ 0 E(e™, o)L )dx. (4.19)

The first term on the right-hand side of (4.19) can be estlmated using integration by parts
as follows:

—Z/ ST Ap™ dx = Z/ (V8™ V™) dx

i=1 i=1
< C(IVo™ 1% + Vo™ 12 + [Vei™ ). (4.20)

To estimate the remaining terms, notice that the function Q(’") defined in (4.7) is bounded
in absolute value by the constant K from Hypothesis 3.1 (iii), and also

1S (x,0)| < K forall x € Q, 1 €[0,Ty), i =0,1,2. 4.21)

By Proposition 3.3, the gradient V,,%*® of ¥® is Lipschitz continuous with a constant
dependmg on &. We thus obtain from (4.19)—(4.21) that

Z / S 1™ dx < Co(1 + 10811 + 10" + 108

+1Ve ™ + Vo™ [ + V9™ ). (422)
Combining (4.15)—(4.22), we thus obtain

Fe@, 0™, o, w)+/Q(ZIVM('") Vuf)m)lz) dx

i=1

< Co(1+ Vo™ % + Vo™ % + Vo™ 1% + 101 + o™ 1% + [0371%).
(4.23)

dr
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By Hypothesis 3.1 (iv), we have /I*:(z) > z2/(4f;) — C for all z € R and some constant
C > 0. Hence, using (4.16), (3.14), (4.11), (4.14), and Gronwall’s argument, we derive
from (4.23) the estimate

supess (IeS™ 12 (0 + 16313 (0) + 10314 (0) + Vo™ 13(1) + Vo™ 4 (1))
te(0,Ty,

f /(Zw,ﬁ’”) (’")|2)(x t)dxdr < C°. (4.24)

Furthermore, differentiating (4.3) with respect to the spatial variables we obtain that

va(m)-l-E(QD(m),(P;m)) Vw(m)+w(m)(a E((p(m)’wzm))v(p(m)
(f*l)/((p(m) w(m))
oo™ 1+ley™ 1 +1ps™ |

- ) () 1
= @™ —w )V( ) (4.25)
o™ |10 |+ 19|

+ 0, E@™, oI)VeI™) + (V™ — veim)

Testing (4.25) by Vw®™ and using the inequality |<p(m)|+|(p1m)|+|<p(m)| > 1, Hypo-
theses 3.1 (ii), (iv), and the estimate (4.14), we find that

V0O e Vo < 1+ IV + Ve + V687 ) @26)
with some constants C > ¢ > 0. From (4.13) we immediately obtain the pointwise bound
Vel < Vo™ | + V5™ ae. 4.27)

It follows from (4.24), (4.26), and by comparison with (4.25) that

supess (| V'™ |y + |Vu™|y) < C. (4.28)
t€(0,Ty,)
By virtue of (4.4) we have
IVig”| < Vo™ | + Vo™ | + Vo™ ae. (4.29)

Since V,, ¢ is Lipschitz continuous for every ¢ > 0, we obtain from (4.5) and (4.14) that

1/2
A0 < c¢ (1 + [ S 0P dx) (430)

i=1

and
[ ™ 2 dx <C 1+/ Igo(m)|2dx 4.31)
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We now summarize the above computations in (4.24)—(4.31) and obtain for all ¢ € (0, T;,;)
that

2
/Q(Z(|(pl(m)|2 + |V(/)i(m)|2) + |Q(m)|2+|vg(m)|2 + |Vw(m)|2 + |Vli)(m)|2)(x,t) dox

i=0
¢ 2
+ / /Q (Z(|u§m)|2+|w§’”)lz)+ Ié(m’lz)(x,r)dxdr <C% (432
0 i=0

with a constant C® > 0 independent of m, and the uniform estimate (4.14) holds. By com-
parison with (4.5), we have a bound for Agoi(m) in L2(Q x (0, T)) which is independent
of m, i = 1,2. Finally, by comparison with (4.1), we obtain bounds in L2(0, T; W ~12(Q))
independent of m for gbi(m), i = 0,1,2. We thus have sufficient estimates which on the one
hand guarantee that the solution exists on the whole time interval [0, 7'] and, on the other
hand, enable us to pass to the limit as m — oo in (4.1)—(4.7) and check that the following

statement holds:

Proposition 4.1. Let Hypothesis 3.1 hold and let ¢ > 0 be given. Then system (3.15)—
(3.22), (2.8) admits a solution with the regularity w;, Vi, Ap; € L2(Q x (0, T)), ¢i,
Vo; € L®(0,T; L*>(R)), ¢; € L>(0, T;: W=12(Q)) fori =0,1,2, ¢o + @1 + @2 = 1
a.e, w, € L®(Q x (0,T)), Vw, Vib € L®(0,T; L*(Q)), 0 € L>(Q x (0,T)), 0, Vo €
L>®(0,T; L*(Q)).

We can indeed pass to the limit in the initial conditions for ¢ and w by virtue of (4.11)
and (4.28). For the initial conditions for ¢;, the argument is standard as well. It is easy to
check foreachi = 0, 1, 2 that

V>0V € L*(Q) 31, >0:1€(0,1)

(4.33)
= dAmy, e NVm >my : )/ (goi(m)(x,t) —goi(m)(x,O))vi(x) dx| <,
Q

so that the initial condition is satisfied in the weak sense. Note that this is related to the
so-called Aubin-Lions lemma; see [40, Theorem 5.1] for the original reference.

5. Limitase — 0

In the previous section we have proved that system (3.15)—(3.22), (2.8) admits a global
solution. The estimates that we have derived so far depend on . We split this section into
two subsections. In Section 5.1, we derive estimates independent of ¢ of the solution of
(3.15)—(3.22), and in Section 5.2 we prove Theorem 3.2 by passing to the limit as & — 0.
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5.1. Estimates independent of &
Let us start with the following simple modification of [14, Propositions 2.10, 2.13].

Proposition 5.1. Let v satisfy Hypothesis 3.1 (v). Then there exist € > 0 and positive
constants b, c, r such that for ¢ € (0, %), the Yosida approximations ¢ of W have the
following properties:

() dist(@,Os;) <87/2 = |Vpy®(@)| < b;
(i) ¢€0s, 9eR2 |9—0|=87/2 = r|Vp¥®(p) = Vpy* (@] < (Vp¥¥(p) —
VoUf(9), 9 — @) +c.
Proof. We prove the statement forb = b',r =r', ¢ = ¢’ + 2r'b’, where b’, ¢’, ¥’ are as in
Hypothesis 3.1(v). Let us start with part (i), and consider ¢ € R? such that

dist(@, ©s,) < é1/2. For ¢ > 0 we define J°@ as in Proposition 3.3, and choose any
& € 0y (¢). We have by (3.9) that

~

R I . R .
§ =Wy (@) = —(9-J°9) €0y (J79).
hence
—e(§*—§.8)=("-6J0-9) =0
by the monotonicity of dvr. We thus have |§8| < b’ by Hypothesis 3.1 (v), and part (i) is

proved.
To prove part (i), let ¢ € @, be given, and put & = §7/(4b’). For ¢ < € we have

N " 2oy Or

¢ = J°| = el§°] < -
by virtue of part (i). Hence, dist(J°@, ®s,.) < d7/4. Additionally, let | — @| > §7/2 for
some ¢ € R2. We denote ¢ = V,¥¢(¢). We have either

ot

[T — J*Q| < T 5.1
or 5
I8 — J5@| = TT (5.2)

In case (5.1), we have dist(J°@, ®;,.) < §7/2, and we obtain from part (i) simply that
rlg" =& < r(§° + ) < 2rb.
If (5.2) holds, then we have by Hypothesis 3.1 (v) that
rIE =8l < (8 -8 T~ T°9) + ¢
= (- el 5P+
S(E -0+

Combining the two inequalities and using the monotonicity of V,,1/*, we obtain the asser-
tion. ]
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We actually need the following consequence of Proposition 5.1.

Corollary 5.2. Let ,z,b,c,r be as in Proposition 5.1. Then there exists a constant ¢ > 0
with the property that for every ¢ <&, for every § € L?(Q) such that §(x) € Og,. a.e.,
and for every ¢ € L*(Q), we have

1% ) = S @] d
= [ o ) = Vor @ 00) N dx £ 6
Proof. Let ¢ € L?(Q2) be arbitrarily chosen. We define
Q4 = {x € Q: dist(p(x), O5,) = 87/4},
and Q_ = Q \ Q4. Fora.e. x € Q_, we have by Proposition 5.1 (i) that

Vo ¥ré(@(x)) — Vi (@(x))| < 2b.

For a.e. x € Q, Proposition 5.1 (ii) yields that
Ve (@(x)) = Ve (@) = (V¥ (@(x) — V¥ (@(x)), (x) — @(x)) + c.

Using the fact that (V9% (@(x)) — Vo ®(@(x)), ¢(x) — @(x)) > 0 a.e., we can combine
the two inequalities and obtain that

r / Y, 02 () — Yy (@) dx
Q
< /Q (Vo (@) — Ve (B (0). 9(x) — §()) dr + c| Q4] + 2rb| Q.

Putting ¢ := |Q]|(c + 2rb), we complete the proof. |

Let us come back to Problem (3.15)—(3.22) with initial conditions (2.8) and estim-
ate the distance of the functions @; (¢) from the boundary of ®. To this end, we choose
v9 = v1 = vp = | and put

. y(0)
~ (Ipol + le1] + l@21) (12o] + 1@1] + 1@2])°
We obtain
Golt) = —‘5&;) [ P (- e (5.4)
51 (1) = ﬁ"sgtl) | reendr. (5.5)
i) = 2

I'(x,t)@a(x,t)dx. (5.6)
Q
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From Hypothesis 3.1 (iii) it follows that |T'(x, ) (1 — @o(x,1))| < |T'(x,2)| (lo1(x,2)| +
lp2(x,1)]) < K for ae. (x,7) € Q x (0, T). By Hypothesis 3.1 (vii) we have @o(0) >
8/«/5 > 0, hence,

Po(t) > @o(0)e X" >0 forall 1 €[0,T]. (5.7

Lower bounds for ¢1, ¢, are more delicate to obtain. These functions are continuously
differentiable. There exists, therefore, T, € [0, T'] such that

Pi(t)=8e KTV forall 1 €[0,T,], i =1,2. (5.8)

Put T} = max{7;, € [0, T] : inequality (5.8) holds}, and assume that 7 < T for some
& < ¢&. For definiteness, we can assume that

ou(T)) =8e XT1, (5.9)

Taking into account (5.7), we have 1 — @1 (t) — @2(t) = @o(t) > (8/2) e X in [0, Tr].
Hence, denoting ¢ = (¢1, ¢2) we have

dist(@(7), 00) > (§/2)e KT~ > 67,

so that ¢(1) € Og, forallt € [0, T,}].
Recall that we have the bound

supess  (Jw(x,0)|+[i(x,1)]) <C (5.10)
(x,0)eRx(0,TF)

as a consequence of (4.14). Let us denote &t = (11, it2). From (5.10), (3.18), and (3.3), it
follows that

1
701 = [ (199" @1+ %@ + 5% E@)u?) dx
< [ 1%rt @)~ Vor @ lax + Tl 511

with C = b + C, + % sup |V, E (¢)|w?, where we have used Hypothesis 3.1 (ii), (vi), and
Proposition 5.1 (i). We further obtain from Corollary 5.2 and (3.18) that

IA

1 ~
B0 = [ (0 0) = G @op — 7) dx + IR +

- 1/<w<¢)w 7 ax +Tlol +

H(= [ 1902 ax = [ (oo =) 5 + [ a0~ 71 ax) + Tl + &
(5.12)

We now use again (3.3), the fact that

/Q(M,w—@dx=/g(u—ﬁ,¢—¢)dx,
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and the elementary inequalities

/|<p—¢|2dxsc/ Vol dx. /m—mzdxsc/ VulPdx  (5.13)
Q Q Q Q

to conclude that there exists a constant M independent of ¢ such that for all ¢ € [0, T,*] we
have

()| 5M(1+ (/Q|Vgo|2(x,t)dx)1/2(/g|V,u|2(x,t)dx)1/2). (5.14)

We now repeat the estimation procedure from Section 4.1. We test the i-th equation in
(3.15) by v; = u;, and sum up to obtain, similar to (4.15)—(4.18), that

2
d T & ¢ 2
3 [Tt S [ Y9 - TnoP e

i=1

2
< Z/ Si i dx+c(1 +/ Igooldx> (5.15)
i=07% Q

fora.e. t € (0, 7)) with #; defined in (4.16), and with some constants C > ¢ > 0 inde-
pendent of ¢. We further estimate the right-hand side by

2 2
> [ smax=cy [ lallulas
=07 i=0"
to obtain, by virtue of (5.13), (5.14), and the hypotheses on F and g, that

/ 2
/Q (002 + V¥ (@) + [VoP) (x.0) dx + /0 /Q > (1V1s = Viol?) . 0y e e

i=1
t
=c(1 +/ /(|V<p|2 + 1002 + IV 2 + Vo) (x. ) dxdr). (5.16)
0o Ja
We have for all points (x,¢) € Q x [0, T,*] the identity ¢o + ¢1 + ¢» = 1 and

Voo = —V@1 — Vy, hence, |Vio| < C(IVeo| + |Vw|). Note that repeating the compu-
tations leading to (4.28), we derive the estimates

supess (|[Vi|g + [Vw|g) < C, (5.17)
t€(0,T)

with C independent of . The Gronwall argument and (3.14) now yield
2
L(‘ﬂs(@ + Y (leil* + Vi |2))(x,t) dx
i=0

t 2
+/ / > (il + Vi) (x. 1) dxdr < C* (5.18)
0 JQ

i=1
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for every ¢ € [0, T*] with a constant C* > 0 independent of . By comparison with (3.15)
we get the bound

TF
[ 160 ga e i=01.2 (5.19)
0

To make the list of estimates complete, recall that the upper bound in (4.9)—(4.10) is
independent of m and e, so that

T
supess (lo(t)|m + |Vo(t)|n) < C, / lo() |3 dr < C. (5.20)
t€(0,T.") 0

The next step consists in proving that 7, = T'. To this end, we split for each ¢ € [0, T]
the domain €2 into three parts, namely

Qo(t) = {x €Q:pi(x,t)> 0},
Q1) ={x € Q:0> pi(x,1) > —&'/*},
Q1) ={x e Q:—"* > gy (x,1)}.

Let us start with €2, (¢). By definition (3.7) of ¢, we have for x € Q,(¢) that
Yo (p(e0) = o min gy (1) — 21 = (521)
= e zee T N '

By virtue of (5.18), we have
1Q2(1)| < 2C*Ve. (5.22)

We now rewrite equation (5.5) in the form

=S+ o+ reoecos

where

[ '(x,t)p1(x,t)dx > —K|Q|81/4,
Q1(2)

/ r(x,z)sol(x,ndxz—K/ 1 (x.1)] dx
Q(2) Qa(2)

1/2
> —KIQz(t)Il/Z(/S2 le(X»t)Ide)

> _V2KC*e!/?,

/ I'(x,t)e1(x,t)dx > —K o1(x,t)dx
Qo () Qo(2)
——kl2la0+ k([ + [ Jecenas
Q1(2) Qo (1)
> —K|Qg1(1) — K(1 + v/2C*) /4.
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Using the fact that 0 < @ (¢) < 1 for¢ € [0, T*], we have that

@o(1)

Q T(x.1) g1(x.1)dx = —K(@1 (1) + Ae'/?), (5.23)
Q

1) =

with a constant A > 0 independent of €. We thus obtain a lower bound for ¢; (¢), namely
(note that ¢ (0) > § by Hypothesis 3.1 (vii)),

P1(1) = 8e K — AeV*(1 — e7KY) > 7K _ pgl/4 (5.24)

for ¢ € [0, T,"]. We see that for ¢ > 0 sufficiently small, condition (5.9) is violated. Hence,
by (5.8), T = T and the estimate (5.18) holds globally in [0, T'].

5.2. Proof of Theorem 3.2

We show that by passing to the limit as ¢ — 0 in (3.15)—(3.22), we obtain a solution
to (2.1)—(2.7) in the sense of Theorem 3.2. We label here the solution (u;, ¢;, w, @) of
(3.15)—(3.22) with the upper index ¢ in order to emphasize the dependence on ¢.

The estimates (5.18)—(5.20) are independent of ¢ and hold globally on [0, 7']. We can
therefore extract a subsequence ¢ — 0 such that

* Vgf — Vg fori =0,1,2, Vo — Vo, Vw® — Vw weakly-star in L(0, T'; L*(R2));
o 05 >0, uf > u, Vuf — Vp, fori =0,1,2, w® — w weakly in L2(Q x (0, 7));
« @f — ¢ fori =0,1,2weakly in L?(0,T; W~1%(Q)).

Using the Sobolev embedding theorems, the trace theorem, and the Lions compactness
lemma [40, Theorem 5.1] we obtain the convergences, passing again to a subsequence of
& — 0 if necessary,

s 0% — 0, w® — w strongly in C([0, T]; L%(R));

s @f = g fori =0,1,2 strongly in L*(Q2 x (0, T));

s 0° — o strongly in L2(0, T; L?(dR2)).

We can pass to the limit in all terms in (3.15)—(3.22), and the limit initial condition (2.8)

is obtained by an argument similar to (4.33). The variational inequality (3.6) needs to be
paid some attention. Since ¥ is convex, we can rewrite (3.18) as

2
w
/Q(M‘i —018(p1. 93)—01 E(¢f, wE)T)(vl —¢f)dx
w2
+ / (M‘% — 028(01, 93)—02E (47, @5)7)(1)2 —¢y)dx
Q
- /Q (Vs V(v1 — ¢)) + (Vs V(v2 — 5))) dx

< [ (V¥ (01 v2) — ¥4 (65 ¢5)) dx (5.25)
Q
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fora.e.t € (0, T) and for all test functions vy, v, € W12(2). We now choose an arbitrary
test function A € L?(0,T), A(t) > 0 a.e. From the above convergences it follows that

T T
liminf/ / [Vt (x,)|*A(t) dx dt 2/ [ [V; (x,1)]?A(t) dx dt,
0o Ja 0o Ja

e—>0

and using (3.12) we obtain the pointwise limit limg—.o ¥4(v1, v2) = ¥ (v1, v2). We mul-
tiply both sides of inequality (5.25) by A(¢), integrate over ¢ € (0, T') and pass to the limit
to obtain

T 2
/0 /;2(M1 - 31g(‘/>17¢2)—31E(<P1,<P2)w7)(v1 —@1)A(t)dx dt

T 2

+/0 /Q(VQ_82g(§01»(02)_82E((P17(P2)w7)(02—(pz)l(t)dxdt
T

_/(; /Q (V1. V(v1 — ¢1)) + (Vo V(v2 — ¢2)))A(r) dx dt

T T

5/0 /EZW(vl,vz)l(f)dth—liggf/() /Qlﬁs(tp‘f,wg)k(t)dxdt (5.26)

for all test functions vy, v, € W12(Q). It remains to prove that we have

e—>0

T
liminf/0 /Qwa(gof(x,t),wé(x,t))k(t)dxdt

T
Z/ / Y(p1(x, 1), a(x,t))A(t) dx dt. (5.27)
0o Ja

If (5.27) is fulfilled, then, on the one hand, (3.6) holds and, on the other hand, we con-
clude that ¥ (¢1(x, t), p2(x,1)) < oo almost everywhere. This means in particular that
(p1(x,1),02(x,1)) € O fora.e. (x,t) € 2 x (0, T). Hence, as mentioned on the last line
of Section 3, the identity |@o| + |@1| + |@2] = @o + ¢1 + @2 = 1 holds almost everywhere,
so that (3.17) coincides with (2.3), and (3.19)—(3.20) coincides with (2.5).

To prove (5.27), we first notice that by (5.15) we have

supess/ e (p®(x,1))dx < C.
t€(0,T) /Q

For simplicity, we omit for a moment the arguments (x, ¢) and write simply ¢, ¢ instead
of p°(x,1), p(x,t). By (3.13), we have

1
Ve (p®) > 2—|¢8 —Jef? ae. (5.28)
£
Hence, fora.e.t > 0,

/ lpf — J2pf|? dx < 28/ V(@) dx < Ce. (5.29)
Q Q
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We thus have for a.e. > 0, by the triangle inequality,

|750° (1) — o) |a < |J°¢°(t) = ¢*O)|m + (1) — ()|
= Ce+ o) —e)|n- (5.30)

We know that ¢® converges to ¢ in L2(Q2 x (0, T)). In particular, it follows from (5.30)
that Jé¢®(x,1) — ¢(x,t) a.e.in Q x (0, T). On the other hand, by (3.11) we have

VE(p®) = v (Jf9%) ae., (5.31)

and (5.27) follows from (5.30)—(5.31) and from the lower semicontinuity of . We thus
obtain the inequality

/OT /Q((/u - 318(%,¢2)—81E(<p1,<p2)w72)(vl —o1)
2
"‘(Mz — 028(¢1, ¢2)—3zE(§01,§02)w7)(02 - 902))/\(!) dx dr

T
_/ / (V1. V(vi — ¢1)) + (V2 V(2 — 02)))A(r) dx dz
o Je

r T
5/0 /Ql/f(vl,vz)k(t)dxdt—/o /QW(q)l,(pz))L(t)dxdt, (5.32)

for all test functions v1, v, € WH2(Q), A € L2(0, T), A(¢) > 0 a.e., which is equivalent
to (3.6). This completes the proof of Theorem 3.2.
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