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Abstract In this work, an eco-epidemic predator—prey model with media-induced response function for the inter-
action of humans with adulterated food is developed and studied. The human population is divided into two main
compartments, namely, susceptible and infected. This system has three equilibria; trivial, disease-free and endemic.
The trivial equilibrium is forever an unstable saddle position, while the disease-free state is locally asymptotically
stable under a threshold of delay parameter t as well as Ro < 1. The sufficient conditions for the local stability of
the endemic equilibrium point are further explored when min{Rg, R} > 1. The conditions for the occurrence of
the stability switching are also determined by taking infection delay time as a critical parameter, which concludes
that the delay can produce instability and small amplitude oscillations of population masses via Hopf bifurcations.
Further, we study the stability and direction of the Hopf bifurcations using the center manifold argument. Further-
more, some numerical simulations are conducted to validate our analytical findings and discuss their biological
inferences. Finally, the normalized forward sensitivity index is used to perform the sensitivity analysis of Ro and
Ry
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1 Introduction

In our daily life, there are many unhygienic and contaminated things which affect our health. The fruits and
vegetables, which we eat now, also became adulterated and may have a severe effect on human health. The interaction
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between adulterated foods and human is similar to a prey—predator interaction. This interaction may be decreased
exponentially with the spreading of media awareness.

In a recent scenario, adulteration is a serious concern and normally applies to supplementing adulterated matter
to the drink or food, which is intended to be sold to increase the quantity of the product, which is done either for
earning more money in short time or by carelessness in protection, processing, storing, transportation, marketing,
etc. The adulteration in fruits or vegetables increases the impurities in it, which will be hazardous for human health.
Our body needs a continuous supply of calories and nutrients for the healthy growth of cells, tissues, and organs,
and for this purpose, we use adulterated vegetables or fruits continuously. The presence of adulterants in fruits and
vegetables, like arsenic, lead, copper, calcium carbide, malachite green, wax coating, washing powder, and brick
powder, causes several deadly diseases, like cancer, brain hemorrhage, hormonal imbalances, appendicitis, liver
disorder, digestive problems, and gastric problems as cited in [1,2]. Some of them are already present in our body
in balanced measure, but in excess, it will become poisonous. Thus, adulteration in fruits and vegetables becomes
a paramount problem for our society.

Many provisions have been made by the government to control the problem of adulteration in fruits and vegetables
and to control the disease spread by them, but whether these are being followed or not remains uncertain. However,
the media has played an essential role in the promotion of these provisions and making conscious people aware
of this problem. Media, being the best source of information, can not only change the individuals’ role but also
increases the governmental health administration engagement to regulate the diseases spread by the consumption
of adulterated food. The most prominent source of knowledge about food adulteration is mass media, especially
television (65%). The public obtained many food scandals proved by media rather than supervision officials, which
seems to be playing an increasingly essential role in exposing food-safety problems [3]. Media also makes people
acquainted with the diseases and preventive practices, and informed population start practices like social distancing,
vaccination, etc. and try to minimize their risks of becoming infected. These behavioral shifts triggered by media
may happen in an unanticipated epidemic pattern [4]. Recent studies recommended that education and watching
TV have a meaningful impact in restricting the spread of HIV/AIDS among married couples in Bangladesh [5,6].
For other diseases like childhood diseases, Malaria, Cholera, and Pandemic influenza, propagation can be limited
media-induced awareness (e.g., social networking sites, newspaper, TV) and further interpersonal conversation
can modify the response of population in the presence of the prevailing disease [7,8]. Thus, the media play an
important role in reducing the problem of food adulteration and in controlling the diseases spread by adulteration.
In last decade, several mathematical models have been developed in controlling of infectious diseases with media
awareness [9—12], but no one has paid attention to mathematical models for the dynamics of diseases spread by the
consumption adulterated foods.

Naturally, the diseases can be spread when the human population come into contact with adulterated food
and eat it. This types of interaction in the literature are commonly known as prey—predator interaction. The first
prey—predator model was introduced by Lotka and Volterra [13, 14]; after that many prey—predator models have
been formulated by ecologists and mathematicians to understand the dynamics of interacting populations [15-18].
Dynamics of prey—predator models are generally delineated by a functional response, which is the number of prey
successfully attacked by a per predator as a function of prey density [19]. Skalski and Gilliam [20] suggested
that there are only three primary functional responses which can provide better descriptions of the dynamics of
predator—prey interaction by presenting statistical evidence.

Here, we will study a new response function other than these, which will be influenced by media and known as
media-induced response function. In this study, we have taken adulterated food as prey, while the human population
as a predator population. Further, the human population is classified into two classes, namely susceptible and
infected. The propaganda of interaction mainly affects the effective contact rate of susceptible individuals, and it
can increase the awareness of prevention and reduce the number of contact of susceptible by adjusting the media
awareness. Hence, the media-induced response function is defined as a functional response, which is the number
of prey successfully attacked by a per susceptible predator in the presence of infected predator with media effect
as a function of prey and infected predator densities. In the absence of media effect, the response function will be
linear, and once the outbreak of adulteration increases, the number of infections also increases. So in the presence
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of media, the susceptible persons restrict themselves from eating adulterated food. Hence the response function
exponentially decreases. Thus the media-induced response function is more suitable and realistic to study the effect
of food adulteration on the human population.

The susceptible person may become infected by eating adulterated food. Thus conversion from susceptible to
infected is not instantaneous, and actually, it requires a period, after that the susceptible may become infected. So,
based on this concept, we consider an eco-epidemic model, where the delay period partitioned the human population
into two stages: the early and later stages. Assume that the individuals in the early stage can transfer to the later
stage. When susceptible human population eats the adulterated food, it will be counted in the early stage as it takes
a constant time to develop the infection inside the susceptible population and then transfers into the later stage, i.e.,
infected individual class through a delay term. In the last decade, several researchers have increased their attention
on the epidemic models with multiple phases of infections, where infectivity passes through consecutive phases
of infection [21-24]. Thus, we believe that this is the first time where an eco-epidemic prey—predator model with
media-induced response function and multiples stages through time delay is considered to study the dynamics of
diseases spread by food adulteration.

The paper is organized as follows: Sect. 2 deals with the development of a mathematical model. The system
dynamics and the existence of equilibria are discussed in Sect. 3. The stability analysis is determined in Sect. 4. The
stability and direction of Hopf bifurcation are studied in Sect. 5. Further, the numerical simulations and discussion
are given in Sect. 6. Sensitivity analysis of the threshold R is performed in Sect. 7. Finally, a conclusion is presented
in the last section.

2 Model development

In this section, we will develop a prey—predator model with media-induced interaction of adulterated food and human
population, where the adulterated food will be used as a prey population while human as a predator population.
Further, the predator will be divided into two compartments, namely susceptible/latently infected and infected. Here
it is assumed that all the newborns are susceptible/latently infected and can be infected through the consumption
of adulterated food, and this will be the only source of infection in the human population. Moreover, it is assumed
that the infected predator population is only infected, but not infectious, and they cannot spread any disease. Let
x(1), y(t), and z(¢) be densities of prey, latently infected and infected human/predator population, respectively, at
time 7. The basic assumptions of our model are as follows:

(A1) The prey population is growing in a logistic manner with an intrinsic growth rate » and carrying capacity K.

(A2) The predation of adulterated foods by the susceptible human is influenced through the information spread
by media, which is represented in terms of the media-induced response function fe="*x(r), where f is
the predation rate and m is the density of media awareness corresponding to the predator population. This
term represents the predation, which influences through the information spread by media in proportion to
the infected person. Thus, when the media increases awareness, the predation rate exponentially decreases.
Hence, media-induced response function is exponentially decreasing due to media awareness in the presence
of infective person (as suggested in [25]).

(A3) In this paper, we discussed about only those susceptible human population, whose growth is completely
dependent on adulterated food. Hence the growth of this susceptible population is proportional to the predation
rate Bf (x(t), z(t))y(t)), with proportionality constant k as conversion rate. The same population dies out
naturally with mortality rate d.

(A4) The term Be "™ x(¢)y(r) does not represent the incidence or disease transmission. It shows the predation,
where kBe "2 x (1) y(r) represents the growth of susceptible predator in form of energy conversion. Also,
a fraction of this population dies out naturally with the rate d; and the remaining part of susceptible human
population becomes infected after a time period 7 as the conversion from one stage to another is not instan-
taneous (similar to that considered by several researchers in [26-28], where the predator has two stages:
immature and mature). Hence the term kBe~47 f(x(t — 1), z(t — 7)) y(t — 1) represents the total number
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Table 1 Parameters descriptions of the proposed system (2.1)

Parameter Description Unit

r Intrinsic growth rate of prey time ™!

K Carrying capacity of prey ind

B Predation rate ind~!time ™!
m Coefficient of media awareness -

k Conversion rate -

di Death rate of susceptible predator time™!

1753 Death rate of infected time ™!

T Time period to occur infection time

of infected persons, who joined the susceptible predator at the time r — 7, where 0 < e~¥17 < 1. If we put
7 = 0 in the model, the susceptible population becomes extinct and it immediately becomes infected. In this
case, we have to considered only two-dimensional system, i.e., adulterated food and infected human.

(AS5) The infected predator dies out naturally with mortality rate d.

Keeping the above assumptions in mind, our proposed mathematical model is ruled by the following system of
differential equations:

dx(® _ _XON 4wz

= () (1 < ) pe " Ox(n)y(0),
dg_t) = ke Ox()y(0) — diy (1) — ke~ e (1 — D)y(t — 1), @1
—dz(;) = kBe NTe T x(t — 1)y (t — T) — daz(t).

All the system parameters are positive and their description is given in Table 1.
The initial population densities for system (2.1) take the form:

x() =¢@), y() =v1(1), z(t) =Y2(t), 1 €[-7, 0],

2.2
(1) = 0, Y1(D), Y2(0) = 0, $(0) > 0, ¥1(0), Y2(0) > 0, =2
where ¢, ¥, Yp € C([—7, 0], Ri). From the second equation of system (2.1), we get
0
y(t) = / kBedis e+ x (s 4 $)y(t + s)ds.
-7
Thus, we can impose the following continuity condition:
0
¥1(0) = f kpe1* e 200 ()1 (5)ds. (2.3)
-7

Assume the continuous solution of (2.1) is X (¢) = (x(¢), y(?), z(t))T, is defined as X : Ry — Ri and is also
Lipschitzian in a compact set R4 with initial conditions (2.2) and (2.3). Therefore, [29, Theorem 2.3] ensures that
the system (2.1) with initial conditions (2.2) and (2.3) has a unique solution in R3+.

3 Positivity, Boundedness, and existence of equilibria

The positivity indicates that species are persistent and boundedness means a natural restriction to growth because
of limited resources. Hence, we can establish the following lemma:

@ Springer



Dynamics of a stage-structured SI model for food adulteration Page 50f21 1

Lemma 3.1 All solutions of set of equations (2.1) along with (2.2) are positive for all t > 0.

Proof Suppose (x(t), y(t), z(t)) is any solution of system (2.1) with initial conditions (2.2). For 0 < ¢t < 7, the
last equation of (2.1) gives

dz > —doz(t)
T hz(1).
Clearly z(r) > z(O)e’dz’ £ 7.(t) > 0 forall # > 0. Now first differential equation of (2.1), V¢ > o for some
to > 0, we get

% > rx(t) (1 - %) — Be "= x (1) y(r),

which gives

x(r) = x(0) exp (/l |:r <1 — %) — ﬁe—’"Z*(")y(u)] du) > 0.
0

For 0 <t < 7, the second equation of system (2.1) can be written as

i—f > —dyy(t) — ke f (x(t — 7), 2(t — 7)) y(t — 7).
Let v(t) be the solution of
fl_‘t’ = —dy(t) — kBeT f (x(t — 1), 2(t — D) v(t — 7), v(0) = y(0).

We have y(¢) > v(t) on 0 <t < 7, clearly,

t
v(t) = e~ |:y(0) — f kBeS=D f(x(s — 1), 2(s — ) y(s — r)ds] :
0

Hence

0 T
v(z>=e—dlf[ / kpes f(x (&), 2(£))y(£)dE — /0 kﬂed‘(“_”f(x(s—r),z(s—r))y(s—f)ds].

—T
We thus have v(r) = 0, and therefore y(¢) > O for ¢ € [0, t]. By induction, we can show that y(¢) > 0 for all
t > 0. m|

Lemma 3.2 The solutions of set of equations (2.1) along with (2.2) and (2.3) are bounded.

Proof Let V(1) = kx(t) + y(t) + z(¢) and d = min{1, d1, d»}, we have

2
‘L_Y — rk (1 - %) x(0) = diy(t) = daz(t) < (r + Dkx(r) rk};m —dV).
This gives
2
i—‘t/ +dV (@) < (r+ Dkx(1) — dnt = Mo.

where My = [(r + 1)?kK1/4r. Thus V() < Mo/d + (V(0) — Mo/d) e~ = Mo/d = M as t — oo, ie.,
x(t) <M, y(t) <M, z(t) < M for sufficiently large ¢ and hence the system (2.1) is bounded. |

Now, we find all biologically as well as feasibly relevant equilibria admitted by the system. There are three possible
equilibria for the model (2.1):

(1) Trivial equilibrium E; = (0, 0, 0), which always exists.
(ii) Disease-free or human-free equilibrium E, = (K, 0, 0), which also always exists.
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(iii) Endemic equilibrium E3 = (x*, y*, z¥) exists whenever min{RRg, R} > 1, where

Ro =kKB(1 —e 7Y /d,, (3.1)
and
R = 8™ /mrkK. (3.2)

The existence of E| and Ej is trivial, hence omitted. Here, we discuss only the existence of endemic equilibrium
in detail. If endemic equilibrium point E3(x™*, y*, z*) exists, it must satisfy the equations:

&Y pamz

rx (1 K) Be M xy =0,

kBe ™xy —dyy — kBe Te ™ xy = 0, (3.3)
kBe N1 Te™Mxy —dyz = 0.

Clearly, if there exists a positive equilibrium, it is a positive solution of

o <1 3 di ) — G
y= Be—mz kKpBe—mz(1 —e—dlf) T 2)s

drz(1 — e 4T)
o @ (34)

To find sufficient conditions for the uniqueness of a positive solution of (3.4), we follow the work of Lie et al. cited
in [30], which provides that

1
G(O):£<l——>, HO)=0 and G(@) > H@) if Rg > 1.
B Ro
Thus, the two curves G(z) and H(z) have at least one positive intersection. In order to determine the number of
other positive intersections, we consider the tangency of the above two curves G(z) and H (z). If the two curves

intersect, it must have G(z) = H(z) and G'(z) = H'(2), i.e.,

r r _ dhz(1 — e ) 35
—mz  Be-—2mz - —dit (3.5)
Be Be Ro die—4
and
2 dy(1 —e 17
ro r _ H( e ) (3.6)
ﬁe—mz ﬁe—ZmzRO mdle—dlr

The difference of equations (3.5) and (3.6) provides

_ a—diT
’ <Z _ l) dp(1-e77) 37)

Fe Ry \* ) aedn
Substituting the above value in (3.5), we obtain that

r 1 d(1—e 7)) dpz(1—e ")
Be—mz (@= Z) die-dit die-dit G:5)
which implies that

_ a—ditT
<2z - %) dZ(clzlejlw ) ﬂeimz. (3.9)
Squaring both sides of (3.9), we get
<2z - 1)2 hl-—e ity (3.10)
m dle=2hi pRe—2mz
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From (3.7) and (3.10), we get

1\> re97kK 1
T I LSy (L G.11)
m d> m

Leta = 1/m, 8 = (rkKe=%7%) /d>, then we have

= (4a +6) £ /66 — 8a)
= g .

Let mg = (8d2e417)/(rkK). It can be simply determined that (3.12) has no root for 0 < m < myg, and hence the
system (2.1) has a unique endemic equilibrium. For m = my, (3.12) has one unique root and the system (2.1) has
one endemic equilibrium point of multiplicity at least two. Again, if m > mg, then (3.12) has two roots and hence
the system (2.1) has three endemic equilibria. Thus, the existence of unique endemic equilibrium is stated in the
following:

(3.12)

Lemma 3.3 IfRo > 1and 0 < m < my (i.e., R§ > 1) or min{Ro, R} > 1, then the system (2.1) has a unique
endemic equilibrium point E3(x*, y*, z*).

The above lemma suggests that a unique endemic equilibrium point exists whenever the delay parameter crosses a
threshold (i.e., T > 7, := max{ 71, 72}), where

_1l 4 d; _11 mrkK
U= T k=4 ) BT 4 B\ sy )

4 Stability analysis

In this part, we perform the local stability analysis and existence of the Hopf bifurcation for the model (2.1), which
is governed by a crucial threshold Rg. Clearly the characteristic equation of trivial equilibrium E1(0, 0, 0) takes
the form (A — r)(A + d1)(A 4+ d») = 0, and hence E is an unstable saddle. Further the characteristic equation for
E>(K,0,0) is given as

O+ 1)+ da) (x —kKB(1 — e hTerTy 4 dl) —0.

It is clear that A = —r and A = —d, are always two negative eigenvalues. All other eigenvalues are given by the
solutions of equation A — kKB(1 — e “Te™") +d; = 0. f kKB(1 —e %) —d; < 0, i.e., Ry < 1, one can
easily check that the graph fi(A) = A and fo(A) = kKB(1 — e 4 7e™*T) — d; must intersect at a negative value
of A, and hence the predator-free equilibrium E; is locally asymptotically stable provided that Ry < 1, i.e., for all
T € (0, 19).

Now the characteristic equation of endemic equilibrium E3(x*, y*, z*) takes the form

A+ a @A +a (Or+ap(t) + [bz(r),\2 +bi(D)A + bo] e T =0, 4.1)
where

* * rx*
ap(t) = drkBx*e ™ |:/3y”‘e,mZ - ?ed”} ,

* « rx* rx*d
ai(t) = kpx*e™™* [ﬁy*emz - 7€dlri| —dpe T 4 iy

ar(t) = %x* + (dy + do) — kBxre™™"

’

*
bo(1) = kBx*e ™ eI (dy + dymy™) [% N ﬁy*e_mz*} ,
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bi() = kfx*e < eI (1 4+ my*) [r; — Byte " 4 —dzliﬁ';y }

by(7) = kBx*e " e~ T(1 4+ my*).

The above equation can be rewritten as

PO, T)+ QO T)e " =0, (4.2)
where

POuT) =2 +a(OA + a1 (Dr +ao(t), Q1) = ba(t)A> + by (T)A + by (7). (4.3)

Lemma 3.3 ensures the existence of a unique endemic equilibrium for t > t,. Therefore, existence of purely
imaginary roots of the characteristic equation (4.1) is established for T > t, by using the geometric criterion for
delay-dependent coefficients [31], which is stated as follows:

Lemma 4.1 Equation (4.2) has a pure imaginary root . = iw (v > 0) for T € I with I defined in (4.6), if all the
properties given in [31] are satisfied.

Proof For T € I, itis clear that

(i) P(0,7)+ Q(0,7) = (rdidax*)/K + dymkfx*y*e™"< [(VX*)/K - Vﬂy*e_mz*] # 0.

(i) P(iw, )+ Q(iw, 1) = —(az + by)w? + ag + by + i[—&> + (a1 + by)w] # 0.
(iii) The definitions of P (A, t) and Q (A, T) suggest that

lim sup{|Q(A,t)/P(A,T)| : || > 00, ReA>0}=0 < 1.
(iv) Let F be defined as F (w, 7) = |P(iw, 7)|* — |Q(iw, )|, where
1P(iw, T)]> = ® + (a§ - 2a1> ot + <a12 - 2a0a2) o + a2,
10Gw, 1) = blw* + (b% — 2bob2) o + b2,
We have
F(») = 0® + A(D)o* + B(t)o? + C(1) =0, (4.4)
with
A(T) = aj — b3 —2ay,

B(r) = a12 — b% — 2apay + 2boby,
C(1) = ad — b},

Let x = w?, then (4.4) is rewritten as follows:

x>+ Ax>+Bx+C=0. 4.5)

2

3 .
Let D = (5)" + (%) ,where h = B — %A2, g = 2—27A3 - %AB + C. Thus, there are three cases for the existence

of solution of (4.5).

(a) Equation (4.5) has a pair of complex roots and a real root when D > 0. The positivity condition of the real root
is given by

i 8 i 8 A
-t v+ )-8 _yp-Z.
X \/ 2" +\/ 2 3
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(b) Again for D = 0, (4.5) has all real roots, with two being equal. Moreover, if A > 0, it has only one positive
real root, 1 =2./—%§ — %. Otherwise for A < 0, there exists a positive root y; =2,/ —%§ — % for J/—% > %,

. .. A 3 g A .
and there exist three positive roots for £ < ,/—5 < —%, given by

g A g A
=232 -2 p=-3-2-Z
X1 3 3 X2 B 3

(c) If D < 0, there are three distinct real roots given as

3 \3/) 3
X2 =2 Mco ¢ +2m —é
2 3 37
|h]

where ¢ = arccos (—g/2+/(Ji|/3)3) has to be calculated in radians. Furthermore, if A > 0, there exists only
one positive root. Otherwise, if A < 0, there may exist either one or three positive real roots. If there is only
one positive real root, it is equal to max{x1, x2, x3}-

Hence, the sign of the discriminant D of (4.5) determines the number of positive roots. Hence, the existence of at
least one positive real root is given in the following region:

I ={t >1,:x(t) >0isarootof (4.5)}. (4.6)

Thus (4.4) has at least two real roots w4 (t) = £+/x(tr) for all T € I. Since the function F(w) is a sixth-degree
polynomial, it has at most six real zeros for all T € I.

(v) From implicit function theorem each root of F(w, t) = 01is continuous and differentiable in /, because F (w, T)
is differentiable with respect to w and continuous in w and 7 .

Hence, all the conditions given in [31] are satisfied, and thus the Lemma 4.1 ensures the existence of purely imaginary
roots of characteristic equation (4.2) forall T € 1. |

Now assume that A = iw (w > 0) is a purely imaginary characteristic root of (4.2). By substituting > = iw into
(4.2) and separating real and imaginary parts, we obtained the following transcendental equations:
a2w2 —ag = (bg — bza)z) cos wT + bjw sin wt,
®’ —ajo = biwcos wt — (by — bro?) sinwr. 4.7)
It follows from (4.7) that

(@20 — ag)(by — br?) + (0° — a10) (biw)

cos(wt) = (bo — br?)? + (b1w)? ;
2 — b — 3_ by — b 2
sin(wt) = (@0” — ag)(b10) — (@ — a1w)(bo — bro”) .
(bo — brw?)? + (b1w)?
As cited in [31], a well and unique 6(t) € [0, 2], VT € I, is defined by
cosO+(t) = bioz (@] — al“)i)2+ (@0i — 0(2))(2170 - bzwi)’
(biw1)* + (bp — brw?)
b 2 —ag) — (@] - bo — by}
sin 04 (7) = 10+ (@03 —ap) — (03 — aj0+)(bo zwi)' o)

(b1w1)? + (bo — brw? )2
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One can check that iw* with @* = w(t*) > 0 is a purely imaginary root of (4.2) if and only if t* is a roots of S,
defined by following map:

0+ (t) + 2nm

+ _
WO =T @

€ N.

Following Beretta and Kuang [31], we can state a theorem as given below:

Theorem 4.2 The characteristic equation (4.1) has a pair of simple pure imaginary roots .. = tiw(t*) att* € I,
provided S, (t*) = 0 for some n € Ny. This pair of simple conjugate pure imaginary roots crosses the imaginary
axis from left to right if §(t*) > 0, and right to left if 5(t*) < 0, where

. { dS, (1) }
=signy —— .
A=iw4 (T*) dr T=1%

Here, we can easily find that S, (0) < 0 and S,(t) > S,41(t) VT € I,n € Ny. Thus, if Sy has no zero in /, the
function S, also has no zero in / and if the function S, has positive zeros, denoted by ;) forsome r € I, n € Ny,
then without loss of generality, we may assume that dS,(z;])/dt # 0 with S, () = 0 and applying the similar
logic as in [31], it is obtained that the stability switches occur at the zeros of So(t), denoted by r({ . Thus using [29],
we can conclude the dynamics of stability switches in the following theorem:

dRe())
dr

8(t*) = sign {

Theorem 4.3 The local behavior of the system (2.1) at endemic equilibrium E3 is described as follows:

1. Ifthe function So(t) has no positive zero in I, then the endemic equilibrium E3(x*, y*, z*) is locally asymptot-
ically stable for all T > 1, or Rg > 1,0 < m < my.

2. If the function S,(t) has some positive zeros at t{, Ty, 75 ... in I for some n € Ny, then Ej3 is locally
asymptotically stable for T € (4, 1) U (15, 13) U ... and unstable with existence of a Hopf bifurcation for
T e (rf, 1)U (13, 1)) U.. ., ie, stability switching occurs from stability—instability—stability and so on.

5 Criticality and stability of Hopf bifurcation

In the previous section, we have got some sufficient conditions under which a class of periodic solutions bifurcated
from the steady state of the system (2.1), when the delay is more than the critical level 7*. Now we shall study the
direction of these Hopf bifurcations and stability of bifurcated periodic solutions using the method discussed in
[32]. Using Appendix A, we can compute the following values:

i 2
Cl(o): 1 <g20g1] _2|g1]|2_m)+&’
2w*T* 3 > (5 1)
J— w — . Im{Cl (0)} + lem{)\-/(f*)} .
1 Re{)/ (7))’ Pr=2RelC:O)}, T = WFTH )

which determine the behavior of periodic solution in the center manifold at t*, i.e., again if o > 0 (up < 0), then
the Hopf bifurcation is supercritical (subcritical) and the bifurcating periodic solution exists for 7 > * (t < t*);
B> determines the stability of the bifurcating periodic solution: the bifurcating periodic solution is stable (unstable)
if B> < 0 (B2 > 0) and, finally, the period increases (decreases) if 75 > 0 (7> < 0).
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Fig. 1 Time series plot for
T = 1.48 < 11 for
Ro = 0.990496 < 1

— Adulterated food
Susceptible human
Infected human

Population

0 20 40 60 80 100
Time

6 Numerical simulations and discussions

Our analytical results indicate that the time delay must be accountable for the observed regular cycles of disease
occurrence. To examine the effect of time delay on the system (2.1), let us consider the following model:

dx(r) _XON 4wz

B0 —0ax0 (1-52) - g,

—dz Et) — kB O () y (1) — 0.1y(1) — kBe™17e ™D (t — 1)y(t — 1), @D
% = ke NTe D (1t — 1)y(t — 1) — daz(t).

Here, some numerical results of system (6.1) will be discussed at different parametric values of 7, m, B, k, d>.
Letm =2, §=0.24, k = 0.3, d» = 0.2, then it is clear that all the solutions of (6.1) are positive and bounded.
A disease-free or human-free equilibrium point E>(10, 0, 0) exists and it is locally asymptotically stable for all
T < 1] = 1.49532 or Ry < 1. If we choose 7 = 1.48 < 11, then Rg = 0.990496 < 1, and hence the equilibrium
point E» (10, 0, 0) satisfies usual analytical criteria for stable equilibrium points (see Fig. 1). The equilibrium point
E»>(10, 0, 0) is not feasible for the society, as the human population may never be extinct in reality. Hence our main
objective in this paper is to determine the situation where the human population will survive with minimal effect of
adulterated foods on his health. Let us take 7, = max{z, 12}, where

1 d; 1 mrkK

T = d_110g<] +—kK,B—d1> and o = Elog( 3 )
We can see that all the key parameters including predation rate §, media effect m, carrying capacity K, growth rate
r, death rates d;, d», and conversion rate k are involved in the above threshold condition. This allows us to address
the effect of controlling parameter t as well as adulterated food on human health. For m = 2; 7o = 4.05465, in
this case a unique endemic equilibrium E3(x™*, y*, z*) exists for all 7 > 4.05465. Moreover, all the conditions
of the Lemma 4.1 are satisfied for all T € (4.05465 23.3547] and at least one pair of pure imaginary roots of
characteristic equation (4.2) exists, for which Sy has four zeros at 7" = 5.083, ;' = 10.197, 7j = 13.168 and
7, = 22.838. Thus Theorem 4.3 ensures the switching of stability of endemic equilibrium point E3(x*, y*, z*)
at 7 = 5.083, 7 = 10.197, t3 = 13.168 and 7, = 22.838. The endemic equilibrium is locally asymptotically
stable for all 7 € (4.05465 5.083) U [10.197 13.168) U [22.838 23.3547] and unstable with existence of a Hopf
bifurcation in [5.083 10.197) U [13.168 22.838). Choosing 7 = 4.4 > 1, = 4.05465, endemic equilibrium
E3(8.8040, 0.4498, 0, 4069) exists and locally asymptotically stable for Ry = 2.56294 > 1 (see Fig. 2).

Further, the periodic fluctuations in disease occurrence arise for a different range of delay parameter t, which

ensure that the stability of endemic equilibrium is switching from stability—instability—stability—instability—stability
(see Fig. 3).
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Fig. 2 The trajectory is
approaching to the endemic
equilibrium

E5(8.8040, 0.4498, 0, 4069)
fort =4.4 > 1, and

Ro > 1

o 500 1000 y(t) o s x(t)
time t

z(t)

¥t x(t)

Fig. 3 The periodic fluctuations in disease occurrence for delay parameter t in (7, 23.3547], a—c represent stability switching from
stability—instability—stability at t = 5, T = 5.5 and © = 10.5, respectively, d—f represent stability switching from instability—stability—
instability at 7 = 13.1, 7 = 13.3, and 7 = 23, respectively

Fig. 4 Approaching 10
towards the periodic = 8 WWWM‘MWM o7
fluctuations in disease 6 '

occurrence with predation

1 |
e =02 2 WWWWW o
=05 N
. |

(o} 1000 2000

5 0.5 | NN
o]
o] 1000 2000 y(t) 0 6 x(t)
time t

Similarly, it is observed that the predator coefficient 8, and the coefficient of media effect m can influence the
dynamics of the system (2.1). Figures 4 and 5, respectively, show the effect of predation rate and media coefficient
on destabilization of endemic equilibrium E3 (Fig. 6).

Thus the above numerical simulations suggest that the usually delay parameter destabilized the steady state,
whereas substantial delays have a stabilizing one. On the other hand, high predation and media awareness can
destabilize the steady state. As the spread of infections depends on different factors, therefore, real-time information
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diffusion about the risk factors of disease through media has a positive impact on controlling the transmission of
infectious diseases because of behavior, making them aware of the condition.

7 Sensitivity analysis

For real-life application, more attention should be paid towards highly sensitive parameters because these type of
parameters will produce significant qualitative changes by a slight variation in their respective values. Thus, in
this section, we discuss the sensitivity analysis of R and R using normalized forward sensitivity index, which is
defined as follows:

Definition (see [33]) The normalized forward sensitivity index of a variable, x, which depends upon a parameter,
y, is defined as
. ox y

)/y = g X )—C

By taking the numerical values of all the parameters, the normalized forward sensitive indices for R and Rj
are calculated in Table 2

From the above, it reveals that the parameters K, §, k, and t have a positive impact on Ry, which means that
when these parameters increase (or decrease) by keeping the others are constant, then the value of R will also
increase (or decrease). Similarly, the parameter d; has a negative impact on Ry, i.e., when the value of d; increases
(or decreases) while others are being constant, then the value of R decreases (or increases). On the other hand,
parameters r, K, m, and k have negative impact on 723 while d1, d», and 7 have positive impact. For example, 10%
increase (or decrease) in T will produce 9.278% increase (or decrease) in Rg, and 10% increase (or decrease) in
dy will produce 0.722% decrease (or increase) in Rg. Moreover, it can be easily seen that the parameters, which
have either a positive or a negative impact on R and R, are most sensitive. Therefore, these parameters should
be dealt very carefully as they play an adaptive role in disease outbreak.
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Table 2 The sensitivity indices for Ry and R

Parameter Value Sensitivity index of Rq Sensitivity index of Rf
r 0.4 0 -1

K 10 +1 -1

B 0.24 +1 0

m 2 0 -1

k 0.3 +1 -1

dy 0.1 —0.0722 +0.1480

dr 0.2 0 +1

T 1.48 +0.9278 +0.1480

8 Conclusions

Over the last few decades, it has been observed that food adulteration has a severe effect on human health. The
adulteration is applying not only in the food but also in all things. Hence humans have nothing else to eat except adul-
terated items. Therefore, we have proposed an eco-epidemic prey—predator model for contaminated food and human
with media awareness in the form of media-induced response function, where the growth of human is completely
dependent on adulterated foods and due to consumption of these adulterants, human is assumed to be infected, and
thus the predator population was divided into two compartments: susceptible and infected. The conversion from
the susceptible to infected cannot be instantaneous. It requires a period, after that the susceptible become infected.
In the analysis, it has obtained that the system has three equilibria, namely, trivial, boundary, and interior. The
trivial equilibrium is an unstable saddle point, while the boundary equilibrium point is locally asymptotically stable
for Rg < 1, 1i.e., for T < 11, which shows that due to adulterants if the conversion of the susceptible population
into infected is in short time, then both the populations will become extinct. In the next, by taking the delay as a
bifurcation parameter, we have obtained certain sufficient conditions on the existence of the switching stability of
the positive steady state. It shows that the delay can induce a small amplitude oscillations of population densities,
i.e., Hopf bifurcations, by applying the geometric approach for stability switches on the characteristic equation
with delay-dependent parameters. It has been recognized that the time-varying delay-dependent parameters play
an important role in the dynamics of disease propagation and the endemic steady state has a periodic fluctuation
in disease occurrence arise for different ranges of delay parameter t, which ensure that the stability of endemic
equilibrium is switching, whereas large delays have a stabilizing effect. Furthermore, by employing the center
manifold argument, the Hopf bifurcations’ direction and stability have ascertained. Finally, the sensitivity analysis
of threshold R and R is performed, which shows that media helps in lowering the predation rate of adulterated
foods as the predation rate is highly sensitive. Thus, when predation is reduced, the conversion rate of k£ will also
be reduced.

Moreover, we have proposed a new media-induced response function in the form of media awareness to represent
the interaction between adulterated food and human, which is exponentially decreasing with the increase of media
awareness, as in the presence of media, the susceptible persons restrict themselves from eating the adulterated food.
This response function is beneficial to know the various effects of food adulteration either by the predation or media
awareness. The thresholds of predation rate 8 and media effect coefficient m suggest to consume adulterated food
at a low quantity, otherwise due to higher quantity the system may destabilize. Since adulteration in fruits and
vegetables is a paramount problem for our society, the present work can be helpful in terms of showing the impact
of media awareness on adulteration along with the behavioral change in population.

Acknowledgements The first author would like to acknowledge and extend heartfelt gratitude to the Science and Engineering Research
Board, New Delhi, India, for the financial support.
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Appendix A

By the change of variables x1 () = x(t) — x*, x2(t) = y(t) — y*, x3(t) = z(t) —z*, x;(t) = x;(vt), T=1"+
and dropping the bars for simplifications of notations, system (2.1) is transformed into a functional differential
equation in C = C([—1, 0], R3) as

X(t) = Lu(x) + F(p, xp), (A.D)
where x(1) = (x1(t), x2(1), x3(t))T € R® and for ¢ = (¢1,¢2,¢3)T € C,L, : C - R, F: C x R — R,
respectively, are given by

(=55 — Byt —pe It mBextyt \ [ 61(0)
Lu(p) = (T + ) ke y* kBe " x* — dy —mkpe™" x*y* | | $2(0)
0 0 ) #3(0)

0 0 0 ¢1(—1)

+ (T ) | =y —gx* mexty* oD |,
¢yt Lx* —mix*y* $3(=1)

and
Ay

F(u,9) =" +w | A2 | +H.O.T,
Az

where

¢ = kﬁe—dl(r+u)e—mz*’
r¢12(0) —mz* * *
A= — + Be [my*$1(0)3(0) + mx“¢2(0)¢3(0) — ¢1(0)g2(0)],

K

Ay = kB ($1(0)2(0) — my* 1 (0)¢3(0) — mx*$2(0)¢p3(0))
+¢(my*¢1 (=D3(=1) + mx*¢2(=Dg3(=1) — g1 (=D (~1),
Az = —=¢(my*¢1(=1)¢3(=1) + mx*p2(=D3(=1) — 1 (=) (=1).

By the Riesz representation theorem, there exists a 3 x 3 matrix n(@, u) : [—1,0] — R3 whose elements are of
bounded variation such that

0
Lo =/1¢(9)dn(9,u), 0eC. (A2)
In fact, we can choose

(1= 21)2* _ ﬁe—mz*y* _ﬂe—mz*x* mﬂe—mz*x*y*
n@®, w) = (" +wn kBe <" y* kBe " x* — dy —mkBe "< x* y* 8(0)
0 0 —d
0 o0 0
(@ W | OyF —ex® mexty* |80+ 1), (A.3)

Cy* ox* —mkix*y*
where § is a Dirac delta function. For ¢ € Cl([—l, 0], R3), let us define

0o 0 cl—1,0),
Awg =1 4 (A4)
o o)dn(s, ), 6=0,
and
o, 0 e[—1,0),
R(uw)p = { FGud). 6 =0, (A.5)
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Then the system (A.1) is equivalent to the following operator equation:

u(t) = AGur + R(wuy,

where u = (x1, x2, x3)T and u;, = u(r +0) for 6 € [—1, 0].
For ¢ € C1([—1, 0], (R%)*), define

—dy(s)
R =0 s e[-1,0),
Ve = {/_01 ¥ (=0dn'(1,0), s=0,

and a bilinear form

0 6
(V¥ (5), $(6)) = ¥ (0)¢(0) —/1 /5_01/7(5 —0)dn(0) ¢(§)ds,

(A.6)

(A7)

(A.8)

where 1(6) = n(6, 0). Then A(0) and A* are adjoint operators. From the discussion in previous section, we know
that +iw™t* are eigenvalues of A(0) and therefore they are also eigenvalues of A*, corresponding to iw*7* and

—iw*t*, respectively.

Suppose that ¢(0) = (1, «, )/)Teie“’*f* is the eigenvector of A(0) corresponding to iw*t*, then A(0)g(#) =

iw*t*q (). It follows from the definition of A(0) and n(6, ) that

iw* + ,Be’mz*y* —r(l — 2}2—*) ,Be’mz*x* Pl
Tt kBe™T y* (e T iw* + kBe T x* (e T + 1 py | q(0) =0,
_kﬁe—dlr*e—mz*y* _kﬁe—dlr*e—mz*x* 3
where
Pl = _mﬂe—mz*x*y*’
p2 = —mkpe " a e h T

p3 = 10" + mkBe— N ety 4 dy|
Then, we can easily obtain ¢(0) = (1, &, y)T, where
o = Y@+ mkBe T ey 4 dy) — (ke T e y)
kBe—ditre=mat xx yx
_ ke - %) —iof)

dr + iw*

’

Again, let g*(0) = D(1, o*, y*)e™19"7" be the eigenvector of A* corresponding to —iw*t*, then similarly we can

obtain that
. Vi(—lo* + mkBe~ U™ e ™M xxy* 4 dh) — mkBe < x*y*
* = mkBe M x*y*(e~d1Tt — 1) ’
mx*(r(1 — 22 +iw*)
dr — iw* ’
By (A.8), we get

*

‘y:

0 9 sk % 5ok %
(@*(s),q®) = DA, a*, 7)1, o, y)" — / 1/5 Oi)(l,&*, 79 T EDdn@0) (1, a, y) el T de

0
=D [1 +aa® +yy*t—(1,a%, )7*)/ ¢(©@)dn(0)(1, a, V)T}
-1

= D[l +a@* + y7* + T"(7* — &) (" + ax™ — myx*y*) kpe =T e eI,
Then we choose
1

D= .
1 4+ aa* + yy* + o5 (7* — a*)(y* + ax* — myx*y*)kﬂe_dlT*e_mz*e_lw*

Tk’
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such that (g*(s), ¢(0)) = 1 and {(¢g*(s), g(0)) = 0. In the following, we use the ideas in Hassard et al. [32] to
compute the coordinates describing center manifold Cyp at u = 0. Define

z(t) = (g*, x;), W(t,0) = x;(0) — 2 Re[z(t)q ()], (A9)
on the center manifold C(, and we have

2 =2
W(t,0)=W(z(),z(t),0) = Wgo(e)% + W1 (0)zz + Woz% 4+, (A.10)

where z and 7 are local coordinates for Cp in C in the direction of ¢* and g*. Note that W is real if x; is real. We
deal only with the real solution. For solution x; € C¢ of (A.6), since u = 0, we have

(1) = 1w Tz + G*(0)F(0, W(z, 2, 0) + 2 Re{zq(0)}) & iw* 1%z + §*(0) Fo(z, 7) = iw*t*z + g (2. 7).

where g(z,z) = g*(0), and

Fo(Z,Z)=g20§+g11zZ+goz§+gzl%+--- . (A.11)
From (A.9) and (A.10), we have

x(0) = (x1:(0), x2, (), x3,(6)) = W (2, 6) + 29 (6) + 24 (6),

and

q(6) = (1,0, BT ™.

Thus, we can easily obtain that

2 =2
_ Z _ Z _
x1:(0) =z 4+7+ W2‘(§>(0)3 +wiP0)zz + W(%)(O)? + 0((z D),

2 =2
x2(0) = @z + dz + Wz%)(O)% + w® 02z + wg§>(o>% +0(@ D),
-~ @ 2 3) oz @ -3
x3:(0) = yz+yz+ Wy, (0)5 + W7 (0)zz + W, (0)? + 0((z, 2)|7),

2 52
i k% _ 3 * .k Z - Z =
X1 (—1) = ze 00T 4zl T W2‘5><—1)3 + W=Dz + Wé?(—l); +0(@z P,

2 =2
s * ok _ s P Z _ Z _
o (—1) = aze 00T 4 grelfe’tt 4 Wé?(—l)? + WS D2z + Wé?(—l)? +0(@z DP).

2 =2
s Kk o * ok Z — Z —
x3(=1) = yze 0T 4 ettt 4 Wéé’(—l); +wD(-Dzz + Wéi’(—l); +0(z DP).
From the definition of F(u, x;), we have

Aqp
gz, =D, a%, 7" | Ax
Ass

— r % *
— D [z2 [_E + Bymy*e ™ (1 — ka*) + aBymx*e ™ (1 — kid*)
—oz,Be_mz*(l _ k&*) + mkﬂyy*e—dlT*e—mz*e—210w*1*(&* _ )7*)
+mkaﬁyx*e—d1r*e—mz*e—2i6w*r*(5[* _ )7*) _kaﬂe—dlr*e—mz*e—ZiGw*r* (&* _ 37*)]
+z7z1 + 2220 + 22223,

where

Ay = —%xlz, (0) + Be™™ (my*x11(0)x3,(0) + mx*x2(0)x3,(0) — x1,(0)x2(0)).
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Ax = kBe™™ (x1,(0)x2 (0) — my*x1;(0)x3,(0) — mx*x,(0)x3,(0))
+hBe™ M e (my*xy (= Dxae (= 1) + ma*xp (= Dz (= 1) — x1, (= Dag (1),
Azy = —kBe e (my*xy (—1)x3 (= 1) + max*x, (= Dz (—1) — x1, (= Dxg (—1)),
= o By Py e (k@) By + dymae ™ (1 k)
—(a +@)Be " (1 — k&™) + (y + 7)mkBy*e DT e " (@* — %)
@y +ay)mkpxre™ T e (@ — §F) — (@ + @)kpe T e (@ — 7).

7 = _% + Bymy* e (1 — ka*) + Baymx*e " (1 — ka™) — aBe ™ (1 — ka™)

+mkﬂ)7y*e—d1‘[*e—mz*ezi@a)*‘[*(&* _ )7*) + mkﬂ&]?x*e_dlt*e_mz*eziew*t*(&* _ ,}7*)
_k&ﬂefdﬂ*efmz*eZiGw*r* (&* _ ]7*)’
r 1 1 —mz* - 3 1
3= —?(wal)(O) + Wy (0)) + Bmy*e ™ (1 — ka*) (WS (0) + y W, (0)

1 7 .
+-w$0) + %Wz((l)) 0)) + mx*e™™ (1 — ka*) (@WS 0) + y W (0)

2
@ y et
+SWH ) + 23D ) — B (1 — k&) (W 0 +a W} (0)
1 o _ * ok _ R,
+3 W30 (0) + —W2((1))(O)) +mkBy*e T e (a* — 7w (-1)

+ye —10(0 T W(l)( 1)+ 19(1) T W(3)( 1)_|_ 19(1) T W(l)( 1))
+mk,8x*e_ 1T g —mz" @* —)/ ) (e —ifw*t W1(3)( 1)+ ye —ifw*t W(Z)( 1

+2 1(96() T W(S)( 1) + 196() T W(2)( 1)) kﬁefdl‘[ efmz (&* _ 17*)

@ WD (1) + ae-lew w1+ Eeiew*r*Wz(Z)( 1 + 0T WD (1),

On comparing the coefficients with (A.11), we obtain that

g0 =2t"Dz, g1 =2t*Dzi, g =2t"Dzx gy =2t*Dz;.

In order to determine g»1, we need to compute W»o(6) and W1(6). From (A.6) and (A.9), we have

b _ . . = | AW —=2Re[g"(0)Foq(0)], 0 €[—~1,0), def
W=x—-2q-2a= {AW—ZRe[c}*(O)Foq(G)]—i-Fo, 6 =0, = AW+ H(z,2,0),

where
- 22 - 2
H(z,z,0) = H20(9)7 + Hi1(0)zz + H02(9)7 +
Note that on center manifold Cy near the origin W = W.z 4+ W:Z, and thus we obtain
(A =2iw"t" )Wy (0) = —Ha(0), AW11(60) = —H11(0).
Comparing the coefficients with (A.13), we obtain the following:
Hy(0) — 8209 (0) — 8024 (), Hi1(0) = —g119(0) — g114(0).
From (A.14), (A.15) and the definition of A, we have
Wao(0) = 2iw*t* Wao(0) + 204 (0) + §11G(0).
Noting that q(@) = ¢(0)e” 7" hence

1a) T* + 1802 G(0)e —2iw*t*0 + ElGZiw*T*O’

Wao(6) = e
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where E| = (Egl), E§2)’ EP)) € R3 is a constant vector.
Similarly, from (A.14) and (A.15), we obtain

igi1
w*T*

sk i_ PR
Wi (0) = =~ g(0)el ™ 4 S g0)e T 1
w”T

where E) = (Eél), Eéz), E§3)) € R3 is also a constant vector.

In the following we shall find out £ and E»>. From the definition of A and (A.14), we can obtain

0
/ W (0)dn(®) = 2"t W (0) = o0,
and

0
/1 W11 (0)dn(©) = —Hi (0),

where n(0) = n(0, 6). From (A.12) and (A.13), we have
H,
H0(0) = —g209(0) — 2024 (0) + 27" | H2 |,
H;
Hy
H11(0) = —g119(0) — g11¢(0) +27* | Hs |,
He

where

—r * * 5
H = Ve + Bymy*e™™* + aBfymxte™ —afe” T,

H» = —kBymy*e ™" — kafymx*e ™" + kape "%

D B Ty 17 I S D B N Ty L7 P e D B Ty 172 PRC S
—l—mkﬂyy*e dit e M 2i0w™t —l—mka,Byx*e dit e M 2i0w™t —kaﬂe dit e M 2iw™t

* * : * ok * * < * .k *
Hy = —mkﬂyy*e_dlr e Mz e—210w T —mkoz,Byx*e_d” e Mz e—219w T +kaﬂe_d” e~

Hy

-2 % % *
Tr +2Re(y)Bmy*e ™™ +2BRe(ay)mx*e™* —2BRe(a)e” ™,

Hs = —2kBRe(y)my*e ™ — 2kBRe(ay)mx*e " + 2kBRe(a)e "<

z* e—2i0w*r*

+2 Re(y)mkBy*e N e 4+ 2 Re(aj)mkBx*e T e — 2 Re(a)kBe T e ™",

He = —2 Re(y)mkBy*e 117 e 2 Re(ay)mkBx*e N7 e " 4+ 2 Re(a)kBe 17 e

Substituting (A.16) and (A.17) into (A.18) and noticing that
0 U P
(ia)*f*l —/ et 9dn(9)> q(0) =0,
—1
and

0 O -~
(—ia)*‘t*l -/, e T edn(G)) q(0) =0,

we obtain
o . H,
(Zia)*t*l —/ g’ an(e)) E\=2t"| H, |,
_1 [{3

which leads to

011 012 013 H,
o100 03 | E1=2| Hy |,
H;

03] 031 033

—mz*

(A.17)

(A.18)

(A.19)

(A.20)

(A21)

’

)
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where

o011

012
013
021
022
023
031

033

*

2 .
= 2iw* —r(1 — 2y = g™ ¥,

K
= e x,
_mlge—mz*x*y*’
= —kBe " yH(1 4 (120N
Diw* + dy — kBe " x* (1 4 e~ (@i F2i0NTy
= mkﬁe_mz*x*y*(l 4 e—(d1+2icu*)r*)’
= kBe” y*e—(d1+21w )r

= 2iw® + dy — mkBe " x*yre (D1 +2eNT

It follows that

—1
o11 012 013 H,;
E; =2\ 021 022 023 x | Hy
031 031 033 Hj

Similarly, substituting (A.17) and (A.18) into (A.19), we can get

S Be "< x* o13 H,
Ey =2\ 81 dy — kBe ™™ x*(1 + e~y mkpe ™" x*y* (1 +e~4™) | x| Hs |,
831 kﬂe_mz*x*e_d”* dy — mkﬂe_mz*x*y*e—dlf* He
where
2x* *
o1 =—r(l— ) — Be My,
o2 = —kﬂe*"”* *(1 4 e N,

023

— kﬂ y*e—dl‘[

Thus, we can determine W»o and Wy from (A.16) and (A.17).
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