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Abstract: In this paper, an improved COVID-19 model is given to investigate the influence of treat-
ment and media awareness, and a non-linear saturated treatment function is introduced in the model to
lay stress on the limited medical conditions. Equilibrium points and their stability are explored. Basic
reproduction number is calculated, and the global stability of the equilibrium point is studied under the
given conditions. An object function is introduced to explore the optimal control strategy concerning
treatment and media awareness. The existence, characterization and uniqueness of optimal solution
are studied. Several numerical simulations are given to verify the analysis results. Finally, discussion
on treatment and media awareness is given for prevention and treatment of COVID-19.
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1. Introduction

The year 2020 will be an extraordinary year. Since December 31, 2019, the 27 case of unknown
pneumonia were reported in Wuhan City of Hubei Privince in South China [1]. The virus has been
gradually discovered around the world after that, which is a new strain of coronavirus that has never
been found in humans before. The new virus that caused the outbreak of pneumonia in Wuhan was
originally known as coronavirus. On January 12, 2020, the World Health Organization (WHO) provi-
sionally named the virus 2019-nCoV. Subsequently, on February 11, the WHO held a press conference
in Geneva to announce the official designation of the infectious virus COVID-19. The Coronavirus
Study Group (CSG) formally recognizes this virus as a sister to severe acute respiratory syndrome
coronviruses (SARS-CoVs) of the species Severe acute respiratory syndrome-related coronavirus and
designates it as severe acute respiratory syndrome coronavirus 2 (SARS-CoV-2) [2].

Infectious diseases have been threatening people’s health all over the world, and many researchers
focus their attention on the study of epidemic models. The basic SIR models are used widely to investi-
gate epidemic diseases [3–6], however, diseases like urticaria, tuberculosis and AIDS have a long-time

http://http://www.aimspress.com/journal/mbe
http://dx.doi.org/10.3934/mbe.2022230


4912

infectious process, therefore SIR model is improved to SEIR model [7–9]. In the general prevention
and treatment of infectious diseases, besides the usual hospitalization for drug treatment, there are mea-
sures such as vaccination, artificial isolation, spraying disinfectant, and media coverage. According to
the characteristics of infectious diseases, various models of infectious diseases have been established
and studied with different control measures. With isolation as a control, an epidemic model is studied
and some possible impact on the susceptible individuals is discussed by Jana [10]. With the rampant
spreading of infectious diseases, it is necessary to allocate the resources on prevention and treatment
rational, so as to minimize financial, material and human resources for reducing the burden of the coun-
try. Therefore, investigation of the optimal control problem of infectious disease model is necessary.
Gao [11] considered three intervention strategies in a TB model, including vaccination of susceptible,
treatment of both latent and infectious individuals. With the increasing influence of media publicity,
more investigations are focused on revealing the impact of media coverage on disease transmission.
People will consciously conduct disease isolation under the influence of media publicity, and hygiene
will also reduce the risk of disease through media coverage frequent hand washing. In addition, me-
dia coverage will enable susceptible people to timely detect the early symptoms of infectious diseases
and acquire some therapeutic tips, so as to have a positive impact on disease prevention and control.
However, excessive and inappropriate media coverage not only consume lots of financial resources,
but also causes unnecessary social troubles. Therefore, the optimal control strategy for media is also
worth studying. Das [12] proposed and analyzed a tuberculosis transmission mathematical model to
consider the social awareness effects during an epidemic, and they proved the existence and obtained
the characterization of the optimal media control. In addition, considering the saturation incidence and
treatment function, Kar studied the optimal control of an SEIR infectious disease model to evaluate the
impact of media and treatment control [13].

There has been considerable research on COVID-19. However the origin of infection is still not
found, and the disease was first discovered at a seafood market in Wuhan, China, therefore it is thought
that the disease spread from bats to humans. Chen [14] developed a Bats-Hosts-Reservoir-People
transmission network model for simulating the phase-based transmissibility of the disease, and it is
showed that the transmissibility of SARS-CoV-2 was higher than Middle East respiratory syndrome in
the Middle East countries, similar to severe acute respiratory syndrome but lower than MERS in the
Republic of Korea by calculating the basic reproduction number. Khan [15] proposed a mathematical
model for coronavirus (2019-nCoV) and analyzed the dynamics behaviors of the disease by describing
the brief details of interaction among the bats and unknown hosts. General SEIR-type epidemiological
models incorporating appropriate compartments relevant to interventions such as quarantine, isolation
and treatment are investigated [16, 17]. Up till now, as no practical vaccine has been developed, the
impact of media coverage on society is particularly important while actively cooperating with hos-
pital treatment. In this paper, the saturation treatment function is introduced to the model [16], and
we explore the influence of optimal control on the model by taking treatment and media coverage as
control parameters. The novel coronavirus elimination condition and the optimal control scheme are
obtained by using dynamic analysis, calculation of basic reproduction number and investigation of op-
timal control. In this paper, the critical threshold of the system is calculated, and the conditions for the
global stability of the equilibrium are obtained. Therefore, it is found that the global stability is closely
related to the total number of initial susceptible groups. When the susceptible population is in a given
condition, the disease will not disappear completely, and the virus will change from pandemic to local
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epidemic. In the long run, the development trend and optimize the control of the disease are estimated
through the stability and optimization analysis of the disease dynamics system.

The paper is organized as follows. In Section 2, we developed the SEIR model by introducing the
saturation treatment function and media parameter. In Section 3, qualitative analysis are done to the
developed system. In Section 4, a control model is proposed to investigate the optimal control on treat-
ment and media coverage. Finally, in Section 5, several numerical simulations are given to verify the
conclusions, and the conclusions are included in Section 6.

2. The mathematical model

Assume that S (t) are susceptible, E(t) are exposed individuals, A(t) denote infected individuals
but not yet symptomatic, I(t) are those infected individuals with symptoms, H(t) are hospitalized
individuals, R(t) are recovered individuals, S q(t) are quarantined susceptible, and Eq(t) are isolated
exposed individuals. Considering that interventions such as quarantine, isolation and treatment, Tang
and Wang [16] proposed a nonlinear 2019-nCoV model system as follows:



S ′ = −(βc + cq(1 − β))S (I + θA) + λS q,

E′ = βc(1 − q)S (I + θA) − σE,

I′ = σ%E − (δI + α + γI)I,
A′ = σ(1 − %)E − γAA,

S ′q = (1 − β)cqS (I + θA) − λS q,

E′q = βcqS (I + θA) − δqEq,

H′ = δI I + δqEq − (α + γH)H,
R′ = γI I + γAA + γHH.

(2.1)

From [16], the treatment rate increases as infected cases increase. However, due to the limited
therapeutic capacity, the rate of treatment tends to be constant even with further increase in infections.
Following [13], we have the following assumptions:
(i) The treatment function is taken in saturated form as buH

1+γuH . With the elapse of time, the treatment
rate will gradually increase. However, due to the shortage of treatment resources and limited treatment
capacity, the treatment rate will eventually tend to a constant.
(ii) Due to the needs of economic development, The inflow of population is limited to a fixed constant,
which is considered as recruitment rate S 0.
(iii) The media effect M is introduced. It is assumed that under the influence of media publicity, some
susceptible people directly transition to the rehabilitation group at the rate of pS M.

Based on the above assumptions, system (2.1) is developed to the following model with media effect
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and saturation treatment function:

S ′ = S 0 − (βc + cq(1 − β))S (I + θA) + λS q − pS M,

E′ = βc(1 − q)S (I + θA) − σE,

I′ = σ%E − (δI + α + γI)I,
A′ = σ(1 − %)E − γAA,

S ′q = (1 − β)cqS (I + θA) − λS q,

E′q = βcqS (I + θA) − δqEq,

H′ = δI I + δqEq − αH − buH
1+γuH ,

R′ = γI I + γAA + buH
1+γuH + pS M.

(2.2)

Since the variable R of system (2.2) does not appear in the first seven equations, which implies
that the influence individuals in the recovery subclass does not transmit infection. In the subsequent
analysis, we only consider the following subsystem:

S ′ = S 0 − (βc + cq(1 − β))S (I + θA) + λS q − pS M

E′ = βc(1 − q)S (I + θA) − σE

I′ = σ%E − (δI + α + γI)I
A′ = σ(1 − %)E − γAA

S ′q = (1 − β)cqS (I + θA) − λS q

E′q = βcqS (I + θA) − δqEq

H′ = δI I + δqEq − αH − buH
1+γuH

(2.3)

with the initial conditions as:

S (0) ≥ 0, E(0) ≥ 0, I(0) ≥ 0, A(0) ≥ 0, S q(0) ≥ 0, Eq(0) ≥ 0,H(0) ≥ 0. (2.4)

3. Dynamics analysis

First, we study the boundedness and the basic reproduction number, and then we try to find the
endemic equilibrium and its stability.

3.1. Uniform boundedness of model

From system (2.3), we have
dS
dt |[S =0,E≥0,I≥0,A≥0,S q≥0,Eq≥0,H≥0] = S 0 + λS q > 0,
dE
dt |[S>0,E=0,I≥0,A≥0,S q≥0,Eq≥0,H≥0] = βc(1 − q)S (I + θA) ≥ 0,
dI
dt |[S>0,E≥0,I=0,A≥0,S q≥0,Eq≥0,H≥0] = σ%E ≥ 0,
dA
dt |[S>0,E≥0,I≥0,A=0,S q≥0,Eq≥0,H≥0] = σ(1 − %)E ≥ 0,
dS q

dt |[S>0,E≥0,I≥0,A≥0,S q=0,Eq≥0,H≥0] = (1 − β)cqS (I + θA) ≥ 0,
dEq

dt |[S>0,E≥0,I≥0,A≥0,S q≥0,Eq=0,H≥0] = βcqS (I + θA) ≥ 0,
dH
dt |[S>0,E≥0,I≥0,A≥0,S q≥0,Eq≥0,H=0] = δI I + δqEq ≥ 0.
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The above rates are all non-negative over the boundary planes of the non-negative cone of R7
+.

Therefore, for all nonnegative initial value points, the solutions of the system are positively bounded.
dI
dt |[S>0,E≥0,I=0,A≥0,S q≥0,Eq≥0,H≥0] ≥ 0 and dA

dt |[S>0,E≥0,I≥0,A=0,S q≥0,Eq≥0,H≥0] ≥ 0 mean that the existence
of individuals with symptomatic or asymptomatic infection can lead to the spread of the disease.
dH
dt |[S>0,E≥0,I≥0,A≥0,S q≥0,Eq≥0,H=0] ≥ 0 means that sufficient quarantine can promote the decrease of hos-

pitalized individuals.
Next, we prove that solutions are bounded in the nonnegative cone of R7

+. For system (2.3), as
S q ≤ S , we have

dS (t)
dt

+
dE(t)

dt
+

dS q(t)
dt

+
dEq(t)

dt
= S 0 − pS M − σE − δqEq

≤ S 0 − pM
S q + S

2
− σE − δqEq

≤ S 0 −min{
pM
2
, σ, δq}(S + E + S q + Eq).

Then we have

S + E + S q + Eq ≤
S 0

min{ pM
2 ,σ,δq}

,M,

so dI
dt < σ%M−(δI +α+γI)I and dA

dt < σ(1−%)M−γAA, then we have I(t) < σ%M

δI+α+γI
, N , A(t) < σ(1−%)M

γA
.

Because of
dH
dt

= δI I + δqEq − αH −
buH

1 + γuH
< δIN + δqM− αH,

for all t > 0, H(t) is bounded as well, that is H(t) < δIN+δqM

α
. Therefore, system (2.3) is well posed and

the solutions are bounded for all time, which is summarized in the following theorem.

Theorem 1. The solutions of system (2.3) with initial value (2.4) remain positive in R7
+ as t > 0, and

uniformly bounded in the region Γ = {(S , E, · · · ,H) ∈ R7
+ : (S + E + S q + Eq)(t) ≤ M, I(t) < N , A(t) <

σ(1−%)M
γA

,H(t) < δIN+δqM

α
}.

3.2. Basic reproduction number

Basic reproduction number is the number of new infections induced by a single infected individual
during the whole time period per day, it is critical to the spread of the infectious diseases. Obviously,
system (2.3) has a disease-free equilibrium P0 = ( S 0

pM , 0, · · · , 0). To calculate the basic reproduction
number R0, the next-generation matrix method is used in the paper studied by van den Driessche and
Watmough [18].

Let us write the system (2.3) as dχ
dt = F −V, where χ = (E, Eq, I, A,H, S , S q)T ,

F =



βc(1 − q)S (I + θA)
βcqS (I + θA)

0
0
0
0
0


, andV =



σE
δqEq

(δI + α + γI)I − σ%E
γAA − σ(1 − %)E

αH + buH
1+γuH − δI I − δqEq

(βc+cq(1−β))S (I+θA)
1+α(I+θA) − λS q + pS M − S 0

λS q − (1 − β)cqS (I + θA)


.
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The jacobian matrices of F andV at P0 are given by

DFP0 =

(
F 0
0 0

)
, DVP0 =

(
V 0
F1 F2

)
,

where F =


0 0 S 0βc(1−q)

pM
S 0βc(1−q)θ

pM

0 0 S 0βcq
pM

S 0βcqθ
pM

0 0 0 0
0 0 0 0

, V =


σ 0 0 0
0 δq 0 0
−σ% 0 δI + α + γI 0

−σ(1 − %) 0 0 γA

.
According to the Theorem 2 in [17], the basic reproduction number is the spectral radius ρ of the

matrix FV−1, and it is R0 = ρ(FV−1) =
S 0βc(1−q)

pM [ (1−%)θ
γA

+
%

δI+α+γI
].

3.3. Equilibrium points

The model always has a disease-free equilibrium (DFE) P0 = ( S 0
pM , 0, · · · , 0). To get an endemic

equilibrium P∗ = (S ∗, E∗, · · · ,H∗), we compute that

S ∗ =
S 0

pMR0
, I∗ =

σ%E∗

δI + α + γI
, A∗ =

σ(1 − %)E∗

γA
, S ∗q =

σq(1 − β)E∗

λ(1 − q)β
, E∗q =

σqE∗

(1 − q)δq
.

In addition, H satisfies

αru(1 − q)(δI + α + γI)H2 + {(δI + α + γI)[(1 − q)(α + bu) − ruσqE] − δIσ%Eru(1 − q)}H
− δIσ%E(1 − q) − σqE(δI + α + γI) = 0,

(3.1)

so there exists a unique H∗. And E satisfies S 0 −
σE
1−q − pS M = 0, so we obtain that E =

(1−q)S 0(R0−1)
σR0

,
then when R0 > 1, we have E∗ =

(1−q)S 0(R0−1)
σR0

.

Theorem 2. The model system (2.3) always exists a disease-free equilibrium point P0 = ( S 0
pM , 0,

0, · · · , 0), and exists an endemic equilibrium point P∗ = (S ∗, E∗, · · · ,H∗) when R0 > 1. There exists no
endemic equilibrium point when R0 ≤ 1.

3.4. Stability of the equilibrium point

Since the last two equations of system (2.3) are independent from the others, for stability analysis
purpose we omit the last two equations, but to investigate the optimal control problem we will consider
all these equations. The jacobian matrix J is given by
−{[βc + cq(1 − β)](I + θA) + pM} 0 −S [βc + cq(1 − β)] −S θ[βc + cq(1 − β)] λ

βc(1 − q)(I + θA) −σ S βc(1 − q) S θβc(1 − q) 0
0 σ% −(δI + α + γI) 0 0
0 σ(1 − %) 0 −γA 0

(1 − β)cq(I + θA) 0 (1 − β)cqS (1 − β)cqS θ −λ


.

(3.2)

Theorem 3. The disease-free equilibrium (P0) is locally asymptotically stable(unstable) if R0 <

1 (R0 > 1).
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Proof. The eigenvalues of the above jacobian matrix at P0 have −α − bu,−δq,−pM,−λ, and the other
three eigenvalues are the roots of the following equation:

x3 + (σ + δI + α + γI + γA)x2 + [(σ + γA)(δI + α + γI) + γAσ −
S 0βc(1 − q)σ

pM
(%

+ θ(1 − %)]x + γAσ(δI + α + γI)(1 − R0) = 0.
(3.3)

when R0 > 1, the eigenvalues have at least one positive root, so it is unstable as R0 > 1.
when R0 < 1, note that
a0 = γAσ(δI+α+γI)(1−R0), a1 = (σ+γA)(δI+α+γI)+γAσ−

S 0βc(1−q)σ
pM (%+θ(1−%), a2 = σ+δI+α+γI+γA,

a3 = 1,
The characteristic roots of Eq (3.3) are either real negative or with negative real parts if it satisfies

Routh-Hurwitz criterion a0 > 0, a2 > 0, a3 > 0 and a1a2 − a0a3 > 0. For Eq (3.3), we have

a1a2 − a0a3 =(σ + δI + α + γI + γA)[σ(δI + α + γI) + γA(σ + δI + α + γI)

−
S 0βc(1 − q)σ

pM
(% + θ(1 − %)] − γAσ(δI + α + γI)(1 − R0),

according to the practical significance of infectious diseases, we have δI + α + γI > γA, then

a1a2 − a0a3 >(σ + δI + α + γI + γA)[γA(σ + δI + α + γI) + σ(δI + α + γI)(1 − R0)]
− γAσ(δI + α + γI)(1 − R0)

=(σ + δI + α + γI)[γA(γA + σ + δI + α + γI) + σ(δI + α + γI)(1 − R0)]
>0.

Therefore the disease-free equilibrium is locally asymptotically stable when R0 < 1.

Next, we construct a Lyapunov function

L1 = S −
S 0

pM
−

S 0

pM
ln(

pM
S 0

S ) + E + I + A + S q + Eq + H.

Differentiating with respect to t, we have
dL1

dt
= −

(pMS − S 0)2

pMS
−
λS 0S q

pMS
− αH −

buH
1 + γuH

+ (
βc + cq(1 − β)

pM
S 0 − α − γI)I

+ (
βc + cq(1 − β)

pM
S 0θ − γA)A.

By Lyapunov LaSalle’s theorem, we have

Theorem 4. When R0 ≤ 1, the disease-free equilibrium P0 is globally asymptotically stable in the
interior of Γ of system (2.3) if βc+cq(1−β)

pM S 0 < min{α + γI ,
γA
θ
}.

Theorem 5. When R0 > 1, the unique endemic equilibrium point E∗ is globally asymptotically stable
in the interior of Γ of system (2.3) if
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pM >max{
15[βcq(N +

θσ(1−%)M
γA

)]2

4δq
,

15[λ + (1 − β)cq(N +
θσ(1−%)M

γA
)]2

4λ
,

25[βc + cq(1 − β)]2S ∗2

4(δI + α + γI)
,

5[βc + cq(1 − β)]2θ2S ∗2

γA
,

15[βc(1 − q)(N +
θσ(1−%)M

γA
)]2

4σ
},

(3.4)

max{
15(βcqS ∗)2

4(δI + α + γI)
,

3(βcqθS ∗)2

γA
} < δq <

2α
3
,

γA > max{
3[(1 − β)cqθS ∗]2

λ
,

3[σ(1 − %) + βc(1 − q)θS ∗]2

σ
},

and

δI + α + γI > max{
5δ2

I

2α
,

15[(1 − β)cqS ∗]2

4λ
,

15[σ% + βc(1 − q)S ∗]2

4σ
}.

Proof. To prove global stability of the unique endemic equilibrium point, we construct a Lyapunov
function

L2 =
1
2

(S − S ∗)2 +
1
2

(E − E∗)2 +
1
2

(I − I∗)2 +
1
2

(A − A∗)2 +
1
2

(S q − S ∗q)2 +
1
2

(Eq − E∗q)2 +
1
2

(H − H∗)2.

Differentiating with respect to t, we have
dL2

dt
= − {

pM
5

(S − S ∗)2 − βcq(I + θA)(S − S ∗)(Eq − E∗q) +
δq

3
(Eq − E∗q)2} − {

δI + α + γI

5
(I − I∗)2

− βcqS ∗(I − I∗)(Eq − E∗q) +
δq

3
(Eq − E∗q)2} − {

γA

4
(A − A∗)2 − βcqθS ∗(A − A∗)(Eq − E∗q)

+
δq

3
(Eq − E∗q)2} − {

α

2
(H − H∗)2 − δq(Eq − E∗q)(H − H∗) +

δq

3
(Eq − E∗q)2} − {

α

2
(H − H∗)2

− δI(I − I∗)(H − H∗) +
δI + α + γI

5
(I − I∗)2} − {

δI + α + γI

5
(I − I∗)2 +

λ

3
(S q − S ∗q)2

− (1 − β)cqS ∗(I − I∗)(S q − S ∗q)} − {
γA

4
(A − A∗)2 − (1 − β)cqθS ∗(A − A∗)(S q − S ∗q)

+
λ

3
(S q − S ∗q)2} − {

pM
5

(S − S ∗)2 +
λ

3
(S q − S ∗q)2 − [λ + (1 − β)cq(I + θA)](S − S ∗)(S q − S ∗q)}

− {
σ

3
(E − E∗)2 +

δI + α + γI

5
(I − I∗)2 − [σ% + βc(1 − q)S ∗](I − I∗)(E − E∗)} − {

σ

3
(E − E∗)2

+
γA

4
(A − A∗)2 − [σ(1 − %) + βc(1 − q)θS ∗](A − A∗)(E − E∗)} − {

δI + α + γI

5
(I − I∗)2

+
pM
5

(S − S ∗)2 + [βc + cq(1 − β)]S ∗(S − S ∗)(I − I∗)} − {
pM
5

(S − S ∗)2 +
γA

4
(A − A∗)2

+ [βc + cq(1 − β)]θS ∗(S − S ∗)(A − A∗)} −
bu(H − H∗)2

(1 + γuH)(1 + γuH∗)
− {

pM
5

(S − S ∗)2

+
σ

3
(E − E∗)2 − βc(1 − q)(I + θA)(S − S ∗)(E − E∗)} − [βc + cq(1 − β)](I + θA)(S − S ∗)2.

Using Theorem 1 and the bounds of the populations, it can be found that if inequality (Eq 3.4) hold,
then dL2

dt < 0, and dL2
dt = 0 iff S = S ∗, E = E∗, I = I∗, A = A∗, S q = S ∗q, Eq = E∗q, H = H∗ in Γ. By

Lyapunov LaSalle’s theorem, E∗ is globally asymptotically stable in the interior of Γ.
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Note 1. According to Theorem 5, in the absence of vaccine, in order to control disease stability,
expanding media coverage and actively doing a good job in quarantine and prevention is needed.

Note 2. As R0 = 1, Theorem 4 gives the condition of global stability of disease-free equilibrium.
Following Theorems 2 and 3, system (2.3) has an endemic equilibrium when R0 > 1 and there exists no
endemic equilibrium point when R0 ≤ 1, therefore it undergoes the forward bifurcation of transcritical
bifurcation. We use numerical simulation to verify the stability in the Section 5.

Note 3. Let S 0 = 1.5 × 104, c = 0.22781, β = 0.03, q = 4.18887 × 10−5, b = 0.1, u = 0.5,
θ = 4.5, λ = 20, p = 0.88, M = 300, σ = 4, % = 0.09998, δI = 0.13266, γI = 2.2029, α = 200,
γA = 1.0013978, δq = 125.9, γ = 0.014, then inequality (Eq 3.4) in Theorem 5 holds, which is not
an empty set. Therefore, from Theorem 5, we have that there are appropriate parameters to make the
endemic equilibrium globally stable.

3.5. Sensitivity analysis

Form the above discussion, if reducing the basic reproduction number R0 to less than 1, COVID-19
will be eliminated. Therefore, it is reasonable to investigate the influence of parameters on the basic
reproduction number (R0). We now analyze the sensitivity of the parameters using the method given
by Chitnis [4] to examine the robustness of R0.

Definition. The normalized forward sensitivity index for the variable c is denoted by Γ
R0
c , and Γ

R0
c

is defined as Γ
R0
c = ∂R0

∂c ×
c

R0
.

For the sensitivity analysis of system (2.3), the parameter estimates obtained from [13, 14, 16], as
well as the normalized forward sensitivity index of R0, are given in Table 1.

Table 1. Sensitivity index of relevant parameters

Parameter Description Estimated mean
value

Sensitivity index

β Probability of transmission per contact 2.1011×10−8 [16] 1
c Contact rate 14.781 [16] 1
q Quarantined rate 1.8887×10−7 [16] −1.8887 × 10−7

M Media control parameter 0.8 [13] −1
δI Transition rate of symptomatic in-

fected individuals to the quarantined
infected class

0.13266 [16] −0.22903

% Probability of having symptoms
among infected individuals

0.86834 [16] −0.52439

γI Recovery rate of symptomatic infected
individuals

0.33029 [16] −0.57024

γA Recovery rate of asymptomatic in-
fected individuals

0.13978 [16] −0.2007

α Disease-induced death rate 1.7826×10−5 [16] −3.0776 × 10−5

θ The multiple of the transmissibility of
A to I

0.5 [14] 0.2007
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As is shown in Table 1, probability of transmission per contact β, contact rate c and media control
parameter M are the most sensitive parameters. The least sensitive parameter is the quarantined rate
q. Therefore, in order to reduce the basic reproduction number and thereby control the spread of
the disease, it is the most effective way to reduce contact with individuals (decrease c), reduce the
possibility of transmission (decrease β), and increase media coverage (increase M), such as maintaining
an even greater distance, avoiding crowds, and wearing a mask. The epidemic information should be
open, accurate and transparent in time, and the progress and common sense of the epidemic situation
should be popularized.

4. The optimal control

Considering the costs and expenses of quarantine, treatment and media awareness program, it is
urgent to find out the optimal strategy. We construct the objective functional as follows according
to [11, 13]:

J = max
u,M

∫ t1

0
[S (t) − B1I(t) − B2A(t) − B3u2(t) − B4M2(t)]dt. (4.1)

B1, B2 are the per capita losses caused by the presence of symptomatic infected individuals and
ineffective treatment prognosis, respectively. The weight corresponding to the square of treatment and
media awareness control is taken as B3, B4 respectively, which represent the cost due to treatment and
media publicity. We need to find a pair of optimal control (u∗,M∗) such that

J(u∗,M∗) = max
u,M∈φ

J(u,M),

where φ = {(u,M)|u,M is Lebesugue measure and 0 ≤ u(t),M(t) ≤ 1 f or t ∈ [0, t1]} is the control set.
To obtain the optimal control solution (u∗,M∗), we now use Pontryagin’s Maximum Principle [13,

19, 20]. Then Hamiltonian L is as follows:

L = S (t)−B1I(t)−B2A(t) − B3u2(t) − B4M2(t) +λ1
dS
dt

+λ2
dE
dt

+λ3
dI
dt

+λ4
dA
dt

+λ5
dS q

dt
+λ6

dEq

dt
+ λ7

dH
dt
.

Here, (λ1, λ2, λ3, λ4, λ5, λ6, λ7) ∈ R5 is known as adjoint variable, which is determined by solving the
following equations

dλ1
dt = λ1(βc + cq(1 − β))(I + θA) + λ1 pM − (λ2βc(1 − q) + λ5(1 − β)cq + λ6βcq)(I + θA) − 1,

dλ2
dt = λ2σ − λ3σ% − λ4σ(1 − %),

dλ3
dt = λ1(cβ + cq(1 − β))S −λ2cβ(1 − q)S +λ3(δI + α + γI)−λ5c(1 − β)qS −λ6cβqS −λ7δI +B1,

dλ4
dt = λ1(cβ + cq(1 − β))S θ − λ2cβ(1 − q)S θ + λ4γA − λ5c(1 − β)qS θ − λ6cβqS θ + B2,

dλ5
dt = λ5λ − λ1λ,

dλ6
dt = λ6δq − λ7δq,

dλ7
dt = λ7α + λ7

bu
(1+γuH)2 ,

(4.2)
with transversality conditions λi(t1) = 0, for i = 1, 2, · · · , 7.

Note that the solution of system (4.1) is (λ̄1, λ̄2, . . . , λ̄7), then we verify the existence of optimal
control pair.
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Theorem 6. There exists a pair of optimal control (u∗,M∗) satisfied

J(I(t), u∗,M∗) = max
u,M

J(I(t), u(t),M(t)).

Proof. To verify the existence, the following properties is needed [20, 21]:
1) The set of controls and corresponding state variables is non-empty.
2) The control φ set is closed and convex.
3) The RHS of the state system is bounded by a linear function in the state and control variables.
4) The integrand of the objective functional is concave on φ.
5) There exist constants c1, c2 > 0 and ζ > 1 such that the integrand of the objective functional is
bounded above by c2 − c1(|u1(t)|2 + |u2(t)|2)ζ/2.

Then we have
1) The system (2.3) has bounded coefficients, following Lukes [22], we have the boundness of solution
of system (2.3).
2) From the practical meaning of control set, φ is closed and convex.
3) As 1 + γuH > 0, the right side of the equations in system (2.3) is continuous. Again, it can
be calculated by using the property of upper bounds(super-solutions) Ŝ , Ê, · · · , Ĥ of the following
equations:

Ŝ ′ = S 0 + λŜ q,

Ê′ = βc(1 − q)m(I + θA),
Î′ = σ%E,

Â′ = σ(1 − %)E,
Ŝ ′q = (1 − β)c(1 − q)m(I + θA),

Ê′q = βcqm(I + θA),

Ĥ′ = δI I + δqEq.

Following Theorem 1, S (t) ≤ M(M is a constant), then the above system can be written in vector
form: 

Ŝ
Ê
Î
Â
Ŝ q

Êq

Ĥ



′

=



0 0 0 0 λ 0 0
0 0 βc(1 − q)M βc(1 − q)Mθ 0 0 0
0 σ% 0 0 0 0 0
0 σ(1 − %) 0 0 0 0 0
0 0 (1 − β)cqM (1 − β)cqMθ 0 0 0
0 0 βcqM βcqMθ 0 0 0
0 0 δI 0 0 δq 0





Ŝ
Ê
Î
Â
Ŝ q

Êq

Ĥ


+



S 0

0
0
0
0
0
0


It is a linear system and the time interval is finite, then the super-solutions are uniformly bounded.

In addition, system (2.3) is bilinear in control and in the following vector form:

h(t, x,u) = v(t, x) + su,

where x = [S (t), E(t), · · · ,H(t)]T , u = [u(t),M(t)]T , and v is a constant coefficient vector valued
function about x.
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Using the boundness of the solutions, we have

|h(t, x,u)|≤

∣∣∣∣∣∣∣∣∣∣∣∣∣∣∣∣∣∣∣∣



0 0 0 0 λ 0 0
0 0 βc(1 − q)M βc(1 − q)Mθ 0 0 0
0 σ% 0 0 0 0 0
0 σ(1 − %) 0 0 0 0 0
0 0 (1 − β)cqM (1 − β)cqMθ 0 0 0
0 0 βcqM βcqMθ 0 0 0
0 0 δI 0 0 δq 0





Ŝ
Ê
Î
Â
Ŝ q

Êq

Ĥ



∣∣∣∣∣∣∣∣∣∣∣∣∣∣∣∣∣∣∣∣
+

∣∣∣∣∣∣∣∣∣∣∣∣∣∣∣∣∣∣∣∣



S 0

0
0
0
0
0
0



∣∣∣∣∣∣∣∣∣∣∣∣∣∣∣∣∣∣∣∣
≤Q |x|+S 0,

where Q depends on the coefficients of the system.
4) Note the objective functional

Z(t, x,u) = S (t) − B1I(t) − B2A(t) − B3u2
1(t) − B4M2

1(t),
Z(t, x, v) = S (t) − B1I(t) − B2A(t) − B3u2

2(t) − B4M2
2(t).

Now we prove (1 − q)Z(t, x,u) + qZ(t, x, v) ≤ Z(t, x, (1 − q)u + qv).
As

(1 − q)Z(t, x,u) + qZ(t, x, v) =S (t) − B1I(t) − B2A(t) − (1 − q)[B3u2
1(t) + B4M2

1(t)]
− q[B3u2

2(t) + B4M2
2(t)],

and
Z(t, x, (1− q)u + qv) = S (t)− B1I(t)− B2A(t)− B3[(1− q)u1(t) + qu2(t)]2 − B4[(1− q)M1(t) + qM2(t)]2.

Then we have

(1 − q)Z(t, x,u) + qZ(t, x, v) − Z(t, x, (1 − q)u + qv)
=B3[(1 − q)u1(t) + qu2(t)]2 + B4[(1 − q)M1(t) + qM2(t)]2 − (1 − q)[B3u2

1(t) + B4M2
1(t)]

− q[B3u2(t) + B4M2(t)]
= − q(1 − q){B3[u1(t) − u2(t)]2 + B4[M1(t) − M2(t)]2} ≤ 0

Hence, the function Z(t, x,u) is concave in the control set φ.
5) We have S (t)−B1I(t)−B2A(t)−B3u2(t)−B4M2(t) ≤ S (t)−B3u2(t)−B4M2(t) ≤ c2−c1(u2(t)+M2(t))ζ/2,
where c2 is an upper bound of S (t) with c1 = min{B3, B4}, ζ = 2.

Therefore, there exists a pair of optimal control (u∗,M∗) such as the objective functional (4.1) is the
maximum.
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Remark. The specific form of the optimality system is as follows:

S ′ = S 0 − (βc + cq(1 − β))S (I + θA) + λS q − pS M,

E′ = βc(1 − q)S (I + θA) − σE,

I′ = σ%E − (δI + α + γI)I,
A′ = σ(1 − %)E − γAA,

S ′q = (1 − β)cqS (I + θA) − λS q,

E′q = βcqS (I + θA) − δqEq,

H′ = δI I + δqEq − αH − buH
1+γuH ,

dλ1
dt = λ1(βc + cq(1 − β))(I + θA) + λ1 pM − (λ2βc(1 − q) + λ5(1 − β)cq + λ6βcq)(I + θA) − 1,

dλ2
dt = λ2σ − λ3σ% − λ4σ(1 − %),

dλ3
dt = λ1(cβ + cq(1 − β))S −λ2cβ(1 − q)S +λ3(δI + α + γI)−λ5c(1 − β)qS −λ6cβqS −λ7δI +B1,

dλ4
dt = λ1(cβ + cq(1 − β))S θ − λ2cβ(1 − q)S θ + λ4γA − λ5c(1 − β)qS θ − λ6cβqS θ + B2,

dλ5
dt = λ5λ − λ1λ,

dλ6
dt = λ6δq − λ7δq,

dλ7
dt = λ7α + λ7

bu
(1+γuH)2 ,

(4.3)
where S (0), E(0), I(0), A(0), S q(0), Eq(0),H(0) ≥ 0, and λi(t1) = 0, i = 1, 2, ..., 7.

Theorem 7. The optimal controls (u∗,M∗) with corresponding solutions to the state system S̄ ,Ē,· · · ,H̄,
which minimizes J over the region φ, is given by

u∗ = min{max{0, ū}, 1}, M∗ = min{max{0, M̄}, 1},

where ū = 1
3γH̄ ( 2B1/3

3

(B+6H̄
√

C)1/3 +
(B+6H̄

√
C)1/3

2B1/3
3

− 2), M̄ = −
λ̄1 pS̄
2B4

,

with B = 8B3 − 54γλ̄7bH̄2, C = 81λ̄2
7b2H̄2γ2 − 24λ̄7bγB3.

Proof. The controls ū and M̄ satisfy the optimality conditions ∂L
∂u = 0 and ∂L

∂M = 0.
From ∂L

∂M = 0, we have M̄ = −
λ̄1 pS̄
2B4

, then λ̄1 < 0.
From ∂L

∂u = 0, we have 2B3u(1 + γuH)2 = −λ7bH, so λ7 < 0. we obtain 2B3γ
2H2u3 + 4B3γHu2 +

2B3u + λ7bH = 0, and it has only one real root ū = 1
3γH̄ ( 2B1/3

3

(B+6H̄
√

C)1/3 +
(B+6H̄

√
C)1/3

2B1/3
3

− 2), M̄ = −
λ̄1 pS̄
2B4

,
where B and C are given.

As the two controls are bounded, and the upper and the lower bounds are 0 and 1, respectively.
Then we have the optimal control pair.

Due to the bounds of the state system, the adjoint system has bounded coefficients which is linear
in every variable. Therefore, the adjoint system (4.2) is bounded which is dependent on the final time
t1. For convenience, we consider the coefficient γ = 0 and then simplify buH

1+γuH into buH. Now we use
the method in [11,23] to solve the uniqueness of the optimality system (4.3) for the small time window
as follows:

Theorem 8. For t1 sufficiently small, the solution to the system (4.3) is unique.
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Proof. Suppose (S , E, I, A, S q, Eq,H, λ1, λ2, λ3, λ4, λ5, λ6, λ7) and (S̃ , Ẽ, Ĩ, Ã, S̃ q, Ẽq, H̃, λ̃1, λ̃2, λ̃3, λ̃4,
λ̃5, λ̃6, λ̃7) are two distinct solutions to the optimal system (4.3).

For µ > 0, let

S = eµtx, E = eµty, I = eµtz, A = eµtr, S q = eµtn, Eq = eµtv,H = eµtw,

λ1 = e−µt f , λ2 = e−µtg, λ3 = e−µth, λ4 = e−µti, λ5 = e−µt j, λ6 = e−µtk, λ7 = e−µtl,

S̃ = eµt x̃, Ẽ = eµtỹ, Ĩ = eµtz̃, Ã = eµtr̃, S̃ q = eµtñ, Ẽq = eµtṽ, H̃ = eµtw̃,

λ̃1 = e−µt f̃ , λ̃2 = e−µtg̃, λ̃3 = e−µt̃h, λ̃4 = e−µt̃i, λ̃5 = e−µt j̃, λ̃6 = e−µt̃k, λ̃7 = e−µt̃l,

and the optimality conditions become

u = min{max{0,
1
3

(
24/3B3

(B +
√

B2 −C)1/3
+

(B +
√

B2 −C)1/3

24/3B3
−

2
γH

)}, 1},

M = min{max{0,−
λ1 pS
2B4
}, 1},

ũ = min{max{0,
1
3

(
24/3B3

(B̃ +
√

B̃2 − C̃)1/3
+

(B̃ +
√

B̃2 − C̃)1/3

24/3B3
−

2

γH̃
)}, 1},

M̃ = min{max{0,−
λ̃1 pS̃
2B4
}, 1},

with B = 16B3
3γ

3H3 − 108B2
3γ

4λ7bH5, C = 256B6
3γ

6H6, B̃ = 16B3
3γ

3H̃3 − 108B2
3γ

4λ̃7bH̃5, C̃ =

256B6
3γ

6H̃6 and λ1, λ̃1, λ7, λ̃7 < 0.
From the first equation of system (4.3), we have

µx + x′ = S 0e−µt − [βc + cq(1 − β)]x(eµtz + θeµtr) + λn − pxM,

and
µx̃ + x̃′ = S 0e−µt − [βc + cq(1 − β)]x̃(eµtz̃ + θeµtr̃) + λ̃n − px̃M̃.

Next, we subtract the above two equations, multiply them by x− x̃ on both sides, and then integrate
both sides from 0 to t1 to get the following result:

µ

∫ t1

0
(x − x̃)2dt +

1
2

[x(t1) − x̃(t1)]2 = − [βc + cq(1 − β)]
∫ t1

0
eµt(xz − x̃̃z)(x − x̃)dt

− [βc + cq(1 − β)]θ
∫ t1

0
eµt(rx − r̃ x̃)(x − x̃)dt

+ λ

∫ t1

0
(n − ñ)(x − x̃)dt − p

∫ t1

0
(Mx − M̃x̃)(x − x̃)dt.

In order to simplify the inequality, we have

(xy − x̃̃y)(z − z̃) = (xy − x̃y + x̃y − x̃̃y)(z − z̃)
= x(y − ỹ)(z − z̃) + ỹ(x − x̃)(z − z̃)

≤
1
2

[x2(y − ỹ)2 + (z − z̃)2] +
1
2

[̃y2(x − x̃)2 + (z − z̃)2]

= C[(x − x̃)2 + (y − ỹ)2 + (z − z̃)2],
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where C depends on bounds for x, ỹ.
For B ≤ B +

√
B2 −C ≤ 2B and 16B3

3γ
3H3 ≤ B ≤ C3

1(H + 1)6(C1 is a positive constant), we have

(u − ũ)2 =
1
9

[(
24/3B3

(B +
√

B2 −C)1/3
+

(B +
√

B2 −C)1/3

24/3B3
−

2
γH

)

− (
24/3B3

(B̃ +
√

B̃2 − C̃)1/3
+

(B̃ +
√

B̃2 − C̃)1/3

24/3B3
−

2

γH̃
)]2

≤
1
9

(
24/3B3

B1/3 +
B1/3

2B3
−

2
γH
−

2B3

B̃1/3
−

B̃1/3

24/3B3
+

2

γH̃
)2

≤
1
9

(−
1
γH

+
C1(H + 1)2

2B3
−

2B3

C1(H̃ + 1)2
− γH̃ +

2

γH̃
)2.

As H, H̃ is bounded, then there is a positive constant C2, C3 such that (H − H̃)2 = e2µt(w − w̃)2 ≤

e2µt1(w − w̃)2 = C2
3 and

(u − ũ)2 ≤
1
9

[C2 + γeµt(w − w̃)]2

≤ C4(w − w̃)2,

where C4 =
(C2+C3)2e2µt1

9C3
.

It is easy to obtain that

(M − M̃)2 ≤
p2

4B2
4

(λ1S − λ̃S̃ )2

=
p2

4B2
4

( f x − f̃ x̃)2

≤
p2C5

4B2
4

[(x − x̃)2 + ( f − f̃ )2],

where C5 depends on bounds for f , x̃.
Based on the above inequalities, we have

µ

∫ t1

0
(x − x̃)2dt +

1
2

[x(t1) − x̃(t1)]2 ≤M1eµt1

∫ t1

0
[(x − x̃)2 + (z − z̃)2 + (r − r̃)2]dt

+ N1

∫ t1

0
[(x − x̃)2 + (n − ñ)2 + ( f − f̃ )2]dt.

Similarly, we have

(µ + σ)
∫ t1

0
(y − ỹ)2dt +

1
2

[y(t1) − ỹ(t1)]2 ≤M2eµt1

∫ t1

0
[(x − x̃)2 + (y − ỹ)2 + (z − z̃)2 + (r − r̃)2]dt,

(µ + δI + α + γI)
∫ t1

0
(z − z̃)2dt +

1
2

[z(t1) − z̃(t1)]2 ≤N2

∫ t1

0
[(y − ỹ)2 + (z − z̃)2]dt,

(µ + γA)
∫ t1

0
(r − r̃)2dt +

1
2

[r(t1) − r̃(t1)]2 ≤N3

∫ t1

0
[(y − ỹ)2 + (r − r̃)2]dt,
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(µ + λ)
∫ t1

0
(n − ñ)2dt +

1
2

[n(t1) − ñ(t1)]2 ≤M3eµt1

∫ t1

0
[(n − ñ)2 + (z − z̃)2 + (r − r̃)2]dt,

(µ + δq)
∫ t1

0
(v − ṽ)2dt +

1
2

[v(t1) − ṽ(t1)]2 ≤M4eµt1

∫ t1

0
[(x − x̃)2 + (z − z̃)2 + (r − r̃)2 + (v − ṽ)2]dt,

(µ + α)
∫ t1

0
(w − w̃)2dt +

1
2

[w(t1) − w̃(t1)]2 ≤N4

∫ t1

0
[(z − z̃)2 + (v − ṽ)2 + (w − w̃)2]dt,

µ

∫ t1

0
( f − f̃ )2dt +

1
2

[ f (0) − f̃ (0)]2 ≤M5eµt1

∫ t1

0
[(z − z̃)2 + (r − r̃)2 + ( f − f̃ )2 + (g − g̃)2

+ ( j − j̃)2 + (k − k̃)2]dt + N5

∫ t1

0
[(x − x̃)2 + ( f − f̃ )2]dt,

(µ + σ)
∫ t1

0
(g − g̃)2dt +

1
2

[g(0) − g̃(0)]2 ≤N6

∫ t1

0
[(g − g̃)2 + (h − h̃)2 + (i − ĩ)2]dt,

(µ + δI + α + γI)
∫ t1

0
(h − h̃)2dt +

1
2

[h(0) − h̃(0)]2 ≤M6eµt1

∫ t1

0
[(x − x̃)2 + ( f − f̃ )2 + (g − g̃)2

+ (h − h̃)2 + ( j − j̃)2 + (k − k̃)2]dt

+ N7

∫ t1

0
[(h − h̃)2 + (l − l̃)2]dt,

(µ + γA)
∫ t1

0
(i − ĩ)2dt +

1
2

[i(0) − ĩ(0)]2 ≤M7eµt1

∫ t1

0
[(x − x̃)2 + ( f − f̃ )2 + (g − g̃)2

(i − ĩ)2 + ( j − j̃)2 + (k − k̃)2]dt,

(µ + λ)
∫ t1

0
( j − j̃)2dt +

1
2

[ j(0) − j̃(0)]2 ≤ N8

∫ t1

0
[( f − f̃ )2 + ( j − j̃)2]dt,

(µ + δq)
∫ t1

0
(k − k̃)2dt +

1
2

[k(0) − k̃(0)]2 ≤N9

∫ t1

0
[(k − k̃)2 + (l − l̃)2]dt,

(µ + α)
∫ t1

0
(l − l̃)2dt +

1
2

[l(0) − l̃(0)]2 ≤N10

∫ t1

0
[(w − w̃)2 + (l − l̃)2]dt,

where Mi(i = 1, 2, . . . , 7) and N j( j = 1, 2, . . . , 10) depend on the coefficients and the bounds of the
state variables and co-state variables.

Mathematical Biosciences and Engineering Volume 19, Issue 5, 4911–4932.



4927

Now from the above conclusions, we obtain

[µ − (M1 + M2 + M4 + M6 + M7)eµt1 − (N1 + N5)]
∫ t1

0
(x − x̃)2dt

+ [(µ + σ) − M2eµt1 − (N2 + N3)]
∫ t1

0
(y − ỹ)2dt + [(µ + γA) − M7eµt1 − N6]

∫ t1

0
(i − ĩ)2dt

+ [(µ + δI + α + γI) − (M1 + M2 + M3 + M4 + M5)eµt1 − (N2 + N4)]
∫ t1

0
(z − z̃)2dt

+ [(µ + γA) − (M1 + M2 + M3 + M4 + M5)eµt1 − N3]
∫ t1

0
(r − r̃)2dt

+ [(µ + λ) − M3eµt1 − N1]
∫ t1

0
(n − ñ)2dt + [(µ + δq) − M4eµt1 − N4]

∫ t1

0
(v − ṽ)2dt

+ [(µ + α) − (N4 + N10)]
∫ t1

0
(w − w̃)2dt + [(µ + α) − (N7 + N9 + N10)]

∫ t1

0
(l − l̃)2dt

+ [µ − (M5 + M6 + M7)eµt1 − (N1 + N5 + N8)]
∫ t1

0
( f − f̃ )2dt

+ [(µ + σ) − (M5 + M6 + M7)eµt1 − N6]
∫ t1

0
(g − g̃)2dt

+ [(µ + δI + α + γI) − M6eµt1 − (N6 + N7)]
∫ t1

0
(h − h̃)2dt

+ [(µ + λ) − (M5 + M6 + M7)eµt1 − N8]
∫ t1

0
( j − j̃)2dt

+ [(µ + δq) − (M5 + M6 + M7)eµt1 − N9]
∫ t1

0
(k − k̃)2dt ≤ 0.

(4.4)

Let the coefficients of system (4.4) be positive. For example, µ − (M1 + M2 + M4 + M6 + M7)eµt1 −

(N1 + N5) > 0, then µ > M1 + M2 + M4 + M6 + M7 − N1 − N5, and t1 <
1
µ
ln µ+N1+N5

M1+M2+M4+M6+M7
. Similarity,

we obtain all of the other µi and t1i (i = 1, 2, . . . , 14). Take µ = max{µi}, t1 = min{t1i}. Then we have

x = x̃, y = ỹ, z = z̃, r = r̃, n = ñ, v = ṽ,w = w̃, f = f̃ , g = g̃, h = h̃, i = ĩ, j = j̃, k = k̃, l = l̃

and
S = S̃ , E = Ẽ, I = Ĩ, A = Ã, S q = S̃ q, Eq = Ẽq,H = H̃,

λ1 = λ̃1, λ2 = λ̃2, λ3 = λ̃3, λ4 = λ̃4, λ5 = λ̃5, λ6 = λ̃6, , λ7 = λ̃7.

Hence the solution of system (4.3) is unique for small time.

Remark. If we choose a sufficiency large µ and a sufficiently small t1, the solution of system (4.3)
is unique, and then we can find the unique optimal control of system (4.2).
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5. Numerical simulations
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Figure 1. The disease free equilibrium point is stable when R0 < 1.
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Figure 2. The endemic equilibrium point is stable when R0 > 1.

This section of numerical simulation is obtained by using MATLAB software. At the beginning of
the virus outbreak, large influx of population pour in Wuhan as it is just the Chinese new year vocation,
and the size is about S 0 = 2 × 105 [14]. Let these parameters {λ, σ, α, δq} = {1/14, 1/7, 1.7826 ×
10−5, 0.1259}, the initial values are set as follows:

(S (0), E(0), I(0), A(0), S q(0), Eq(0),H(0)) = (11081000, 105.1, 27.679, 53.839, 739, 1.1642, 1)

from Markov Chain Monte Carlo (MCMC) and WHO [17]. Now, we set several parameters related to
treatment and media influence as {p, γ, b, u} = {0.78, 0.014, 0.5, 0.5} [13]. Combining the data in Table
1, we have Figure 1, and it is shown that when R0 < 1, the disease-free equilibrium point is stable. In
addition, as shown in Figure 2, we increase β to 2.1011 × 10−7, the endemic equilibrium point appears
and it is stable when R0 > 1. Therefore only by controlling basic reproduction number below 1, the
disease can be completely eliminated.
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Figure 3. Variation of population for different control strategies.u = 0,M = 0 means no
control, u = 0,M , 0 means only media control, u , 0,M = 0 means only treatment control,
u , 0,M , 0 means media and treatment co-control.
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We still use the initial values of the outbreak area to simulate the optimal solution, the weights of
the objective function are set to B3 = 150, B4 = 10, 000. It is shown in Figure 3 that the media has a
particularly large impact on disease prevention, control and treatment, which also verifies our previous
sensitivity analysis. From (a)–( f ) of Figure 3, it is shown that while u = 0,M = 0 and u , 0,M = 0,
the lines overlap. While u = 0,M , 0 and u , 0,M , 0, the lines also overlap. Therefore, we conclude
that treatment has basically no effect on the spread of infectious diseases. Only by strengthening media
publicity, the individuals will isolate themselves consciously, thus resulting in the decrease of the
disease transmission rate, therefore media coverage has played a great role in disease prevention and
control. However, it is shown in (g) of Figure 3 that when u , 0,M , 0, the rate of increase in number
of hospitalized individuals is becoming slower while compared with those short of controls, so media
and treatment control co-function have a great effect on the hospitalized individuals. This provides us
with an optimal strategy for disease prevention and control.

6. Conclusions

The media campaign is particularly important when there is no vaccine or vaccines are not universal.
In this paper, an improved COVID-19 model is given to investigate the influence of the treatment and
media awareness. A nonlinear saturated treatment function is introduced in the model to lay stress on
the limited medical conditions. Model analysis shows that the model has only two equilibrium points,
namely disease-free equilibrium point and endemic equilibrium point. When R0 < 1, the disease-free
equilibrium point is stable, but when R0 > 1, the disease-free equilibrium point becomes unstable. If
R0 > 1, the system begins to appear an endemic equilibrium point, and it is stable, which undergoes
the forward bifurcation at R0 = 1. An object function is constructed by taking treatment and media
coverage as control parameters, and optimal control is used to guide the degree of execution of treat-
ment and media awareness. Numerical analysis shown that media coverage is useful to prevent and
control diseases, strengthening media coverage to reduce the contact rate is important for the disease
control. The co-function of treatment and media campaign show great effect on reducing the number
of hospitalized individuals, therefore beside media coverage, increasing the treatment rate to reduce
the number of hospitalized individuals (such as setting up new hospitals, mobilization of doctors, etc.)
is also important for the disease spreading. The values of optimal control are calculated to guide the
control degree. The investigations show that controlling the media campaign is of great importance to
prevent and control of COVID-19 after the outbreak.

With the development and popularization of vaccine, the COVID-19 model with vaccine and non-
linear transmission rate will be further studied. Under the influence of multiple parameters, bifurcation
phenomena and limit cycles under multiple codimension will occur. These problems are interesting
and worth studying, and we leave them for future research.
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