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Abstract: This paper introduces stochastic disturbances into a semi-parametric SEIR model with
infectivity in an incubation period. The model combines the randomness of disease transmission and
the nonlinearity of transmission rate, providing a flexible framework for more accurate description
of the process of infectious disease transmission. On the basis of the discussion of the deterministic
model, the stochastic semi-parametric SEIR model is studied. Firstly, we use Lyapunov analysis
to prove the existence and uniqueness of global positive solutions for the model. Secondly, the
conditions for disease extinction are established, and appropriate stochastic Lyapunov functions are
constructed to discuss the asymptotic behavior of the model’s solution at the disease-free equilibrium
point of the deterministic model. Finally, the specific transmission functions are enumerated, and the
accuracy of the results are demonstrated through numerical simulations.

Keywords: stochastic SEIR model; semi-parametric; nonlinear incidence rate; stability; disease-free
equilibrium

MSC: 34F05; 60H10; 92B05

1. Introduction

Infectious diseases once threatened people’s lives and health, and the transmission
patterns of various infectious diseases are relatively complex. Not only are the channels of
disease transmission different, but some diseases do not infect again after infection, and
some diseases have the ability to transmit before they have symptoms. People summarize
the transmission patterns of diseases through the study of infectious diseases. Based on this,
strategies and measures are formulated to control and eradicate diseases. Mathematical
modeling plays a crucial role in epidemiology by describing disease transmission mech-
anisms and studying disease behavior. One classical infectious disease model is the SIR
model, categorizing the population into susceptible, infected, and removed compartments,
represented by S(t), I(t) and R(t), respectively, at time t. However, many diseases do not
erupt immediately, and have a latent period. Hence, SEIR models with latent periods [1-5]
have been widely studied. Scholars usually approach improving models from a more
practical perspective. For instance, considering that the transmission rate cannot remain
constant over time, some nonlinear transmission rate models [6-12] have been developed.
For example, Sun. et al. [13] investigated an SEIR epidemic model featuring a nonlinear
transmission rate x5, constant recovery rate, and disease-induced mortality rate. It was
shown that the global dynamics are completely determined by the contact number Ry.
If Ry < 1, the disease-free equilibrium is globally stable and the disease dies out. If Ry > 1,
the unique endemic equilibrium is globally stable. Naim. et al. [14] discussed the global
existence and uniqueness, non-negativity, and finiteness of solutions pertaining to an SEIR
model characterized by a nonlinear incidence rate given by the function f(S,I)I + g(S, E)E.
The study demonstrated that the model features two primary equilibria: the disease-free
equilibrium and the endemic equilibrium. Utilizing Lyapunov functionals in conjunction
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with LaSalle’s invariance principle, the authors have established the global asymptotic
stability of these equilibria. Jiao et al. [15] established an SEIR model with latent infectious
and susceptible populations for home isolation. The specific model is as follows:

dS(t) = {A —uS(t) — B(1 —01)S(t)[I(t) + e E(t)]}dt,

dE(t) = {B(1 —61)S(t)[I(t) +e1E(t)] — (u +Kk)E(t) }dt, 1)
dI(t) = [KE(t) — (u +p +7)1(t)]dt,

dR(t) = [(p + e2y)I(t) — uR(t)]dt.

where A denotes the population input rate;  denotes the infection rate from susceptible S
to exposed E; 0] denotes the home isolation rate of susceptible populations; £; denotes the
infection rate during the latent period, and 0 < &1 < 1; 5 denotes the recovery rate from the
infected I compartment; y denotes the natural death rate; v denotes the recovery rate from
the disease; % denotes the average duration of the latent period; and p denotes the disease-
induced mortality rate. For this model, the authors defined the basic reproductive number
Rg and proved that when Ry < 1, the disease-free equilibrium point is asymptotically
stable, and when Ry > 1, the endemic equilibrium point is asymptotically stable.

With the advancement of epidemiology, people are considering a more comprehensive
range of factors in infectious disease models. For example, quarantine measures, regional
culture, or the impact of vaccination on transmission. Gourieroux and Lu [16] combined the
classic SIR model with semi-parametric properties allows for flexible handling of many data
that are not known to follow a distribution or are not of a parametric distribution type. This
enables the factors affecting the spread of the disease mentioned above to be captured by a
transmission function a(S(t)), they established the following semi-parametric SIR model:

dS(t) = a(S(1))I(t)dt,
dI(t) = [a(S(8))I(t) — yI(£)]dL, 2
dR(t) = yI(t)dt.

The exact solution of this model was derived, and infinite dimensional uncertainty was
introduced to increase the flexibility of the model. In fact, disease transmission is inevitably
influenced by environmental perturbations. Therefore, many stochastic models [17-20] of
infectious diseases have been developed and have rapidly evolved since the beginning of
the 21st century. Li and Guo [21] developed a stochastic SEIR epidemic model with standard
incidence and vertical transmission. The primary goal of their study is to determine
whether stochastic environmental disturbances affect dynamic features of the epidemic
model. The existence, uniqueness, and boundedness of global positive solutions was
stated. Li [22] proposed a stochastic SIR model with general nonlinear incidence and
Lévy jumps. He has introduced the Lévy jump process to capture sudden and large-scale
random processes such as earthquakes, volcanic eruptions, and tsunamis, which has certain
practical significance. But research on stochastic semi-parameter SEIR models is currently
limited. Based on this, this paper proposes a class of stochastic semi-parametric SEIR
models with latent infectivity, which take the following form:

dS(t) = {A—uS(t) —a(S())[I(t) + e E(t)] }dt + o1 S(H)dBi (1),
dE(t) = {a(S(#))[I(#) + e1E(#)] — (4 + k) E(t) }dt + 02 E(t)dBa(t), 3)
dI(t) = {KkE(t) — ( +p +7)1(t) }dt + o31(t)dBs(¢),
dR(t) = [(p + e27)1(t) — pR(t)]dt + o4R()dBy(t).

where the function a(S(t)) represents the instantaneous transmission rate of the disease.
Assuming that the mortality rate is affected by stochastic disturbance such as environmental
climate change and population mobility, and is replaced by white noise, the parameter y is
replaced by u + 0;dB;(t) (i = 1,2,3,4), where B;(t) (i = 1,2,3,4) are independent standard
Brownian motions, 0; (i = 1,2,3,4) are non-negative random noise intensities used to
describe the volatility of disturbances.
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The organization consists of the following: In Section 2, we discuss the basic re-
productive number and stability of equilibrium points of the deterministic SEIR model
corresponding to the stochastic model (3). Based on this, we prove the existence and
uniqueness of the global positive solutions for the stochastic model (3). Section 3 derives
the conditions for disease extinction in the stochastic model (3). In Section 4, we discuss the
sufficient conditions for the asymptotic behavior of the solutions of the stochastic model (3)
around its corresponding deterministic model’s disease-free equilibrium point. Finally,
the reliability of the results is demonstrated through numerical simulations.

2. The Existence and Uniqueness of the Global Solution

In this section, we first analyze the basic reproductive number, the disease-free equi-
librium point, and stability of the deterministic semi-parameter SEIR model corresponding
to model (3). Finally, based on this analysis, we discuss the existence and uniqueness of the
global solutions for the stochastic model (3).

Lemma 1. The deterministic semi-parameter SEIR model corresponding to model (3) is

ds(t) = {A —uS(t) —a(S(1))[I(t) + &1 E(1)]}at,

dE(t) = {a(S ())[I(f)+€1E(t)] (n+K)E(t) }dt, @)
dI(t) = {kE(t) = (4 + p+ 7)1 (t)}dt

dR(t) = [(p +e27)1(t) — pR(t)]dt

The disease-free equilibrium point is P := (£2,0,0,0), and the basic reproductive number is

w’

ea(S°) ka(S%)
(H+k)  (p+k)(p+p+a)

RO =

where SO := %.

Proof. Applying the next-generation matrix method [23] to compute the basic reproductive
number, let

E(t) } _ {a(S(t))[I(tHle(t)]] B [ (n+k)E(t) }
I 0 —KkE(t) + (u+p+)I(t)]

and

b r(s@))[z(tg " elEo)q V() = [_kE( (e (t)}

Clearly, P; = (%, 0,0,0) is the disease-free equilibrium point of model (4), and the
Jacobian matrices of F(t), V(t) and at P; are

Fo OF|  [e1a(S°) a(S°) _ 9Vl [utk 0
" o [p 0 o /T ot |p, | —k ut+p+ol
Hence,
sla(SO) kﬂ(SO) (y—l—k)a(SO)
F1Vfl = [ (u+k) (16+k)(;4+r7+7) (M+k)(6¢+p+v)1.
Therefore, the spectral radius of F;V; ! is (SZE;?) + (y+kl§?£ts+]p+7) , which represents the

basic reproductive number. [
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Assumption 1.

(1)  The instantaneous transmission rate of the disease satisfies a(S(0)) = 0, a’(S(t)) > 0,
meaning the more susceptible people there are, the greater the probability of getting infected
and spreading the disease;

(2)  Suppose a(S) is bounded, meaning there exists M, such that a(S) < M;

(3) Suppose a’(S) < a(S).

Lemma 2. When Ry < 1, the disease-free equilibrium point Py of model (4) is globally asymptoti-
cally stable.

Proof. Let V; = kE + (u + k)I; then, we have

av;

e ka(S)(I+€&E)— (u+k)(u+p+7)L.

Since S < S and a/(S) > 0, we have a(S) < a(S°). Therefore, when Ry < 1, we
further have

< () (14 @I < ke p e
ka(S%) e1a(S°)
= WH)WJFHW{(ﬂ+k)(u+zﬂ+7)+ ;Jrk _1}
< (u+k)(p+p+7)I(Ro—1)
< 0.

According to LaSalle’s asymptotic stability theorem [24], the disease-free equilibrium
point is globally asymptotically stable. [

Then, we will use the Lyapunov function analysis method [25] to prove the existence
and uniqueness of the stochastic semi-parameter SEIR model (3).

Theorem 1. For any initial values (S(0), E(0),1(0), R(0)) € R%, for almost all t > 0, the model (3)
has a unique positive solution (S(t), E(t),1(t), R(t)), and this solution remains in R% with proba-
bility 1.

Proof. Since the coefficients of the model (3) satisfy the local Lipschitz condition, for any
(5(0),E(0), I(0), R(0))€ R%, there exists a unique local positive solution (S(t), E(t), I(t),
R(t)) (t € [0, 7)), where T, is the explosion time. If T, = +oo, then this indicates that the
solutions of model (3) are global.

First of all, we prove that (S(t), E(t), I(t), R(t)) do not experience explosion at a finite
time. Let iy > 1 be large enough that (S(0), E(0), I(0), R(0)) is located in the interval

[%, io} . For each integer i > i, define a stopping time,

1
T, :=inf{t € [0, ) : min{S,E, [, R} < s or max{S,E,I,R} > i}.

It is evident that 7; increases as i — 4-00. Let T = lim T, thus T, < 7, a.s.. If we can
1—00
prove that T, = +o0 a.s., then we can conclude 7, = +o0 a.s., and (S(t), E(t), I(t), R(t))€
R% a.s.. If this statement is false, then there is a pair of constants T > 0 and ¢ € (0,1), such
that P{1e < T} > ¢, thus there exists an integer i > iy, such that:
P{te < T} > ¢ Vi>ig.

Define a C? function V: Ri — Ry,
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V(S,E,I,R) := (S—m—mln%)—l— (E-1-InE)+(I-1—InI)+(R—1—1InR).
where m is an undetermined coefficient; then, using the It formula [26], we obtain

dV(S, E, I, R) = LV(S, E, I, R)dt + 01 (S — m)dBl + 0'2(E — 1)de + 0'3(1 — 1)dB3 + 0'4(R — 1)dB4,

where
LV(S,E,ILLR) = (1 — %)[A —uS—a(S)(I+&E)] + %%afﬁ
1 11
+ (1= 2)a(S) (I +e1E) = (n + k)E] + 5 7503 E*
1 11
+ (1= DKE= (u+p+n + 55030
1 11 ,,
+(1—§)[(P+527)1—VR]+§ﬁ‘74R
A
:A+m;H—3y+k—i—p—lr’y—yS—;4E—yR—(y—i—'y—szfy)l—mT
L maS)I+eak) aS)(I+eak) kE_ (pt+er)]
S E I R
mog 4 03 + 03 + 03
2

240524002402
moy + 05 + 05 + 0}
2

SA+mu+3ut+k+p+oy+
+mM(I + & E) — u(I + & E).

Taking m = £;, then we obtain

240524 524 52
moy + 05 + 05 + 0y

LV(S,E,LR) < A+mu+3u+k+p+y+ 5

= Ml.
Therefore, we have
dV(S, E I, R) < Mydt + 0’1(5 - m)dB1 + (Tz(E — 1)de + (73(1 - 1)dB3 + (74(R - 1)dB4. (5)

Let V(TAT) = V(S(TAT),E(TAT),I(TAT),R(TAT)), integrate Equation (5)
from 0 to T A 7;, and then take the expected value to obtain

EV(TAT) V(5(0), E0), 1(0), R(0)) + MiE(T A T3)

<
Let Q; := {7 < T}, fori > iy; if P(Q);) > ¢, then we further have
EV(TAT) = E[1g,V(T A )] + E[lae V(T AT)] > E[lg,V(T A ).

where 1q, is the indicator function of ();, for any w € O, S(7;, w), E(7;, w), I(7;, w) and
R(T;, w) where at least one of them equals i or % Therefore, we have

V(S(T/\Tl)/E(TATZ)II(T/\TI)/R(T/\TZ)
> min{i—m—mlnf;,i—m—l—mlnim,i—l—lni,} —1+lni}

= A(i).
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dinV =

dnV =

Thus, we obtain

V(5(0),E(0),I1(0),R(0)) + M T E[1o,V(S(TAT),E(TAT), (TAT),R(TAT))]

>
> Ali)e.

Asi — oo, V(5(0),E(0),1(0),R(0)) + M1T > oo, which results in a contradiction.
Hence, 7, = 0, a.5s. [

3. The Extinction of Disease

We will discuss the conditions for disease extinction in the stochastic semi-parameter
SEIR model (3) in this section.

Theorem 2. For any initial values (S(0), E(0),1(0), R(0)) € R%, let ((S(t), E(t), I(t), R(t)) be
the solution of model (3). If

Ry =

UMk + 1) e < K
(72) ,l_]/l+k,

2
REANK+u(utptr+F

then we can obtain that

2 2

K22 A (k 2 75

hmsupln[kEJr(kw)I] < K3 (k+n) (y+2p+v+ 5)
f— 00 t 2(k+}4)

(R —1) <0,as..
Proof. Let V := kE + (k + u)I; using the It6 formula, we can obtain

l{k{[a(S)(l +e1E) — (k+ p)Eldt + o2E(£)dBa(t) } + (k+ p){[kE — (u + p +7)I]di}}

kng (k+u)osl 1 262E2 2 212
=By By — Ev—{k E2 + (k+ ) 031}&
[kﬂ( )L+ & E) —k(k + p) } k(k+p)E—(k+u)(p+p+7)!
\% \%
1K03E* 1 (k+ ;1)2(73212 kazE (k+pu)osl

{ka(s)([ +eE)  2(k+pw)(+p+7)KE+ (k+ I +Ko3E> + (k + u)2o2 12 }dt

kE + (k+ )l 2[kE + (k + u)I)
konE k+u)osl
+522dB, + %d&
ka(s)  2(u+p+7)(kt )’ P+ RFE + (k+p)’3 1 |
(k+ ) 2(k+p)*(E+1)°
%
RE A (k+ ) 2
kM k2 F A (k+p) (P‘+2P+'Y+ 5) dt+k02Ede+MdB3. (6)
k+u 2(k+p) 4 v

Integrating Equation (6) from 0 — ¢ first, then dividing by t, we further have

2 2
nV(H—InV(©O) _ kM _1RF A+ (utptr+F)

+t< : ’;‘T(dez +/ k+”))‘731d3 (s ))
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By taking the upper limit on both sides of the inequality and subsequently applying
the strong law of large numbers, we have

2 2

- 2% A (k+p) %

limsup WV IV KM LEFAKE ) (tpry+R)
t—00 t k+‘1/l 2 (k+}l)

2 2
REANK+u)(n+p+y+%)
2(k+ y)z

(Ry —1).

From the given condition Ry < 1, therefore, we further have

lim sup In V() —In V(0) <0.

t—oc0 t B

It follows that tlim E(t) =0, tlim I(t) =0, a.s.. So, we obtain that lim R(t) =0, a.s. O
—»00 —00

t—o0

4. Stability of the Disease-Free Equilibrium

We will discuss the establishment of sufficient conditions for the average vibration of
the model (3) around P; in this section.

Theorem 3. For any initial values (S(0), E(0),1(0), R(0))€ R4, let (S(t), E(t),I(t),R(t)) be
the solution of model (3). If Rg < 1, {; > 0(i = 1,2,3,4), then we can obtain

t

2
limsup%E A ¢1(S(v) — 1:) + 0HE2(0) 4 312 (v) + [4R?(v) | do

t—o0
1] @u+k)? A2
pu(p+k) Z
where
(2u +k)2 )
Go= p— |ETY 1102,
S PR !
_ [tk 17,
gz - |: 4 - 2 02’
;o= BAER@Ep ) [Erp+y) o
3 4K2 2 3|
o = HEARELp ) (=op)
8k2(p + €27)
Proof. Define a series of C2-functions,
1 A2 ? 1,
Vo= rs—AiE),  wempePth
ST kte(ptp+r)

From the It6 formula, we can obtain

2

A A 1
LV) = —P‘(S—ﬁ) —a(s)(1+£E)(5—;)+§C’1252' )
1 K2 2 1 2 1 212
< - — _ - .
L2 <5 Ty St p+ V) + 503l ®)
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212
(p+e27)1 +1
2u 2

2 2
(2u+k)_1 A 4R 1 a0

1
LV; < —E‘uRZ + 02R2. 9)

1 22

H

u+k
k_|_€1(‘u_‘_p_|_,y)(kE_(V+p+’)/)I)
aptp+y)(W+HE  (p+p+)l
k+e(p+p+) k+ei(p+p+7)
p+p+7)(pt+k)(I+eE)
k+ei(u+p+7)
= [a(5) ~a(s")] 1+ eap) - I PEDELEE)

LVs = a(S)(I+e&E)— (u+kE+

= a(S)(I+&E)—

= a(S)(I 4 eaE)

(1= Ro).

From the mean value theorem, we have

(p+k)(p+p+7)I+eE)
k+e(p+p+)

LVs < d'(S)(S — ‘:)(1 +¢eE) — (1—Ry). (11)

Combining Equations (7) and (11), we obtain

A2 Ao 1 5,
LVi +LVs < —;4(5—;) —a(S)(I—FsE)(S—?)—FQUlS

p+k)(p+p+7)I+eE)
k+ei(p+p+)

+a'(§)(5—;‘)(1+sﬁ)—( (1- Ry)

H(5 =AY a(s) @)+ eB)s - D) 4 1ok

(+k)(p+p+7)U+eE)
 ktelptpta) (1= Ro). 12

IN

Combining Equations (8) and (9), we obtain

2
Ly TPy o 1K Ez—%(y+p+7)12+10§12

2(p+£2'y)2 o= 2u+p+y 2
pptp+y) | BR  (p+en)? ok
2(p +e27)” 2 2p 2
212 2
1 kKE2 (ptp+l _'_1(7%12
2ut+p+y 4 2
+p+7) (0% —u)R?
+u(# p+7)( i R 13)
4(p +e27)

Define a C2-function,

(2u + k) (H+k)(p+p+9) pp+p+7)
v TR Ly V. Vsl + Vi
2.”(#‘”‘)( 1+ Ve)F 2k? 2t 2(p 4 £27)? 3|t

From the It0 formula, and by substituting into (10), (12) and (13), we have
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W = M{—ms—ﬁ)z— a(S) ~ /(] (1 +<E) (S 5)
_J#+HWJP+WHO R)+¢a§}
(u+wggﬁwwdbyf?17 (u+ii7) f;ﬁ+uw+:+vﬂﬁzﬂmz
(p+e27)
+ M—y (S—‘:)2 (”;k)E2+1 252+%022E2
< 3 erl al(‘:) —{y z(fj(‘;ﬁ)ﬂ af}(s—‘:)z
_[WI*)_iyéy_ﬁu+kxﬂjp+7)ru+z+7)_é}ﬂ
_M#+Hw+p+w3#—ﬁ%@ 1)
8k*(p + e27)

First, we integrate Equation (14) from 0 to ¢, then simultaneously take expectations on
both sides of the equation, then we obtain

(2u + k)
2u(p +k)

[0 N [

(V+@W+p+ﬂ{w+P+woﬂEAQWMV

EV(t) —EV(0) < —{y— +1|o

452 2 &
R R (et p ) _“45/
8k2(p + szfy
(2u + k)
2u(p+k)

ca(;‘) .

1
= 1
5 +

Therefore, we further obtain

A2
2

(=) .
1(]4)

(2u+k)?*

2
hmsup Ly @1( (v) — 1:) + B2 (0) + 3317 (0) + Z4R?(0)do < % STEL)

t—o0
O

5. Simulation

In this section, we demonstrate the correctness of the obtained results by enumerating
specific transmission functions and conducting numerical simulations using the Milstein
high-order method [27].

Example 1. We take a[S(t)] = BS(t), and let M = B x %.
Applying the Milstein high-order method, the discrete equations of the model is as follows.

ﬂn+1):500+{A—#5W)—ﬁﬂnﬂNM*wﬂKMHAﬁ+mS(Emvﬁ7+%5(ﬂ n— DAL
E(n+1) = E(n) + {pS(n)[I(n) +e1E(n)] = (u + k) W}Aﬁ+@E(ﬁ%Vhi¥%E(MQn_UAL
I(n+1) = I(n) + [kE(n) — (u+ p + 7)I(n)]At + 031 (n) 30V Dt + 0731( )(¢%, — 1)At
R(n+1) = R(n) + [(p + 27)1(n) — kR(0)|A + 03 R (1) /BE + FR(n)(E3, — 1)t
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where &yn(m =1,2,3,4,n =1,2,- - ,ny) are random variables following the standard normal
distribution N(0,1), such that ABy, = &mn V/At. Assume initial values S(0) =100, E(0) = 30,
1(0) =40, R(0) = 30, and parameters A = 10, u = 0.25, = 0.002, e; = 0.1, & = 0.3,k = 0.3,
p = 0.2, v =0.2. Set ny = 20,000, and step size At = 0.005. The corresponding deterministic
model can be simulated as shown in Figure 1.

100

S(t)
90 E(t) |
1)
80 © RO
70 |
Ef 60 |
= 50
u .
= 40+ o
(2]
30
20
10
0 " " ‘
0 20 40 60 80 100

t

Figure 1. Deterministic model.

In the simulation processes depicted in Figure 2, take 09 = 0.1, 0o = 0.8, 03 = 0.4, 04 = 0.1.
We can observe that, due to the influence of noise disturbance, the solutions of the random model
exhibit irreqular up and down fluctuations compared to the deterministic model. And calculate
Ry = 0.9167, which satisfies the conditions of Theorem 2. It can be observed that the disease
eventually dies out.

100

S(t)
90 Et) | 7
I(t)
80 © R()] 1
70
& 60f
o
@

A /

30

20

0 20 40 60 80 100
Figure 2. Stochastic model.

In the simulation processes depicted in Figures 3 and 4, take B = 0.002, o3 = 0.1, 0o = 0.3,
03 = 0.6, 04 = 0.5. The rest of the parameters are consistent with the above. Calculate Ry = 0.8168,
satisfying the conditions of Theorem 3. It can be observed that the solutions of the model fluctuate

near the equilibrium point Py = (%, 0,0, 0) of the deterministic model.
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S(n+1) = S(n) + {A—uS(n) — BS*(n)[I(n) + &1E(n
E(n+1) = E(n) + {BS*(n)[I(n) + e1E(n)] — (4 + k)E
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Figure 3. Deterministic model.
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Figure 4. Stochastic model.

2
Example 2. We take a[S(t)] = BS?(t), and let M = B x (%)
Applying the Milstein high-order method, the discrete equations of the model is as follows.

JVAE+ 018 (1)1, V/AE + %1282(11)( 2 1),
n)}A + OB (n) e /B + FE(n) (&, — DA,

—_— —

I +1) = 10n) + [KE(n) = (s p + D) (0)] At + 031n) G/ BE+ F1(m) (6, — 1),
R(n+1) = R(n) + [(p + e27)1(n) — pR(n)]At + 04R (n) 4 /BE + GR(n) (&2, ~ 1A,

where &yn(m =1,2,3,4,n =1,2,--- ,ny) are random variables following the standard normal
distribution N(0,1), such that AB, = &un\/At. Assume initial values S(0) = 100, E(0) = 30,
1(0) = 40,R(0) = 30. Set ny = 20,000, and step size At = 0.005. Take parameters A = 10,
u =04 B=00001¢e =001, =03 k=03 p =02 v = 0.2 The corresponding
deterministic model can be simulated as shown in Figure 5.

In the simulation processes depicted in Figure 6, set o; = 0.1, 0» = 0.8, 03 = 0.6, 04 = 0.5.
Calculate Ry = 0.9115, satisfying the conditions of Theorem 2. It can be observed that the disease
eventually dies out.

Set A =10, u =03, =0001,¢e =001, =03 k=03 p=027=02
the corresponding deterministic model can be simulated as shown in Figure 7. In the simulation
processes depicted in Figure 8, set o7 = 0.1, oo = 0.3, 03 = 0.6, 04 = 0.5. The calculation yields
Ro = 0.8122, satisfying the conditions of Theorem 3. It can be observed that the solutions of the

model fluctuate near the equilibrium point Pj = (%, 0,0, 0) of the deterministic model.
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Figure 5. Deterministic model.
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Figure 6. Stochastic model.
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Figure 7. Deterministic model.
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Figure 8. Stochastic model.

6. Conclusions

This paper discusses the global existence and uniqueness, extinction, and stability of
the solution of the general SEIR model after incorporating interference from the transmis-
sion function and white noise. Finally, the conclusions of our theorems are verified through
numerical simulations, which have certain reference significance for the future research of
infectious disease models [28-30].
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