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In this paper, the small-scale spatially distributed influences on the infectious disease
development are proposed to be modeled by means of diffuse disturbance of the corre-
sponding degenerate model problems. We represent the asymptotic expansions of the
solutions of the corresponding singularly-disturbed problems with a time-delay that are
reduced to a sequence of problems without a time-delay. The results of numerical ex-
periments that characterize the spatially distributed diffuse influences on the infectious
disease development are presented. The decrease in the maximum concentration level of
pathogenic antigens due to their diffuse “redistribution” from the locus of infection into
less infected areas of the target organ is illustrated.

Keywords: infectious disease model, stationary solutions for dynamic systems, stability
of solution.
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1. Introduction

The universality of the immune defense processes of the organism against pathogenic bacteria and
viruses prompted the development and wide application of mathematical modeling methods to their
study. Today, there is a various spectrum of mathematical models of the immune defence of the
organism constructed according to different principles [1-5].

In particular, in [1] the simplest mathematical model of infectious disease of G.I. Marchuk is pre-
sented as a system of nonlinear differential equations with time-delay

dVv
pra (B—=~F)V,
dC "
= Em)aV (=) F(t = 1)~ e (C - C), "
dF
o5 = PC (g +mV) F,
(fi—? =0V — umm
for conditions
Clto) =C°, mf(te) =m°, V() =V(1), F()=F(), to—7<t<to, (2)

where V (t) is the concentration of pathogenic antigens, C(t) is the concentration of plasma cells that are
carriers and producers of antibodies, F'(t) is the concentration of antibodies that neutralize antigens,
m(t) is the relative characteristic (measure of contagion) of the infected organ. The model also assumes
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Modeling small-scale spatially distributed influences on the development of infectious diseases 311

that for the uninfected organ m is zero and for the fully infected it is a unit. (see [1]). With significant
damage to the organism, the production efficiency of antibodies decreases, which, in general, can lead
to death. The function that we introduced in model (1)—(2)

- 1, 0 <m<m?,
S = m—Dmr —1), m<m <L,

allows us to account of the reducing of the production efficiency of antibodies with significant damage
to important target organs. On the interval 0 < m < m* the function £(m) equals a unity, it means
that functionality of the immunological organs is complete and does not depend on the severity of the
disease. Further, for m* < m < 1, the functionality efficiency of the organ rapidly decreases.
The system of equations (1) has stationary solutions, one of that describes the state of a healthy
organism:
V=0 C=C" F=F =pC"/uy, m=0. (3)

This means that the concentration of pathogenic antigens and the infected proportion of the target
organ is zero, and the number of plasma cells C' and antibodies F' correspond to the immunological
status of a healthy person. In [1] it is shown that this state is asymptotically stable for § < vF™* and
maintains such resistance when a healthy organism is infected by a dose of antigen V° that does not
exceed some level V* of the immunological barrier:

VO <V = p(vF* = B)/(Bm). (4)
The other stationary solution

popy (B —7F") o 9By — nucy*C* ol o oV opcpy (B —F)

‘7 — 5 3 - 9
B (ap — pcmy) v (ap — peny) Y Pm BB (ap — pemny)

that describes the so-called chronic process of the disease, is obtained for V' > 0 and {(m) = 1 is also
stable [1].

According to the assumptions of the basic infectious disease model with significant lesions of the
target organ value of the relative characteristics of the extent of such lesions m* < m < 1, then, in
particular {(m) = (m —1)/(m* — 1) [1]. Taking into account that the second equation of system (1)
(m—1)/(m* —1)aVF — uc(C — C*) = 0, which describes the change in the number of plasma cells
under steady state, we get stationary solutions in a situation of significant damage to the target organ

Vio = pmmip/a, Cio=pBnVia/p+ B/ (py), Fia=B8/7,

_ 1 N ap + m* —1\? 4dapo F—p (5)
s = ap+ pe(m —1) [+ ( p nwi( )) _Aapopr(y * ) '
2ap pe(m* —1) Bmpc(m* — 1)

Let us note according to the infectious disease model (1)—(2) described above, the response of the
immune system to the existing of foreign pathogenic antigens begins from the moment tg. For that, a
certain initial level of concentration of presented antigens in the organism V' is established.

The processes of spatial distribution of antigens after their entry and reproduction in the organism
in the models are not specified. As noted in [6], for any pathogenic antigen in the organism there
are lymphocytes that can recognize it. However, for each antigen, the number of lymphocytes with
their corresponding specific receptors is small. In addition, the activity of lymphocytes is less than the
activity of pathogenic antigen. So, it is considered that antigens that enter the organism externally
prior to their recognition by the immune system are able to spread in the organism, infect the target
organ cells in different spatially distributed places. Thus, several centers of infection with significantly
higher antigenic pathogens are created. Further, the newly-formed antigens spread from high concen-
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tration places to lower concentration places, expanding the target organ lesion area and reducing the
concentration of available antigens in the area itself.

The purpose of this work is to take into account the small spatially distributed diffuse influ-
ences on the development of the infectious disease for its study that is based on the basic model
of G.1. Marchuk (1)—(2).

2. Modeling infectious disease process taking into account of small diffuse disturbance
(problem statement)

We assume that small-scale spatially distributed influences on the development of the infectious disease
process have diffusive character. Let us describe the corresponding spatio-temporal dynamics of model
factors of infectious disease in the set Gz = {(z,t): — o0 < x < 4003ty < t < +00} as the system of
differential equations with time-delay generalized according to (1)—(2):

%:(5_7F($,t))V($7t)+€DV%7
%:5(””(5’3”5))0“/(:’3”5—T)F(:”’t_T)—MO(C(x,t)—C*)JrgDC%’ .
6
2
%:pc(w’t)_(MermV(x’t))F(x’t)+52DF8F87$’07
0 2
% = oV (z,t) — pmm (z,1) +€2Dm%

for conditions
C(z,tg) = C%x), m(x,tg) =m’(x), V(z,t)=Vx1), -
F(z,t) = FO(x,t), to—71 <t < to, "
where Dy, eD¢, €D, €2D,, are the coefficients of space-diffusion “redistribution” of antigens, anti-
bodies, plasma and affected cells respectively.

In cases, when the spatially distributed diffuse influences on the dynamic of infectious disease
are small compared to other components of the process (parameter € is small) the use of asymp-
totic methods for solving the corresponding singularly disturbed model problems |7, 8| is effec-
tive. In particular, the solutions of problems (3)—(5) can be formally represented as asymptotic
series V(z,t) = SN eVi(z,t) + RN (z,t,¢), Clz,t) = SN 'Ci(x,t) + RS (x,t,e), F(x,t) =
Zi\io e (z,t) + R (z,t,¢), m(z,t) = Zi\io elm;(x,t) + RW(w,t,e) as disturbance of the solution
to the corresponding degenerate problem [9], where V;(x,t), C;(x,t), F;(z,t), m;(x,t) are the members
of regular part of asymptotes, R}\/,(x,t,s), R%(w,t,a), Rf,(a:,t,a), R7}(x,t,e) are the corresponding
remainders. After substituting the asymptotic series and performing the standard procedure of equat-
ing the coefficients with the same powers of €, we obtain such problems to find the functions V;(z,t),
Ci(x,t), Fi(z,t), mi(z,t) (i=0,1,...,N):

WD) _ (5 Ryl 1) Vo (a.).

% =aVy(z,t — 7)Fo(z,t — 1) — po (Co(x, t) — C*),
dF(](l’,t)

WD) — o, ) — ol ),

‘/E](:Evf) :VO(:E7£)7 Fo(ﬂj‘,{) :FO(:Evf)’ t0_7—<t~<t07
Co(z,to) = COx), mo(z,to) = m°(x);
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D) 511 0,) — a0l s (.8)+ b Vi, 8) + By a0,

% = a(ag(z,t =m)Fi(z,t = 7) +bo(a,t = T)Vi(2,t = 7)) — poCi(z,t) + Poi(z,1),
% = pCi(z,t) — ppFi(z,t) —ny (ao(z, t) Fi(z,t) + bo(z,t)Vi(z, 1)), (©)
D) ) ),

Vi(z,t) =0, Fi(z,t)=0, to—71<t<to,
Ci(z,to) =0, mi(x,tg) =0;

dVi(x,t
0 3Vi(w.t) 7 a0 ), ) + bl Vi, 1) + By, ),
dCi(gf, t) =a(ap(x,t — 7)Fi(x,t — 1) + bo(x,t — 7)Vi(z,t — 7)) — pcCi(z,t) + Poi(z, t),
dF;(x,t
% = pCi(x,t) = ppFi(x, t) —my (ao(x, t) Fy(x, t) + bo(x, 1) Vi(, 1)) + Ppi(, t), (10)
WD 3y, 0. — i) + Bl )
Ci(z,tg) =0, my(x,tg) =0, Vi(z,t) =0, F(z,t)=0, to—71<t<typ,
i=2,3,...,N,
where
ao(ﬂj,t) = ‘/0(337t)7 bO(:Evt) = F(](ﬂj‘,t);
82‘/0(33,t) 8200(x7t)
Py (z,t) = DVT, Per(z,t) = DCT;
i—1
62‘/2'—1(3:7t)
Byi(a,t) = — AVF_ (3, 1) + Dy 200
vi(z, 1) Vng(JE VEi—k(z,) + Dy ——5 5
i—1
82Ci—1(x7t)
q)C’L(x7t) = OékZ:l Vk(.%',t — T)E_k(x7t — T) =+ DCT,
i—1
82Ci—2($7t)
Pri(w,t) = =117y Y Vi(@, ) Fiop(2,t) + Dp—5 5",

k=1
0?Ci_o(x,t )
Pppi(,t) = Dm%, i=23,...,N.
Let us note that the equations (8)—(10) are ordinary differential equations for variable ¢, where
variable x is a parameter. The solution to problems (8), (9), (10) with time-delay is reduced to the

sequence of problems without time-delay [10]:

dVoolx,t
% = (B —vEoo(z,t)) Voolz,t),
dc%ix,t) = aVOz,t —7)F(z,t = 7) — po (Coo(z, ) = C*),
dFyo(x,t
% = pCoo(:t) = (g +mVoo(w, ) Foolw,t), (11)
dmgo(z,t
% = 0“/'0’0(33, t) - /JmmO,O(:Ev t)v
‘/E],O(JEatO) = Vo(gj7t0)7 FO,O(:E’tO) = Fo(ﬂj‘,to),
( Coola,to) = COx), moo(z,to) =m°(x), to<t<to+T,

Mathematical Modeling and Computing, Vol.7, No.2, pp.310-321 (2020)



314

Bomba A. Ya., Baranovsky S. V., Pasichnyk M.S., Pryshchepa O.V.

dmo

Con(z,to +n1) = Cop1(x,to +n7), mon(x,to+nt)=mgn_1(x,to+n7),
to+nr <t <to+ (n+ 1),
dVio(x,t
% = Vio(z,t) — v (aoo(x, t)Fio(z,t) + boo(x, t)Vip(x,t)) + Pvio(e,t),
dCq o(zx,t
lfii ) =a(app(z,t — 7)Fi(x,t —7)+ boo(z,t — T)Vi(z,t — 7)) — pcCio(z,t)
+q)01,0 (‘Tu t) )
dFyo(x,t
WOLD) o0 g (1) — Pl t) — v anle, OFvo(a, 1) + bnole, OV (e 1)
dmqo(z,t
WAL _ Vi g, 1) — ol ),
Vio(z, to) = Vi(z,to), Fio(z, to) = Fi(z,to),
\ 01,0(x7t0) :07 m1($7t0):07 tO <t<t0 + 7

dVon(z,t)
dt

dCo.n, (ZE, t)
dt

dFQm (J}, t)
dt
n(z,t)

d"%@ = (B—~For(3,1)) Voo (. 1),

dc%iﬂ%t) = aVoo(@,t = 1) Foo(z,t —7) — pc (Coa(z,t) = C7),
dF%ix,t) = pCoa(z,t) — (uy + Vo (z,t)) Foa(z,t),
dm%;"v’t) = oVo1(2,t) — pmmo(z,t),

Vou(z,to +7) = Vool to +7), Foi(x,to+71) = Foolz,to+71),
Cop(z,to+ 1) = Coolx,to +7), mo(x,to+7)=moo(x,to+T7),
to—l—T<t<t0+2T,

- (/8 - ’YFO,n(x7 t)) %7n("1:7 t)a
=aVop-1(z,t —7)Fop_1(z,t — 7) — pc (Copn(z,t) — C*),
= pCOyn(x7 t) - (/’[/f + 77"YVO,n(wa t)) F07n(x7 t)7

di = O'V()m(ﬂf,t) - NmmO,n(x7t)7

Von(z,to +n7) = Vonoi(z, to+n7), Fonp(x,to+nt) = Fyn_1(x,to+n1),

dVii(x,t

1;55 ) = Via(z,t) — v (ao1(z, t)Fia(z,t) + bo1(x, t)Vi1(x,t)) + Pyii(a,t),
dCy1(x,t

16111(5 ) = a(ap(z,t —7)F1 (2t —7) +boy(x,t —7)Vir(x,t — 7)) — peCri(z,t)

+®c1,1 (2, 1),

dFyq(x,t

1;7(5 ) _ pCr1(z,t) — ppFri(z,t) —ny (a1 (z, t) Fia(x,t) 4+ bo(z, 1) Vi1 (x, 1)),
dmyq(z,t

l’Cllt( ) — O-‘/l 1(.%', t) - ,Ltmml’l(x, t)7
Vii(z,to+7) =Vig(z,to+7), Fii(z,to+7)=Frolx,to+71),
Cia(z,to+7)=Crolz,to+7), mii(x,to+7)=mip(x,to+7), to+7 <t < b+ 27,
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AV (x,t
l,di ) — ﬁVLn(ZE, t) -7 (CLO,n(ZE, t)Fl,n(:E, t) + bO,n($7 t)Vl,n(l', t)) + ¢V1,n($, t),
dCy p(z,t
1,d£a: ) = a(agn(z,t — T)Fin(x,t —7) + bon(x, t — T)Vin(2,t — 7)) — pcCin(z,t)
"‘q)Cl’n(I‘, t),
dFy ,(x,t
1,d§ ) = pcl,n(ﬂf,t) _NfFl,n(xat) -y (aom(a:,t)Fl,n(a:,t) —i—bom(aj,t)vlm(x’t)) , (16)
dmin(x,t
D@8 _ v 0 8) = (o, ),
Vin(z,to +n7) = Vigp_i1(z, to+n7), Fip(x,to+nt)=Fin_1(x,to+n7),
Cin(z,to +n7) = Crpo1(z, to +n7),  min(x, to+n7) =myn_1(z,to + n7),
to+n7 <t <to+ (n+1)7;

dVio(x,t

WD) v, 1) — 5 (a0, D) Fro 1) + bl OVig (1) + Dol ),

dC; o, t

% = a(apo(z,t — 7)Fi(x,t —7) + boo(z,t — T)Vi(z,t — 7)) — pcCio(z, t)
+(I)Ci,0($7t)7

dF;o(x,t

dFiolzt) _ pCio(x,t) — pupFio(z,t) — v (ao,0(z,t) Fio(x,t) + boo(z, t)Vio(z,t)) (17)
+¢Fi,0($7t)7

dm; , T

% =oVio(x,t) — pmmio(z,t) + Priolx, t),

‘/Z',O(:Evt()) :%(:EatO)v E.O(xyt(]) :E(:Eat())v

Oi,O(:EvtO) :07 mi(gj7t0) :07 to <t<t0+7—a

Vi1 (z,t

% = BVia(x,t) — v (aoa(x, 6)Fia(x,t) + bo1(z,t)Vix(x,t)) + Pyiq(z,t),

dC; T

% =a(ap1(z,t —T)Fiq(z,t —7) + bo1(x,t — 7)Via(z,t — 7)) — pcCia(z,t)
+®cia (1),

d]“_'Z z,t

% = pCi1(z,t) — psFia(z,t) — ny (a0 (@, t) i (2, t) + bo i (2, 6)Via (z,t)) 18)
+Ppia(z, 1),

d i 7t

% Vi1 (238) — it (2, 8) + Do (2, 1),

Cir(z,to+7) = Cio(m,to +7), mai(m,to+7) =miolx,to+7), to+7<t<to+2r
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dVin(,t
% = BVin(x,t) — v (a0 (2, 1) Fy (2, 1) + bopn(, ) Vi (2, 1) + Py, 1),
d ,Mn 7t
+(I)Ci7n(x7t)7
d]“_'Z nlZ, t
dFin(2,t) = pCin(7,t) — prFipn(z,t) — 1 (a0 (2, 1) Fin(z,t) + bon(z,t)Vin(z,t))
+®Fi7n($,t), (19)
d 7,Mn 7t
% = O"/im(l'; t) - Mmmi7n(x, t) + Q)mi’n(% t)7
Vin (@, to +n1) = Vino1(x, to +n1),  Fip(z, to+nt) = Fpo1(x,to +nr),
Cim(z,to +n7) = Ci 1, to +07), My, to +n7) = min_1(x,to + n1),
\ t0+n7<t<to+(n—|—1)7,

where
aoj(x,t) = Vo (z,1),  boj(z,t) = Fo(z, t);
0*Vo,i(2,t) 0%Cu,j(x, 1)
Py j(z,t) =D o2 ey j(x,t) = DCT’
i—1
82V,'—l, '(‘Ta t)
Py j(x,t) = — ]; Vk,j(x7 ) Fi k,; (x,t) + DVZ@TQ’
i—1
0?Ci_1 i(x,t
e j(2,t) = o Z Vij(@,t = 7)Fig j(z,t —7) + Dcﬁ(),
k=1
i—1
0*Ci_g j(z, )
(I)Fi,j(xvt) = _77'7; Vk,j(x7t)ﬂ—k,j(x7t) + DFZ@#’
820'_2 1 x,t . 3
D j(2,t) :Dm’T;(), i=23,...,N, j=0,1,...,n,....
It should be noted that in order to ensure the proper smoothness of the corresponding solutions
fort=7,t=27,t= 237, ..., it is also necessary besides the traditional conditions of smoothness with

respect to functions (7), to impose consistency conditions for ¢t = tg — 7, t = to [10]. In particular, the
condition (for £(m) = 1)

aC (z, to)
dt

92C (z, to)

= aV%z,to — 7)F*(x,to — 7) — pc (C(z,t0) — C*) + D¢ 52

must be satisfied.

Let us note that we consider an infinite set Gz for the convenience of the presentation avoiding
their complexity. The proposed approach is “without problems” transferred to other areas. Obviously,
we should use more complex series instead of those described above.

The estimates of the remainders R]Y,j(x,y,t,s), R%j(a:,y,t,a), Rf,j(a:,y,t,a), ﬁj(x,y,t,s) are
similar to |7, 8|.

3. Results of numerical experiments

Let us denote that one of the typical features of the basic infectious disease model of G.I. Marchuk (1)-
(2) was using a differential equation with time-delay that allowed describing the rate of change of plasma
cell concentration. And it allowed describing the immune response dynamics more accurately. Fig.1
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shows the dependence of the dynamics of the main infectious disease factors on the time-delay T,
during which the cascade of plasma cells is formed. As expected, if the time-delay 7 increase then the
maximum values of the current factors V(¢), C(t), F(t), m(t) increases, that is, as a result of increasing
the time-delay, the maximum concentration of pathogenic antigens increases in the organism. It causes
an increase in the level of damage to the target organ and eventually leads to increase in the production
and increase in the concentration of plasma cells and antibodies.

Marchuk model Marchuk model

.
I
0.0015 — i

[ | |
[ |
ERRERE
[Nl
Cooo0
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1 | |
[ !
EERERE!
I
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t t
Marchuk model
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0 10 20 30 40 50 60 0 10 20 30 40 50 60
t t

Fig. 1. Dynamics of the main acting factors of the basic infectious disease model of G.I. Marchuk with different
values of time-delay 7.

Fig. 2 presents the spatial-temporal dynamics of
the level of concentration of pathogenic antigens ac-
cording to model (6)—(7), provided that they are uni-
form initial distribution V (z,t) = VO(f), to—7 < t <
tp in the space. The small-scale spatially distributed
diffuse influences in this case do not cause changes in
the dynamics of the infectious disease process.

In the case when the distribution of pathogenic
antigens at the initial time ¢y is spatially non-
uniformly distributed V(x,t) = VO(z,1), to — 7 < \
t < ty, taking into account the small-scale spa-
tial distribution of diffuse influences in (6)—(7) leads

to changes in the corresponding model dynamics  Fig.2. Spatio-temporal dynamics of the level
of the concentration of pathogenic antigens under

condition V (z,t) = VO(f), to — 7 < t < to.

of infectious disease processes. Fig.3 presents the
spatial-temporal dynamics of the concentration of
pathogenic antigens in the organism in the case of a separate locus of infection when the small-scale
spatially distributed diffuse influences are absent (Fig.3a) and present (Fig.3b). The results of numer-
ical experiments show a decrease in the maximum level of concentration of pathogenic antigens in the
infection locus in the case of diffuse influences. It is the result of “diffusion” spread of antigens from
the places with their high concentration to places with lower concentration.

Fig. 4 presents the dependence of the dynamics of active infectious disease factors on the intensity
of diffuse influence (value of parameter ) in the epicenter of infection. In particular, if the intensity of
diffuse influences increase then the maximum level of concentration of pathogenic antigens decreases
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a

Fig. 3. Spatio-temporal dynamics of the level of the concentration of pathogenic antigens under condition
VO(z,t9) =6/(1+ (z—N)?): (a) e=0; (b) e =0.1.
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Fig. 4. Dynamics of the main acting factors of model (8)—(9) at different levels of diffuse influence.

in the epicenter of organ infection. It causes a decrease in the degree of target organ damage. The
dynamics of other infectious disease factors (concentrations of plasma cells and antibodies) are similarly
changing. Thus, the severity of infectious disease decreases if the intensity of diffuse influences increases.
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Fig. 5. Dynamics of the concentration of the pathogenic antigens at different intensity levels of the diffuse
influence.
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Fig. 5 shows the dynamics of the concentration of pathogenic antigens in the acute form of the
disease when the intensity of diffuse influences in the epicenter of infection is absent (¢ = 0) and
present. In the absence of diffusion, their concentration at the epicenter of infection increases to some
maximum level triggering the mechanism of the immune response (increase in the concentration of
plasma cells and antigens). As a result, over time the concentration of antigens is established at some
stationary level. If the intensity of diffuse influence increases, the increasing rate of the concentration
of pathogenic antigens in the epicenter of the infected organ decreases; then it causes a decrease in
the severity of the immune response of the organism. And starting from a certain intensity level
of diffuse influence, the concentration of pathogenic antigens in the epicenter of infection does not
increase over time, i.e., before the infection, the available immune protection of an organism is able
to reduce the concentration of pathogenic antigens to a steady-state level without the active response
of the immune system. Fig.6 shows the spatio-temporal dynamics of the concentration of pathogenic
antigens of a certain locus of infection when the small-scale spatially distributed diffuse influences are
absent (Fig.6a) and present (Fig.6b).

A\ 2

Fig. 6. Spatio-temporal dynamics of the level of the concentration of pathogenic antigens under condition (a)
e=0;(b)e=0.2.

a b

4. Conclusions

This paper presents an effective approach to take into account small-scale spatially distributed diffuse
influences on the development of the studied process of the disease development and also a stepwise
(by means of time-delay 7) representation of the required functions in the asymptotic series form as
disturbance of the solution of the corresponding degenerate problem, on the example of the basic
infectious disease model of G.I. Marchuk.

The results of numerical experiments illustrate the dynamics of reducing the maximum level of
concentration of pathogenic antigens due to their diffusion “redistribution” from the locus of infection
into less infected areas of the target-organ. This, in particular, influences the identification of the nature
of the infectious disease in the model. If at the initial point of time the infection dose V0 exceeds a
certain critical value V* in some area (in the zone of infection), as a result of diffusion “redistribution”
over a certain period of time, the maximum concentration of pathogenic antigens in this area can
be significantly reduced (in particular, to a level below critical one), and then the neutralization of
antigens may be provided by the available antibody level F* in the organism.

In this case, the solution of the corresponding singularly disturbed problem (that predicts the
distribution in time and space of concentrations of antigens, antibodies, plasma cells, and the measure
of contagion) leads to some stable, in particular, asymptotically stable, stationary value. That is, in

Mathematical Modeling and Computing, Vol.7, No. 2, pp. 310-321 (2020)



320 Bomba A. Ya., Baranovsky S. V., Pasichnyk M.S., Pryshchepa O.V.

this case, in this model, the immune response is able to prevent the infection development, resulting
in the nature of the infectious disease changes, for example, from acute to subclinical.

The developed computational procedure may serve the basis of a broader set of decision making:
either we can completely rely on the immune self-protection of the organism or, otherwise, perform
external influence (treatment) according to the values of the corresponding input data, in particular,
data of the intensity of diffusion “redistribution” and the size of the infection zone.

In future studies, it is a possibility to take into account the spatially distributed diffuse influences
in the investigation of the process of infectious disease that is based on the more general models, in
particular, the Marchuk—Petrov’s model of antiviral immune response [1].

It is perspective, to take into account the accumulation of plasma cells in lymph nodes, that is a
certain analog of mathematical models of filtering-convection-diffusion-mass transfer in a two-porous
(in particular, nanoporous) environment [11-14].
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MO,EI,eJ'II'OBaHHFI Maanx npoctoposo pOBI'IO,EI,IJ'IeHI/IX BMNJINBIB Ha
PO3BUTOK MNnpouecy IHCbeKLI,IVIHOI'O 3aXBOpPHOBAHHA
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3aIporoHOBAHO MaJIi IPOCTOPOBO PO3IOJII/ICH] BIUIMBU HA PO3BUTOK 1HMEKIHIHOTO 3aXBO-
PIOBaHHS MOCJIKYBATH MUISIXOM Iuy3iitHOro 30ypeHHs BiAOBIIHUX BUPOIZKEHUX MO-
nesnbHUX 3a7a4. [lobymoBaHo mpejcTaBIeHHsT aCHMITOTUYHAX PO3BUHEHb PO3B SA3KIiB Bill-
MOBITHUX CHUHTYJASIPHO 30ypeHux 3aJad i3 3alli3HeHHSM, $SKi 3BEJEHO JI0 MOC/IiJI0BHOCTI
3aja41 Oe3 3amiznenns. Hapeseni pe3ybTaTu UUCIOBUX €KCIIEPUMEHTIB XapaKTepu3yioTh
IPOCTOPOBO PO3IOIiIeHnil qudy3iiiHuil BILINB HA PO3BUTOK 1H(MEKIHHONO 3aXBOPIOBAHHSI.
IIpoimocTpoBano 3HMKEHHS MAaKCUMAJbLHOTO PIBHSI KOHIIEHTPAIlil MATOT€HHUX AHTUTEHIB
yHACaiIoK iX mudysiitnoro “mepeposnomiay”’ 3 ocepeqKy 3apasKeHHs y MEHI 3aparkeHi
30HH OpraHy-MillleHi.

Knw4osi cnoBa: modeav ihexuyitinozo 3ax60p106ans, CMAUIOHAPHT PO36 A3KYU JUHa-
MIMHUL CUCMEM, CmitKicms po3e’a3xy.
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