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Abstract

A modified ”SIR” epidemic model is proposed taking into account of suitable protein doses that
are applied on the total population as a control to manage a disease outbreak when treatments are
not available. The proteins cause a change in behavior resulting in three susceptible classes. The
stability analysis is studied and the optimal control theory is applied to the system of differential
equations to achieve the goal of minimizing the infected population (while minimizing the cost).
Some numerical simulations are given in order to illustrate the obtained results.

Keywords: 7SIR” epidemic model; optimal control; Pontryagin’s Mazimum Principle.
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1 Introduction

Understanding how an epidemic develops once it has emerged is crucial if we want to hope to
control it. To do this, various models have been developed which highlight (in particular) the
crucial role played by the parameter Ry, describing the average number of new infections due to a
sick individual. As one can imagine, if this number is less than 1 then the epidemic will tend to go
out, whereas it will be able to persist even to extend to the entire population if Ro > 1. However,
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these classical models obviously have their limits and the parameter Ro does not really describe
on its own the future of an epidemic in a real population (assuming that we know how to find it
in this case). For example, the fact that a population is always finished induces random effects all
the more marked that the population is small. On the other hand, most populations also have a
structure in the form of groups within which bacteria are closer (and therefore more easily infected)
than between groups. All this requires finer models and the development of the tools necessary for
their study.

In a chemostat, an epidemic model can also be understood as a competition model where various
pathogen strains compete for the the same susceptible host as only resource [1, 2]. Such models
predict the strain with the largest basic reproduction number to be the winner. In [2], it is proved
that this prediction amount to the same if the per capita functional responses of infective bacteria to
the density of susceptible are proportional to each other but that they are different if the functional
responses are non-proportional.

The effects of changing behavior is important in epidemic outcomes, and now such effects are
beginning to be included in models [3, 4]. Management strategies of how to motivate bacteria to
make such behavior changes will become increasingly important.

The present article is a contribution to this question. More precisely, a proposed investigating
for the level of suitable protein doses that are applied on the population as a control to manage a
disease outbreak when the treatments are not available or too costly to be widely used. The model
is adapted from [5] to have three susceptible classes depending on behavior and having different
transmission rates and with time-varying protein doses. With limited resources, the balance between
benefits of lower numbers of infected and the cost of the protein doses is investigated using optimal
control theory on this system of differential equations, the protein doses is taken as the control.
In the next section, the model is formulated and discuss briefly its stability analysis. The optimal
control problem is formulated as an objective functional in section 3. Finally, some numerical
simulations are given in section 4 with some concluding comments.

2 Mathematical Model and Analysis

An optimal control model is developped of Susceptible, Infected and Recovered- an SIR type model.
In this optimal control problem, the used control is the protein doses, which helps to change the
behavior of some bacteria in the susceptible class.

It has been taked into account of the dilution rate only and all individual specific mortality
(maintenance) rates are neglected. Only susceptible bacteria are introduced into the reactor with
a constant dilution rate D and an input concentration S;, (Fig. 1).

This change in behavior leads to subdividing susceptible into three subclasses, namely S, S
and S2. A proportion of the susceptible populations, S, decide to change their behavior due to an
effect of the protein doses and thus enter in the S; or Sz class. These two classes, S1 and Sz, have
lower transmission rates than the S class and will contribute to lower the number of new infections
and thus also lower the recovered/removed population (Fig. 2).

The proposed model is given by the following system of ordinary differential equations describing
the effect of protein doses on Susceptible as following:

S = DSi, — (a1 + a2)PS —bSI — DS
Sl :alPS—blSll—DSl
Sy =asPS —bySsl — DSy (2.1)
.j = (bS+b1S1+b252*(D+’y))I
R =~I-DR
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Fig. 1: A modified ”SIR” epidemic model taking into account of some suitable
protein doses that are applied to all bacteria as a control variable.
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Fig. 2: A modified ”SIR” epidemic model taking into account of some suitable
protein doses that are applied to all bacteria as a control to manage a disease
outbreak when treatments are not available.

with initial conditions S, Si0, 520, lo, and Ro. The input concentration of Susceptible into the
reactor is given by S;n, and with a dilution rate D. Since there is three susceptible classes, three
infection rates b, b1, b2 are proposed for S, S1, and Sz respectively for their interactions with the
Infected class I. Notice that, as a result of interactions of bacteria in class S with the control,
protein doses P, a proportion of the susceptible leave the general susceptible class S and move to
S1 and S3. The rate of moving into class S; for i = 1,2 is a; PS. Also, as a result of each susceptible
class interacting with the infected class we have bacteria leaving at their respective rates and moving
to the infected class. The rate « is the transition rate where bacteria leave the infected class I and
move to the removed class R. The removed class R could represent recovered, infected or removed
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bacteria due to disease related deaths.

Since model (2.1) represents bacterial populations, all parameters in the model are non-negative
and one can show that the solutions of the system are non-negative, given non-negative initial values
6, 7,8,9, 10, 11, 12, 13, 14, 15, 16, 17, 18].

R?, the closed non-negative cone in R®, is positively invariant by the system (2.1). More
precisely,

Proposition 1.

1. For all initial condition in ]Ri_ , the solution of system (2.1) is bounded and has positive
components and thus is defined for all ¢ > 0.

2. System (2.1) admits a positive invariant attractor set of all solution given by Q = {(S, S1, 52, I, R) €
RS /S+S1+8S24+1+R=2Si}

Proof. 1. The positivity of the solution is proved by the fact that :
If S =0then S = DS;; > 0 and if St = 0 then $1 = a1PS > 0. If S = 0 then
Sy = asPS >0 and if I = 0 then [ = 0. Finally, if R = 0 then R =~I > 0.
Next one has to prove the boundedness of solutions of (2.1). By adding all equations of
system (2.1), one obtains, for T'= S + S1 + S2 + I + R — Sin, a single equation for total

populations :
T = S+S1+SQ+T+R
= D(Sin—85-851—-S2—1—-R)
= -DT
then
S+S1+S+1+R=>Sin+ (So + S10 + S20 + o + Ro — Sin)e_Dt~ (2.2)

Since all terms of the sum are positive, then the solution of system (2.1) is bounded.

2. The second point is simply a direct consequence of equality (2.2)

O

To consider the stability of the model, it is temporarily assumed that the control P is just a
constant parameter. Under this assumption, P(¢) = p, where p is a constant and the model (2.1)
has a disease free equilibrium, obtained by setting the right-hand sides of the equations in the model
to zero, given by

€= (5", 51,85, 1" ") = (1 1P —)

) ) ) 07
(a1 4+ az)p+ D’ (a1 + az)p+ D’ (a1 + az)p + D
The stability of & can be established using the next generation operator method on the system

(2.1). As I is the infected compartment, then using the notation in [19], the Jacobian matrices F’
and V for the new infection terms and the remaining transfer terms are respectively given by,

Ji = [bS™ +b1S] +b255] and Jo = [D + 7).
It follows that the basic reproduction number of the system (2.1), denoted by Ro, is given by

_ bS* + blSi‘ =+ ngS Db+ (a1b1 + azbz)p
Ro=p(S1J3h) = = Sin, 2.3
0= plhsz) D+7) D +1)((ar + az2)p + D) @3)

where p is the spectral radius.
Further, using [19, Theorem 2], the following result is established.
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Lemma 1. The disease free equilibrium of system (2.1) (with P(t) = p), given by &o, is locally
asymptotically stable if Ry < 1, and unstable if Ry > 1.

The basic reproduction number (Ro) measures the average number of new infections generated
by a single infected individual in a completely susceptible population [20, 19]. Thus, Lemma 1
implies that the infection can be eliminated from the population (when Ro < 1) if the initial sizes
of the sub-populations are in the basin of attraction of the disease free equilibrium, &. The endemic
equilibrium does not considered here since the case when a disease outbreak has just started was
considered.

3 Optimal Control Problem via Suitable Protein Doses

In this section, let focus on the optimal control problem using a time-varying control function P(t)
describing suitable protein doses applied on susceptible bacteria to change their behavior. The
control set Paq is

Paa = {P(t) : 0 < Puin < P(t) < Pnax < 1,0 <t <T, P(t) is Lebesgue measurable}.

The goal is to find the control P(t) and associated state variables S(t), Si(t), S2(t), I(t), and
R(t) to minimize the following objective functional:

J[P] = /0 (1) — a(S(t) + $1(1) + $2(1)) + BP(D)) di.

By choosing appropriate positive balancing constants o and [, the goal is to minimize the infected
population, and maximize the susceptible population while minimizing the cost of the control. If
one only wants to minimize the infected population and not be concerned with the level of the S, 51
and S3 populations, one would take o = 0, The structure of this model bounded solutions for finite
final time T'. This objective functional and the differential equations are linear in the control with
bounded states, and one can show by standard results that an optimal control and corresponding
optimal states exist [21].

By applying Pontryagin’s Maximum Principle [21, 22, 23] we derive necessary conditions for
our optimal control and corresponding states. The Hamiltonian is

H=1- Ot(S+ S1 + 52) +ﬂP+ )\1(—a1PS —asPS —bSI + DS;, — DS) +4 /\g(alPS —b1511 — DSl)
-+ /\3(a2PS — b2 Sol — DSQ) -+ A4(bS[+ b1S1I + b2 Sol — D[*’YI) + )\5(’7[ — DR)
(3.1)

For a given optimal control P*, there exist adjoint functions, A1, A2, A3, A4, A5, corresponding
to the states S, S1, 52, I, and R such that:

}\1 = _(37[—5’[ = —[—a+)\1(—a1P—a2P— bl — D) +a1>\2P+a2)\3P+b)\4I},
: OH
A2 = ——= = —[—a+ X2(=b1l — D) + b1 \iI],
051
: oH
A3 = —— = —[—Oé+ )\3(—62[ — D) +bg)\4f],
05>
: oOH
Ay = 75 = 7[1 -+ Al(be) =+ )\2(7()15‘1) — boA3S2 + )\4(bS+ b151 + b3S — D — ’y) + 7)\5],
: oOH
>\5 = Q= = *DA5,
OR

(3.2)
where A1 (T) = 0, A2(T) = 0, A3(T") = 0, A\4(T") = 0, and A5(T) = 0 are the transversality conditions.
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The Hamiltonian is minimized with respect to the control variable at P*. Since the Hamiltonian
is linear in the control, one must consider if the optimal control is bang-bang (at its lower or upper
bound), singular or a combination. The singular case could occur if the slope or the switching
function,

H
gip = ﬂ + [7(0,1 + ag)Al + a1 + a2)\3]sv (33)

is zero on non-trivial interval of time. Note that the optimal control would be at its upper bound

or its lower bound according to:

OH
ﬁ<0 or > 0.

To investigate the singular case, suppose that 9P = 0 on some non-trivial interval. In this case,

d ,0H

it p)
and then one can see that control is not present in that equation. To solve for the value of the
singular control, let further calculate

by calculating

ﬁ(aj) _
dt2 0P’
The above equation can be written in the form (see Appendix A)
d* ,0H
@(87) = [@P(t)+ f2(t) =0
and then the singular control is expressed as
f2(t)
Psin ular () = — 5
gul ( ) fl(t)
! 20
t
t 0 d Pmin < - 2 < Rnax
fi(t) #0 an <7 S
with
fi(t)
= —DSin[(a1 + a2)2)\1 — (a1 + a2)(a1A2 + az2A3)] — [a1(b1 —b)A2
+ az(bg — b))\3 + (al(b — bl) + az(b — bz)))u;] (a1 =+ az)SI
= —DSinl(a1 + a2)2)\1 — (a1 + az2) (@1 A2 + az2)3)]
— [a1 (b — b1)()\4 — )\2) + ag(b — b2)()\4 — /\3)}(a1 + ag)S.I
= *DS{H(GJ -+ az)g — [a1 (b — b1)(}\4 — Az) =+ CLQ(b — b2)(A4 — )\3)]((11 =+ CLQ)S[
and

f2(t)
= 7DSin{[b(CL1 -+ ag)/\l — a1bi Ao — asba A3 + (a1 (bl — b) + ag(bz — b))A4][

n Dg} n {al(bl — ) (b1 + D)X + az(bs — b)(bal + D)As + (arby (b — by)
+ asba(b — ba))Aal — (a1 (b — by) + az (b — b2))((bS + b1S1 + baSs
“ DM+ 1+ a—b\S — bidaSt — basSs + 'y/\s)}SI + [ar(by — b)As
+ az (b — b)As + (ar (b — by) + az (b — bz)m]{(bs + 5151+ bsSs

— (D +7))ST 4 (=bSI + DSin — DS)I}
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To check the generalized Legendre-Clebsch condition for the singular control to be optimal, it
d’> (0H
require TP A2 (?37) = f1(t) to be negative [24]. To summarize, the control characterization is:

On a nontrivial interval,

if of < 0 at t, then P*(t) = Pnax,

oP
.. OH N
if 2P > 0 at t, then P*(t) = Pumin,
.. OH fo
if 87P = 0, then Psingular(t) =5 7%

Hence, the control is optimal at ¢ provided fi(t) < 0 and Puin < _ L) < Pax.

4 Numerical Results and Conclusions

Consider a subdivision of the time interval [0, 7] as follows

N-1
0,7) = | [tn, tat1], tn=ndt, ot=T/N

n=0

Let S™, ST, S, I, R™, AT, A3, A3, A%, A5 and P™ be an approximation of S(t), S1(t), S2(t), I(t), R(t),
A1(t), A2(t), A3(t) and the control P(t) at the time t,,. S°, 59,59, 1° R%, A%, A3, A3, A3, A2 and PP as
the state and adjoint variables and the controls at initial time. SN, YN, S IV RN AN AV ANV AV Y
and P as the state and adjoint variables and the control at final time 7.

In order to resolve the stae system, a created improving the Gauss-Seidel-like implicit finite-
difference method was applied.

For the adjoint system, a first-order backward-difference is applied and then the following appropriated
scheme was adapted:

Sn+1 _ Sn

_ =D Sin —DS"—(al +a2)PnSnbenIn,
Sn-{—fSt_ S'n

17t1 =a, P"S" — b, SPI" — DS},

sl s

2 = ayP"S™ — b,S3 1" — DSY,

n+1 n

% = bS™I" + by ST + baS3I™ — (D + )17,
Rn+q _ Rn

=~I" — DR",

)\N—gzl _ )\N—n

A~ o [ —a+ AN T (—a Pt — apP" — b1 — D)+ a AP
ta AP 4 bAf*”J”“},

)\N—n—l _ )\N—n

- S _[_a+A§V‘"(—bll"+1 —D)+b1,\ff—"1"+1},

ot
/\é\ffnfl _ )\é\ffn

/\i\ffnfléti )‘fl\]77l

ot

- [ Ca AN T (b I DY+ bgki\’_”l“l] ,

- [1 F AN BS™MT) 4 AN T (—b ST — boAY st
A TS+ buST b8y = D —4) + AT

N—-n—1 N—n
As -

_ N-—n
= — DAY,
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Hence, the algorithm given in Appendix B will be applied under MATLAB software to solve
the optimality system and then one deduces the optimal control.

Table 1: Description of the variables and parameters for model (2.1)

Variable Description

S(t) Susceptible bacteria

S1(t), S2(t)  Susceptible bacteria who change their
behavior due to protein doses

1(t) Infected bacteria

R(t) Removed bacteria

Parameter Description Value

D Dilution rate 0.0015

Sin Input concentration of susceptible 10/3

ai as Transfer rate of protein doses 0.0019, 0.0152

b, b1, b2 Infection rate 0.0040, 0.0002, 0.0016
o Removal rate 0.005

Puin, Pmax Control lower and upper bound 0, 0.85

a, B Balancing constant 0, 5x 1072

The numerical simulation of system (2.1) are done using parameter values in Table 1 and initial
conditions, Sp = 1.5, S10 = 0, S0 = 0, Iy = 1.2, Ry = 0.05, P(0) = 0.5, except when otherwise
stated. With no control, the basic reproductive number Ry is 2.0513, thus, indicating the disease
free equilibrium is unstable. Here Sp, S10, S20, Io and R, as well as the corresponding states in
the figures, are in millions of bacteria.

1 1 T I 1

251
Pt
S(t)
s1()
15 S2(t)
I(t)
R(t)
P(t)
1 B
0.5 A~
/ \
——————— \
0 /
0 10 20

.
30 40 50 60 70 80 90 100
Time(days)

Fig. 3: Numerical simulations for system (2.1), using the parameter values in Table
1.
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Fig. 4 shows a higher number of susceptible bacteria in the absence of vitamin (without control)
compared to the application of vatamin doses (with control). This is due to the fact that susceptible
bacteria in the community are not changing their behavior which causes them to move to either of
the two other susceptible classes S and So.

By increasing ao, the Sa-class increases and then the reduction in the total number of infected

25 15

. . . . n ; . . . . . )
0 10 20 30 40 5 6 70 8 90 100 0 5 10 15 20 2 0 3% 40
Time(days) Time(days)

Fig. 4: Numerical simulation of system (2.1) without control (P(t) = p, constant)
compared to the application of vatamin doses (with control P(t)).

bacteria(Fig. 5).

05

. . )
0 5 10 15 20 % 30 35 40 0 5 10 15 20 25 30 35 40 45 50
Time(days) Time(days)

Fig. 5: as = 0.0152 left and ay = 0.152 right.

Same by increasing the input concentration of susceptible S;, = 20/3, one need more time to
obtain an efficient effect of the strategy (Fig. 6).
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0.5

0 5 10 15 20
Time(days)

L .
35 40 0 10 20 30 40 5 60 70 80 9 100
Time(days)

Fig. 6: S;, = 10/3 left and S;;, = 20/3 right.

Next by increasing the upper bound Ppnax = 1.75, the S-compartment decreases however the
S1- and Se-compartments increase and then a reduction of infected bacteria and a decrease of the

time control (Fig. 7).

05

0 5 10 15 20
Time(days)

3B 4 0 5 10 15 20 2 0 3 40
Time(days)

Fig. 7: Pnax = 0.085 left and Ppax = 1.7 right.

To conclude, an optimal control for a model with three susceptible classes due to changing
behavior has been illustrated. The behavior changes result from an application of some protein
doses to susceptible. This work demonstrates an optimal control tool allowing to slow down an
epidemic with a strategy by applying a protein doses process in a continuous reactor.

10
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Appendices

A Singular control

By simplifying the time derivative of g—g,
L
T dt oP
= [~(a1 + a2)Ai + a1z + a23]S + [—(a1 + a2)A1 + a1dz + a2 Xs]S

d
) = {8+ (@1 +a2)Ai +arde + azds]S) (A1)

Both sums can be calculated separately and then added together. The first sum can be written as:

[—(a1 + a2) A1 + a1 X2 + a2)3]S
= [—(a1 + a2) 1 + a1 A2 + a2As][— (a1 + a2) PS — bSI + DS;,, — dS]
= (a1 + a2)* 1 PS + b(a1 + a2) A1 ST — (DSin — dS)(a1 + az) M
—a1(a1 + a2)A\2PS — a1bA2 ST + (DSir, — dS)a1 A2
—az(a1 + a2)A\3PS — a2bA3ST + (DSir, — dS)az s

The second sum can be written as:

(a1 + a2){—a+ M[—(a1 + a2)P — bl — D] + a1 Ao P + asA3sP + bA4l}S
—ai]—a+ Xa(—bil — D) + biMaI]S — az[—a + As(—bal — D) + baAal]S
=—(a1 + a2)2)\1PS —b(a1 + a2)A1IS — D(a1 + a2)\1.S + a1(a1 + a2) A2 PS
+ az(a1 + a2) A3 PS + b(ar + a2)AaST + a1 (b1l + D)A2S — a1bi AaST
+ az(bal + D)A3S — asbaAaST

Thus combining, one has

_ i(aﬂ
dt*OP
— a2bA3 ST 4+ DSinazAs + b(a1 + a2)AaST
4+ a1b1 2251 — a1b1 A\ ST + a2ba A3 ST — azba Ay ST

= [-DSin(a1 + a2) A1 + DSinai A2 + DSinazAs] + (a1b1 — a1b)A2ST
+ (a2b2 — a2b)A3ST + [b(a1 + az2) — a1b1 — a2b2]AaST

= DSinlai(A2 — A1) + az(As — A\1)]
+ {a1(b1 — b)A2 + az(ba — b)As + [a1(b — b1) + az(b — b2)] A4} ST.

) = —DSm(al + az)Al — a1bX\2ST + DSinai e

It can be seen that the control does not explicitly show in this expression, so next let calculate
the second derivative with respect to time.

_ di(aﬂ)
T dt2\oP
= DSinlar ()\2 — )\1) + a2()'\3 — /\1)} + {al (b1 — b))'\2 + az(be — b)}\3

=+ [(Ll(b — bl) + az(b — bz)])ul}S[ + {(Ll(bl — b))\z

+ as(by — b)As + [ar (b — by) + az(b — bQ)]A4}(si +81)

(A.2)

Using systems (2.1) and (3.2), then simplify (A.2) as follows
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- di(aﬂ)
dt? * OP

= —DSin{[b(a1 + az) A1 — a1bi A2 — azba Az + (a1 (b1 — b) + az(ba — b)) A4]I
+ D[(a1 + a2)A\1 — a1d2 — az 3] + [(al + a2)2>\1
— (a1 + a2)(arhe + ag)\g)]P} + {al(bl — b)(bi] + D)X

=+ a2(b2 — b)(bz] =+ D)/\g =+ (a1b1(b — bl) —+ azbz(b — bz)))\41
— (a1(b — bl) + ag(b — bz))((bs +b1S1 + 6252 — D — ’y)A4

S 14 a—b\S — bideS: — badsSs + 7>\5)}SI
+ [a1(b1 — b)A2 + a2(b2 — b)As + (a1(b — b1) + a2(b — b2)) 4]
x {(bS Fb1S1 4+ b2Ss — (d+~))ST+ (—(a1 + a2)PS — bST + DSin — DS)[},

The above equation can be written in the form

d*> 0H
@(373) = fi(t)P(t) + f2(t) = 0
and then solve for the singular control as
f2(t)
Psin ular () = — 5
gul ( ) fl(t)

if

fl (t) # 0 and Pmin S - f2 (t)

14
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B Algorithm for the optimal control resolution
Algorithm B.1.

1: 8% « 50,89 + S10,59 « 820, I° < I, R® + Ro, A\ « 0, A\ < 0,2) « 0,\) <« 0,\Y <0,

P° « P(0),
2: forn=0to N—-1do

[ gt « 8" 46t(D Sin — DS™ — (a1 + az)P"S™ — bS”I”),
St — St +6t{arP"S™ — b1 STI™ — DSY,
Sott —  S7 4 6t(axP"S™ — boSHI" — DSY ),
[ « 1"yt (bS”I” L biSTI + by ST — (D + 7)1"),
R « R"4+4t (71" - DR“),
AN-n=1  p\N-n_ 5t[ —a AT (—a1 P" — asP" — bI™T — D) + ey AN P

+a TP YT

AT AT st —a+ AT I — D) 4 b A
M AT st — a4+ AT (—bo T = D) 4 boAY I

AT e AT s AT (=S AT (=0 ST — oA syt
X THOS™ £ b ST 4 b8 = D =) AT,
D I VA 170 VAR

P e DS +an) gy — laa(b— b)WY T - A
+az(b—b2)(AY T = AT )] (an + az) ST

;+1 < —DSm{[b(al + az))\i\]—n_l — albl)\é\]—n_l — azbg)\é\/—n_l
(b )+ asos ~ AT 4 D

+{a1(b1 ) (Bl + DIAY T g (by — b (beI™ Y 4+ D)AY T
+(a1by (b — b1) + agba(b— b2))AY "M — (a1 (b — by)
Fas(b—b2))(bS™ T 4 b1 ST 4 2SI =D — DAY T 14 a
AN TG AN T lgntl g AN lgntl ANy }S”“I"“
+lar(br = b)A T az(ba — b)Y T+ (ax(b— by)
+az(b— bz))/\f’"’l}{(bS"“ + 01S7T oSy — (D 4 ) S
+(=bS" T " 4 DS, — DS”“)I"“}

— max(min(—{—ii, Prax), Puin),

S n+1) « S Sin+1) e ST S5+ 1) « SotL
— I"HR*(n41) < R™ P*(n+ 1) < Pt

©2019 El Hagji; This is an Open Access article distributed under the terms of the Creative Commons
Attribution License (http://creativecommons.org/licenses/by/4.0), which permits unrestricted use, distribution,
and reproduction in any medium, provided the original work is properly cited.

Peer-review history:

The peer review history for this paper can be accessed here (Please copy paste the total link in your browser
address bar)

http://www.sdiarticle3.com/review-history/4 7272

15


http://creativecommons.org/licenses/by/4.0

	Introduction
	Mathematical Model and Analysis
	Optimal Control Problem via Suitable Protein Doses
	Numerical Results and Conclusions
	Appendices
	Singular control 
	Algorithm for the optimal control resolution

