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4 .2 wave propagation
- i = v -kc - F

two pool model :

is = F
intracellular

+ diffesion of sarcoplasm calcium matrixI sid
0c = n - kc -

F + DoxC

OtCs = F

upon nondimemioalisation t = E/k
X = e

and the leythscale 1 is fixed by diffusion
:

Doc = De OC

O+ c = k OEC

in particular, space gives one
additional degree

of freedom so we can set & such that :

De-k = 1

C = UTTh' diffusion-to-decay
lathecel
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hence, the
modd become :

(u+vv)+ = u
-u + uxx

& [vt = f(u ,v)

next we look for travelling wave solutions :

u = u(5)
whe 3 = x +o

v = v(5) ->
x

in TW coordinates ()1 =
#
dS

I
o(u +vo)) =y - u + u

5001 = f(u , 0)

- f(ur) = 0

-= O

-Thatchofthewareis
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the wave would look somethin like
A

#
=-

3

recell E-K , so smaller E meals shower

decay of sarcoplasm
concentration

,which

will lead to a faster wave
.

21 04

B>A Wave speed selection

this occurs over a thin region : 5 = Can
-a (u + VV)) =

u
- n + 2

-2ay'
I& 05-* = - u , 2)

,
(we still need to find I
o = o(E) !

1 o- "(u +Vr)) = ((a -u) + el
- 2am"

o (1
-

av) = f(u , v)

there can be balancedif= 1 ,
0=

(note on
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to give : S(u +0V)' = <(M -u) + u

& so = f(u , 0)
L

which at zeroth order in E
, gives :

S(u +Vv)) = u"

& SV' = f(u , v)
O(A)

then : S(1 +Ve)-s(Mp+Vp) =-
now simply define N

= -up
to get :

V = v- Va

u = s(u +vr)
II r = F(undYtem !

Wa

/adde↳ Yisaddle ![

E

u = 0
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does a heteroclinic sol
. from D to A

exist ? I saddle - saddle

only for a specific value of !

assuming monotonicity of Vi

=
near M = 0

,
and on the stable

saddle

separatrix Tw Kl
where k satisfies !

k = lim &
M-0

=+ lim
E+FulUE(0)

uUl

521-5

=Frk ,

Floo w

sk (1 +Vk) = Fu - 1Fu/k

↳x + k(s + 1F1) -Fuzt
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determinant= A = [s2+ 1Fr1]" + 4 FnUs2

which is 0 => one positive root

k
=[- (s+ 1F-1) +r]

- > motion along U-melle
until 0 (stable mode)

- 0 - Vn0

S4 + A formally s = +x

= =0= 0
.

so by continuity 7s)0 s .t Theteroclinica

orbit

is it unique ? If trajectories variations were

montonic
,
then yes ! (see lecture votes-

=> s (and hence of is selected by the front!
L

end of D-A
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A-B

this a slow phase , reall he had :

S o (n
+vo)) =u

= n + u" recall !
·

with 0=
>

Ev1 = f(u ,v) E

D -> A occured on3

A

AD
c+ 1- b
E ? E ? bo

what about A-D ? here v'n o

and we look for possible balances

5 = E
- b3

si +b(u +Vr))=u - u + 22u"

S sy +bp) = f(u , v)

which can be balanced ifo
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then the wave has a width + O(t)

and we obtain :

S(u+ 2v)) =u
- n + Su

Y ssv) = f(m , v)

so at zeth order in Ei

I
f(n , v) = 0 = v = g(x)

OCA)
us (1 +ug'(us) =

u
- u

T
Su = 1- v

-

[ 1 + ug'(u)
u-

u
and g's 0 inthis region so :

u 0

anda decreases fromMa to Mr
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B- C

this region is similar
to ASD

,
and also

has width re
,
to odr 011) in a we get:

u = s[u -us +V(v- vs)]

E sol = f(u , v)

Ms is determined by a similar argument to

s
, connecting B-C .

Sea Lecture notes

for more details.

NOTE : Therondimensional diffesion

coefficient in the Lecture notes is v =E.

I've chosen this value to 1 ,
and

discussed the dependance of each

region's width ,
and of the speed on

E
.

These two approaches are equivalent,
withS = Er = 0(1).
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Wavesinhigher dimminatous & spie
wave can occur

D
common framework :

u(X, t) = u(n ,0,t)

=u(tt +mo - y(r)
m = 0, target pattern + 41 > 0

20

m + 0 , Spiral wave

↓

mo = -(r)
spiral waves have been observed
in frog developing eggs.
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#the heart /electrochenied action)

two main parts to the heart function :

(1) electrochemical action : creates muscle

contraction to pump
blood around the

body
(2) mechanical action : enables unidirectional

circulation via a system of values

we begin studying (1)

the heart has fourchambersitRA : right atrium

LA : left atrivom

RV : right ventricle
LV : left ventricle

· blood flows into the RA from the venous system
(superior and inferior vena cava), then flows
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to the RV and from there perfuses through

the luys to gain oxygen.

o blood returns to the heart into the LA ,
there

to the LV and the LV pumps oxygenated
blood out to the body through the

aorta.

· Cardiac cells are electrically active :

->ino-atrial mode cells ,
located at the

RA , act as pacemakers with a periodic
action potential.

-> therewre also other types ofalle
that are excitable Jatrio-ventricularmode cells,
ventricular myocytes , Purkinje fishes) but
with a different action potential .↳
compose the muscle of the ventricle
the ventricles contract when all the myocytes
contract simultaniouty.
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electrocardiogram (ECG) : body surface measurement

of the electrical signds that
stimulate the

contraction of cardiac cell
membranes and

cause the depolarisation of the membrane

potential , and the subsequent repolarisation
.

(cell members are electrically poleised)
· different electrical sinds can came the

membrane to depolariz .
ECG meanes there

: a second electrical signal repoleizes the
membrane

ECE
Va R

-TwaveiHop
QRS complex

P = depolarisation of the atrie

QRS = depolarisation of the ventricles
T = repolarisation of the

ventricles
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thee are ~20 waves propagating through
the heart from the sino-atrid mode (RA) .

the heart is not Ad ! blockage of conduction

paths can lead to "re-entrant"spriral
waven ,

which cycle around the diseased tissue

this can carse ventricular tachycardia.
-

or if they become chaotic venile

fibrillation
-

our goal : study the action potential of
cardiac cells .

in particular : ventricular

myocytes and SA mode cells.
~

V
n

#
t imar myocytes" -

or-gomut

https://goodnotes.com/


TheNoblemodel19om potential of ventricular
myocytes

· similar to Hodgkin-Huxley butmore variables

due to the greater number of currents involved.

ionic current = Na + k + leakage
wreuts

Cm = -Fi ① Noble model is

lar basedvolserimental
on ex1

Ii = Ina +Ik +IL results.
residech
-

Iwa = [go + gu] (V - Una)

↳ I switching offswitchi gate
on gate

Ik = (fx + gani) (V - Un)
2 -

instant long-lasting
-

cond of t
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In = gz(V - V)
/

in the Noble
model , guis very

L constant leakage
small conductivity.

↓ and the gate variables satisfy :

in fect with
gr = 0 ,the emhi = mr-m,
model shows

self-sustained Inli = no -h

priodic
behaviou Invi = no - n

where 2m~0. 25 mS

zn -8 ms

~ 500ms ! much loger
---- 1

W

b- remember graph
·

Mfor up !
com~

-- 100mV our
↳ experiments !

mis
,
ha

, no depend on V !
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four eqs . to solve (V , mim ,k)

· to reduce the system we observe

that In>> [m) Im

↳ successive relaxation of the
gates .

· we further asome giw so that

themodel reduces to : lammy Tm+0

Inh = ho(V)-h

& CmV = -[1g0 + gramo (v) h)(V-ral +f(r) (v-rn)]
↳
fast phase of Noble

model
,
timescale ~ Ete

-

whe f(r) = fr(V) + gan't
on this phase In w constant (reall En -500ms)

then we could look in the phase plane for

a trajectory connecting two fixed equations

https://goodnotes.com/


the phere plane looks like :

i = 0

⑭
more formally , we would Wa

rescale time by It : t = ThE to get :

Im
-

in = my - m I1
Zh

&

M = ho - h

zu - M& - i = mo =Zh

↳ i = <(no - u)

on the fast phase naua

we also nondimensionalise V -> I
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the full equation for E would become :

E = - G([Th , m) (see Lecture Notes
for yell mondin . I

where I
0 =-[V+ Unamth] (Nia -E)

+N+ 1) + U(v +E)

Pu(V)+ ranY [Noble took U =0 to

begin with . (lockage part)

- slow variations in n in = <(no - u/!solutions starts at the left fixed point, whereV is low no is low = goes down

=> & goes down => milldine goes down

=plo Dulcine
more ona

the two stody states mege auch
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become unstable so we jump to the right

stedy state

from here , no is now high so Mp-t >o

= M goes up
so the wulldine (v= 0) goes

back up again until the left steady state

reappears and we jump back there again.

I the two fixed points on the right
hand side muge aswell!

*

drawing from Metre !

waves in two or three dimensions
-

waves propagate through the leat in~ two

spatial dimensions.

· heart muscle is compared of billions of interconnected

VMS

· gap functions form
electrical connections between

als

in practice , homogenisation techiges
allow us to
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derive continuum effective descriptions of
electrical activity in the tissue.

we will consider the simplest possible model
where we IRV is a rector of reactants

e.g. w = (v ,m , m , h)
and the reaction Kinetics are given by

W

f(w) ,
where f : /"-IR

,
and spatial

transmission is modeled via liver differin :

Otw = f(w) + E Aw

· all reactants have sawe diffusivity : E

· f(u) is such that i = f(w) has a

stable limit cycle behavior with priod
T -> we call this sol .

W =Wolt)

· spatial transmission occurs on a slow

timescale

the slow time is z = et
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idea : becausea is small , diffrent cells
-

will oscillate with the same prod ,
butwith

different place .
Also , spatial variations

of the place
will evolve on a slow timescale

(2 = et) !

↳ method of multiple scales .

we seek a solution w = W (X , tiet) = wixtiz)

then the reaction - diffusion eq .
become :

&+w + 20 zw = f(w) + EAw

we seek a perturbative sol : w = Wo +Wit. . -

at order zero :

& Otwo = f(wo) limit cycle oscillation

↳
Wo = Wo(t + + (x , 2))
/ ↓

period, [ slowly varying phase
this is a constant of integration

= Jdt = t +G
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atorde OJE) we have :

&+Wa + OzWo = Df(w . ) w
,

+ Awa

ES

Otw ,
- Df(wo) wi = - Oz wo + Awa

in tens of wo=o (t + 2(x , 2 4)
we have :

↑

J = D(To)

&zWo = 024 Nol

* Wo = - : [4Wo'] = 14Wol + 1541wo"

so putting everytery together :

&+wi - Jwi = (- 024 + A4)Wo' - 141w.

"

this is a non-homogeneous equation !

Premember DEsIt)
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now use Fredholm's alternative :

u is a solution of Lu = f
↑

if Frenull(L) (i . e. (v = 0) we

have < fiv > = 0

Sev = 0
.

-

in our case we need the integral our

one pood I = 0.

so
,
take v such that NV-5v = 0

.

and then :

T

0 =/ v [Wol- 024 + A4) +Wo"( -y)2]dt
= (- &24 +A4))Two'd + 152)]wodt
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so we obtain the solvability condition :

1024 - A4)/Wo = 15412/wo"
define:widso :

SvWoldt

024 = A4 + 21-4)2

which gives the eg . for the phase

summery : OtW = f(w) + &Aw.
-

to order zeo we get :

w(X,t) - Wolt + 4(x , z))
c = Et

whe
&= 4=4+ 1542

and Wolt) is the limit cycle of OtW
= f(w).
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some notes on : 024 = A4 + 11541"
· both spiral and target patterns !
· integrated form of Burgers' equation

set u = - U
+

-4 and then

&2 ((4) = =Ay + 2154)2

· note v . u = -r x4
so (v . u) = -VEA4-

and this is related to the rector Laplacian
Luste different from
Scaler Laplacian)

An = v(v - u) - Vx(Vxu)

for UK-4 gradient field Ex = 0
-

so (t . u) = Al
.

-> Messian of 4
· also /V412 = ID2454

=282(u)u

=2V" (n .V)u (convective
form)
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so we get :

VOzu +2 V (n. )u = VAU

choose V=

&zu + (u . v)u = Au

Viscous Buyers' equation ,
which is

known to develop "shocks" (only for smalldiffusion)
=> jumps of the phase gradient

-getpatterns and spiral wave

we focus on &24=4 + 215412

relevant situation for the let;

SA cell acting as a pacemate

located at the origin

https://goodnotes.com/


these originate target patterns

so assume (as a result of cells near no

2(2 , X) = T

if (x) = n = b

↑ radius in polar
coordinates

these are BC's ! 4 is prescribed

we look for aroution 1x1 = b
.

that decays radially :

4 (2 , x) = 4(z, r) = e - f(r)

with f(b) = 0 and limfir = 0

n-+w

we obtain

1 =
- (nf)) + x(f1)2

E f" + + f) - x(2) + 1 = 0
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this resemble some sort of Bessl eq.
but not quite yet !
Denote g = e-cf , then :

g = - xf 'g
g" = (x22) - xf")g

= cg(c())2- 2")
= (g) + 21 + 1)

= (g - 2
↳ g" + y - cg

= 0

and set v =/ so : <g"tg xg = 0

=> g"+gl- g = 0 Modified Bessel

equation :

g(s)= (s) + Bko(s)
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Io(s) - +5 ass -- + y

hence f = log (Io) is not
admissible

A= 0

and f(n) =- log[Bko(vrl]
B = Ko(b)

-
for BC at r = b .

=> f(r) =- log[
Q :What happens if a < 0 ?

m + =4vz-
F

=- - raz)
=> propagation speed = v
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Spiral waves also exist , but

are associated with a core which allows

the maintenance of a travelling wave

circulating (this makes it slightly les
exciding ?! )

assume BC atthe core is given by :

r= b = 4 = xe + mo

now use the auxatzi

4 =2z +mo- g(r)

to find the solution : r = ins !

g
=- lg[]

s Yuz + mo -Jan + + 0.

this is an Archimedean spiral !
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in general , these aise when electrical

signals propagate unevenly through
heart tissue due to heterogeneity ↓

latial or ventricler

Sfibrilation

credfrontpropagation

consider a wave in which the phase 4 of the

potential varies rapidly within a thin region

(wave front) which curve more slightly in

other directions

T
we will work with the general equation :

0
=

V = f(v) + AV(A)

assuming
that it has a ID travelling wave solation

v=(5)
, 3 = ct - x

,
x0,(b)= 1,-a) = 0

https://goodnotes.com/


=> cV = f(v) + V
"

let of denote the phase of the ware

and the location of the ware front is given

asf(x,t) = 0

XIR#, d= 2, 3 .

we want to describe the evolution of the

front ,
which is slowly verying in the directions

transverse to the direction of propagation.

curvilinear coordinate , so that I meacres

distance along the normals of 4(xt) = ct

normal is n =-F AH's
4= ct

we look for a solution to (A) of the form

of v= /21xt) so that

#10-4 = A4E + 104/'t" + f(t)

https://goodnotes.com/


next we take a "quasi" ID approximation

assuming the front is their

thos ,
in the curvilie coordinate 5 we have:

=V 14) I

this follows from : * Yest,
-V = V'(4) % 4
~

Y=et
2

and OV is the drivative of V in the 5 directionn

so=.V = v(4) . 54
↑ = v1(4)(54/directional

deintive I
then he abo have Il

Ov = V" (4(1541" + # (4)03154/
so we obtain

=+ f(v)
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and we already know :

cOgF = f(v) + &g
so we obtain

= + c-
or equivalently :

04 = A4 + cu4) -O
L
remember &34 =G . n for y = G(x)

s A4 -031541 =- (4)) - (4)
= 154/v.-

"
- M

=

- (4)v .
i

So we could rewritte it as :

T
- eikonal

[ := = -E
equation

↓ normal velocity of the surface
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this equation relates On
,
the normal velocity

of the surface ,
to the curvature F.

why is I
. related to the curvature ?

if it is flat /perfect front

them # = CE and t.n = 0

if 4 = at looks like concentric rings

of ~ circular shope

in
and .= curvature

or in 3D :

mean correcture -Ear
=
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6. The heart as a pump
-

We lookedat the electrochemical action of the heart .

Next we more to the mechanical action of it

veins ,
heart

,
& arteries for a closed system

of about five litres in valume !

a system of values is necessary
to effect

a one way flow ,
and in over to prevent

back flow. human

&arms circulation

Fn
-

-

https://goodnotes.com/


Blood collects oxygen (02) from the longs

and delivers this to the tissues ,
then collects CO2

from tissues and domps this to longs /from which

this is exhaled)

the heart works as a system of valves

and chembes

↳ver
tricuspid pulmonary mitral volve

value valve

fluid flow is driven by a pressure gredient

but the system is closed so there must be region

of vegative gradient ! values are essential to

avoid back circulation
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& closes:I
(D)

mitral volve

contraction

~ 0 . 055

10n-Hg closes

-

-v50ml- 120ml
stroke volumefOul

( right ventricle acts almost synchronously ( mitral

-I t
-

value
->

Systole : contraction phase - Prises W
Diastole : relaxation phase - P falls

that rate~end smode cells
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variation of pressure with artial distance

from the heart

12Omnis nu

roustM
-1

venice arteies capillaries veins VC

(venra

-> changes in mechanical properties of the heat

· compliance (C) : measure of the ability of
an organ to increase/decrease volume with

changes in pressure.

c = rance
↓

abilitytiga sea applied for e

https://goodnotes.com/


·
A The Systole : isovolumetric contraction .

Compliance falls as the leat tightens

B. Ejection. constant low compliance , (d , (right)

pushes blood out increase pussereatcent
a

-

C. Dicstale : Issvalumetric contraction. Compliance

rises as the heart loosens .

D. Refilling : constant hile compliance its , (loose

allows blood in.

https://goodnotes.com/


·simplemechanical modelofcirculation

is compartment model ignoring pulmonary
circulation

QC
-illia

arteries

Qt I (a)t Q+, Q-,Q= blood
flows

Va , Vv ,Va= volumes

of
echmitral aleathe as our sinle competent

- the model tracks volumes, component !
presumes ,

and flows in (LV)
the different compartments,
which offer resistance to the

flaw
-> we anue capillary volume - O (but offes resistance!)

conservation of blood :

Capillary resistance Ra :

-at QE
po

Y O

Vr = Q-

- Q+
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similarly ,
there are resistance associated

with the flow to and from the left ventricle :

Rv
,
Ra ; so that :

Q+=Epa]+, Q=
[x]+=max(X , 0) , [J+ represents the values !

no flow if pressure gradient is 0 !

blood is incompressible but blood vessels and LV

are compliant ,
which mea their voloms are

byincreased pressure ;

Na =No + CaPa

Ev = Uno + G pr & Ineededto
system ! &

Vr = Kno + Greir
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let's write the model in tee of pressors :

"I+(a) <A

(3) (Grpr) =ES
d

remember main goal : does this model allows

this
oscillates !

us to recreate the PV-cycle

of the LV-

#Isovolumetric contraction PA (both ra
s

initial conditions :

EPr < PVPC heartisto <t

then : C#- we
have <Ro

and time of contraction w 0 . 05s

=> Pa = constant on
this phase
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similarly pr= constant

and (GrPr) = 0

so as CLV falls Per rises !

Atrial value opens

BEjection o
a 0. 3

Gre constant = Cs

PrPa < PLv

Cl) becomes :

=
Pa

.-
RcCa

0.
35 - -

0. 0955 1 - 85

↓ much smaller !

=> Pr = Pa

(2)== = preconstant

dos
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(3) (Crper) =-

Gv = Cs constant

(recall from 11):=-

So-
and using Par = Pc : (Cs +Cc =-
with pr < pa so :

5
.

35

Ponexp)-)
2.2s

so pe falls by n0 . 87 in this phase.
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this agement can be made more rigorous using a

perturbative expansion

=
Ra

so in general wealways have :

AP
now if Raca< phase Rada we

duration
can write (1) as

# = (Per-pc) -F
=> Pr = Pa + O(d)

and the final expression that we drived ,
i. e:

(s +CAP-00
is true to order o )
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Isordometric
relaxation

PO
pr < Pr > Pa

both values are closed

similar to the contraction pluse -
Pa , preconstant

and (GVPr) =
0

so as Cr rises , pur falls
until PLv = pr when the mitral

value opens to begin filling

mitral value opens

Prefilling" 10 .55)

and CLv = constant = Ca

PLV <PrPa
V

(1) =ep since pala

(2)== 0.
0
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(3) Pr=

these give : pa < exp)-Cd (
=>

Pa fells by N 0 .
76 in this phase

So total fall in pa is 0 . 76 x 0.
87 = 0 .

66

note 0. 66x(120mmHg) - 8 Ommig !

Nervouscontrol ofelart

heart output = stroke vol
. X HR

1IQ=blood I/ time

the control of these two quantities
controls blood flow

· stroke velome iscontrolled by the pumping
mechanism of the heart

,
and also pressure

(recall PV cycle)
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· HR is controlled by the period of the finly
of SA node cells and this is mainly controlled

by thehervous system

two part of the nurous system which control

cardiac output : sympathetic & parasympathetic

systems , and each consists of afferent
neves (to the brain) , and efferent never

(from the brain)

Sympathetic system : releases noradrenaline,
adrenaline

,
and other murotransmittes

for instance , moradrenaline functious
inthe brain

to increase attention , vigilance (or produce

anxiety ! ) , and when it is released into the

bloodstream it causes rapid increases in her
and

pres ,
constraints revels and redirects flow

to important muscles, dilates pupils to improve
vision

,
etc.
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two parts of the sympathetic system
-> L-sympathetic (peiple vessels) : release of
meurotransmittes to increase blood pressure

(varocantriction)

-> B-sympathetic (ventricular muscle)
: release of

transmitters to increase fining of the SA mode

alls (i . e . increase HR)

the sympathetic system acts slowly (v10s)

Parasympathetic system : releases acetylcholine,
another neurotransmitter ,which has an

immediate effect on HR
, carsing it to decrees,

and also vasodilation. This system acts much

quicker .

↳ so pressure decreases

both systems are determined by signals transmitted

along afferent nerves. -
and pressure !

For the control of blood flow , the most
important are the bororeceptors.There nerves
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are located in the aortic arch of the chest
and the carotid sinrs in the neek.The control

response is called the baroflex
(baroreeptor reflex)

scillatorypatterns

HR oscillates on different timescales

-> respiratory sinus arrhythmia (RSA)

frequency~ 0. 2-0. 4 Hz due to coupling
between HR and respiration

HR
a

↓miration expiration
t

this occurs because inspiration lends to low

pressure which
increases theHe because it's

"easier" to flow.
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-> Mayer waves frequency
~0 . 1He

(so priod = 10s)

Emakes us believe that they're linked
with the action of the sympathetic
system

-> thermo-regulatory control [0 . 1 He free -

Mathematicalmodels of the baroflex

Aftesenmodel three variables : average

articl and venous pressures pa and pr ,
and

the HR-> H

this aims to model longterm sympathetic-

control by assuming pa & pr vary slowly
under the influent of the slow sympathetic system
↳ this will lead to DDEs because the

↑

response takes time to
delay

be observed.
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Model : Control is given by sympathetic and

parasympathetic towes/Ts ,Tp) : arterial pressure
- time t-2

(sym.) Tst)= g(pa(t - 2))
(perc) TpItD = 1 - g (pa(t)

n
-
So

I sharp
activationwher

g
is a Hill frection:It

g(p)=T P

H response to Ts and response raisesH

#=T
↑ parasympathetic

respond

val respons: lowers
H

inhibiting effectouta
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one careat : Ts = Tp = 0 Lets no preferred

H
.
In reality , It should stabilise100

We this modify the model to : natural rest freq.

H = G(Ho - H)+ -

M+

-

Es simplestway to provide
relexation to Ho

the model is closed by assoming the two blood

pressure equs : cardiac output
-

conservation
of
arteial 1) Capa =-PV + HAV-strove vol

blood ~
constant

conservationegreno Crpi =-blood

to make analytical progress we realise that

PrPa so that (H) become :

Ca pa =- + HA
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so essentially we're neglectingpr to get :

H =H(o -H)+Tp

KRcCapa = -Pa + RAVH

non-dimenibalize :

= =
M= 0 . 4

p = k( - p + vh)
= hi = · (1 - h)+-lEE1.

A

where pt= p(t-1) , delay has been
reseded to 1.

For illustrative purposes /and simplicity) we
will

set V = 0 andJ = 1 ,
but the same idea holds

for arbitrary V . O.
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to leading order in a we have :

u = 1 + xg(p1) -y(1 -g(p)

substitutiny into the ef for if we set :

p = k[ - p - v - vxg(p(t-1) -y( -g(p))]
which is a DDE for p.

the steady state satisfies :

g(pt)=)whichSaute
ef

to study the linear stability
we set po = p+I so :

P = ↓[-P = r(g'(p*))(Xx+Mπ)]
which is linee , so sols

,
are of the form

2 eot where :
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= -B - Geo , ve

whe B = k (1 + v1g(pt(m) > 0

6 = Kv(g'(pt)/x > 0

system is unstable if Reo> 0 .

Note that if OEIR ther B ,
610 =1 0 < 0

Generally for our parameter value the model is

linearly stable .

It can becomenotable if Xse ,
and

can predict waves period = 10s waves if the

delay is chosen ~5s/see Lecture Notes for

more details ! )
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