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1 Additional Mathematical Details

This section provides additional details about the model development and numerical solution techniques.

1.1 Fiber Directions

Considering a cylindrical body composed of an anisotropic material reinforced by two sets of fibers dispersed in
the θ − z plane, the undeformed fibre directions in polar cylindrical co-ordinates are given by

m(1)
0,a = cosΘaeθ + sinΘaez, (S1a)

m(2)
0,a = − cosΘaeθ + sinΘaez, (S1b)

for a given constituent a, where eθ and ez are unit vectors in the circumferential and axial directions, respectively.
The current fibre direction, denoted m(j)

a , is obtained from the undeformed fibre directions via a push-forward
operation,

m(j)
a =

F ·m(j)
0,a√

α
(j)
a

, (S2a)

where

α(j)
a = m(j)

0,a ·Cm(j)
0,a, j = 1, 2, (S2b)

is the square of the fibre stretch ratio (Holzapfel, 2000), and C = FTF is the right Cauchy-Green tensor. We further
posit that all fibres, including both ASM and collagen fibres in the ECM, are oriented along the circumference
(Ijpma et al, 2017), so Θa = Θ = 0◦.

1.2 Specific Forms of the Strain Energy Functions

Below we define the forms of the strain energy functions for the tissue constituents a = p, c, e. The neo-Hookean
form of the strain energy function for the proliferating (p) airway smooth muscle cells (ASMCs) is given by

Wp = 1
2ηp (I1 − 3) , (S3a)

where ηp is a material parameter representing the passive stiffness of proliferating cells, and I1 = trC is a strain
invariant. The form for the contractile (c) ASMCs is given by

Wc = 1
2ηc (I1 − 3) +

∑
j=1,2

Cc
2βc

(
expβc(α

(j)
c −1)2

− 1
)
, (S3b)

where material parameters are ηc, representing the passive (isotropic) stiffness of contractile cells, Cc, representing
their passive (anisotropic) stiffness, and βc, accounting for nonlinear stiffening with increasing deformation. The
form for the extracellular matrix (ECM or e) is modeled similarly, so

We = 1
2ηe (I1 − 3) +

∑
j=1,2

H
(
α(j)
e − λu

2
) Ce

2βe

(
expβe(α

(j)
e −λu

2)2

− 1
)
, (S3c)

with material parameters ηe, representing the passive (isotropic) stiffness of the embedded ECM cells, Ce, repre-
senting fibre density, and βe, parametrizing the gradual recruitment of collagen fibres.



2 M.R. Hill et al.

1.3 Numerical Solution Procedure

This section provides specific forms of the model equations that were used in the numerical scheme, as well as
the numerical techniques that were used to solve the PDEs. First, we derive the equations governing the growth
in each layer of the airway wall. Next, we derive a nonlinear equation that represents the elastic deformation of a
two-layer multi-phase cylinder subject to pressure boundary conditions. Finally, we discuss the specific numerical
schemes we used to solve these equations and the governing PDEs in the main text.

Growth. The radial growth of the airway is determined as follows. Integrating (2.27) with respect to ξ gives the
velocity in the outer layer as

ξv(ξ)(o) =
∫ ξ

ξint

ξ′q(o)dξ′ +K1, ξint ≤ ξ ≤ ξ2. (S4a)

Similarly, the velocity in the inner layer is given by

ξv(ξ)(i) =
∫ ξ

ξ1

ξ′q(i)dξ′ +K2, ξ1 ≤ ξ ≤ ξint. (S4b)

The constants K1 and K2 are determined by applying the zero velocity boundary condition (2.31c) and continuity
of velocity at ξint (2.31d), respectively. The interface velocity is then given by (S4a) evaluated at ξ = ξint to give

v(ξint) = dξint
dt

= − 1
ξint

∫ R2

ξint

ξq(o)dξ, (S4c)

which is solved numerically for ξint. It is then used with (S4b) to obtain an expression for the velocity at the inner
wall, given by

v(ξ1) = dξ1

dt
= 1
ξ1

[
ξintv(ξint)−

∫ ξint

ξ1

ξq(i)dξ

]
, (S4d)

which is again solved numerically for ξ1.

Elastic deformation. Integrating (2.12) and applying (2.13a) gives the radial stress for the inner layer

T (i)
rr =

∫ r

r1

1
r′

(
T

(i)
θθ − T

(i)
rr

)
dr′ − P1, r1 ≤ r ≤ rint, (S5a)

and applying (2.13d) gives the radial stress for the outer layer

T (o)
rr = T (i)

rr (rint) +
∫ r

rint

1
r′

(
T

(o)
θθ − T

(o)
rr

)
dr′ − P2, rint ≤ r ≤ r2. (S5b)

Applying continuity of stress (2.13c) thus gives

P1 − P2 =
∫ rint

r1

1
r

(
T

(i)
θθ − T

(i)
rr

)
dr +

∫ r2

rint

1
r

(
T

(o)
θθ − T

(o)
rr

)
dr, (S5c)

wherein r1 and r2 can be expressed in terms of rint via (2.4), since ξ1 and ξint are known from the solution of
(S4), and (i) denotes variables computed in the inner layer and (o) those in the outer layer. Together with the
radial and circumferential stress components of the Cauchy stress specified by (2.5) and (S3), (S5c) is therefore
an algebraic equation in the unknown rint. At each time step, a root finding algorithm (fzero.m), is used to solve
the equilibrium equation (S5c) for rint. All other variables can be evaluated once this is known.
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Table 1: Initial Conditions and Airway Geometry

Parameter Definition Inner Outer Units
layer layer

µ|t0 Inflammatory factor, µ 0 0 mg mm−3

k|t0 Contractile agonist, k 0 0 mg mm−3

Φc|t0 Contractile ASMC 0 0.20
volume fraction

Φp|t0 Proliferating ASMC 0 1.50x10−3

volume fraction
Φe|t0 ECM volume 0.30 9.85x10−2

fraction

R1 Inner radius 1.800 mm
Rint Interface radius 1.818 mm
R2 Outer radius 2.340 mm

Numerical techniques. Numerical solutions to the system of coupled PDEs, given by (2.26), with (2.18-2.25), were
obtained via the method of lines as follows. A finite difference spatial discretisation, with upwinding applied to
convective terms, was employed. For simplicity, we fixed with the number of nodes at 10 in the (thin) inner
layer and 100 in the outer layer, noting that, as the airway grows, ∆r is not constant1. The resulting system,
along with (S4), was time-stepped in MATLAB using an ODE solver (ode45.m or ode15s.m; the latter is used
when inflammatory or agonist challenge frequency is very high resulting in a stiff system of equations), with the
integrals evaluated using trapz.m. This method was applied separately to the inner and outer layers and solutions
matched at rint.

2 Model Parameters and Initial Conditions

Initial conditions for inflammatory factor, µ, contractile agonist concentration, k, and volume fractions, Φa, a =
p, c, e, along with the initial geometry of the airway, are given in Table 1. Rate constants for the mass balance
equations and material parameters, consistent between the two layers, are given in Table 2. Model parameters
differing between the layers are given in Table 3.

3 Sensitivity Study

We performed a one-at-a-time sensitivity study by varying parameters aµ, cdµ, ak, cdk, Tc, akµ, and ac (Fig. S1).
For each parameter, simulations were performed for a range of 100 values, with inflammatory challenges (except
for parameter ak, in which the airways were challenged with contractile agonists) at a frequency of one per day for
50 days, followed by a resolution period. Change in inner radius, from the initial value (R1=1.8mm), at 5 days post
final challenge was used to assess the results. The model is highly sensitive to aµ and cdµ, as increased remodelling
(represented by decreased inner radius) is associated with increasing magnitude (aµ), decreasing clearance (cdµ)
of inflammatory factor µ, with the former exhibiting a linear response above a certain threshold and the latter a
nonlinear response. Moreover, the model is highly sensitive to contractile agonist magnitude (ak) in the agonist-
challenge simulations. Note that the curve for ak in Fig. S1 does not pass through zero. The reason for this is that, at
the default value of ak and cdk (Table 2), the simulations with contractile agonist challenges at a frequency of 1 per
day over 50 days results in contraction into the lumen. A nonlinear decrease in radius is associated with decreasing
clearance of contractile agonist concentration, k, with a strong threshold effect observed with decreasing cdk. The
model is less sensitive to this parameter than magnitude, clearance of µ (subject to inflammatory challenges).

1 Remark: Initially, ∆r = 0.002mm in the inner layer and 0.005mm in the outer layer. For all times, ∆r < 0.2mm, even in the
extreme (unrealised) case in which only the airway inner layer grows into the lumen.
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Table 2: Default Model Parameters Consistent Between the Two Layers

Parameter Definition Value Units

Constants
ρTc Contractile ASMC density 1.050 mg mm−3

ρTp Proliferative ASMC density 1.050 mg mm−3

ρTe Extracellular matrix density 1.050 mg mm−3

ρTf Fluid mass density 1.000 mg mm−3

Φw Fluid volume fraction 0.70

Inflammation and Agonist Rate Constants
aµ Stimulus amplitude for inflammatory factor, µ 3 mg mm−3 day−1

cdµ Decay rate of inflammatory factor, µ 5 day−1

µ1 First inflammatory threshold 1 mg mm−3

µ2 Second inflammatory threshold 2.5 mg mm−3

ak Stimulus amplitude for contractile agonist, k 4.64x10−2 mg mm−3 day−1

cdk Decay rate of contractile agonist, k 2 day−1

akµ Inflammation-induced agonist release coefficient 0.001 day−1

ac Contraction-induced agonist release coefficient 0.001 mg mm−3 cmH2O−1 day−1

Event Parameters
d Duration of inflammation/agonist administration 1/3
σ Event parameter 0.01
ω Inflammation, µ, or contractile agonist, k, 1 day−1

challenge frequency
T Time scale 1000 days

Mechanical/Material Parameters
ηp Proliferative ASMC passive isotropic stiffness 51.84 cmH2O
ηc Contractile ASMC passive isotropic stiffness 51.84 cmH2O
Cc Contractile ASMC passive anisotropic stiffness 1.14x10−3 cmH2O
βc Contractile ASMC passive anisotropic 2.74

exponential parameter
ηe ECM passive isotropic stiffness 51.84 cmH2O
Ce ECM passive anisotropic stiffness 18.1 cmH2O
βe ECM passive anisotropic exponential parameter 1.48
Tc Agonist-induced active contraction parameter 1000 cmH2O
λact Collagen recruitment stretch 1
λz Axial stretch ratio 1
Θ Fiber angle 0 radians
P1 Lumen pressure 0 cmH2O
P2 External pressure 0 cmH2O

Also, the model is not very sensitive to changes in ASMC responsiveness to contractile agonist (Tc), inflammation-
induced contractile agonist release (akµ), and mechanical-stress induced contractile agonist release (ac), as each of
these result in only small (nonlinear) changes in inner radius.

4 Volume Fractions

In order to compare results more directly from the simulations in Figs. 4 and 6, we plot the volume fractions of the
airway wall constituents (proliferating, contractile ASMCs and ECM) as functions of the radius in Fig. S2. The
left column depicts the constituent volume fractions taken at 3 separate days (increasing in time, moving down the
column) from the simulation using the parameters corresponding to the circled point on the surfaces of Fig. 4a,b,
while the right column depicts those corresponding to the circled point on the surfaces of Fig. 6a,b. The volume
fractions of the constituents remain flat and only slightly increase during inflammation challenges (moving down
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Table 3: Default Model Parameters Differing Between the Two Layers

Parameter Definition Inner Outer Units
layer layer

cp0 Baseline cell proliferation rate constant 0 1/3 day−1

cpc Proliferative to contractile ASMC 0 2/3 day−1

switching rate constant
cc0 Basline (low) contractile to proliferative 0 2.50x10−3 day−1

switching rate constant
cc1 Medium contractile to proliferative 0 5.0x10−3 day−1

switching rate constant
cc2 High contractile to proliferative 0 5.0x10−2 day−1

switching rate constant
ca Contractile cell apoptosis rate constant 0 1.19x10−2 day−1

cde Baseline ECM degradation rate constant 0 9.70x10−3 day−1

ce0 Baseline (low) ECM deposition rate constant 0 1.0x10−3 mg mm−3 day−1

ce1 Medium ECM deposition rate constant 0 1.0x10−3 mg mm−3 day−1

ce2 High ECM deposition rate constant 0 1.0x10−3 mg mm−3 day−1

cpe ECM deposition, via proliferative cells, 0 1.0x10−3 day−1

rate constant
cfp Stress-induced cell proliferation rate 0 0 day−1

constant
cfcp Stress-induced contractile to proliferative 0 5.0x10−3 day−1

ASMC switching rate constant

Fig. S1: Sensitivity Study. Change in inner radius, at 5 days post final challenge, from original radius R1=1.8mm, as a function of
change in parameter from default value (Table 2). The airway was challenged every day for a 50 day period with inflammation challenges,
except for the study varying ak, in which contractile agonist challenges were used. The default value for ak was chosen so that low
frequency challenges led to non-trivial remodelling, but at higher frequencies used here (one per day for 50 days), growth/contraction
into the lumen results with this default value.

the left column). The increase in proliferating ASMCs towards the outer wall of the airway is due to the tensile
mechanical stress-induced increase in phenotype switching rate. Thus, the figures in the right column depict the
local increase in proliferative, and associated decrease in contractile, ASMCs during phenotype switching. Also,
the airway geometry shifts to the right from day 28 to day 32, as the contractile agonist gradually clears from the
tissue and the airway relaxes.
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(a) (b)

(c) (d)

(e) (f)

Fig. S2: Volume Fractions vs. Radius. Volume fractions of proliferating, contractile airway smooth muscle cells (ASMCs) and extra-
cellular matrix (ECM) plotted as a function of radius taken at days 28, 30, and 32, corresponding to (left column) the circled point
on the surfaces of Fig. 4a,b and (right column) the circled point on the surfaces of Fig. 6a,b. The inner radius shifts to the left more
dramatically moving down the right column compared with the left column, as contractile agonist is cleared from the tissue following
the challenge. Clearly, contractile agonist-induced deformation is dominant in the agonist-challenge simulations.
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(a) (b) (c)

(d) (e) (f)

Fig. S3: Volume Fractions, Contractile Agonist Concentration, and Mechanical Stresses during Inflammatory Challenges. Illustrative
results are evaluated at the circled point on the surface of Fig. 4a: volume fractions of (a) contractile ASMCs, (b) extracellular matrix,
and concentration of (c) contractile agonist; Cauchy stresses in the (d) radial, (e) circumferential, and (f), (f) axial directions

5 Volume Fractions, Contractile Agonist Concentration, and Mechanical Stresses

The volume fractions, local contractile agonist concentrations, and mechanical stress distributions for the selected
points (not already included) in Figs. 4 and 6 are depicted in Figs. S3 and S4, respectively. During inflammation-
only challenges, the gradients of the constituents and agonists across the airway radius (Figs. S3a-c and 4c) are low
compared to contractile agonist challenges (Figs. S4a-c and 6c), in which the local mechanotransduction-induced
ASMC phenotype switching leads to local increases in ASM towards the outer wall (associated with regions on
increased circumferential tensile stress), and thus relatively higher volume fractions of proliferating ASMCs and
lower volume fractions of contractile ASMCs and ECM. For both inflammation (Fig. S3d-f) and agonist (Fig. S4d-
f) challenges, radial stresses are compressive in the mid-wall and zero at the boundaries (thus matching the zero
pressure boundary conditions), circumferential stresses are tensile in the outer potion of the wall and compressive
in the inner portion, and axial stresses are compressive (due to incompressibility), with agonist challenges resulting
in much higher stress magnitudes due to the active contraction.

6 Effect on Remodelling of Changes in Phenotype Switching Rate or Intrinsic Proliferation Rate
Modulated by Mechanical Tensile or Compressive Stresses

Similar amounts of remodelling are observed for increases in both tensile and compressive stress-modulated phe-
notype switching rates, cfcp and decreasing agonist clearance rate, cdk, with no clear threshold effect (Fig. S5a,b).
For the same parameter ranges, agonist resolution times are also observed to be similar (note some simulation
results are not plotted due to contraction/growth into the lumen during challenges). Moreover, agonist resolution
time appears to be relatively independent of cfcp for both cases (Fig. S5c,d). For a selected parameter set (shown
as circles on the surfaces in Figs. S5a–d), distributions of the proliferative ASMC volume fraction are significantly
different in the two cases. Larger volume fractions are observed at the outer edge of the airway wall in the tensile
stress-modulated case (Fig. S5e) and at the inner edge in the compressive stress-modulated case (Fig. S5f).
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(a) (b) (c)

(d) (e) (f)

Fig. S4: Volume Fractions, Contractile Agonist Concentration, and Mechanical Stresses during Contractile Agonist Challenges.
Illustrative results are evaluated at the circled point on the surface of Fig. 6a: volume fractions of (a) contractile, (b) proliferating
ASMCs, and (c) extracellular matrix; Cauchy stresses in the (d) radial, (e) circumferential, and (f) axial directions

For our given initial conditions, both tensile and compressive stress-induced phenotype switching (cfcp) results
in a greater amount of airway remodelling (Fig. S5a,b) than stress-induced increase in proliferation rate (cfp ;
Fig. S6a,b); again, note that some simulation results are not plotted due to contraction/growth into the lumen
during challenges. Agonist retention is similar between the two cases (cf. Figs. S5c,d, S6c,d). Slightly less contraction
is observed during challenges with increasing cfcp compared with increasing cfp . In the former case (Fig. S5e, S5f),
contractile cells are lost due to phenotype switching, and in the latter case (Fig. S6e, S6f), the intrinsic proliferation
rate of the current (lower) population of proliferating ASMCs is increased.

7 Comparison to Previous Modelling Results

Qualitatively, very similar results were obtained between the current study and our previous study (Chernyavsky
et al (2014); Fig. S7). Severe remodelling in the former (red colour in Figs. S7a,b) corresponds to increased
remodelling towards the lumen in the latter (red colour in Figs. S7c,d, respectively corresponding to the inward
remodelling shown in Figs. 8a, 4a).
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Fig. S5: Effect of phenotype switching rate modulated by tensile vs compressive stress: Variation in (a), (b) remodelled geometry (1st

row) and (c), (d) agonist resolution rate (2nd row) with selected parameter values of stress-induced phenotype switching (cfcp) and
agonist resolution rate (cdk). The proliferating airway smooth muscle cell volume fraction (e), (f) is plotted as functions of radius and
time for parameter value pairs indicated by the circled points on the surfaces.
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Tensile Stress-Induced Compressive Stress-Induced
Proliferation Rate Increase Proliferation Rate Increase
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Fig. S6: Effect of proliferation rate modulated by tensile vs compressive stress: Variation in (a), (b) remodelled geometry (1st row)
and (c), (d) agonist resolution rate (2nd row) with selected parameter values of stress-induced proliferation rate increase (cfp) and
agonist resolution rate (cdk). The proliferating airway smooth muscle cell volume fraction (e), (f) is plotted as functions of radius and
time for parameter value pairs indicated by the circled points on the surfaces.
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(a) (b)

(c) (d)

Fig. S7: Comparison of Current Model Results to Chernyavsky et al (2014). Top row: results from Chernyavsky et al (2014), showing
fold-increase in ASM population size after 300 days (colour scale) as a function of the inflammation resolution rate and the (a)
inflammation magnitude or (b) inflammation challenge frequency; Bottom row: results from current study, showing inner radius at
5 days post final inflammatory challenge (colour scale) as a function of the inflammation resolution rate and the (c) inflammation
magnitude (rotated view of Fig. 8a) or (d) challenge frequency (rotated and zoomed view of Fig. 4a).
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McKay KO, Wiggs BR, Paré PD, Kamm RD (2002) Zero-stress state of intra- and extraparenchymal airways from
human, pig, rabbit, and sheep lung. Journal of Applied Physiology 92(3):1261–1266

McMillan S, Lloyd C (2004) Prolonged allergen challenge in mice leads to persistent airway remodelling. Clinical
& Experimental Allergy 34(3):497–507

Miranda C, Busacker A, Balzar S, Trudeau J, Wenzel SE (2004) Distinguishing severe asthma phenotypes: role of
age at onset and eosinophilic inflammation. Journal of Allergy and Clinical Immunology 113(1):101–108

Montesano R, Orci L (1988) Transforming growth factor beta stimulates collagen-matrix contraction by fibroblasts:
implications for wound healing. Proceedings of the National Academy of Sciences 85(13):4894–4897



A theoretical model of inflammation- and mechanotransduction-driven asthmatic airway remodelling 15

Moulton D, Goriely A (2011a) Circumferential buckling instability of a growing cylindrical tube. Journal of the
Mechanics and Physics of Solids 59:525–537

Moulton D, Goriely A (2011b) Possible role of differential growth in airway wall remodeling in asthma. Journal of
Applied Physiology 110:1003–1012

Naveed S, Clements D, Jackson DJ, Philp C, Billington CK, Soomro I, Reynolds C, Harrison TW, Johnston
SL, Shaw DE, Johnson SR (2017) Matrix metalloproteinase-1 activation contributes to airway smooth muscle
growth and asthma severity. American Journal of Respiratory and Critical Care Medicine 195(8):1000–1009

Noble PB, Jones RL, Cairncross A, Elliot JG, Mitchell HW, James AL, McFawn PK (2013) Airway narrowing
and bronchodilation to deep inspiration in bronchial segments from subjects with and without reported asthma.
Journal of Applied Physiology 114:1460–1471

Noble PB, Pascoe CD, Lan B, Ito S, Kistemaker LE, Tatler AL, Pera T, Brook BS, Gosens R, West AR (2014)
Airway smooth muscle in asthma: Linking contraction and mechanotransduction to disease pathogenesis and
remodelling. Pulmonary Pharmacology and Therapeutics 29:96–107

Oenema TA, Maarsingh H, Smit M, Groothuis GMM, Meurs H, Gosens R (2013) Bronchoconstriction induces
tgf-β release and airway remodelling in guinea pig lung slices. PLOS ONE 8(6):1–9

Ojiaku MCA, Cao DG, Zhu DW, Yoo MEJ, Shumyatcher MM, Himes DBE, An DSS, Dr Reynold A Panet-
tieri J (2017) Tgf-β1 evokes human airway smooth muscle cell shortening and hyperresponsiveness via smad3.
American Journal of Respiratory Cell and Molecular Biology 0(ja):null, DOI 10.1165/rcmb.2017-0247OC, URL
https://doi.org/10.1165/rcmb.2017-0247OC, pMID: 28984468, https://doi.org/10.1165/rcmb.2017-0247OC

Pelaia G, Renda T, Gallelli L, Vatrella A, Busceti MT, Agati S, Caputi M, mario Cazzola, Maselli R, Marsico SA
(2008) Molecular mechanisms underlying airway smooth muscle contraction and proliferation: Implications for
asthma. Computer Methods in Applied Mechanics and Engineering 314:222–268

Politi AZ, Donovan GM, Tawhai MH, Sanderson MJ, Lauzon AM, Bates JH, Sneyd J (2010) A multiscale, spatially
distributed model of asthmatic airway hyper-responsiveness. Journal of theoretical biology 266(4):614–624

Pothen JJ, Poynter ME, Lundblad LKA, Bates JHT (2016) Dissecting the inflammatory twitch in allergically
inflamed mice. AM J Physiol Lung Cell Mol Physiol 310:L1003–L1009

Ren JS (2013) Growth and residual stresses of arterial walls. Journal of Theoretical Biology 337(Supplement C):80
– 88, DOI https://doi.org/10.1016/j.jtbi.2013.08.008

Robertson A, Hill M, Li D (2011) Structurally motivated damage models for arterial walls- theory and application.
In: Ambrosi D, Quarteroni A, Rozza G (eds) Modelling of Physiological Flows, Modeling, Simulation and
Applications, vol 5, Springer-Verlag

Rodriguez EK, Hoger A, McCulloch AD (1994) Stress-dependent finite growth in soft elastic tissues. Journal of
Biomechanics 27(4):455–467

Sacks M (2003) Incorporation of experimentally-derived fiber orientation into a structural constitutive model
for planar collagenous tissues. American Society of Mechanical Engineers (ASME) Journal of Biomechanical
Engineering 125:280–287

Saunders R, Siddiqui S, Kaur D, Doe C, Sutcliffe A, Hollins F, Bradding P, Wardlaw A, Brightling CE (2009)
Fibrocyte localization to the airway smooth muscle is a feature of asthma. Journal of Allergy and Clinical
Immunology 123(2):376 – 384

Silva PL, Passaro CP, Cagido VR, Bozza M, Dolhnikoff M, Negri EM, Morales MM, Capelozzi VL, Zin WA, Rocco
PR (2008) Impact of lung remodelling on respiratory mechanics in a model of severe allergic inflammation.
Respiratory Physiology & Neurobiology 160(3):239 – 248

Singh SR, Sutcliffe A, Kaur D, Gupta S, Desai D, Saunders R, Brightling CE (2014) Ccl2 release by airway smooth
muscle is increased in asthma and promotes fibrocyte migration. Allergy 69(9):1189–1197
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