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Original MT-2 (MT-20rg) cells acquire resistance to

chrysotile-induced apoptosis by long-term and low-
level exposures to chrysotile.

Clustering analysis of 139 genes reveals differences
between MT-20rg and MT-2Rsts cells. Expression is
scaled so that green represents low expression, and
red represents high expression.
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Independently established
sublines derived from
orginal MT-2 line exposued
more than 8 months to the
chrysotile A (CA) or B(CB)
showing resistance to the
asbestos-induced apoptosis.

IFN-y signaling canonical pathway analysis shows that the expression of
IRF9 and ISGF3 is down-regulated in MT-2Rsts cells. Blue thermometers
indicate down-regulation. Numbers indicate cell line names (2, CA1; 3,
CAZ2; 4, CAS3; 5, CB1; 6, CB2; 7, CB3).




Network analysis indicates that down-regulation of CXCR3 is regulated by

IRF9. Blue circles indicate reduced genes. Green arrows and gray arrows
indicate positive and unspecified effects, respectively.

(oxeure] o o]

Extracellular
Lok assse _ von Wil /ui' ] a 2 £
a T ] g e
do R o bt e K 3 Membrane
CXCR3 oA e i

G prctom sty

o o
Pl T 8

Flag AP

) L)

T e

& & e
N 5o

e R

e ok

0 oo b P onlan g Cytoplasm
A A g

- Ve e
v

e a3

ez o s

L oK)
.y

< -
Cathepsn D ER2 (MAPKY)

My oo B
M B3 A
i o weor

i Aosopiece ki

P S D" S Y
Y SR R teeeenr 3

. Nucleus
G

apra.

“ ol
i wiflon St oA

2012/2/27

Chronic exposure to chrysotile inhibits the expression of CXCR3 in MT-
2Rsts cells. (A) Representative FACS profiles of cell-surface CXCR3
expression on MT-20rg, CA1, and CB1.
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Continuous A IFNy e CXCL10 Chronic exposure to chrysotile reduces expression of CXCR3
exposure to a1 i:: - in IL-2—cultured human CD4+ T cells. Peri'pherall CD4+ T cells
chrysotile Enl %50. pont from healthy donors were stimulated with anti-CD3/CD28
decreases Th1 ;w‘ H antibodies and maintained with IL-2—containing medium.
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IFN-y
production in
IL-2—cultured
human CD4+
T cells from
patients
showing
reduced
CXCR3
expression
by exposure
to chrysotile.

CDA4+ T cells from three subjects

were activated with

anti-CD3/CD28

antibodies and cultured with IL-2—

containing medium

in the absence

or presence of 10 ug/cm2 CB for 30

days.
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Peripheral CD4+ T cells in patients with pleural plaque (PP) or

malignant mesothelioma (MM) show decreased CXCR3
expression.
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