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(=] HIY MEBABEFEFER T 40 (human umbilical cord mesenchymal stem cells, hu-MSCs)
AT I E A0 R A A5 69 Bl 3 kB3 L4R I ( pulmonary artery smooth muscle cells, PASMCs ) H49%H f4E
FEATRE M M L. J5ik & 95 IF 55 3% hu-MSCs 1K BUR U5 1 PASMCs | T 41 g, #5258 4
PASMCs XJ BT T 241 Jfd sl 384 ( PASMCs+T IR EL 4 L) \MSC -2 (PASMCs+T ik EL 4 L+ MSC) ek
FIPE BT P2 (PASMCs+T bk B4 248 i + 9 % A1) P4 B )\ TNF-o Ji 384 ( PASMCs +T 8 I 41 g + MSC +
TNF-a) o 395 W EETT RT-gPCR 315 5 B A W48 55 7 1 0 5 605 U W T it T 9 £ &40 L A%
st 858k T bk A0 HORIEZH TNF-o 3 B2 W] 2 71 5 (P<0. 01) ; MSCs 5539 I ] 74 B4 4 BE W
B PRI TNF-o ¥k (P<0.01) , 5l PASMCs %F FRZH a8, T R 40 i sk 4] PASMCs f 5 4 ik
W1 350 (P<0. 01 ) , 3% rbiffe 25 4% 25— 1y vk B W] 2 i (P<0. 01) , L P CaN (133K (P<0. 01) FI{E P
(P<0.01) ¥y i 3 i, NFATC2 () 3835 FlE PR 8 3 1 (P<0.01) 5 5 T 9k EL 40 i il 8 4 AH L, MSCs
T I VG HPT T IR PASMCs (3458 15 B B AW ] (P<0. 01) , i 2 Hb il 25 45 25 7 i vk J3 1 B
TRE(P<0.01) , gy CaN [k (P<0.01) FliG 4 (P<0. 01) ¥ i 2 T I8, NFATe2 )51k (P<0.01) Fl
TEPEIR T 9 Sb IR TNF-o A] A 00300 5% MSC i = #U/E T, HEAE TS T 96k 22 4t e o) 380 20 LT~ A 24
51 hu-MSCs AJ LI 2028 CaN NFATc2 {3235 FUE LIRS, ] T 96k E0 40 I3 £k, 30461 46 0 PR 7
TNF-o 3/ PASMCs 145,
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[ Abstract | Objective To investigate the inhibitory effect of human umbilical cord mesenchymal stem
cells (hu-MSCs) on T lymphocyte activation-mediated proliferation of pulmonary artery smooth muscle cells
(PASMCs) and explore the possible regulatory mechanism. Methods Cultured rat PASMCs were stimulated
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with activated T lymphocytes with subsequent exposures to hu-MSCs, infliximab, or both hu-MSCs and tumor
necrosis factor-a (TNF-o). The changes in calcineurin and T lymphoid nuclear factor in the cell cultures
were observed using fluorescence spectrophotometer, RT-qPCR and inverted fluorescence microscopy.
Results Among all the treatments, stimulation with activated T lymphocytes alone resulted in the highest
concentration of TNF-o in the supernatant of PASMC culture (P<0.01). Co-culture with Hu-MSCs and
treatment with infliximab both significantly decreased TNF-a concentration in PASMCs stimulated with
activated T lymphocytes (P<0.01). Stimulation with T lymphocytes significantly enhanced the proliferative
activity of the PASMCs, increased Ca®* concentration in the cytoplasm, and up-regulated the expression and
activity of intracellular CaN and NFATc2. Co-culture with Hu-MSCs and treatment with infliximab significantly
suppressed the proliferation of PASMCs stimulated with T lymphocytes, decreased the concentration of Ca® in
the cytoplasm, and lowered both the expression and activity of intracellular CaN and NFATc2. Exogenous
TNF-a obviously reversed the effects of Hu-MSC on the PASMCs, and produced responses similar to
Hu-MSCs can promote the proliferation of PASMCs
by modulating the expression and activation of CaN and NFATc2 to inhibit the activation of T lymphocytes and

T-lymphocyte stimulation in the PASMCs. Conclusion

the PASMCs proliferation induced by inflammatory factor TNF-q.
[ Key words | mesenchyma stem cells; pulmonary artery smooth muscle cells; cell proliferation ; tumor

necrosis factor-o; calcineurin T lymphoid nuclear factor
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Jili 3 bk & & ( pulmonary hypertension, PH) J&—Fj
DA gl oK i EEAS) | BEL T A7 M 0 A O T v D R
AE AP AP . 16 PH EE KSR sh Pk iy
(AT ZH 2R, 30 TR 1 I sl K AL , 347 mT A DL B S 1112
{1,z a] ULk T jbk B A (B AR A i A/ R R
2N B =GRk B T R S S B A
Py RT LA 8 it 25 898 B2 I ( calcineurin, CaN) | T 41 i A%
K ( nuclear factor of activated T-cells, NFAT) B %
AR TSR LRI AN A R 0 4 S S 2 7 A i
Sk A FEAG RIS R 2R, 30 AR TE 14 A Y
HREh S HH A, R 202 LW, 7 PH 2
Hh I A5 A ] S R P 240 L ) 0 RR OGS T i 3 Jk i 7
FOTE IR ZE DG T BT IR A I A A L R 48 4 R ) g
1697 PH BYRCHE . S RTHIGY T JC B T DR G0 2 S AE I
TR LA L 0% 1 G R A DRI 2H ) SR i SE I
IO % Jits 2y ok it &7 ~F- 3 WL 2R i ( pulmonary artery smooth
muscle cells, PASMCs) %) 1< )& 3% 58 A 7] e N 12 R 0%
AT ZR T

B R 5 04 ] 78 5T 1 48 i (human umbilical
cord mesenchymal stem cells, hu-MSCs) , B %4 Hy 4
PEPETTAE ] o MSC AT LA o 43 s -5 492 18 755 AH DG AT

R 7% Ak A= K L F B (transforming growth factor
beta 1, TGF-B1) Fl RN S E, ( prostaglandin E,,
PGE,) , @24 Th1 AHICHEREVEAN M K 7~ 1) 70, 2
TNF-o Fl IFN-y'*" . A WF58 % W] TNF-o 7] L)L B4R
A I AP i UL A0 3 S0 A TR 4 iR O %
R AR BT B Jk e e e A5 Y, hu-MSCs 1] LA BH {2 2
HPIETL S IR R , IR & ALAFAE R AE R F TNF-o
At PH BRI PASMCs S48 19/ MY, HAX Fh 4 A AT
ABE hu-MSCs A5 2 ' {H & hu-MSCs 23 5 £
ZALEIR AN H] TNF-a 4519 PASMCs 345857 {54 1§
Bt o AWFTIUTEM M LB SRR R WG AL T e
A, B S A TNF-oo B 288 R, B 480 i 30 fik
1075 & BB A A PR, R0 MSC 41 ] 98 i HF~ TNF-«x
I3 PASMCs 358 i A5 bl BRI HLA

1 MR5FEE

1.1 M

1.1.1 Hu-MSCs .PASMCs & 75 54&4% Hu-MSCs
PASMCs Zif A S B % 20 B e R . Sk

I VR A A0 M, DR R A, A S A DL B R AR Y
DMEM/F12 58 42 55 37 e iR 21 9 0 &5 7R, 240
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i, BT 37 °C 5% CO, JRFTE B 451 T 55 5% 4 i
R IG SN TE AR 80% ~90% 1, LA 0. 25% i 25 [ i/
0. 01% EDTA 1k, PBS e %315 .0 )5 I A DMEM/
FI2 Sg etk 1 3 MR IR . ALK+ Hu-MSCs,
PASMCs 42455 4 AA4HH.
L2 RBUBIE T My E  SPF Ut SD
RE B 5L BER R S g gl P oo (IR & 100 g)
UM F R BE , 23 B BELIE , PBS A Pk 5 U, AT
IR, TES o Sk SO mORIBLIE , e B0l
B2 5 24 A 21 40 M IS R 3L % 5 Ol 5. 0% 10°/mLs 3:d
2 3 JE e A WA B L 0 20 LB, 0 FS 1 24 L R
AR BRI T bk EL 4, TR & HL % 8 ol 1. 0% 10%/mL,
#wH.
1.2 & 55K 50

A1 %5 . DMEM/F12 3% 3% 3 ( 35 [E GIBICO A H]) |
TRIzol ( £ [H Invitrogen 23 ] ) 9 I ] 74 B4 (€ [ 4
A/ ] ) JTNF-o( 32 [E Prospect Biosystems /3] ) . TNF-
o ELISA iR 7 & ( 3£ [H eBiscience /) ) . EZNA %L
RNA #2508 # £ (25 F Omega /3 F)) 520 & 7 PCR
K7 & (£ E Invitrogen A F] )  NFATe2 B g [ Hip (4
(Z£E BD A 7)) .DAPI( 3 [E Thermo fisher A 7)) (454
PZBERR G (CaN) A (R sV E Y CARRDIFERT) o
1.3 Fik
1.3.1 PASMCs MSC J& T bk &= 40 Jifa 28 g 19 AR o e g5
FRR K ey S A BAER 3 ANEL. |
%5 4 /X PASMCs, DMEM/F12 B &40 A, A 24 fLAR
Hi(1. 0x10*/4L) By PASMCs 41; fil A 700 wL (¥
T R ELAH AL IR (1. 0% 10°/4L) , & 10 pg/mL 9 J] &
FE 1 A (concanavalin A, ConA) B 754k TC Hl i 4 ;
MSC T2 : 7 PASMCs +T b [ 241 g 2 B ity |, im A
300 L Yy MSC A i B A 242 3 pm A48 A
BEFRIL H5 05 FR LA A 24 FLAR I BFL 5 9% (1. 0x10°/
FL) s SRV 4H - 72 PASMCs+T ik I 40 Jifg 41 He il
FOMAZUWEE R 1 pg/mL (155 KA 75 HLA4T (TNF-o
FTEREDTIR) s TNF-o JilVAL - 75 MSC T T4l A&tk Em
ANLWPE D 10 ng/mL [ ZH K TNF-o,
1.3.2 TNF-o #il] 55353 d J5, Wt T ik 4
PP A MSC - AL, 5 K A Py B pt T WA B,
ELISA 3: K6 I 4 M EA B TNF-o HBE . 5256 01 57 ik
13 e
1.3.3 PASMCs f3a el R MTS 33 33
FePR Z &4 PASMCs (3G TR I FE45fL B,
PASMCs #h % 3 3, Jill A 300 wL/fL ) DMEM/F12,

15 pL/FLAY MTS, 4k4E55 5% 4 h; IEE 4N, 1 000 1/min
B0 5 min, JIEESE 96 FLARHY , BEFFRACRE I 490 nm 4b (1)
JEEEE(E D(490) oSBT AT 3 1K

1.3.4 PASMCs AU NES 8k BERG TN KE9R 3 d
Jei 25 B35, AR 4N, Hanks 50 502 20 At 1 9 48 2 1
1.0x10°/mL, & 96 fL#k (0. 1 mL/fL) , It A%
Wl 3 wmol/L [y Fura-2/AM, 52 3% M F 40 min; Y
SE 400, Hanks Y 5B A0 I E R 4 % 3l 5. 0x10% /4L,
T 96 FLAH, FH 2% 36 43 6 6 BE TR T 28 6 EL fH (R
{ED) s BEFLINA 0. 19% 23 B 1) TritonX-100, 72 3% W &
5 min {ff Ca™ Sg M F1, KM 746 UM (R, {H) s B FL
JIA S mmol/L Y& i 1) £ — 5 DU 2. /R g (EGTA) , 4
W E 5 min {ff Ca™ 58 4B, K I M98 56
(R B s R AR AN Ca® Y [ Ca™ ]i=
Kd x [(R-R,, )/(R,. . -R)] x FD/FS, Hh Kd W
Ca™ fRBIH L 224 nmol/L,FD Jy Ca™ 5E & iFBRIRAE T T
380 nm PR AL T EHRE  FS Ry Ca® 5E M AR
AT 380 nm L PR AL T ERIE

1.3.5 SR PCRAZ 42 H454 PASMCs 4f
PR RNA, 380 I 5 (RS0 K 4% 41 PASMCs 4 Jifd
mRNA 5% 5% 4 ¢DNA, B11IF4 A RT-qPCR 5147, 51
WIFFSI L4 1, RJH SYBRO Green 56Uk, I 20 L
IRAIEATY 38, 38 25 AF 4 :50 CHFLE 2 min 95 CHE
%72 min, 40 MEH: 95 °C,15 s ,60 C,30 s §" 17
SEWG, HEAT R A 2 o3 B SR A I 7 1 1 R S L LA
GAPDH fE -} NS5 A3 R ik il A 7 5 40 MT o

&1 RT-gPCR3|MFIERRKE

HH Elkabgl JrBERE/bp
GAPDH  [-}j:5'-CCATTCTTCCACCTTTGATGCT-3' 98
T : 5 -TGTTGCTGTAGCCATATTCATTGT-3'
CaN  LJi#:5'-CAGAGGGTGCTTCGATTCTC-3' 156

TU#:5'-CCCCTAAGAAGAGGTAGCGA-3’
4% :5'-CAGCAGATTTGGGAGATGGAAG-3’ 180
FF:5'-GACTGGGTGGTAAGTAAAGTGC-3'

NFATc2

1.3.6 PASMCs f#) CaN Ji P4 6 il BR3dEE
7%, PBS Pk 2 35, LA 300 L 4 i S
10 000 r/min B.0» 20 min, W& i % ; PASMCs /Y
SR S AT A, RS AR 562 nm SRR Y
D(S62) {8, MM A S E AW E, BRI
(pg/mL)= [ (& D fEH-=H DAE)/ (b D (H-=
FI D AE) | xBRifE v BE (563 pg/mL) xFF 5t 7 BE A
o RH] CaN il & %] PASMCs 1) CaN i P 47 K3
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M, CaN EME=[ (G D (E-XTHE D {8) / (bifE D (-
25 DAE) IXARIER R (0. 1 pmol/L) X 2 N AR £ i
AR (S %) X3+ FrFEA L Mk (mg/mLL)
1.3.7 NFATe2 35 o S A i ¥ri3dgEE
17, PBS tht 2 i )5 , AL A 4% Z P EE , = IR 5L
TEZE 1 h, %3 %K, /K S min; i /il 200 pl 0. 3%
Triton X-100 ZEEIFE 10 min, PBS ¥ 3 Y%, &:¢K 5 min;
5% BSA Z= il ¥ M 10 min, & BAS; jii il 200 wL
NFATc2 HLafEDifAR (1:100, Novus Biologicals, 3 [F ) ,
4 Cid R PBS ¥k 3 WK, AR 5 min; Ji%0 200 wL FITC fr
LY IgG, T4 CHROEIFR 2 h;PBS £ 3 WA, HILA 50 uL
1 wg/mL DAPI B2 10 s, % PBS 32k 3 ¥;4,6- bk
BE-2-F AL W ( DAPT) FEATAZ Y €0, T8 & 96 Bl
Bi T #EAT ST
1.4 it 5

K SPSS 16. 0 et 44, DL x+s RN IR0 A1
T IR FEBCR AT LSD ¥ KK :a=0.05,

2 R

2.1 &Zia3zic bk TNF-a 93k E

iR 3 dJa, T bk 2 40 B R 4 o TNF-o YR FE 45
FLali PASMCs i B EH i 2 7115 (P<0.01) ;MSC THiidH
o TNF-o Y& BE 55T 3k T 40 B ofill 38 28 P S 7 B (P<
0.01) ; Ifij 4 1] PG HLpr T T2 TNF-o 1R B2 L EH A%
T T PRE AR AL (P<0. 01,18 1)

900 -
- 800 A
= 700 1
& 600

i 500 1
& 400 -
f‘f 300 -
Z 200 1
100 1

0-

b

1 2 3 4
Eivl|

1.3 45 PASMCs x B8 2032, T k& 2m it k) 8 48 ; 3. MSC F
TR 4. XA HERTFFAL;a P<0.01,5 T Hhewmin
F) 840 b 45 ;b P<0. 01, 55 38245 PASMCs x B8 48 pb %

B 1 ELISA il & A5 & s TNF-o 3R E

2.2 MSC #f PASMCs 34 74 49 % vf)

5 gl PASMCs Xf HRZHAH EE, T jbk E 240 o ) 3 21
PASMCs F345H fE 73458 (P<0. 01) 5 5 T 3 £ 248 o )
H LA, MSC 0 20 R 00 SR A1) 7 Bt 1 Tl 261 240 e 3
FEAEIA AN (P<0.01) 5 #pJE H 2 K Bl TNF-o ]
AR HE PASMCs [958 ( P<0. 01,8 2) .

1.2 1
1.0
0.8 1
0.6 1

D(490)(H

0.4

0.2 1

1 2 3 4 5
iRl

1. 3825 PASMCs 34 FB48;2. T 3k € 41 L) 4 20 ;3. MSC F
20,43 X A 0GB 5 T T4 ;5. TNF-o 38 48;a.P<0.01,5 T
kB 20 LA 20 PE 3R 5 b . P<0. 01, 5 325 PASMCs T8 40 b3k

B2 MTS #i%&2H PASMCs 1854

2.3 MSC % PASMCs %8 it N 45 3 F 3K JZ 84 % v

5 H gl PASMCs X BRZH b8, T bk B 240 i o) 9 241
PASMCs Jif 3% v Jie 25 85 &5 F ik BE Wl g B JH (P <
0.01) ; MSC i g K A P4 i 2 PASMCs AUk
PALIIE B2 605 2 P v B A T 3k XL 40 A o B 2 B T R
(P<0.01) ; /M5 ZH K B TNF-o A4 &L A2 # PASMCs
O PN 9 5 T MR B T v (P<0. 01,181 3)

300 b
3 250 1
200 a
150 A
100

A5 T mmol

50 1

1 2 4 5

3
215
1. 25 PASMCs 578 285 2. T %k @, 49 i 3 285 3: MSC
TR ;4. % KA B 3 F ;5. TNF-o R4, a; P<
0.01,5 T # & 2m ikl 8t 20 v 25 b: P<0. 01, 55 36 %
PASMCs ¢ 8 20 rb 4

3 BHEPASMCs BERNBBETFHIRE

2.4 MSC #F PASMCs fi2 /) CaN NFAT % i 44 %R

T bk T 20 34 PASMCs iy CaN A FRIR AR
ali PASMCs X i@ 2 B i 3% (P<0.01) ; MSC i 41
CaN A% T Ik T 40 i 500 985 20 B S e ], 55 9k |
PU BT FRIZH 51 500 HE AR AH 24 (P<0. 01 ) , 33 Fi 11 i
Y FT LA A NE M B 2K B TNF-o BH (2 F 9 ( P<0. 01,
4A) o T bk L 20 Jif SR 2 NFAT2 1Y 3% 55 55 H 4f
PASMCs *f B8 20 # . |3 (P <0. 01) ; MSC T Hi 4
NFATe2 Fih%¢ T ik U 20 M il 3 20 B S gl o o, 5 0
PG BB T T RN FE AR A 2 (P<0. 01) , 3 F
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i VR AT DLk 2 U5 vk B 20 K B TNF-a0 ¥ 5% (P <
0.01,/8 4B).

I
?Kg NE

CaN mRNA FHX}#

3.51
3.0 1 b
251

2.01

1.0 1
0.5 1

NFATc2 mRNA %) ik H

1 2 3 4 5
4151 B

A:CaN; B:NFATc2 1345 PASMCs 18 40;2. T &t

R iS40 53 MSC T4 ;4 3 R A B 30 F 4L ;5. TNF-a

Rl a 1 P<0.01,%5 T e mpeh) g8 k45 ;b P<0. 01,

L5 3% 45 PASMCs 8 28 4%

E 4 RT-qPCR #il%& 40 PASMCs ffiff] CaN NFATc2
mRNA Fix

2.5 MSC xf PASMCs f2 4 CaN 7& M09 % vh

T IR AN A AL CaN (76 Mg B4l PASMCs Xt
HRZ W] 2 4858 ( P<0. 01) ; MSC T4, 9 2 | PG HL e
T4 CaN 35 PEH T 5 B 20 At 3] 34 2H I S8 e B ol ( P<
0.01) ; #MEM: T 2 KB TNF-o 7] D) B B 4808 CaN 1Yy
TEME(P<0.01,[8 5) .

0.7 7
0.6 1
0.5 1 a
0.4 1
0.3 1
0.2 1
0.1 1

0

b b

CaN {% % /U mg™

1 2 3 4 5
vl

1:3 45 PASMCs x¢ #8202, T k& 2m it k) 8 48 ; 3. MSC F
TR ;4. 38 X A 09 24 F ;5 TNF-o )it 285 a: P<
0.01,5 T # &t o bl sa k4, b. P<0.01, 5 %4
PASMCs ¢t J8 20 b 4%

B 5 &4 PASMCs gy CaN KiE 1%

2.6 MSC xf PASMCs 2. ) NFATc2 &4 ag=5vh

R HI FITC SO YERARICAY NFATc2 [DAPT JUkn
LA, S5 R R« Hiall PASMCs X B 20 i NFATc2
FEIT T A, T AL T I L A0 A T
NFATe2 fEA A% X B3 2, & )5 R i .
MSC T AHERA PG FAHT T4 NFATe2 7E40 %
DI A2 i 5 SR 20 R B TNF -0 W AT 20 O A%
DX ol A 25 5k NFATe2 {1 (& 6) .

FITC-NFTc2 FITC-NFTc2+DAPI

T HREL AR ECZH Bal PASMCs X IR ZH

# 50pm
[

MSC 14

NIRRT

50 wm
—

TNF-o H3804H

6 FIENNKERMENE S A PASMCs fi1 ) NFATc2
HIEH SR

PH S8 KPR 158 B g B2 UL 1 S s |3 4 A
S K LA AL V52 0 il 3l Jk 1t A8 8 1A R e 4 T
i 30 K L6 - L) 3 B R A P 7 ) S 5 v 3
AR A BT ABE hu-MSCs 4], ol A 5E hu-MSCs
A PASMCs 34 58 F1H 28 1M A5 O T 0y, 2 PHOARGE.
JS7 FH RS TR 7 it
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FERAEF S, FEBB R F AT, A0 4
SPEZRRENS SRENSHE C & A (BB, 3E T S EOF L
201 o 5 5 T g T 1 B LA G P A B o
IR KT RS B vk BE R LA CaN/NFAT, NFAT
AT 5 A0 MIAZ N, 38 3 55 AH 7 3 R 2
G S S - WLAR e 3 g L B BRSE R
TNF-o A 42 1 A5 P T JULER B0 2 i 1 57, S8 o
[HF TNF-o fE530 i 01 1F 200 1 ZN 5 P 3 LA B 38 i £k
L ARS8 PR IR 5 0 TR TSR e PN R 00 M BRI 2 P vk
RN RSB AN S8 A O L (ELAE A 40 i A )
RHRAF T, A5 B 1 Uk B 1S 5 A 2 1) CaN/NFAT §7f
e ] R R #E — MR . MSC i S 115 4
] GE 3 WA S RE T A A D4 N T, i PGE, ' TGF-
[31“8719] B4 %-6(interleukin 6,1L-6) 1200 e g S A i
J, BRI ] Th AH 5C 58 i 1 40 i R 1
(1 TNF-a #1 IFN-y) 9233017 o 35 F MSC ¢4 1
FBE R HE T, R MSC %t PH 3l 4455 50 34 47 #% 4
WLAERE ARAFARAF A 725 12, 26 A S 1k 40 i 14y 920
TE N3 B LA TE# R B T AR SR RVE Y

R T2 B MSC 2 o] 38 2o HC A e 1 5
FHPDH] T 96k EL A0 AR 1% 3 £ A0 PASMCss 395, 328 i ke ]
REL 1 il 20y Jok i 45 549 PO 4, RS T — 1 H
PASMCs T ik EL 40 d Fl MSC 4R IR ML R F R £
TIEER Bon LB SRR R P, AE ConA (1 H] 38 4E
LT bk EL AR TG A, 43U 9 RE BT TNF-o 1) 0 (B
FHE A RORE T PASMCs 4% , i 253 = PASMCs (1)
BT N B A R A S S T, CaN i R TL
T 2 O R Ui NFAT 2 il R 1k 3005, 5 3K
PASMCs i 458 ; MSC AT LU T kB 240 B i 75 4k
T Ik ELAH A5 5 TNF-o f9 58 AN BE S 35 38, DA TT AS R
A0k PASMCs $8 5 ; TNF-o [ B30 395 ¢ 1) VG i i
AB1Y T K EL 4T 48 6 () TNF-o 254, M S 8007 55 1
TNF-o 2] B, PASMCs ) 38 5 B 8 0k 1%, &5 MSC
T Ak SR B A A 245 7E MSC T 2H b A U
TNF-a, PASMCs [F)345 B B 358 . ABFFEAEAR SN
E T YA TNF-o 1) 905 P10 8% 5 15, PASMCs
Hh CaN il NFATe2 ()35 fb 1 B¢ , MSC 38 33 X T 4k 2 41
LT fE A XE CaN | NFATe2 (% 3 ¥, iF 1 & 3% Xt
PASMCs H458 M I VE T . %45 95 BONNET 22 f1
CHEN 25" pyiF 5 FARENIE , 5 MSC 215 Hfhg s o
(S BE VR 1T RN — 2 . ASBEST IR R T MSC #if T
R EL AT AL, U8 RE R TNF-o 4330, 30461 2L
iy PASMCs 3458, A FH MSC %t PH #E47 A5 4E T T
PRI T SR A 5T B

{EJ& PH B 9 RE A5 1) PASMCs 3 8 1 AL 2

SR , AH DA AE IR - [ 75 A7 75 U3 R A T AN A )
2 HATM ARG . W50 0 MR ARG IR -, [ 45
TR I RS, B — I E K2 44 TR,
MSC X A4 i I8 35 1 F R AR H 2 22 1. ABF5EAL
TEIRSMFIH MSC X AL T 94k 0 41 B 3 36 TNF-o 1Y)
TN AT CaN (NFATC2 3k JG LT T 5%, S2br
VE I AR i R ] A B2 i o] 2 A S A R I 2 45
BranE s e w2 s IR R

S Xk
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