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WE : BY #5TELmiessh s B F /8255 BT 1la MIF/HIF-1o ) Z A a5 i E ) 48 i 6]
WUREF 2 2m L AR S B O RRALSE I B IR 27 B P 09 9RBEAE . TTiE 40 R R R REIL F Riko h 4 40
SFRELA, AEAVLE . MIF 4746 7] 40 & HIF—1 o 23 48, 42010 2, MIF3746] 5 2840 HIF— 1o 47 3) ) 2003048 A 5
AL A 20— P ARt — B RS E ST, LR R A S FAERIER(RVHID) B3 Mg bk E(mPAP) . 8534 %, J%
R M 3K 36 (ELISA ) A &40 K o fn i HIF— 1o, MIFAE; i@id F A4 (HE ) 3 &ML R S Bk A=Al 2147
MR REBE, SR MEAF J EMIKELAMF 2L P MIF, HIF—1a 89434 ; Western blotting -] J& 4 it MIF |
HIF-1a, a—SMA, CollAl1#ykik, R Sxbmiarbss, AL MIF 395 4L% HIF— 1o #7245 20 mPAP #»
RVHIH 5 (P <0.05); HAERLAE, MIFH#7H)F) 2040 HIF— 1o 47 3%) 7 28 % mPAP Fe RVHI 3 AKX ( P <0.05) .
Latraalrbar, BLAML . MIF 36 A 28 HIF— 1o 374 A 2L MIF, HIF-1a8-23¥ (P <0.05); 5EAMILEL,
MIE %7 7] 2842 HIF— 1o 47 %) 7] 22 MIF, HIF—1aF 43 F%(P <0.05) , HIF-1a 5 MIF £ E48% (r =0.853,
P=0.026), HEFE&4RT®, BAME K ENE, LETE AN, ARG HALIGE, hEREE, KKWE
B 5 HIF— 1o ) Fe MIF #ph) R 4L R kR . LR BB i BER T IRAAIE R, RORR B 338, AR AL 20
AT U N EIRRE RESG &, BB E , HIF— 1o 49 7 = MIE #9740 7 7T LA NSk 8 BE 3G & | SR EIEE .
SR BALF L EERE T, SR, MIFIpH) 7 404 HIF— 1o 3746 5 40 MIF A= HIF-1a &2 97 & (P <
0.05); HAEALALLER, MIE #7467 2% HIF— 1o 374 7] 2869 MIF F= HIF— 1o Z A AR (P <0.05) , BEAV LA S AF
ZHLR T Sl R EE PR 40 L6 fa A SRR 4 R P MIF A= HIF—1a 3 28434 . Western blotting 2 R 2.7, 5Bl
Fart, AR LE e HIF— 1o 3] ) 20649 JB 28 i a—SMA F= Coll A F A 3915 (P <0.05) 3 SR 44aML, HIF—1adp
2H) 50 28,64 JB) 2 AL o~ SMA F= Col1 A R A EAR(P <0.05) . 518 MIF 5 HIF—1a 7T 48 & A %@ Stadad At ik fn 8
JB) 4m ReLie) sk AF Y p oA S b R AR AL B Bk 2 SR 6 R AT AR
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Abstract: Objective To investigate the pathological role of MIF/HIF-1a reciprocal effects in regulating the
differentiation of pericytes to myofibroblasts in SSc-PAH. Methods Forty male rabbits were divided into four
groups (n =10) by random number method: control group, model group, MIF inhibitor group and HIF-1a inhibitor
group. the MIF inhibitor group and HIF-1o group were injected intraperitoneally using ISO and 2-ME2. The right
ventricular hypertrophy index (RVHI) and mean pulmonary artery pressure (mPAP) were recorded in rabbits. ELISA
was performed to detect the levels of HIF-la and MIF in the serum of rabbits in each group; the pathological
changes of rabbit skin and lung tissue sections were observed by HE staining, and the expression of MIF and HIF-1a
in lung tissues of each group was observed by IHC staining; the expression of MIF and HIF-la in pericytes was
detected by Western blot. The expression changes of MIF, HIF-1a, a-SMA and Coll1A1l were detected by Western
blot in pericytes. Results Compared with the control group, the RVHI and mPAP of rabbits in the MIF inhibitor
group and the HIF-la inhibitor group were increased; compared with the model group, the RVHI and mPAP of
rabbits in the MIF inhibitor group and the HIF-1a inhibitor group were decreased; compared with the control group,
the serum levels of HIF-1a and MIF were increased in rabbits; compared with the model group, the expression of
MIF and HIF-1a decreased in the MIF inhibitor group and HIF-1a inhibitor group; there was a positive correlation
between HIF-1a and MIF (» = 0.853, P = 0.026); compared with the control group, the thickening of skin and blood
vessel wall in rabbits in the MIF/HIF-1a inhibitor group was less than that in the model group, which had thickened
skin dermis, fewer subcutaneous appendages, and significantly increased lung tissue lumen narrowing, irregular
small pulmonary artery walls and interstitial lung mass; compared with the control group, the expression of both MIF
and HIF-1lo was increased in the inhibitor group, and compared with the model group, the expression of MIF and
HIF-1a expression was decreased in the inhibitor group compared with the model group; HIF-la was highly
expressed in the lung tissue of rabbits in the model group. The expression of pericyte o-SMA and CollA was
elevated in the MIF/HIF-1a inhibitor group compared with the control group (P < 0.05); the expression of pericyte o
-SMA and CollA was decreased in the MIF/HIF-1a inhibitor group compared with the model group (P < 0.05).
Conclusions MIF and HIF-lo may interact and participate in the pathological process of systemic sclerosis
pulmonary hypertension by promoting the differentiation of microvascular pericytes to fibroblasts.

Keywords: scleroderma, systemic; hypertension, pulmonary; pericytes; hypoxia inducible factor 1 o
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Z 4 Ml AL 3 ( systemic sclerosis, SSc ) J&—Fl R
DA BT i v A B e v, R 2R R
JZ B /NI e A, LA K B A e S5t T AR n
14 B 2T 24 20 1 2 e B 51 i 20 ik &5 e (pulmonary
arterial hypertension, PAH) 42 SSc & W i SE 1 5 Kl 2
—B GHALZE 4R HEURAH L, SSe—PAH & ik 58 HE
o WLATHE I A BLR , SSe-PAH &9 %K 8% ~
129", PAH — ELJ& SSe ¥A /7 B ME L, HBiR 22,
BOLRM R, SRR AL 20%, BIEfd & 52
B AL 1) 2 M HRE AR R 5 AR AE TR R & 60%10
SSc—PAH J& T4 — S i il 3l ok i 1, 5 B0 B AR
S i i A8 4 0, (H R R BRBL D S B
Ji 200 i R T A T A N BE AR AR B AR, 5 KA
Jif e ] Ak i 1l A S RO RE R AR 2T . IESRE R I,
JE) 20 B A SSe 1L A5 E A | i Sl bk e R B b k4
B ERAE Y

W5 41 B 7% 20 91 1 B+ (macrophage migration
inhibitory factor, MIF) & H 2 iU fE R A . A5 K

38

W, SSc £ 3 T PN B2 40 A RN B 2T 24 240 i 7= A 1
MIF il e B B 3 210, $27% MIF 7] 8 5 SSe 19 %
SiE I A8 e A2 A ORNS Bk 4% 5 B 1o Chypoxia
inducible factor 1, HIF-1o )& H Hi £ %0 ME —— Fh X it
SR 38AH DG KT A b RE 3R 3K 0 R 3L Bh ) i Sk TR
T PR R, BRI T HIF-1o A RFELER A,
J1:25 5 SSc K8 ili il 45 A 46 R I SR 9 14 9o BE
AR 3 HAWEFE 48, MIF J2 HIF-1a A9 B 3250
FE, HIF-1o AT DL 98 5535 30 MIF (4 32581
MIF 0] LAz [ 3 15 1l 2 K B A5 19 % HIF=1ow () 10
il B SCHR UE— 25 UE B MIF i HIF-1o 76 D) BB
FAATEMEARAE LR, HIF-1o B R R IRTE—E
FRJE b SO T MIFU BTk, 283 HED MIF
5 HIF-1o A] B2 5200 AT 2 55 SSe—PAH 5 B 72
AW 90K F 1ok B 2 065 B A 5 B i SSe-PAH
G B RY  BLAR It SSe—PAH A5 R fii 5% 1M A2 ) 40 it
MIF 5 HIF-1a 22 [8] (9 40 B A B H 9 4 Al it 45 )
24 L 53 A6 TE SSe—PAH H B BRAE I .
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AR, AF . MIF/HIF- 1o B SE MR SO0 T A0 230 S 28 e P I 3 Jik e PR AV P

1 MRETE

FENESIAFA
HL TRV AT 5% 5 B 2= U A BRA
Al WA R RGN IE B A Y BRI FH AR e
PR St {5 B A 22 W BRI H H AR Nikon /A 1 .
98% BF A il (_LIEBTRL T AR A BR A |, 1
KBER QA REERHARAF), a-SMA  HIF-
Lo FI MIF $7 4 ( 35 [ Abcam 23 7] ), CollAT B 44 (b
SUEYIRHE A R F) , GAPHD AR ( F i 383« Rt
BABRAR) , 2- A LM B (2-ME2) (- ifg BT 47
THEARHARAFRD), AL ( Isoprinosine, 1SO)
(b R ERHEA A A .
1.2 ZWHYEHAE

40 H SPF R {dt R MEVE R e, 15 A Ao A, IR o
1.2~ 1.8 kg, W B YLV H B 25 R#ah P 525 ol o
SEUG W) A PR VE TIE S - SCXK (1) 2019-00155 5K
B Z W P4 T IE S SYXK (85 )2017-004, 1325
Bl AR SL IR TR, KRR, OGRS, R
(22+2)°C, X 55%, & KEHKMEY,
BRIGUEER . W RIg ML 7Rk R
X REZL . MIF #0057 20 K HIF-1oc SR 4L, F41
10 H . EHIZE . 2 40 meg/kg 1A F 25 18 0 1 5 989% B
HAW LK, ZE8 R4 TE 0.1 mL R E
25 (U 9 125 mg/1.25 mL 110 19 o 25 25 0 W0 VA it
FAH B 0.9% NaCl ¥ W T e BV B2 4 1 mg/mL 1k
RERVW) LS 21 K, B R BB 24 he MIF #7
Tl FEREAIL] BEmty [ 26 2 R 20 s 1349 0.66 me/kg
(4 1SO , 3% £ 7 4 20 K, B UK (B B 24 h HIF-1a §
il 50 20 - e A A 2 LAl 56 2 R ME IR IS 1 mg/mL
(1) 2— F S8 JLE — 8% (2-methoxyestradiol, 2-ME2) , %
SRYES 20U, ERUKIEIRG 24 ho XFHR4L . 7EIE R
A7) 3508 A7 3¢ S5 48 7] 5t 1% 95 1R £k 2% 40 W (phosphate—
buffered saline, PBS) o
1.3 KEHE
131 RACHFEME FAEH 21 45, H30 meke
I LY 2 BRI S o T SRR IS B PESO B 45 3%
PR SR IRAY , FE R ORI, HIF R iR
K WA (12 500 u iF Z BT 500 mL 0.9% NaCl) . 4
e FARE L, BUDEM &R . H8, KR IIIF
FHe . HIEREEGHLZE, VIFTRAE, HERAT
MM, HFERIERE A, 2680 9L 3 ik

1.1

FE A, il dE, BEIRAE .

132 M5 BGRFRE, 30 mgkg KO
P 2z Gk IS I T SRR P RE T, K
TAHZ, e B R A (TH) AR A TR
Ik BT E B KA, W) 5T I A7 0 5, G s AR
UCHE TE 7B LR AKOMI 49 22 3 F I, AT 1/3 A 4R T R
HHE T (70 v/min) , J5 2/3 195 2% 12 HE 12 (50 r/min) .
THE U 235 oI BT SO JUE U000 i e B Jii 3 Jok T, A B
ERIKUEUE T, ALl 2 ZURN i 3l bk T ) e
H 4% W HRE [ 2, B R A2 TR R B T B, T
KEUETE, BY T B PR 4H SN B JK 1M 45 Jo) L 405 4 4 41
FHAE BRER K th e T B R ZH 2L, A [R) A 1 R R
TEE , RN B FT A BR AR T =80 “CUKARTR TR IR AF
133 A& F R 454 (right ventricular hypertrophy
index, RVHI) M & bk BF AL AE 5 i 5], BUT O

BE, B9 R &40, PR A i A H Al
40, WE M (interventricular septum, IVS) i1

Zo T AL T (right ventricle, RV) Jf & B, /0 B8
H /2023 (left ventricle, LV) . RV 51VS, A4
R VR 25 BR AR B A I B K AR B, PR DB AR T
Koy, fefE AT AL, 2 FRE . RVHI=
RV/(LV+IVS) .

134 ARG HRAIFMIEE RS R 21 d
Jei, K D AR B A S 249 il ) ik TR (mean pulmonary
artery pressure, mPAP) Fll RVHI, % 9 7 Jik {7 J2 3§
B, BN M. B AEALN A KK
Ji e el U 9 B S 5 o] ple 1T

1.35 B JK % J& R M X B (enzyme—linked
immunosorbent assay, ELISA ) # | HIF—1a, MIF 4 &
A F 53 BRI 5 mL, B A -80 CUKAE
PRA7, SRIMTE HIF-La, MIF AG I 75 4% I8 ELISA 3
70 G 0 B A B A5 A0 BRIEAT A o AR A v
W 5 HE A SPSS 22.0 H i 2 il hr v i 2k, e i A
ARG BE AR VT3 e

1.3.6 JK PR A Bl 4L 4 O RAE — (hc‘matoxylin—
eosin, HE) ¢ &, 22 & W1 [0 [&] %2 1 J Bk F Jili 4 21
SRR K . W REN], A IO
(4~5pm)., HEJL @ J5E .

137 RJRALZRALF KM MIF #o HIF- 1o £k
HE %% 8 19 U1 Fv JBt 8% . ¥2 21 5 ] PBS (pH=9.0 ) Uk
3 min x 3 Y, MLV B AT, 48] 345 100 5 4300 A — 4t
HIF-1a fifA (1:1 000 Abcam , 5 58 58 B4 Al MIF
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P& (1:1000 Abcam, G B s FEHLIR )37 CHEF 2 h,
{5 45—t 5 H PBS U6 3 UK, &K 5 min, I ZHi[f L
FlIgG (H+L)1: 10 000 Proteintech], 37 “CHEH 20 min,
FLH PBSPE3 minx 3K, JIA DAB & Ak, HKiIkKE
oo oK EW KE A HBAKEYR, BEL
Pt S8 7K Be — W 2R B AR JE B R o Bk b R BE R
F£<300 pm Y fili /N kAT I 5, 3 R A
i R 46 Y G 1 LAY B 4 EE BT MIF A HIF-1o B9 36

IR KSR
138 R@piri KREBRASYIHEHMALHLS.

28100 wm A5 U8 9 ) g8 HE — 2D R A . D8
WAE 10% 11 Percoll 43 55 ¥ A 1 000 r/min 550> o
ML A e 4 mL WS EE, SEEEEN
fifF 20 21— TE AL 15 min, SR J5 i F Percoll AN % 224
JE (60% . 10% . 0% ) % B 54> 41 J Fi 20 2L0% Jr o
1 000 t/min 5 .> 30 min 5 , ] PBS X X 65 47 5
B BLOJE LT B9 DMEM %% 3 %, FEIA 50 mL
JCILTE DMEM H 2, 4 Ci#f # 30 min J5 %57 LI,
HR 2. WA, F & 10% FBS () 20 mL DMEM X
O AS R AT EE R o R M IO A i BB A%
35 mm Y 40 fE 3% 52 ML P, 5 AE 37 °C L 5% Ak
ik R 95% B AR LS SR A P G 3R o 72 h WA A L
AERKIEOL, BEHIEIRI, 53 dHm 1k,
JRACKE 7 8 ~ 10 d JiF 4t A L 7 I 6 LIS 80% ~ 90%
B PBS PR 2 ¥k, 0 A JBR 2K 1§ FT EDTA 78 43 TH
1k, B2 N WLEE, 40 i B B A 4, AN AR [, A A 45
PR DMEM B 52 i 4 1 HOE AL . #5000 5 min, 5% 1
THWL A 2 mL % 15% fify 4 1l 3 (fetal bovine serum,
FBS) 35 % F d 8, 45 A0 5 0 40 M 55 55 4R b, T A
Ji 1 8% 57 4 FH 5 5% FBS (19 PM B3 98 3E , & T 37 C |
5% AR TR TP R SR LT AR AR IR AR AR LB
1A AR REBOA T 1048 EE 8 41 i )
T A K R R TS AR SRR S AL
W 5 AR AR A M T 20 i 2

1.3.9  Western blotting # M| & 27 i o —SMA #=
CollA1 & & Ak K5 57 L v Ak 34 4 1 J) &4t e Jin
A RIPA %1 2% ¥ (1%SDS F11 0.5% 2= %8 1B R 4
1 mL, ## % 30 min, T°4 °C, 12 000 r/min, &[> 10 min.
BRSO R BCAEM E SRS, HIERS
H U ARG w5 AR N LR N 30 pg 1)
B R VR A I AL K AR D
RS 5 B A AT B PVDF I, 28 5% RS W5 6

H P2 h A — PO R B B, o —SMA #% (1:1 000
Abcam , % B 5T [ HTAK ) , CollIAT(1: 1 000 Santa Cruz,
P ST PR ) , GAPHD (1:1 000 35 [ 8 2k KA A,
RIS REPLIAR) 4 CIFR LR TBST 3 x 10 min ,
U7 B AW B (L 3 BT R 1gG HRP 1: 10 000
Proteintech) , ZIEIFF 1h . FFK TBST % 3 x 10 min, %
JHECL &G 5% , I % Western blotting 25 J #4743
BT« i Image J 3K PR 15 086 J5 4% 8 (1 5% 19
Integrated density {8, 11534 HWEH S KNS EH
) L4362 B (integrated optical density, I0D) H{f .
1.4 SFitEARE

B R 43 7 R 1 SPSS 22.0 Ge 81 . R %Ok
DAIEL + bt 22 (x £ 5) FRoR , LW 7 224307, ik —
A P L A R H SNK—q £ 56, 4 ¢ 43 #1 F Pearson
o P<0.05HZERA G FE L.

2 #R
21 HEAWBAEREEXRMIKE W
A

A mPAP 5 RVHI UL, 207 265317, 26 5 4
BE2E R X (P<0.05) . 55X 4] i, R g
MIF 41011 77 40 S HIF-1o 30 i 550 20 mPAP 5 RVHI
ThiE5 (P <0.05) 5 S AR LA, MIF #1771 41 Fi HIF-
Lo IHIF2H mPAP 5 RVHIF&E (P <0.05), WF 1.

K1 BARMKENWEILER (n=10,xxs)
215 mPAP/mmHg RVHI/%
popiistic] 14.274 +2.941 0.241 = 0.004
FERIZ 37.852 £3.063% 0.454 +0.039”

MIF 101 77120 31.642 + 1.92072 0.370 = 0.005"%
HIF-1o 15120
FAE
PAH

0 OS5 XHRL #L, P<0.05; @ SR L, P<0.05,

32.480 + 1.8617% 0.362 = 004372

49.936 27.327

0.000 0.000

2.2 MIF 5 HIF-1c #1 % 5 33 % 1175 MIF 5 HIF-
1o B =R

ELISA i I 45 5 5 7R | 4% 20 fe 1l 7 MIF Fi HIF-
lo T, G200, ZRWARITFEXL
(P<0.05), 54 b, BRI . MIF i) ) 2
Ke HIF=1 o 3108 50 40 149 MIF . HIF-1o (0 335 2 T1 55
(P <0.05); SHEAILH AL, MIF #0557 41 A HIF-1a
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A, 55 MIF/HIF- 1o HASERIR 0N JE A0 3 Pl X 6 3R S PERE AU RE It 3l Dk s FE IO VE FRATFSE

0450 21 MIF . HIF-1a (19 2K BB (P <0.05) .
W2,

x2 HHEBRMEMFFHF-1a E2ELE
(n=10, pg/mL, X+s)

215 MIF HIF-1la

X R 2H 0.412 +0.003 0.693 +0.020
pieiiEE 0.691 + 0.014% 1.241 = 0.046"
MIF il 351 £ 0.503  0.026"% 0.820  0.1427%
HIF-1c $5)21 0.603 = 0.005"% 1.067 + 0.0417?
FAE 197.600 29.834
PAE 0.000 0.000

. OS5 RHRL HEL, P<0.05; Q-SRI L, P<0.05,

2.3 HIF-1a 5 MIF BB XSS

MIF 17 3l 571 5 A HIF-1 o 90351 570 4 HIF-1a 5
MIF & 1EAH X (r=0.853, P =0.026) . WK 1.
24 HEgBEZER

Bk 1 HE e 25 R R,k B2 R k3R
B, BEERIEEIRE, KIKMESfATE,; i
HREEWGE, BRLEML, BT gAY

Xof 4]

R 2

0.8 T

0.6

04

MIF/(ng/L)

02 r

0.0 : t !
0.0 0.5 1.0 1.5

HIF-1a/(ng/L)
E1 ®IEHHIF-1a 5 MIF B X ES T

Ao, I RERG I R BRBHE #0820 s HIF-1a 9041
FRFN MIF #9060 770 26 e ke je L Bz J2 B il 78 B Aok
MR IG IR, B2 BRB i g sl /b . il 20 20 HE 4y o 25 51
TN O 845 D N ANl o T e O | =5
BE RO A R B SUE R, ERETOHAE, R UL RE
Y v 3 5 AR TR 2 AT UL M DS Bl ok A RE B 2 G A
BT WA T IO A A A AL, A RE A
I A8 T L K R B RORE AN MR, T I R R
Jiti [) o 33 A 5 MIF 490 46 57570) 25 F0 HIF—1 o0 4100 1) 551) 26 i
NS RYG A, RS RS, I A RE I A
A RIEMMIRIE , M RERG S WA 2,

HIF- 1o $0H]57)2H MIF 1)l 55 41

E

B2 FEAKEKMMARRENE (HERE)

25 BEHZUFEEER

5 2 il 20 2 G e 2 Sk s e A5 R R
MIF 410 61 771 20 F1 HIF-1oc 410 1 770 20 5 X R AT L 4%,
MIF Fl HIF-1o RN 8 s SRIBIAL LA, MIF Al
HIF-1o FEIE MK, A5 70 20 4 i 41 2 o Jii 3h Jok B 1N
B 240 0 FF) 4 i 3R K 240 A% T MILF Rl HIF-1oc 52 05 32
ik, W3,

2.6 HIF-1a 5 MIF #5134 JE 40 b 1 «—SMA 0
collA1 M E B RIERZM

Western blotting ZE RGN, KR4l R
HIF-1 o0 41 1] 771 2H J&] 40}l v o —SMA Fl Col1A & FH AH
YRR I, &S, ERASITEE X
(P<0.05). 5XF R4 EbHe, HIF-1 o 410 41 771 £HL J) 240 e
1 0 —SMA Fi1 CollA 235 ¥ Tt i (P <0.05) 5 5117
20 b5, HIF-1oc 410 ] 57 241 J&1 40 i o—SMA A1 Col 1A
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X HE 21 k| MIF #5512
5 2 P53 2T, T o N AT
W,

<

FARGN DSy d At anl
B3 HARMALNHMFIHF-1aFEBEL (GIEHSE2 % 100)

() F IR AR (P <0.05) . LR3I FIE 4,

Western blotting 45 5 i 7 , X B4 A AYZH | MIF
10550 790 2L ) 40 v o—SMLA T Col 1A 7 11 AR R 26 55
PO, &7 225007, 2 A it 3 L (P <0.05) .
5ok BRZH e e, MILF 490 461 570 26 5] 248 B P o —SMA Al
CollA [ 323K ¥ T1 55 (P <0.05) 5 58RI 4 L 45, MIF
31075 751 4 JE 48 B o —-SMA i Col LA fil 36 1K 2 [ I
(P<0.05). WEA4FE 4,

*x3 XHRA EEAR HIF-1«HFEIFIE B M S «-SMA
FMCOMAEZERHEWNRIEZELR (n=10,xxs)

285 a-SMA CollA
payiite:l 0.220 + 0.042 0.289 + 0.004
HERIZH 0.760 = 0.137" 0.726 +0.126"
HIF-1o #PiHI55041 0.533 +0.02572 0.659 = 0.0917%
F1H 31.509 20.794
P1H 0.000 0.002
- Q5 xR, P<0.05; @ S5HRA AL, P<0.05,
1 2 3

Coll A Se——— ) | ])

1 2 4

a-svx [ +:
CollA N 130 D

1 X HRE 5 2 412 ; 3. HIF- Lo AHIFIZE 5 4 MIF 157040 .
B4 &Hoa-SMAFICol1 AR EIXE

R4 JTHRA EBIAR MIFINHIF A BE M o—SMAFn
ColAZEBMBEMRIEELLE (n=10,xxs)

205 a-SMA CollA
pogiste:l 0.337 +0.092 0.375 £0.027
FERIZH 1.450 +0.193" 1316 +0.261%
MIF 1 772 0.997 +0.1827% 0.880 = 0.174"%
FA8 35.766 19.358
PH 0.000 0.002

0. QSRR LEL, P<0.05; QSR [L#, P<0.05,

ROAAF S s, MRS R 5 A A T i)
5 K SSc-PAH B PRI AL AR RS ZE R R
P2 mPAP 2 5%F B8 20 Al HIF -1, MIF 41041 771 2H 44
Thr s Xt sh PRk sE il is , e Bl A A
B RVHI, Z558 &R, SAL] RVHI ) & 1 X B R
HIF-la. MIFHIFIZ . BB HI 21 d 5 KB, R
BRI GURG A 22, PRI AT R B e, 3% sh Bt />,
AT B, TSRO R R ARGE, Sk, B
KT o KK HE Qe 25 R R R LR E, B%
R, BRI AU A, AR, K
JER: RS S 0 5 il 4 40 HE e £ 45 5L I o il 4 RE 4
JEE I A RE LA R PR B R e 1 AR 4 IR
il 0 B 348 JRL il ) S A I I R B K KA B
H A i BE R & ] SSe-PAH Hu s Al

P R 41 L #E SSe ) D) BE FIAE FH © BT 2 B
DN (B0 2 1 oA B2 i o1 = 1 1 RS R A D8
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AR, AF . MIF/HIF- 1o B SE MR SO0 T A0 230 S 28 e P I 3 Jik e PR AV P

2 B () R BT I A 2 R, A BN R A, TR 4
JEL X i 4 1Y) e A BT A AR e A T Dy R Y AR A
FH o WF 58 BI040 B 5 P B At AR AR
AH LS A A2 2 148 0 B S RRE ™Y, N B 20 L 43
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