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Fo Hib, AN R -17 (IL-17) BRHE W, 1L-17 J&h
Th17 4 A AL AN AR = ) B R A 7, B 5
FL5 IL-17RA 1 IL-17RC W I F R Z IR E AW 4E, U
BB F — k BONF-k B) 5l 22 245036 Ak 8 805 ( Mitogen
activated protein kinase, MAPK) %% {5 5 il . 1L-17 % 1K
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morphogenetic protein type 2 receptor, BMPR2 ) & PAH 3
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MCTD. SLE J pSS %, &M mn ", SLE-PAH Jix
HULEY CTD-PAH, /5 44.4%, HWIE SSc-PAH (5 29.6%,
pSS-PAH 5 25.9%. 1F Zhao % "V iy #F 9% v & ¥, SLE-
PAH & R AE I e ., i (34.6+8.6) 7, pSS-PAH f#
B RIGAERE N (40.649.0) %, SSc-PAH H#H 1Y LRI K
(43.3+12.0) %, SSc-PAH [ KRl ; Sz Fiis
(1 ulRNP HTIK ) B BHPE 2R 7E SLE-PAH B T i, AN
64.0%, SSc—PAH 4 N 50.8%, pSS-PAH & N 20.7%;
Pt SSA PR BHE R AE pSS-PAH B FH e, 204 93.1%,
SLE-PAH # # 4 59.5%, SSc-PAH 3% Jy 42.0%; Hi SSB
PO B M R AE pSS-PAH & e, 290 31.0%, SLE-
PAH % J 18.0%, SSc—PAH % H 14.0%. CTD-PAH (¥
PR R RIE HBZ R PRI R R, X 45 LA
Banyriek T EAPRE . T HARR IR, i
P PE R A W & B, CTD-PAH FO % AR RS .
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BEWG . MEIEA OB A LU IR PR
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G2 R S E W QR S KA T B, BAE R |
GBI TR, P E IfL

CTD-PAH B 35 09 1005 M 22 21 40 i A4 B 0 A 58 B
(RDW ) . N KU kaTA (NT-proBNP ) | FHEERUAEHA
Bl . WHO LIIREST 9. 6 733 b 4T % (6-minute walk
test, 6MWD ) | 470 p R 7155 5 CTD-PAH A& S ARG,
Distler 45 "V {58 2 W, SSc-PAH ) 1., 3 Fil 5 4E A 77 %
9 85% . 59% Fll 42%, SLE-PAH [ 1. 3 Fl 5 4F /L ff &
97%. 77% 1 61%, SSc—PAH H# 1Y 4= 17 5 0] A% T Ho b
CTD-PAH .
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ERG. LA - AT SRR I - 5 1T R A
T A5 530 i A SR AR A, Wil — Hw, IR -
KT — R 25T WFB, AR EARR T R Z A4
Hi#) ( Endothelin receptor antagonists, ERAs) . B2 g/
5 ( Phosphodiesterase 5, PDE5) il %1, A i 1 H B2 3R
fE1i ( Soluble guanylate cyclase, sGC) FPREH] . A2 £
1 LA B i 900 2 32 Rl 45 . {H5 IPAH A8 1L, PAH-
CTD B (JLHJE SSc-PAH ) X PAH 5 5EIAYT AY N 8
WK, XLl AR HLENME T L5 S, A
T 240 422 il LA A A S & TR S, AR BIVRY AR DCHER
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TE CTD-PAH JAJTH, ERAs BN A2, HEL
VEHIPLEAE T, RE SN RS G N R 2k, AL
FELITIN 2 28 RGEME S A, SR A5 1 &7 5K S0
IR AT BB ST . 7E ERAs FIZGYamsrh, 22~r b3
b 248 EP Y T = R awer = GO AT P P RVAA £ D S W S B 2 S Gl ]
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IR i 2 FRAIK PAH B3 IR FE R, (HAIRES W 3% b 42
T+ 6MWD (EE R, iAok ss T R F s shoge, It
UK, PDES Ml & —JSRBIE BEREED ™ TR Ml Py i /8 I AL Al
PEARBE I 25%), HL2 B 76 T8 J D A 9 5 R
( Cyclic guanosine monophosphate, cGMP ) HJR&f#, il 47
SRINAY . AREY F B VTHANE | fbaA RS, 2hin
REIT S GE BT, BRI B8R ki, LU
ANV INER G A 05 FE B A5 BN 2 A . SR, PDES ki #8
il AR T RE PR — 2R RN, anskdi . THAEAS R L
PSATRuR Fai N
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W9 &M CTD-PAH (&4 R e BAA e, —2 0N
FEGEE R . R . N DR AR R B
FIBTRFZE A GO CTD-PAH (&I AL, B AR 43 F /K Fx)
PH (IS AERLITI AL T OB AR R B By, HAB S50 WA AE 22
5, BEDHFRIREIRA, H{E CTD-PAH &I L Hh 19
SRR I, 3 Rl PRAR BB 7R 7S
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