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Clinical features and progress in diagnosis and treatment of venous thromboembolism associated with

connective tissue disease

CES N LiF

Bg Bl

LI Yu-ting, XIONG Ming-xiu, WANG Lu,ZHANG Jing
LM P EHAFEF G2 ¥R, W) &M 610075;2. W HEFH ¥k - WIHARER(BFREAFHEER)
FREBEAEESH, W RA 610072
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45 Y41 2% (CTD) A8 % # ik #2482 (VTE) 3 Aok w1+ R FUE XA A&, 3 — F R GA R F E AL CTD-

VIE, REWHEBP FKEN L £, KX VIE KRR TG uy WL AKX VIE Xt AT R &g KA 5 LA
A, CTD £ % VIE By &% A 85 T3 CTD £ , XA 5 CTD %5/ S8 R E KB 5 %t R 4 k58 <, w4k,
CTD 36 J7 H 9 — 20 25 4y o A A B9 e 0 B XU, bt 8 R RO 2, 9T &) IS AR 45 3 R 2 A 6 07 25 i #0238 dm VTE KU,
#n 4 A8 25 4 (DMARDs) {2 Jak #7141 7] 8 VTE A& & FH#H — P %,

[ KA ]

[FEH%ES] R593.2 [ scEktREm] B

P Ik 1A A2 ZE (venous thromboembolism, VTE )
A FERER K A2 T 5 ( deep venous thrombosis, DVT)
I 1fi. 42 44 2E ( pulmonary thromboembolism, PTE) ,
JERELOIMAEIET AR = KRR E R KT R
FERGIZIE RT3 A H ik 15% 7, VTE /95
RER T Rl MG TR Bl G YRR sk 2 2
AGPEIRE RN S5 fa B R 3R A0, it Ah, 4k & VTE
A HE B G R R R A 45 48 4 2% (connective tissue
disease, CTD) ' | HFFE & B CTD ¥ VIE Kk 4k %K
B = THE CTD B S BRI SIS AE /& CTD-VTE
B EE L ARHLE ) AR, VTE f % 955 R AL R
Th ABFET-HAG BT TR, Hrp N 2 — 2R
8T B4 N BIA VTE JEH 2 PTE 9™ A R s
A E AL, FLIE AL R B IR T M A7 VTE BEfS 1B |
LRI S FBNEIRYT . CTD ZimIKZ# R 212
SR TR E S NEE, R Y B 242 CTD &
I VTE B rhoRs i —&8 23, IRt o g — 20 L3R
BIATER CTD % 4= VIE i I R4 5 216, Al
[l JBSCHR B2 CTD-VTE BYUATIR 48 A AL
YLE[=pEg
1 IGREHE
1.1 ESEMABIREEX VIE RSN HRE
( systemic lufpus erythematosus, SLE) &L —#f H &
PUATZ IGIRFRIMZHEN A B et . b
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HEITEAR K EETT 50 00 & R FL AT 54 I T R,
{EAT 8K ot AR 2 ~ 3 f50)  HIAE IR B T AR
SsSB4k Ry AT IR R R R
VTE Y& 2E #2545 1/1000°  PTE 24 0.38/1000"7
SR, SLE B35 VTE ) & A e 8 AR 3 ~4
5 R BUR A SLE 2 WS 55 — 4, K4k, SLE
B T BT RE BT (antiphospholipid antibodies ,
aPLs) B PHPER N 10% ~40% ' | aPLs AYH Bl £
BT A R KU

SLE A9 i I R R I 2 A o 72 N AT 33000 11
T fit SLE-VTE (%) & s ML fE 98 B 4F iy 48 3 AT 2%
UM K ad aok i PR AT A U 46 A 5 3P Al SLE & A= i #
A RS, 6 T 15 B SR TT, B0 R 1Y T
Jo FEARBR AL T3 A K X, SLE %95 19 5
TG S5 AR T B ) v JRURS: 2 VDA 5, T 9% 2 0
B ARGAN IR &, BA Lm0 FE IR . 15 3h i
SLE 3, HHARE A R 0 SORE RS AT 5 i A AR A
ol 3 o IV PR ) R A | I R U R 48 i A
B & AL 2 van il B [ PR DA T A2 i VTE /Y
R

SLE &7 VTE MAILHI AT e 5 &8 C Sy 2 1
(hsCRP) MKMW aPLS A &, —Tf & T SLE
FECE AR FE 1 R A R B PR 2R 1Y BA S BF 5% Hp kB
R 7K hsCRP J2& SLE 3 &/ PTE B3l Sr fE ks
PR BRA A R A R AR g i W 5 e
Jik Mk A ZEAROC L FE AFE BT 5T A HI03E , aPLs
PHYES PTE A9 5 KU AR 5 aPLs B2 T AR Y
FIRHLI I 2%, V5 B /AR e P e 48 B Y 3% Ak A
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DN R A LR 347, Jne 20 T BOBE M RK 8 . SLE &
JF PTE 38 AT e B/ Mk s> BT I Ae B
BB B DR T AR B, i/ i/ /& SLE
IRE PR SR F I X R i A v
PERIISFEAE & e & A K S ki fe R & ALt
FEImRSE B rh s E o B 2 py B[R] i X 2L i
PRAG IR R ER AT B R U VTE JE RS VP4l 95
PG AP
1.2 ERUEXTRMEX VIE KRBT R
(rheumatoid arthritis , RA ) J&—F 18 Pk 5 i M e 15 95
o, IR B S 2%, P Ko st A% PR R A 5 5 22 il K]
2, R RO MM E . R A RA
FET-A AL 45O MU S F AFR DK A e 58, 5% E
AFERILE, RA SR R A VTE (19 AU 235 58 A Y 2
~3 A% R TR TG B . AN TE RA 12 W75
(Y ER—4F | i L A A S E 04 XU B iy, I I 8 W
RN X ATRES RA M RIEAS SR 5,

RA &/ VTE RPLHI & A BTk i fe e 2 8he
PE 52 A R TR ORI R St B A MAS TS | 5| & ARRE Gk
BN, S P 7~ 41 PR AR i o8 1 4 2 1 10 i
A SRR A TN B T RE RS | i A IR I A I
Werse' ™ WM AE gk VTE B, 78 e I /Y F 5%
T, IR RO, 7 RA S 0 B B, 2
IIRESZ A0, 30N B A0 AL, N B2 T T O, E
200 DI/ R RS 8, B A0 B PN BAH ELAE
RO AESE IR A R DR T A A 3
TR AR IR 285 BN 2, PN R TR R L DL 38, 3 [
{3k VTE IR .
1.3 BZERFEX VIE  [IE0, BRI
RZEE1E (behcet syndrome, BS) |, J&—F0p [ AN BH A9
ZRGME R, AEERREE T VIE ZAHRTE15% ~
40% P TR R LA 1 5 R S bk ol
Horb DU bk AR T8 B WL SR 1 2E N
HIFRIK IR & A S8R &, 2 PTE & A 91 A8 L,
HRARAR) 5% 53X 0] /85 A B B9 o a5 A
O, M5y B2 G e LA BE BN S KR T
JI58 % T SIS 0 Jok s S, AELE 1 i A S 8t i ) XU 1
N, 5 e S A e A L & A S Y I E
ST MR JAE P , DR Il A B 58 TE it
FIZER 1R A, AR S 2 R 19.7% P AR %
o 55 198 A2 22 G 2% IS () 24 104 [l Jost 2 3 A v
B R A AR ) RS 7E 2 4RI 23% , 75 5
AR N 38.4% P [ FERGAR B IR —Fh RE IS
AT A 2 0 , I 45 3 Fl LA v M 40 ik =
AR IS 98 S MR fy g B SR TR, 1) B B3 IS I 84T Tk
ELARAE, 7 Az — R0 A0 PR 5, S0 b Pk 40 i
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T R A 40 ZMR A B 0 Sk s 2 A R
FEI R T B AT IA T A R PUEERYT ,
AT AT LLAT 8% B> VTE & Az Flf e J5 25
fiE, I L i JCHIF 5% UE BH P08 570 78 53X 28 0 A9 1
P B — 7 i, B = B nl g 21 i i ke 5
SERERY RS F ZE0 R AP A AT AR
JE— AU IR R T 2 A BFSORIE
1.4 PBEEMASESMEERX VIE s sA1F
(antiphospholipid syndrome , APS) J&—2 & Z4 ) H &
PRI , I L0 L DK R/ B B K Il A TR B R
SRR T ERE, OF HAEA PUBE G Pk (aPLs)
FEM: , A 45 Bt 0 85 B P IA (anticardiolipin antibody,
ACL) ¥ B2-BE 2 1 1 HL4K (antiB2GPI antibody,
B2GPT) FIRIEHT EY) (lupus anticoagulant, LA) !
APS Z4k & F SLE, ittt , K44 50% aPLs BHE
() SLE g )52 % e APS'Y . APS H 78 H:
FREH 29 40. 1% %4 DVT, 29 6. 7% &4 PTE™®
aPLs J& APS [FRETEUIA , FAFAE A A A AR TR A
XU A 5 Petri & B LA 55 1M ¥ 55 14 f% 2% V) 4R
ST LA A PR R, Hoh— AR [ B2GPT, 5 il
/MR B2GPT ZARZE A S BOLTR LRI |
APS-VTE 09 m HIL] 4352 2%, 55 240 J R 80
MAPK 15538 % 845 A 40 M8 TRAR OG0 2L B 1A
SO R FT A WY, P AR P A I R P M R
VTE KA R B IEASE, W, BMEAEBTE AT T, 1)
ZUH 44% 1y =FHME APS B TE 10 4EBE DT E] 2
R IMARTER Y . aPLs =ASHUAR B G 3 DA i,
T R i, AHERE aPL = B 9 s 0
e CURPUEEL A 2 K FEBURAR0E APS (1) F %
M ARPsEL )
2 BT

CTD B35 1 I Fe T8 W2 Fe 9% 3R 5t 5 48 0 i 1t
PR S O, 0 A S a1 R AR B R R b
TR ) 7 5 R R AR T B, 5 4 A1 2 B
(1 A AR T2 B P DRI 5 4 R 7% IR DDA 56> T
CTD #HC VTE B SCEEEAE TR 5 ez g i 42
i, AELRASTR I E B . 25 4% 4 40 25 AT L g R
B BT R 24 ( non-steroidal anti-inflammatory drugs,
NSAIDs) Kz B 2 TR 2590 ( DMARDs ) |, 2R
X L2 ¥t /e CTD-VTE W R FIEH]
2.1 NSAIDs NSAIDs == 2214 /E FAIL 6l 2 3 il 44
NI E AL B ( cycloxygenase , COX) i 4 s /D41 340
ZAEYA I, —3 NSAIDs 5 % bk i JXUR: i 25
HAOMFIAHN , SRl ] NSAIDs 2543 L4, NSAIDs
2 FH 5 5 DKL A e JERE B 3 A DG, A fil
NSAIDs 54/ 1. 80 £, I HAE £ COX-2 # il
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M b, VTE RURS AL P 58 &, KURS: 34 Jm 1. 99
F5 L AN, B F] DCARAE Ry — e S5 R ] 3 e
) COX-1 1l 37 C IR BH X LBl VTE A 3%, 3X 7] g
FRHEPE— RS SERA VTE XU i 34 320k A
COX-2 FyH %7
2.2 WEREBEE WATMETEHTA SR
PERIG . — 006 BB v & B, 20 R B R A
H>0.5 mg/ (kg « d)J& SLE A& A= F bk (i As a8 70 57
FER PRI 2 R B A AR R IR A9 30 K,
B T HRAEA L T LI VIE KUK, BT LI XU
(R HE N2 Fh T 08 AR B 348 2 ph 1 W B S 3R R il
FHBIERR R ERE . AEEITIA N B %
R BB i R G, 380 it 3R 3 R i PR VI
TR AP A s PR 7K S B A 1) s AR
AEEAE AE I P R 0 RS Bz 0 B 3R A S S B
VTE U , {E 038 FH s ol i A PR 265 AT et H A
ML TR, A i i /)N B 2R 4 sk R AR AL 2L IR P A
SR AR EERE T
2.3 DMARDs $FiXRZY) 5k =25 L5 G W
DMARDs ( ¢sDMARDs ) |, 2= # il 5] DMARDs ( bD-
MARDs ) M ¥ [6] & i DMARDs (tsDMARDs ) , £ 3
MR HGE , csDMARDs 32 & MEAE VIE FH A &R
PR Ho A 1 /IR R A R B A
JOEL 1 P2 g ML F) R BELDRT aPLs £ 7 A K 35 B /0 VTE
TR A Kaiser [ NS 5T o 2% 3050 B Bt Jiie
JE I AR TR B B4 B A PR R M 7 4
RA P9t 3 7 1 HL F0 S s o 4 &, ] e fofi D Y
NS A R I AR A FE SR AR 7 P S
SRS VR T 28 IRV S 1T 48 R G A e ik i A2 A4 9
ARSI BR B AF 55 v e B, 5 i FH 0 SR v FR S A I
R Z WS (B VIE B R R, SR
RIAFIAR L, B4F VTE B X XU 5 F 271000, 45
X KU B T2 4/1000° AT HE B R A6 T FE & ME S
B IA N 7 42 ) 24 XU 1 O 7 9 0 1 8 T B A
R, 5 A B, AT AR T R Y 28 R O
WREHE™

H /1 = N A 508 F bDMARDs S8 i 2 F
RAEMIRE T, £l DMARDs 4345 it 3
IHEH F-o ( TNF-a ) 41 7] L 1A ZR-6 (1L-6) #5 L
) LA TR Y TNF-a TL-6 78 K £ &
FERA T B LUOE S #HE 7 1 B AR, TNF-o
TR | IL-6 54070038 o 400 s L 1, Sk BELIBE 4 i i
71 Bollen %5 ¢ — I {if BE VB 5% b M A T K
GNERE RV IS OR it d IRCIk i b A e TV N
PR A E PRI SN VIE KU

F a4 A DMARDs J& — Fft 78 48 JiE 20K 5 I rh

S BE BRI R 24 7 2024 4F 11 A 45 21 56 6 1

B OXo e A O R - 0 40 L PR A2 AR B T
JAK RI5] | BIEL % JAK-STAT 15538 B4 19 /N3 7
T & 0 B X G328 A S0 48 M 5 0 1 1) 5 G
PR 259, 2T RA I6JT, 045 tofacitinib .
baritinib upadacitinib Fl pefiitinib™** | — i3 F Jak
PHRIFNAIT I ZE 2 00T, B IHEZ Jak MDA ST
(KA IE VIE PE F1 DVT (KA X & 56 58 43 551
0.68.0. 44 F10.59 , X252 0 Hrifi g T K Bl AL
X BEGRE o B Jak 1 481 70 5 i O A4 A4 R 11 X
B4 (EAE Mucke FIBTFFE H I %45 K B Jak 31707
5 ke T B B E RS 50, W% IEE S RA
AR B () IASTE AT ) AH S, Jak A0 500G VTE KBS
Ty 5 B — A ST

CTD 3 BR T BUAE )N 2 VTE &A= 1 16 3l A
#,CTD & & VIE AR B AR, SET- X
B3 n, AT L, CTD 126 VTE MG RFRE , RAE
AR A A T AR A DL SGIRYT 2595 CTD
AHOE VTE KRR RS2, LAR) T 5500 F1 5 513
Sl e RS XUBS ) CTD 835 19 VTE B A=, JF 348
CTD S & K VTE ByH 10 1000 A= P h 3k 4 4 L F
FEH SRS
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