BE2EW e 20194 11 7 548 % 45 11 1)

£
=
Il
E
il

REEBBRIOCILE RERN

W% m L FEE

WOE SRR G — O A 0 S W 18 A T S I 1 R PO , S B RS I R L R . Ho L B R
MG BTN E G 2RI, F 8 I SR BUSE 1 1BD A Sy Sy . H RTRTFJE 7 W18 1k 4 AE AT PO 10 8 B30 1 K A=
5 R AT N IBD 50 B SR L C BE O D OB L A IO A A AR LB R O LS 2 TR] B A O 1 L K8 I A T 3R

W AT R

KW RAEVEMAE COHRE BRI O T
DOI 10.11969/j. issn. 1673-548X.2019. 11. 038

RESES RS54 XHERIRED A

R 5E 19 (inflammatory bowel disease,IBD) J&
e R L 1 0 A S A e P o T R RE PR , B e
2 B (Crohn's disease , CD) Fl 195 1 45 1 K (ulcer-
ative colitis, UC) o ¥ 1Y I A R L BAT Z A8, 6
FE G5 PR LD BE IR IR R B o MR A R R
PEB o Ath 1597 55, Horh — S8l SR B AT S5 T i I Kk
i tE I, T — B SRS — Al A R, R A H A
o S0 22 B RS R B =2 T o 3 [ R o 4 B
T O T PRI R Ak 14 i T i R T B A XU 7 R
PEPT D A8 PE 4 RE 5 0 I 45 %% ( cardiovascular dis-
ease,CVD) Z [ [ R T &8 3, ZTMF R KW, &
PR S8 1 A AE Bm 75 W) T e IR O I
(9 % 5 % D BT O T R E R T 9 I 0 i A
RGRWM M IE D o AR IENE s 5.0 R
BRI B O ) R S | DI A A T O
RUA S WUR B ARG PEREAT 2534, AR R ) R R =
AR JEAEPE B s 1 O IS R SRR BT IR .

— DK E (arrhythmia)

BRI Z Wb Z W B HEMERCRRE S
IBD 56, S0k S QT MM K QT B HL
J# (QTd) 3 kA5 %, Bharati %" #F55 & B QT Jil
W RSO0 NS P RAEA G CHEA IBD 1y
S B RAE TN RAE AR YR T, 0 1L - 6
I CRP o X 54 AT e Bo0 & 57 ik Ktk fe
(B0 PR 28 o — T o [0 B0 A 9 & B 45 4 i Bt
IBD ABf QTe [RIFAZE K ( <30 % ,28.6% ;30 ~60 %,

FEAIH 5K H SRR A4 VY B0 H (81870392)
3 BT 430060 BRI R AR N IR B T 1k 9 B
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DERS LR

44.6% ; >60 % ,51.9% ) Wi W i T M AT BF 52 0 A
M — B ANFE(>40 % ,6.3% ; > 55 % ,11.1% )",
QT B HLE (QTd) S A [R] FB AL O JULAH e 52 4R 3k 7 1Y
AN — B R XIS 22 03], QT 3 R AT S U™ H Y &
PEOHEERH o — 000 Z2 1 9 19 % BRI 92 B 5 %) B
Y #5,12.2% UC F114.5% CD 4% QTed #EK (P <
0.05)'",

L Fr i 3l (atrial fibrillation, AF, & FK 7 B ) & H
oI R S B TP R A B O R R BN T A
R XU , DTG 17 & A= ZR MU FE 32 . RAE & Bl Ik B
TE P B & v R AR, R Al B F0 R M B B
RSO R A B RS A A R 0 LT B R A A R
A3 MR SR BE R -, i /N AR AT A= AR K TR R 40 A
R -2 WY, X5 AR H AL AR 2 )R] R 3G 0 R0 45
A Ko JEAE TNF B2 AE M. B L Cx40 il Cx43 Kk
T o BE A A | AR AT AR A R R R I
U K] -0 TG 0T 2 A A, 30 i 5T 4 s I il N 4 b
KT B, R ER A AL b5 27 4E 4L 5 fn . TNF
SZ% 1 | DTN 5 R T = <o A RS o= &
Phots AL SR8 0 T XE0 B 8RS 1 5 B . Pat-
tanshetty %[g]ﬁ:?‘fz{}ﬂ,lBD BEM AT R R
AR T (11.3%vs 0.9% ,P =0.000) , Kris-
tensen 20 H A 7 24499 {4 IBD 3 Hl > 235000 4
XTHRFE IETE 1996 4 ~2011 4 [a] % IBD 8 35 #F 17 fifi
Ui, &3 IBD 5.0 3 B 8l F0 R 2% w04 & s XLz 34
A%, I H IBD ZAE R (TRR =2. 63 ) Fll 5 22 1 1 3l
WI(IRR =2.06) ) AF & £E S8 19 i, 0 28 fifk 03 20 A
(IRR =0.97; 95% C1:0.88 ~1.08) . P & & 5k Ji ok
NN AF R JEMGK: R, — W58 &k 8L IBD &
P B O B T X4l (P =0.027)",
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Chao 55" JEW] 1.0 5 v HLBR IR) 11 5.0 B A A 6,
W V0 s B B0 B8 0 7 FELPIL AR EE SR (atrial electro-
mechanical delay, AEMD ) ) + 22 I} [8] I 2 3% Jin,
EfeTH %' BF 5t S B0 JC 38 2 1 3l 391 36 2 2% £ 39 1BD
B, XTI i AEMD B g JE K

ALAE IBD S8 b R A0 e B 3R 1T 2 00
fili, LW IBD (835 2 15 A7 75 O AL 2R, O X AR i
IR NS o D R R R DN A S PR E R T T}
5 | R RO LA S A 1) R A R R SE 8

Z R 4O BEY% (ischemic heart disease ,THD )

18 Pk 28 G0 Pk 9 E 7E 3l ook A B Ak 1 e i AL 1 eh
HABEZEM, L& C [ & F (CRP) K FE
e R AN ML A (F2 46 TNF — o) 7] B 3 204 B 41 i
I /DNl By e e 5, 35K A2 Bl Ik okg A B Ak ) RIS .
IBD /B & FiR AR UKV T il Bt THD [ A 45 0
JLBEAE (ML) F.0 S0 ] 0w KU I %00 IBD 5
IHD Z A ) 6 R A 24 e R IR 3 th #6147 17 0F5E, OF
1 Meta 73 #3047 1 WAL o DFSEEE 2R 5 Meta 23 #7
BT EI, — S WF 5 Meta 43 87 & 8L IBD f8 35 9 AR
Sl 0P o T S XU S 38, T At BF 5% 9T R & B IBD
23 S8t it s JFE S 1) 2 s RIS o

1. 5% & 7~ IBD #1 IHD 2 [6] 5 S B . — 3 Kl
P22 NG W58 & BLAE IBD 2 W7 )5 A9 55 1 4F 4, THD X
B g F AN (IRR =2.13,95% CI:1.91 ~2.38), £
IBD 2WiJ5 1 ~ 13 4E Ry RV ), THD g XU A 1. 22
(95% CI:1.14 ~1.30) , 4 Bz Joi 25 [ st ft P s iy e 7
KA THD [ XU T DA fol Y Bz o 258 [ e i) 2
(IRR=1.37, IRR=1.23) ,[6#E,{di [ 5 - F 3K
fig ) THD XS (IRR =1.16, 95% CI:1.06 ~1.26) 1k
TR (IRR =1.36, 95% C1:1.22 ~1.51) 2%
A X0 ) 4 FH A e W 0 B, TNF — o 5 B0 5R1IAR 97 19 AR
H Y THD KU REAG . 7[R —wF5E Hd , IBD & )
IHD K& (IRR =1.33, 95% CI:1.21 ~1.46) & T &
PECIRR =1.14, 95% CI:1.04 ~1.26) ,P =0.03. 7
— WG T IBD B85 0o L A8 95 9 & s XU 1Y Meta 43 7
I REA A LSS

2. W5 B 7~ IBD 1 IHD 2 [a] 3% A S Ik . P I %
FH 9% E B2 2 W 95 203 2 ( General Practice Research
Database , GPRD) #t 47 A9 [8] Jai 14 A % #F 5% & B, = F
RO IURE S B9 XUES: , UC 5 CD & & A9 XU 5 3 18
BE A BN, UC S5 HR 2 0. 78(95% CI.
0.55~1.09,P=0.15) fl CD % HR 3} 0.90(95%
C1:0.57 ~1.42,P =0.64) . 1£ 5 7 2 I [7] F1.0 L
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REHE IXUBS: 7 1T, 5 95 i 25 I TB] A2 1 ) UC |38 1 M
JRVBS: I A o T 5 2R ) E] < S AR R R E (R HRs
WA IS [R) S 25 39 i) , 78 CD SR wp, ML S i B 5 2
RS ) i 28 < W R AR, OF B T 84 > 20 4269 CD
B MLELEREAL T — IO BT T ) Meta 43
Bk B IBD 8 55 %0 BRZH L% THD 1 XS 8¢ A7 15
(RR =1.23,95% C1:0.94 ~1.62,I" =98% , P <
0.001) "™, —Tiixf 1965 ~2006 4F[a] k& % ) IBD i
F 1.0 % (cardiovascular, CV) JEE R HFT T R 4t
PO, BF 5T & B CD 5 UC /Y.L I 48 AR A6 S8 T2 1
( standardized mortality ratio, SMR) . 2 R L H 1%
o MR, X PRIUESE W] UC 1.0 L4 SMR EL
i, E A Gi2 L, UC ) Meta — SMR 4 0.9(95%
CI.0.8 ~1.0),CD #) Meta — SMR >/ 1.0(95% CI.0.8 ~
1.1),

XA — EAYBIE T 45 18 66 75 12 45 T I R 52 B
AR A X AT TS A REZAAE A IBD [ 3 b THD
SRS 34 I s B0 o 28 7 B BH PR SR 1B A I 5 R AR R
SR PRI T Sl 4 Y SR RO I Y XU
B, N EH TEY 22 W B A ERWE LY 1BD
R R SRS X AR 7 LSS BUB R 9 45 22 2% i O R
AR HEAT AR S0 LA A I PR A (e I T B DR
e L[] P AL R AR D0V BMIT 55 (9 0 A5 55126

= .1 1% 18 ( heart failure ,HF)

O 70 (HF ) & & oo 1487 5 11 )™ B 3% R
LR BB, BB B R ER O ERRZ — ",
Tlﬂ:% %‘z Eﬁ ﬂ’? JE.? % ﬁE % o ( tumor necrosis factor,
TNF — o) 7K Th g A HE =8 AR B A 5%, 1 H Al
SIS HF A5 M 254 PO ik 28 ™, TNF - o 29k
WESEIE 2 5 JOAE Pl i (TBD ) J 3 AL 1 14 20 22 240 it
1, RAETE W b B 1 38 S AE , 5 1) Je £ 3% sl B 1]
Y 1R JE 20 (—Fh TNF — o 352 5)) ]38 3 52 350 0
I8 i B o 2478 R o DT 51 36 A 2R 2R G A R A K
TR SO R G

— TR 4 P} 22 4 [ PR BA B A 5k B, 5 ) B4
Fe#E, IBD S35 0 J7 38 v £ g KUBS: 3 i 37% (IRR =
1.37) o IBD {3 5 4k 20 B o, 78 A AR W1 ) 5 45
S gy IO T 3 i R AR AR BE IR I I XURE 2 2
(IRR =2.54, IRR =2.73),IBD Zf MmN AH
(IRR =1.04)"" _ HAT,TNF - o #5505 RIGIF P E
JERAEVE I 1 2T B, ZIT WAL T E R
TR0 R BN EERL XU R
FRx BRI FE A SR TR P4 3697 3 A4~ H Xt T i 1Y)
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0 I 3 vy S R A L 52 R, JF BT A2 0 %
(LV) 5 153 %0 LV 5198 DL KR H D gk 2815 3 ek
o BRI, W IR R BE ML BB (RCT) R B, AN
[ 31 52 1 446 R 7 3% %F RENAISSANCE (P =0.17) 8%
RECOVER(P = 0. 34) fir 0 55 19 18 P .0 77 32 0y J &
(NYHA 1T ~ IV %) 5l PRAR 25 3 A 52 ), 352 77
AR AR VG A Xof b 3 R 3 BIE 5 e 0 O ) R 0 BT
T B ) 25 5 45 R (RENEWAL) & A 52 W, AT-
TACH 2050 2 — T {5 5 1) 5450 1 2 /0N Bl L XoF
WL, [l A B 6 I i AR 28 1 2 3% A8 4k, (H 4%
52 AR FDA i 4 8 50 4 0 5 A E BT (10mg/kg ) A
JEH R F R T X3 hn (HR =2. 84, 95% CI1:1.01 ~
7.97) . Curtis % BRI R I, SAEREBE AL LR, BT A
T TNF - o $5 90 B9 CD M8 B &0 1 Wi
ARXS URS: TC @ W (RR =1.2)

BZ L, RTP0 TINF 5405107 72 &l 5] & /0
R HET M JCE e, —4 IBD JRy7 8/ O & 45
T TNF — o 245 9 B AR 7R O T RE A 4 S8 P il ]
I e NYHA T ~ Vi HF g has ™, 2%
BRI BEA 229 52 19 IBD B 7EAT TNF — o £
PURIA ST Z 1N H O SR & o e AT PEAl 85 D0 1
O METIRE , W SR B A VR YT 0 [R] LD BB Y 0% A Y O
0 3% 98 1 57 RIS IR YT o

7Y , &% Bk [0 # #& 2E %iF ( venous thrombosis embol-
ism,VTE)

AH G SCHR i 8 — B0 S IBD 55 i A% 44 2 14 ¢
WY OC . IBD W] 5@ o 75 S i/ AR S 22, BE i X
V VIR 4 2 B UKV Ths st m g W sk =, B &
ORI R EE 1 K, LU F ROk 2 5 S5 iR 42 e i
MATE K, IBD H 3%t TNF - o 1 IL -6 /K EFH i 5
S LUH 3R IK R, DI A2 2E 9 R 240 I 0F AR 95E 1t
IRZAS . AE 1137 ) IBD 3% F1 71672 {5 T i X H&
ZHrp IBD AR I A ZE B B AR XU 23 1S i (HR =
3.4,95%C1:2.7 ~4.3,P =0.000) ,7E IBD 7% zh 1] [&]
#— 4% L (HR =8.4,95% CI:5.5 ~12.8,P =
0.000) . £ 618 fi f& & 1) [8] Jii ¥k BfF 5% o, Miehsler
SELURT 5 2 B IBD BRI K O AR R 2E ) &k R
(6.2% ) 5 UCHECXT BZH (1. 6% ) B8 R P 56 1 R &
H(2.1%) B B E TR, 2 IBD f35 4L T Il R 22
MRy, K 7% ke FE . % EE) IBD B3 VTE
DA 6 v, 2R Wi Py 2 B A Y VTE 8 BEAE
rh g UOXT JC T B R O Y b B RIS B IBD fR
AT PLEEIA YT LA B 1A% TE %

T 8% 510 0% ( pericarditis and myocardi-
tis)

I ,25% ~36% 1) IBD jE 35 /b 2x i 9l —
il S B, 8 H O T S v, 2 OB R T 2
B W 5 AR B 70% L LA A 10% o 0
RS0 LR & A R RE S 5w 16 3h e ¢, Al 7
IBD 12 Wi Z Hij [ I 82 J5 i 3o il R B A= AT RE X LA
B 72 S TF ARE A& B T B A B 5] B id 2 25 i AN
R .

RZHETF IBD {0 LR 1 4 4t 95 S AP Bl 2 Ak
KGR RIRYT , HATC &42 7 LR TR fi g
PR LA B LE : DIgE A S i U ; @ |
Fe 0 WERE 1 5 A M A T 19 B 0S5 (DA R A i S
I o 95 B X S b i g8 AL ILEH 257 A i B AR 22 ]
R A2 S A VR BN Dy ot e T ERE A . A AR G
R 3R T IBD JE AR T iR 0 9 SR A B
A M I W 6 9T 5 A A KA O LR B0 0 58 1 1
B 2SR A LR I R R B R 2 ~ 4 A
P A AEAE A5 245 A4 P 258 8 s 35 7 5 R R T R
[, IBD AH 5C 254 5| 2 1 .0 A3 98 A 11 e o] ) DG Ak
I A5 25 5 HE R 2K

AR IBD AW 5 0 R 5O LR KR
FAR HL B3R S ST s 191, 1B PR B A A4S BB 22 0
IBD £ 76 Ik I AH O 25 1 390 1)t B A % 44 e g
iR SR AR, AT AT R A S O BERE LR O
FEECo JULIG 5 55 A DG A6 2 BR B2 W, D51 oA S B 7 2 B
1697 AT LA 5 /b O A 58 50 LR SR 1Y 0 il 4
ARFM R

Zi PR, IBD BEMOME RERAZH,
BEALFE AR E IO WL O T S O R K O A
B FEAE O R DL RO LR B, BAETE 8 2 Ff = 1
EH AU HA O IER B IBD 8835 #1472 U1 i
55 Bt 17, LA ST Y BIF 58 R s BIL T, O R B2 2
FHE G 1236 19 07 205 F0A7 80036 97 50K 1 B 0 1 45
AN RFER A R B R AR B,
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