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Vedolizumab 1 A &R PR & B8 {0 & —>
€ GEMENI phase 1 Zz®&2A R BAUMEEE
(mucosal healing) EFalEa 423> MELEIE1E
EBRK IBD REEMFERIER RAEERYT

FEARIES] EABIBER F MR 88 R R
KRR A UL Vedolizumab B &M T
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MEaERNEETE AR AEEEE TERR
Transverse colon & XK &’ IZ 51%-° tLE A
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7 Vedolizumab it #EmTRIE B A IER Anti-
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B HIRE K A% =E E I Anti-adhesion AY
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» &1 Vedolizumab +Immunomodulator(IMM)
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clinical remission ~steroid-free remission~
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89 steroid free remission > 1B Ib 45 R = E Hatk
FeER:1E% (Randomized controlled trial, RCT)
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P21 Vedolizumab +Anti-TNFa B98g 12
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= 1@ B W = A Infliximab 18 7] | 1§ & E B
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remission(46% v.s 40%, p=0.6) 4% 58 B8~ 1 A



SHES Trials VDZ + VDZ + EE# VDZ EEER VDZ #
o IMM & 8% Anti-TNFa &6f/8% Anti-TNFa B34 Anti-TNFa & 214
Bfigtskst | COHORT: Retrospective COHORT: COHORT:
Design Multicenter, US- case-control Multicenter, US- Multicenter, US-
based consortium based consortium based consortium
(VICTORY) (VICTORY) (VICTORY)
vaxi Cumulative 1:2 case-control Cumulative rates Logistic
Analysis rates of matched for UC of outcome at 12 regression of
outcome at 12 or CD months odd ratio
months Logistic Cox hazard
Cox hazard regression model
model
REEEMY Clinical Clinical Clinical response Serious
Endpoints response & response & & remission infection
remission remission Steroid-free (SI): antibiotics,
Steroid-free response & hospitalization,
response & remission dludoninvaon of
.. . VDZ, or death
remission Endoscopic .
Endoscopic healing Serious adverse
healing event (SAE)
R CDBA Non-significant CD/&BA Overall SAE:
D Clinical when compareVVDZ Endoscopic healing:  VDZ 7.1% v.s Anti-
Significant | remission: with VDZ+ VDZ 50% v.s TNFa 13.1%
Results VDZ 32%v.sVDZ | Anti-TNFa Anti-TNFa 41% Odd ratio: 0.51
combo 38% Adjusted HR: [0.32,0.82]
Adjusted HR: 1.67[1.13,2.47]
2.30[1.12,4.74] Monotherapy B
UCmA SAE:
UC A Clinical remission: ~ VDZ 4.7% v.s Anti-
Steroid-free VDZ 54% v.s TNFa 14.5%
remission: Anti-TNFa 37% Odd ratio: 0.29
VDZ 30% v.s VDZ Adjusted HR: 1.54 [0.12,0.73]
combo 47% [1.08,2.18]

Adjusted HR:
4.10[1.06,15.90]

Endoscopic healing:
VDZ 50% v.s
Anti-TNFa 42%
Adjusted HR: 1.73
[1.10,2.73]
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43> Colonic orileocolonic 7E=1@ endpoint &5
EEIBEEFER v isolated small bowel disease 8]
2B EDIREE

P LE#: Vedolizumab #1 Anti-TNFa B9Z2 214 °
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& Vedolizumab+IMM+steroid [z & 1 & /EF
BIEavEass -

FINTHLZE AR ER AR EEERE
(Open label exposure , OLE)study & E/#&%Z2
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