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Augnuévn PWYV kal kapOlayyeiakog Kivouvog

Study characteristics A Total CV events B CV mortality C All-cause mortality
Author Population RR  95% CI RR (95% Cl) RR 95% Cl RR (95% CI) ! RR  95%CI RR (95% CI)
Anderson 2009 GEN e .- : e : 141 093-2.14 o
Blacher 1999 ESRD 489 279-8.57 —[— 489 279-857 —{1— i 467 3.06-7.11 ——
Choi 2007 CAD 175 128.2.37 Ik - - 596 0.24-1456 —— 0—
Cruickshank 2002 DM — — — i 1.34  111-182 1
Laurent 2001 HTN 235 176-3.14 4+ 235  176-3.14 -+ 218 171-267 r
Mattace-Raso 2006 GEN  2.30 1.76-3.25 {1F — — {187 137-203 1
Meaume 2001 GEN 460 1.37-1540 —{F——> 480 1.37-15.40 —_—— o -
Mitchell 2010 GEN 482 318-7.29 — 1 - - D
Pannier 2005 ESRD 224 188-267 {1 224  1.88.287 '} - —
Shoji 2001 ESRD 216 1.11-4.20 —{— 216 1.11-4.20 — 201 1.35-299 1
Shokawa 2005 GEN 18.66 2.46-141.54 ——> 1BB6 246-14154 ——3 | 371 185-705 —
Sulton-Tyrrell 2005 GEN 140 1.22-161 ] 140 1.09-1.79 1) i 160 118-216 {11
Terai 2008 HTN 273 175-4.26 —{1— — 461 158-1347 Y W=y
Wang 2010 {men) ~ GEN  1.56 125-1.94 I 156 125-1.94 ir i 150 1.33-1.69 |
Wang 2010 (women)  GEN 194 156-2.42 1F 194  156-2.42 <} 176 154-201 [}
Willum-Hansen 2006 GEN 150 1.38-1.63 O 1161 144-1.80 ] i —
Zoungas 2007 ESRD 306 184-508 168  065-437 —r =l - -
Overall 226 1.8 -2.70 <& | 1202 1.68-2.42 <& L 190 1.61-2.24 &
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RR and 95% CI for a 1-m/s Increase in Aortic PWV and Clinical Events

Vlachopoulos C, et al. ] Am Coll Cardiol. 2010



Peripheral nailfold capillary microscopic abnormalities in rheumatoid

cross-sectional study

Microvascular
Research

- - -
Theodoros Dimitroulas ™
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Fig. 1. Common capillaroscopic abnormalities in patients with RA obtained by use of NVC. A. Normal appearance. B. Elongated capillaries. C. Tortuosity. D.
Prominent subpapillary venous plexus and tortuous capillaries. E. Bushy capillaries. F. Decreased capillary density and avascular areas.
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arthritis are associated with arterial stiffness: Results from a

Elena Angeloudi?, Panagiota Anyfanti®, Athanasia Dara”, Eleni Pagkopoulou ”, Eleni Bekiari ?,
Vasiliki Sgouropoulou ¢, Alexandros Garyfallos ”, Michael Doumas <, George D. Kitas
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s markers, specifically (a) PWV and (b) pulse pressure, in the study population according to the presence of capillaroscopic

ity; RA, rheumatoid arthritis.

Angeloudi E, et al. Mediterr J Rheumatol. 2022
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Nailfold videocapillaroscopy as a non-invasive tool
for the assessment of peripheral microangiopathy in
cardiovascular diseases
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Nailfold videocapillaroscopy in cardiovascular diseases
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Risk of major adverse cardiovascular and venous thromboembolism

SPECIALTIES &  TOPICS &+  MULTIMEDIA »  CURRENTISSUE »»  LEARNING/CME &  AUTHOR CENTER PUBLICATIONS eventsin patients with rheumatoid arthritis exposed to JAK inhibitors
ORIGINAL ARTICLE f x in m Versusadalimumab: a nationwide cohort study
Cardiovascular and Cancer RiSk With TOfaCitinib in ) LeaHoisnard - 2- 3, @ Laura Pina Vegas '~ 3 #, Rosemay Dray-Spira ®., Alain Weill °, Mahmoud Zureik ®, @ Emilie
. . . Sbidian - 2+ 3-5: 6
RheumatOId Arthl'ltls Correspondence to Dr Lea Hoisnard, Fédération Hospitalo-Universitaire TRUE InnovaTive theRapy for immUne disordErs, Assistance
Publique - H&pitaux de Paris, Paris, lle-de-France, France; lea.hoisnard(@aphp.fr
In this trial comparing the combined tofacitinib doses with a TNF inhibitor in a non-exposed groups, respectively. Risk of MACESs for the exposed versus non-exposed group was not significant: HRw 1.0 (95% (

cardiovascular risk—enriched population, risks of MACE and cancers were higher with 0.7 to 1.5) (p=0.99), nor was risk of VTEs significant: HRw 1.1 (0.7 to 1.6) (p=0.63). Despite a lack of power, results were consisten

tofacitinib and did not meet noninferiority criteria. Several adverse events were more  2mong patients aged 65 years or older with at least one cardiovascular risk factor.

common with tofacitinib. (Funded by Pfizer; ORAL Surveillance ClinicalTrials.gov number,

NCT02092467.) JOURNAL ARTICLE
Safety of the JAK and TNF inhibitors in rheumatoid
arthritis: real world data from the Hong Kong
Biologics Registry
Chi Chiu Mok =, Ho So, Cheuk Wan Yim, Chi Hung To, Weng Nga Lao,

Stella Pui Yan Wong, Hoi Yan Ng, Jolly Man Yee Lee, Patrick Man Leung Lee,
Shirley King Yee Ying ... Show more

In a real -life setting, there is no increase in MACESs or cancers in users of JAKis

compared with TNFis. However, the incidence of non-serious infections,

including herpes zoster, was increased in users of JAKis.



2KOTTOC TNC MEAETNG: H digpelvnon TNG eTTidpacng

TPiNNVvNG BepaTtreiag pe JAK avaoToAEic o€ OEIKTES
MIKPO- KOl JaKpoayyeloTrafeiog aoBevwy pe PA

Kpitpla elc660v

HAkia>18 etwv

Aldyvwon PA Bdoet ACR/EULAR 2010

AoBeveig Tov umopovv va AdBouv JAK avaotodeis avetaptntwg
Tponyovuevns aywyns Baost EULAR 2020

Kpitpla amokAelopov

[Iponyovuevn Anym JAK avaoctoréwyv

Evepydc kakonBela

[oTopkod ote@aviaiag vocou <6 unvwv

Kapdiakn avemdpkela otadiov -1V kata NYHA

Xpovia vepplkn vooog (otadiov 4 1) teplocotepo 41 5 pe eGFR
<30ml/min/1,73m2 yla S1&oTNUO TOVAGXLOTOV TPLWV UNVWV)



AoBeveic kal uEB0doI-MeAETN HOKpPOAYYEIOTTAOEIOG

PWV, m/s = —t—

1. Kapwtidounpraia toyvtnta o@uyuikov kupatos (pulse wave velocity, —_
PWYV, cuokeun SphygmoCor©)

2. Kevtpukdg Selktng mpooavénonc (central augmentation index, Alx) Ema :

% Tovopetpia emmeSwong otnVv kepKISIKN aptnpla (cvokeun SphygmoCor®©)

% AlopBwpevos yla 75 o@uelg/Aentod ﬂ\_»

3. [1dxo6 éow-péoou yLtwva kapwtidwv (cIMT)
¢ Aloka ProSound A7 Ultrasound, pe ke@aAr vymAng cuxvotntoag (7-12 mHz)
% Anw 1 €K. TOV ATIW TOLXWUATOG TNG KOLVIG KAPWTLOAG

4. Tomo0£tnom 24-h kataypo@ng TG apTNPLAKIG TTLECTG LLE TNV
ovokeun] Mobilograph

¢ Bpoaxlovia kol KEVTPLKY) LETPNOT ApTNPLAKNG TIEONS

% Acsiktes aptnplakng ockAnplag (PWYV, Aix)




AoOeveic kal nEBODOI — MEAETN MIKPOOYYEIOTTAOEIOG

« Me v péB0S0 TNG TPLXOELOOOKOTNONG TNG KOITNG TWV OVUXWV
(OptiPix Capillaroscopy) aloAoynOnkav ot ak0AovBeg mapapeTpoL:

» H mukvomta twv TpLyoeldwv

» OLOLOTACELS TWV TPLYOELOWV

» H mapovoia pikpoatpoppaylwv

» To oMo Twv TPLXOELS WV

» H mapovoia VTOTPLYOELSIKOU TTAEYUATOG




ATToTEAECUOTA-BAOIKA XOPOKTNPIOTIKA TOU
mTAnBuopuou e PA (n=11)

AVTIpEVHATIKA QAP UAKX TIOV
AdpuBavav oL acBevels katd

HAwlo (€) 54,5 + 6,3
Appev @UAo, n (%) 2 (18,2)
Audpxela vooov (Unveg) 160,4 + 88,2
2 25,7 + 4,4
BMI (kg/m*) 57+ 4,

Kanviopa, n (%)

/ 7 (63,6)\

Apmplaxn Ynéptaomn, n (%i 3(27,3) )

AvohimiSapia, n (%)

NED%

DAS 28 3,7+ 0,7

RF Betikomta, n (%) 3 (27,3)

Anti-CCP fetikémta, n (%) 8 (72,7)

TNV EVapin TG HEAETNS
MeBotpeEatn, n (%) 4 (36,4)
(ovyxoptiynon e JAK)
Koptikootepoetdn, n (%) 5 (45,5)
(ouyxoprynon pe JAK)
o 273
Kapdiayyelaka @appaka
AvaotoAeic RAAS, n (%) 3 (27,3)
CCBs, n (%) 1(9,1)
B-avaotoAeig, n (%) 1(9,1)
Aovpntikd, n (%) 2(18,2)

Ztativeg, n (%)

3 (27,3)




AAANOYEG OTIC EPYACTNPIOKES TTAPANETPOUG OTNV EVAPEN KAl HETA
a1ro Bepatreia 3 punvwyv pe avaoToAeic JAK.

ESR (mm/h) 22,5 + 8,4 18,0 + 10,4 0,316
CRP (mg/dL) 2,0+ 65 2,0 +2,7 1,000
WBC x 103 /uL 7,9 + 2,7 7,1+ 2,3 0,311
Alpatokpitng (%) 38,8 + 3,0 38,2+ 2,2 0,527
Awpoodatpivn (g/dL) 129 +1,1 12,8 + 0,7 0,612
Awpometaiia (103/puL) 278,4 + 53,9 278,7 + 49,5 0,973
Oupla (mg/dL) 36,1 + 12,3 379+ 11,7 0,497
S elne | folowup | Pualie
Kpeatwivn (mg/dL) 0,77 £0,16 0,81+ 0,11 0,109
Oupko oL (mg/dL) 4,6 + 1,4 49+ 1,2 0,365
HDL-L (mg/dL) 59,4 + 16,6 62,9 + 20,5 0,318
LDL (mg/dL) 119,9 + 30,8 126,0 + 34,7 0,405
OAwn xoAnotepoAn (mg/dL) 195 + 13 195 + 58 0,859
TpwyAukepidla (mg/dL) 125,8 + 46,6 98 + 32,7 0,220

DAS-28 3,7%0,7 2,71 0,5 <0,001



AA\ayég o€ OeikTEG HOKPOAYYEIOTTABEIOG OTNV EvapPEn KOl META ATTO

fepartreia 3 unvwyv e avaoToAeic JAK

Baseline Follow-Up p Value
(a) Brachial blood pressure measurements (b) Central hemodynamics
Office SBP (mmHg) 13262207 133.0£182 0.931 24 h aortic SBP (mmHg) 117.9+ 14.8 1204+ 8.9 0.554
Office DBP H 804198 80.7+8.4 0.899
‘oe DBP (mmHig) * * 24 h aortic DBP (mmHg) 76.4 £ 11.1 744 +8.1 0.596
24 h SBP (mmHg) 116.9 £ 14.7 11751147 0.860
Daytime aortic SBP (mmHg) 118.0 £ 14.1 1216 £ 85 0.321
24 h DBP (mmHg) 75.8+11.3 73.6+7.8 0.524
Daytime aortic DBP (mmHg) 786 +11.8 77.6+8.8 0.793
Daytime SBP (mmHg) 119.2 + 14.9 120.4 £ 6.7 0.711
Nighttime aortic SBP (mmHg) 110.3 £ 14.7 111.0£9.6 0.685
Daytime DBP (mmHg) 78.2+12.2 76.6+ 8.3 0.655
Nighttime aortic DBP (mmHg) 69.0+9.7 66.6 + 7.6 0.473
Nighttime SBP (mmHg) 110.3 £ 14.7 111.0+9.6 0.854
Nighttime DBP (mmHg) 69.0 + 9.7 66.6+7.6 0.531
(c) Arterial stiffness
24 h PWV (m/s) 74107 7710 Qoss
(d) Carotid atherosclerosis
Daytime PWV (m/s) 75107 78+£1.0 0.105
IMT, right carotid artery (mm) 0.60 £ 0.11 0.61+0.11 0.801
Nighttime PWV (m/s) 72207 761£1.0 ( 0.017 )
IMT, left carotid artery (mm) 0.64 £0.19 0.69+0.17 0.301
24 h Alx (%) 245+6.6 26.9+6.7 0.223
Mean carotid IMT (mm) 0.62+0.15 0.65+0.14 0.471
Daytime Alx (%) 251+6.3 26.6 £ 6.1 0.451
Nighttime Alx (%) 225+88 28.3+10.2 0.059



AAANOYEG OTIGC TPIXOEIOOOKOTTIKES TTAPAMETPOUG OTNV EVAPEN KOl HETA

a1ré Ogpartreia 3 unvwyv peE avacToAeic JAK

. , niaro Mkdaro Kopudalo . X
Tpyoebxn . MAdroc - q. P .¢ Mnxoc | Ecwrtesplkn
. AVOYYELES . apmnpuoko | $hzPxon MAGTOC ) , MiKpO@LLD
U KO T T . tpyosEbol | ) ) . Tpyoswbol | dudpeETpog ,
(n/mm32) TMEPLOKES, N ¢ (um) 0 okEhoue  oxEhoug | Tpuoswdol ¢ (um) (um) PROYLES, N
(um) {um) ¢ (um}
W Baseline 9 3 31 10,6 12,5 28,5 164,8 13,2 2
W Follow-up 8.5 6 333 10,7 11,4 255 133,4 13,3 0
M p-value 0,763 0,375 0,214 0,97 0,044 0,028 0,849 05
B Baseline M Follow-up M p-value

Toyoelbn e

Maxdabila (5] a6 . it ' .
LOKAD lﬂDL.EE'u'Cl Qv r| auEnpévn mmuupmg&uu P
TpLoELhn TpyoeELhn i TpLoELhn S,
(loops/mm2) (loops/mmZ) =hixweon (loops/mm2) PA=Puxo Sixtuo, n
: . (loopsf/mm2) :
B Baseline 0,5 ] 1 2 5
B Follow-up 1 0 2 2 5
B pvalue 0,564 0,214 0,157 1
B Baseline M Follow-up M p-value

EuvodLKOT
aplauGe
VALY
tpuoetbww, n
3.6
5,2



2UMTTEPACHOTO

H tpiunvn Bepameia pe JAK avaotoAeis £6ei&e onuavtikn pelwon otnv evepydmnta ¢
vooov (DAS28)

ATO Ta amoteAéopaTa NG us?\srng T[pOKUT[TSL Ui Tdon smSawwcng ™G APTNPLAKIG
okAnplag (avénon PWV) peta tnv tpiunvn xopnynon JAK avactoAéwy

Emtiong garn pronkav  ocAAayés  O0f  TPLXOELSOOKOTIKEG  TAPAUETPOUS
WKPOXYYELOTABELXG (TO0O OF SLAOTAGELS TPLXOEWBWY, 660 Kal 6g aplOpd avmUaA®Y
TPLXOELOWV)

Ta omore?\z-:cuara OUVOALKA VTTOSNAWVOUV LA mE)ocvn enidpaon twv JAK avaoctoréwv
O TAPAUETPOUG WULKPO- KOL HAKPOXYYELOTIAOEIAG KAl TEPLOCOTEPEG  HEAETES
XPELAloVTAL, WOTE VA SLEPELYNOOVY TTEPALTEPW CUOYETIOELS

MelovekTHaTa NG HEAETNG TO UIKPO UEyebog Selypatog, 1 amovoio opddag eAEyyxoL
KoL 1 pikpn dtapkela tapakoAovdnong pe JAK avaotoAeig

K)\LVLKn GT]|.10(O'[O( TWV amoteAeopdtwv: H ep@dvion rptxoeLSOGKomKoov AAAOLWOEWV
TOAV®G WG ATIAVTNON O€ SLaTapaxES TG LKPOKUKAO@opiag acbevwv pe PA->mbavi
eEKSNAWOT) YEVIKEVUEVTG Ay YELOTIABELOG
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Non-Invasive Assessment of Micro- and Macrovascular
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