CANCER AND FRAILTY
IN ELDERLY PATIENTS
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CUMULATIVE DEFICIT MODEL OF FRAILTY
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WHAT CAUSES THE BLOOD TO CLOT?

Activation of Venous

coagulation stasis
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Adapted from Byrnes JR & Wolberg AS Hamostaseologie. 2017;37(1): 25-35



Hospitalized Nonsurgical Acutely Ill Pts are at Increased VTE Risk

Patients Hospitalized for Acute Medical lliness Key VTE Risk Factors in Hospitalized
Cary Multiple Risk Factors Nonsurgical Patients?#
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nonsurgical, acutely ill patients have
at least one risk factor for VTE?

1- Khoury et al Thromb Haemost 2011; 106: 600-608 3- Baser et al Am J Ther 2013; 20: 132-142
2- Khan et al Chest 2012; 141 (2 suppl): 195S-226S 4- Ocak et al J Thromb Haemost 2013; 11: 627-633



SCANDINAVIAN THROMBOSIS AND CANCER COHORT

N:zo],44 952 subjects aged 19-101 years without VTE or cancer.

Baseﬁ’ﬁ&,gnformatlon collected in 1993-1997

Validated \/@Ee 9%d cancer diagnoses registered up to 2007-2012.
/'OO

VTE incidencel.4 paer @;@po person-years

0.3 per 1,000 PY aged 20— 29%3ars

6.4 per 1,000 PY aged 80+ yo .
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51% VTE provoked : cancer 19% "4/?,
immobilization 15% & surgery’%@ﬁ)
acute medical condition 7% <079 o
trauma 6% " Gy
travel 3% ’@'s@%s

Jensvoll et al Clin Epidemiol 2015; 7: 401-410




CANCER THROMBOSIS AND COMORBIDITIES

n=11,950 RCC patients DVTP (n =990) P-Value
g HR (95% Cl)
(6
U’Oégﬂ.gle SEX 0.8 (0.7-09) <0001
Tl
mheﬁf?ﬂ?;amsis 2001.7-23) <0.001
Ua A e> 65 0)
Diabetes %08, 1.2 (1.1-14) 0.004 J y
YAV~ FU 12 months post-Dg
ypercholesterolemia “7gy,
Kidney d f/%s"'e 9 (1.6-2.1) 0.00 8,4% VIE
ney disease h A8 11.6-2.1 <0001 . .
! Gép, 70% in the first 3 months
Varicose veins 2.2 {T/.é-.?:.élJ‘ <0001 HR VTE 2-4
: : - Sy B
History of cancer diagnosis ® &y,
i e, HR recurrence 5-19
History of VTE® 5.4 (44-64) \492}1 I]
Chemotherapy 1.8(14-22) <0001 798%
Central venous catheter® 0.4 (0.3-04) <0.001 2079 © )
High-risk surgery® 0.4 (0.3-056) <0.001 s Ol/b/f
S o
Stage /.GSG nnelly-Frost et al
Regional versus localized 25 (2.2-29) <(0.001 BMC Cancer2013;13: 209-219
Distant versus localized 26 (2.2-30) <0.001




THROMBOSIS AND CANCER...
THROMBOSIS & CO...

- Co-morbidities (Patient Risk Factors...)

- Co-medications (Chemotherapies...)

p’af/e,(,e(é?g-ckcroft (Renal Impairment)
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Scotte et al Cancers 2019; 11(1): 48-62
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COGNITIVE IMPAIRMENT AND FRAILTY

Cognition i e i :
\ JOJ Impaired cognitive function and physical performance
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THE 4 DIMENSIONS OF CAT RISK

PATIENT-RELATED TUMOUR-RELATED

Medlical comorbidities (23) Site of cancer _
Immobiiiy Very high: stomach, pancreas, brain
Presence o vericose veins High: lung, hematologic, gynaecologic,
Prior VTE renal.

Hereditary Thrombophiiiz {FVL) Histological grade
Stage/Metastasis

Time since cancer diagnosis

Cancer-Assocliated VTE Risk

TREATMENT-RELATED
Platinum-based or other chemotherapy
Anti-angiogenesis agents

Hormonal therapy

Surgery

Radiotherapy

Central Venous Catheter

Blood transfusion

BIODOMARKERS

Hemaileaic (Plts, Leytes, Hb...)
D-Dimers

P-Selectin

Thrombin Generation Potential
Microparticle-Tissue Factor activity
C Reactive Protein

Adapted from Ay et al Thromb Haemost 2017; 117: 219-230



CAT AND COEXISTENCE OF RISK FACTORS

Decreased risk of VTE I Increased risk of VTE

Cancer Type
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Charian —
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7 Gg,, ccl
7
: al‘/@ |
Eastern Cooperative Oncology Group 2.0, -
(ECOG) 34:°Cmy 8

5 or more t GOl/.f/&)/7 L
LMen:Iical History TR A R /S
79

Condition not present W
Obesity —— Se
Congestive Heart Failure 1 == OF 20
79

Cancer Therapy ©

Trestmantnotgiven — o,
Ernythropoietin - So'/. .

Bevacizumab t -9 Ors . .
Cisplatin ¢ -2~ 7

0 1 2 3 4 5 6 7
Odds Ratio (95% CI)
Khorana et al Cancer. 2013;119: 648-655




CAT AND CLINICAL TRIALS

Se SC/ CLOT Trial® CATCH Trial®
Nurfes, of Patients 676 900
Study D Q@@g Open-label, multicenter, RCT Open-label, multicenter, RCT
LMWH Preparation: Dalteparin Tinzaparin
Mean Age Q S 62 years dalteparin/63 years 59.7 years dalteparin/58.8 years
277 warfarin warfarin

Tumor Types (SIN

Cmeca "

olorecta 1 ’@f/" 13%

Lung 13% €. 6. 12%

Genitourinary tract 13% @/77@ X 10%

Gynecologic system 10% GO’/'],' 23%

Hematologic 10% On . » 10%
Eastern Cooperative 4,?/

)
Oncology Group 7'98
Score** o
¢

0-1 63% 7% <07

2 36% 23% © »
Active Cancer Qs

nt™ 78% 53% Doy

Metastatic Disease 67% 29% £ 'Se
Time in Therapeutic /’l/e's
Range (Warfarin Arm) 46% 47%

*Dalteparin 200 |U/kg x 1 month followed by 150 IU/kg for 5 months; tinzaparin 175 IU/kg x 6 months

**8 patients with ECOG 3 enrolled in CLOT trial prior to study amendment excluding these patients
***Including chemotherapy, radiation, or surgery Lee A, et al. NEJM 2003

Lee A, et al. JAMA 2015



http://www.acc.org/~/media/Non-Clinical/Images/Latest in Cardiology/Articles/2018/05/Lee_Peterson_Table1.jpg?la=en

CAT PATIENTS AND RIETE REGISTRY *;

Yo
(//'/7 -
Q
Q SC'
/6/7 . VKA start <7 days VKA start >7 days LMWH alone
Patier((gq(/
e Ozné N 1516 619 4,210
Clinical characteris é'o
C
,o/_ Gender (males) 840 (55%) 350 (57%) 2,243 (53%)
age (years+SD) 7012 67+13* 66+13*
t\ge >‘7§y@;ﬁ 632 (42%) 199 (32%) 1176 (28%)
Body weight (kg ). 74413 73113 71+14%
Underlying conditions af"/'@
Chronic heart failure ) 6‘8‘/7;7 (5.7%) 31 (5.0%) 152 (3.6‘%)¢
Chronic lung disease 8@@%) 70 (11%) 377 (9.0%)*
CrCl level 30-60 ml/min 575 [38%}"5 ~0 226 (37%) 1,454 (35%)
CrCl levels <30 mL/min 87 (5.7%) 4 /S 30 (4.8%) 253 (6.0%)
Recent major bleeding 15 (1.0%) 7918 (2.9%)" 95 (2.3%)"
Anemia 757 (50%) 3§@/@?°@* 2,926 (70%)*
Cancer characteristics 0 g
Metastases 455 (30%) 200 (32%) © . 2,550 (61%)*
Initial VTE presentation ~us Q)
Pulmonary embolism 791 (52%) 331 (54%) 96@ ‘&9,%)*

Proximal DVT alone
Bilateral DVT alone
Upper-extremity DVT

627 (41%)
27 (3.7%)
46 (6.3%)

246 (40%)
19 (6.6%)*
32 (11%)*

1,952 ( A
143 6.7%) S8
395 (18%)*

Mahé I, Sterpu R, Bertoletti L, et al

. Plos One 2015



COCKCROFT : BLEEDING MARKER?
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| Elalamy et al J Blood Disorders Transf 2014;5: 4-8



ANOTHER TRIAD... TO MANAGE

oy, « VTE & Cancer : worse prognosis and reduced survival
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9 . .
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Arora et al Sem Thromb Haemost 2014 40: 313-318 | Elalamy et al J Blood Disorders Transf 2014;5: 4-8




ANTITHROMBOTICS AND PHARMACOKINETICS

Bioavallability Protein Elimination Elimination
Inhibition target Metabolism Efflux protein
(%) binding (%) half-life (hours) route
Qe CYP2C9
Vit K epoxy- 8/-0 Renal: inactive
Fluindione Ca NaA =98 CYP2C9 P-gp 31
reductase metabolites
Warfarin @1‘/'(70 >99 CYP3IA4/3A5/2CH BCRP 35-45
Qe
\) &
<7,
/af/ye _ Desulfation and
Anti-Xa/anti-lla 87-92 - ) 6‘%'1{“‘”‘55““" - 4.5-7 Renal
Gd/:f/'.
Fondaparinux Anti-Xa 100 - No "7~ R - 17-21 Renal
£
Ilb‘
7'98
NOAC Sor 2
Dabigatran Thrombin (lla) 7 35 UGT: 20% P-gp, BCRP 7'9 © 717 80% renal
Rivaroxaban Anti-Xa 80-100 a5 CYP3IA4/IAS2J2 P-gp, BCRAP O(/.S 5}11 36% renal
0/,
Apixaban Anti-Xa 50 87 CYP3A4/3A5 P-gp, BCRP 81 éfs /'e's 35% renal
erl .
Edoxaban Anti-Xa 62 42-39 CYP3A4 (<10%) P-gp, BCRP 1 ”fessn% renal

Bellesoeur et al. Crit Rev Oncol Hematol.2018;129:102-112



LMWH ACCUMULATION
IN CASE OF RENAL IMPAIRMENT

‘/OUrnQ
LMWH M@W/blﬂﬂkculﬂl Accumulation therapeutic Accumulation prophylactic
weigh{ {Pm 1913 47)
A,
Bemiparin 3600 a’/q&eltl <30 ml/min [38] CrC1<30 ml/min [38]
Certoparin 3800 (-_1(-_171%). m]fmm [48] CrCl1<30 ml/min [39]
Nadroparin 4300 Yes® [20] e y S, No conclusion”
. e .
Enoxaparin 4500 CrCl1<=30 ml/min [E?Q'/?zzﬂ CrC1<30 ml/min 4 days [37]
TR, and 2050 ml/min 8 days [35
Dalteparin 6000 CrC1<30 ml/min after 6 days [3"’]7‘98 ,(I)jo [31-34]
hut not after 3 [43] 79
Tinzaparin 6500 No“ [25, 26] No“ [3% 76(/8,,,
'q T}
rCl creatinine clearance i /.é
g(gll'\ly correlatioln GFR/anti-Xa activity reported, no specific accumulation limit Se/.l/és

b Only one multiple dose study in six patients with CrCl above 30 ml/min and one single intravenous dose study
¢ Largest study no lower limit for CrCI33
d CrCI>20 ml/min

Atig et al. Eur J Clin Pharmacol 2015;71(8):921-9



ANTITHROMBOTICS AND PHARMACOKINETICS

Bioavallability Protein Elimination Elimination
Inhibition target Metabolism Efflux protein
(%) binding (%) half-life (hours) route

Qe CYP2C9
Vit K epoxy- 8/-0 Renal: inactive
Fluindione Ca NaA =98 CYP2C9 P-gp 31
reductase metabolites
Warfarin ﬁl/'qu =99 CYP3A4/3A5/2CH9 BCRP 35-45
Qe
\) &
Ny
/af/y'e Desulfation and
Anti-Xafanti-lla 87-92 - ) G%Igmrisatlnn - 4.5-7 Renal
l/:f/./)
Fondaparinux Anti-Xa 100 - No "7~ R - 17-21 Renal
£
7 Q
\) 798
Qps
Dabigatran Thrombin (lla) 7 35 UGT: 20% P-gp, BCRP 9 © 717 80% renal
Rivaroxaban Anti-Xa 80-100 a5 CYP3A4/3A5/2J2 P-gp, BCRP O(/.S 5}11 36% renal
0/,
Apixaban Anti-Xa 50 87 CYP3A4/3A5 P-gp, BCRP 81 éfs /'e's 35% renal
&r, .
Edoxaban Anti-Xa B2 42-59 CYPAA4 (<10%) P-gp, BCRP 1 /vesﬁﬂ% renal

Bellesoeur et al. Crit Rev Oncol Hematol.2018;129:102-112



6. NOACs in patients with chronic kidney oxadvanced liver disease
Calculation of the Child-Pugh score and use of NOACs in hepatic insuffrei

Ll

Parameter 1point 2 points 3 points
Encephalopath No Grade 1-2 Grade 3-4
‘ P pathy (suppressed with medication) (refractory / chronic)
Mild Moderate-severe
Sl 7 = (diuretic-responsive) (diuretic-refractory)
Bilirubi <2 mg/dL 2-3 mg/dL >3 mg/dL
ilirubin —=
<34 umol/L 34-50 umol/L =50 umol/L
Albumi >3.5 g/l 2.8-3.5 g/dL <2.8 g/dL
umin
=35 q/L L 28-35g/L <28 g/dL
INR <.7 1.71-2.30 =2.30

Child-Pugh category Dabigatran Aplxabaﬂ,?/s Ednxaban Rivaroxaban

A (5-6 points) SG,O[‘

Use Use Use 7
agor use

DO NOT USE DO NOT USE DO NOT USE DO NE}'II‘EJ&ES

B (7-9 points)

C (1015 points)

Steffel et al., EHRA Practical Guide, European Heart Journal 2018



DRUG INTERACTIONS IN MEDICAL PATIENTS

J(Q\/p Increasing Problem More Common in Cancer Patients
/7 -

®
b
(STYR
W/%U
e
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Oc,

Studies on anticancer drugs (36578@0
GSG
"

contributed the most to published
PBPK models, followed by
cardiovascular (20.0%) and anti-
Infective (17.1%) drugs

Alimentary
tract and
metabolism Nervous
10.5% system
(11/105) 10.5% Blood and bloeod-
(11/105) forming organs
Anti-infectives 5. 7% (6/105)
for systemic use
17.1% (18/105)
1134,
af”@ . Others
) 6@/77 9.5% (10/105)
() Sy
Cardiovascular Ol/[‘/o
system ~
20.0% (21/105) 104

Y/
Antineoplastic 'yggts

immunomodulating ag
26.7% (28/105) So,

Respiratory svstem
L9% (¥105)

Antiparasitic
products
1.9% (3/105)

Musculoskeletal sy stem
1.9% (2/105)

Systemic hormone L0%

Various L0%

Fig. 2 Classification of 105 drugs selected in the DDI-related articles using PBPK modeling according to the first level %ﬁéﬂ:ﬂnmic:ﬂ

Therapeutic Chemical (ATC) classification system, which groups drugs according to their main anatomical group, as developed

Health Organization (http:/'www.whocc.no/ateddd’)

he World

Min et al Arch Pharm Res 2017; PBPK: physiologically based pharmacokinetic



DRUG-DRUG INTERACTIONS IN GERIATRICS :
IPOP STUDY

89.5%

of the patients had at least

Yo
U/’/; -
S
S
C‘/@ ~ f/}‘/"q‘/
e
%
&y,
o)

Q
Prag; one DDI
Queg
Sh )
Patients with at least: ity

One major DDI e 0. 27,4%

IS 4, 0%

Ny

Sor 90
o 7 0
One minor DDI 9 %5%
N
UUS
Yo,
18 e

Major DDI: highly clinically significant; avoid combinations; the risk of the interaction outweighs the benefit; Moderate DDI: moderately clinically significant; usually avoid GS
combinations; use it only under special circumstances; Minor DDI: minimally clinically significant; minimize risk; assess risk and consider an alternative drug, take steps to e/’[/é
circumvent the interaction risk and/or institute a monitoring plan. Y

Lechat et al La Lettre du Pharmacol 2016. IPOP Study;




VARIATION FACTORS FOR PHARMACOKINETICS

"/O <% Bload-brain barrier
(//77@’ Oral administration /' |
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// 4 r { ] l\ | Kidney
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‘,/t//'UU X | i‘ ' 0! i '.\1
4 | 1 | ¥
— Intestine \,_ 1 \; (
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‘\ ! \\ N
I 3 1
| \| \
\ | \‘ }
\
\ ‘ h
\I \I
\ \_\ 34
\
p. \ l\ '\
& ‘\ A
o o

Copyright © 2006 Nature Publishing Group
Nature Reviews | Cancer

Absorption
 Previous surgery, radiation or chemotherapy

» Nausea and/or vomiting
« Patient compliance
 Diet
 Genetic differences in intestinal drug-metabolizing and drug-transport systems
o Concomitant medications
Distribution
o Amount of body fat
« Presence of extravascular fluid collections (for example, PLEURAL EFFUSION)
. ‘Hypoalbuminaemia
&coglitant medications
S/
Metabol%o
» Hepatic dYSfl/IZlCﬁ%
o Altered hepatic bloéﬂéﬂf@(a e-related changes)
« Genetic differences in hepatifgrgé—metabolizing and drug-transport systems
« Concomitant medications 'Of 20
79

o
« ADMEO];p

/’[/.

 Genetic differences in drug-elimination pathways (SN

Excretion
» Hepatic dysfunction

 Renal insufficiency

e Urinary pH

« Concomitant medications

Undevia et al. Nature Reviews Cancer 2005



iColour codes

POTENTIAL

Boddy and Yule, 2000) oderate to major

Cytotoxic

chemotherapy
cyclophosphamide JCYP3A4 induction T
docetaxel CYP3A4 induction
ifosfamide CYP3A4 induction
mltotang/nl ) CYP3A4 induction

— U —
paclitaxel @&CY(ESA4 induction

increase in

Nallani et al., 2004)

50%)

anticoagulant AUC (>

INTERACTIONS

Hamberg et al., 2010) inor increase in

van Erp etal., 2011) 2fold)

nticoagulant AUC (<

WITH

otential increase in

Kostrubsky et al.. 1998 :
ostrubsky et a ) nticoagulant AUC

ANTI-TUMORAL

© Ty x o
Oral trgeted therapy | S, according o i vitro TREATMENT
/QU data
axitinib inhibition Pgp e Qqd*~l* [ |F  laxitinib SPC oderate to major
i A
o inhibition of P-gp and Oc o anticoagulant AUC (>
crizotinib CVP3A4 L Q crizotinib SPC 50%) 2
dabrafenib CYP3A4 induction inor decrease in
e s — anticoagulant AUC
dasatinib CYP3A4 inhibition (<50%)
erlotinib CYP3A4 inhibition d[Fhtrapaliticsr2048 in
anticoagulant AUC
idelalisib CYP3A4 inhibition according to in vitro
imatinib CYP3A4 inhibition Filppula et al.. 2012) ~A
- inhibition of P-gp and ; A
lapatinib CYP3IA4 Koch et al., 2015) I?/G, ;
nilotinib CYP3A4 inhibition Zhang et al., 2015) 9 S@
pazopanib CYP3A4 inhibition Goh et al.. 2010) 'Ol‘ 20
sunitinib inhibition P-gp i i unitinib SPC 7 9 @
vandetanib inhibition P-gp Johansson et al., 2014) 7b 7
= a 3 S
vemurafenib CYP3A4.|qqucllon and emurafenib SPC Ol/’o .
P-gp inhibition s s
Hormonal agents GS@/’[/ .
Grimm and Dyroff, Ss

anastrozole

CYP3A4 inhibition

1997)

bicalutamide

CYP3A4 inhibition

enzalutamide

CYP3A4 induction

tamoxifene

CYP3A4 induction

Cockshott, 2004)
Gibbons et al., 2015)
Dowsett et al., 1999)

| o [P L. Ay oo

Bellesoeur et al.
Crit Rev Oncol Hematol.2018;129:102-112




POTENTIAL INTERACTIONS WITH DOACS

CYP Interactions
* Ginkgo Biloba
— Inhiizition CYP3A4 et CYP2C19
* Ginseng
— inhibition CYP3A4
°* Echinacea
— induction CYP3A4

* Kava Kava
— induction CYP3A4 pm————
— Liver toxicity ++

// lll 1N

m l\}\\\\ B

St John’s Wort (Millepertuis)

— induction numerous CYP

Principaux sites pour informations

OCCAM (Office of Cancer Complementary and Alternative Medicine) http://cam.cancer.gov/cam/
NCCAM (National Center for Complementary and Alternative Medicine): http://nccam.nih.gov/
NCI (National Cancer institute) http://www.cancer.gov/cancertopics/cam

MSKCC (Memorial Sloan Kettering Cancer Center)

Chassenet/BSIP/Science Photo Library


http://www.mskcc.org/cancer-care/integrative-medicine

POTENTIAL INTERACTIONS WITH DOACS

P-Glycoprotein

P-Glycoprotein

i/}‘" Efflux Transporter
/Q(/@

Qls T x s
N

Q
yo)
raf/&?cl

Dabigatran
Etexilate

Intestinal
Lumen

CYP3A4/5 Metabolism

DOAC Metabolism and
Drug Interactions

Thrombotic Risk

. P-geduces drug level
. P-increases drug level

Bleeding Risk

~A
Ry
Except Dab1gat1‘§il7.9§9 rombotic Risk
/oY

°Stronf CYP3375 cci@ecrease
1

SPO
exposure o 1g

1S pe
C YP3Aincrease blood / Ssep,
concentrationsdrug [ gjeeding Risk Ss

Shih & Crowther, ASH Hematology 2016



ANTITHROMBOTICS AND PHARMACOKINETICS

Bioavallability Protein Elimination Elimination
Inhibition target Metabolism Efflux protein

(%) binding (%) half-life (hours) route

Malnutrition and hypoalbuminemia?

e 60 =98 CYP2C9 P-gp 8-11
Vit K epoxy- 8/-0 Renal: inactive
Fluindione Ca NaA =98 CYP2C9 P-gp 31
reductase metabolites
Warfarin @I/QU =99 CYP3A4/3A5/2CH9 BCRP 35-45
Qe
\) &
"q’l‘/y'6 _ Desulfation and
Anti-Xa/anti-lla 87-92 = ) 6%'3“"5"‘55““" = 4.5-7 Renal
Gd/:f/'.
Fondaparinux Anti-Xa 100 - No "7~ R - 17-21 Renal
£
7 Q
\) 798
NOAC Sor 2
Dabigatran Thrombin (lla) 7 35 UGT: 20% P-gp, BCRP 7'9 © 717 80% renal
Rivaroxaban Anti-Xa 80-100 95 CYP3IA4/3AS5/2J2 P-gp, BCRP O(/S 6}11 36% renal
O/
Apixaban Anti-Xa 50 87 CYP3A4/3A5 P-gp, BCRP 81 éfs /'e's 35% renal
&r, .
Edoxaban Anti-Xa 62 42-39 CYP3A4 (<10%) P-gp, BCRP 1 IVGSEG% renal

Bellesoeur et al. Crit Rev Oncol Hematol.2018;129:102-112



CANCER AND THROMBOPROPHYLAXIS:
A COMPLEX RELATIONSHIP TO AUDIT
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ASH RECOMMENDATIONS 2018

Recommendations 1, 2, and 3. In acutely ill medical patients, we suggest using UFH, LMWH, or
fondaparim@&;/?rgther than no parenteral anticoagulant... the panel suggests using LMWH rather than
UFH... Ceg..
Recommendatio%eé’f%gnd 5. In critically ill medical patients, we recommend using UFH or LMWH
over no UFH or LMWH gﬁ’dg%e suggest using LMWH over UFH...

Recommendation 6. In acutef§ os_critically ill medical patients, we suggest using pharmacological
VTE prophylaxis over mechanical %E@prophylaxis. .

Recommendation 7. In acutely or criticdel'l’yG&L/gnedical patients who do not receive pharmacological
VTE prophylaxis, we suggest using mechanicafr"?/.Tég prophylaxis over no VTE prophylaxis...
Recommendation 8 and 9. In acutely or critically illlﬁ%gj{;:al patients, we suggest pharmacological or
mechanical VTE prophylaxis alone over mechanical comb‘?ﬁedﬂNith pharmacological VTE prophylaxis
Recommendation 10. In acutely or critically ill medical patients'%hg,are receiving mechanical VTE
prophylaxis, we suggest using pneumatic compression devices or grégﬁw'@}gg compression stockings

for VTE prophylaxis © »

Recommendation 11 and 12. In acutely ill hospitalized medical patients, we re?:‘@mgpend using
LMWH over DOACSs for VTE prophylaxis and inpatient VTE prophylaxis with LMWH oﬁ@‘,sggther than
inpatient and extended duration outpatient VTE prophylaxis with DOACs... es

Schunemann et al Blood Advances 2018; 22: 3198—-3225



THROMBOPROPHYLAXIS CHALLENGE IN CANCER

HIGH RISK €——————— THROMBOTIC RISK AUDIT

! !

FRAILTY ASSESSMENT LOW RISK
Age
ECOG v
Cancer type and stage NO ANTICOAGULATION
Comorbidities
Pharmacotherapy
Cognitive impairment
§BI.C.}0d Disorders l
@r@ﬁ'—”g risk TAILORED ANTICOAGULATION
R_ISk of £ /§ Adapted (Patient/Context)
« HBPM » Life Expecta c?.gsﬂﬁi
Hypocoagulation Bénéfique si Prolifération Maligne l <079 Excepted :
ncreased bleeding risk
FIT P%@fo?lgherence
« AOD » l Risk of d’@'sgglege
Atten“on O Doute ANTICOAGULATION Dementia wo eﬁregwer

o Life expectancy< 6 months
Adopted (Guidelines)

Scotte et al Cancers 2019; 11(1): 48-62



