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Arthroscopic procedures



Xthe harmful effects of blood ke

within a joint are well known

Houghton GR, Duthie RB.
Clin Orthop 1979



[Haemarthrosis(bleeding into the joints)]

A cycle of damage

Haemarthrosis often occurs in one or several joints and may progress to a
destructive, disabling arthropathy

Just one bleeding episode can trigger a cycle of chronic synovitis,
inflammatory arthritis, and progressive arthropathy

Exposure of human cartilage to whole blood in concentrations up to 50%* fc
4 day$induced longasting damaging effecta vitro®
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Adapted from Luclkt al. J AmAcadOrthopSurg2004; 12: 2345



Pathogenesis of haemophilic arthropathy appears
to be multifactorial:

—L Haemarthrosis J—

[ Direct damage ] [ Indirect damage ]

Synovitis

[ Altered cartilage metabolism]

Synovial hypertrophy

[ Inhibition of"pro_teoglycan ]

synthesis Catabolic enzymes

—  Cartilage destruction J<—

Adapted fromLafeberet al. Haemophilia2008;14Suppk:3-9



[Infiltration and propagation of hemophilic synovit}

Angiogenesis

_ Inflammatory
Vascular endothelial GF Cytokines
B_a5|c flbroblastl_c GF Interleukin &
Matrix metalloproteinase9 Interleukin 6
TNF TNFh

Cycloxygenasg

Dunn, Curr. Op. Hematology, (12) 5, September, 2005



[Haemophilic synovitis]

— Hypertrophic

—» Hypervascularized

— Inflamed




BLOOD-INDUCED CARTILAGE DAMAGE

IN HEMOPHILIA

GORIS ROOSENDAAL




Onlya transient (4 dayg exposureof cartilageto blood is needed
to induce longlasting changesto cartilage matrix turnover,
resemblingdegenerativecartilagedamage

\

Adverseeffectsof blood on cartilageproteoglycanurn-over:

release increased

synthesis diminished

contentdecreasedasa consequent




Percentagechangein total glycosaminoglycamontent of cartilage
from blood-injectedkneescomparedwith controls
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Immature articular cartilage is more susceptibleto blood
Induceddamagethan mature articularcartilage

Roosendaal G:J Rheum,2003






[t2| Gzﬁl-éx

A Adults
(artropathy)

A Kids on prophylaxis
(Micro ¢ bleeds) ??

A Inhibitor pts



| Adult |

Avanagement of daily life

Ahysical activity

MMonitoring of target joint:
R¥RMNTAC

Meriodic cycles of FKT

Arec rehabilitation

APost- surgical



[ Kids ]

A Sporteducation 6 HEAD US

Haemophilia Early Arthropathy & ‘
Detection with UltraSound :

A Monitoring target joints:
- Baropodometry
- Ultrasound
- Gaitanalysis
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European Study on the Orthopaedic Statu
\of patients with haemophilia and inhibitors

The burden of orthopaediccomplicationsand the impact
on quality of life are more severe in patients with
haemophiliawho have developed an inhibitor compared

with those patientswithout inhibitors.

Ptswith INH with ahistory of orthopaedicproceduresor surgery.

14-35years 34%
36-65years 66%

Morfini M et al.,Haemophilia2007
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Phisyoterapist Ortho-surgeon

Anesthesiologist Hemathologist



[Factor Influencing surgeries In PV\ﬂH

V Factorreplacement(or by-passingagents)availability
V Hemophiliacenter: number of pts

V Teamlearningcurve:

/N

Surgeon Hematologist
attitude attitude




MDA :What the physiotherapist has to kno
I 0 2 dzu X

V Stiffness V Softtissuerelease

V Axialdeviation V Bonecut

V Deformity V Synovectomy




