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Thezs gre condiffons that alter abiidy of blood vessals,

phetelel, mnd coagulation laetors to mairtain honmeosEsss.

Therz i3 inhered Meeding disordors that are genetically
tranamtied while scguired bleeding disordars Occlr 55
tha result of diseazes that affec? vascalar wall irisgrity,

pintelets, coagufaiin fsciors, st drugs, redision, of
chemuotierapy for cancar,

Fathophyarofogy

ihe three phases of hempstassy fof coafraliing hivsding
#rg vascolar, platelel, and coagulslion {(snd
fibranadpscs), The vascular and platelal phases afs rolferred
o as primary. aexd tha coaguintion phess i3 secondary.
The coaguivhon phasa & fodowes OF the. onnolgic
phase, o ing witkch the clol & digsolved | Bax 1.1)

Vascular phase (sensing). Primary
Piatelel phase (processing), Prifmary
Coaguifation phase (responaing). Secondary
Fibrinolytic phase, Tartiary
Vascular phasa:

» The vascular phase begins imimedistely after injury and
lmvolves: vasoconsiriction of arteries and vens in the
‘ar=a of injury, ratraction of arteries that have been cut,
and. bulidap of extravascelar pressure by blood loss
from cut vessals. This pressure s In colispsing the
adfacant capifiaries and vains in the area of injury.

* Vasculler veall integrity is imporiaat for maintsining the
fluidity of biood.

* The smooth epdothefial lining consisis. of 2 non
weltzble surfsce thal under normmal condifions, does
not activate piatifel adhesion or coaguwiation. in fact, the
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eﬂﬂh:.l'.rﬂia]' cells synrhasize and seorate three pofan?
anti-platalel sgents: prostscyclin, mitiic oxide and
cefigin ademme nocleolides.

» Exponure of vessel wall sub sndothellsi fissuss,
coffagen & bassment mambrane throvgh chemical or
traumatic injury serves & lissue factar (lissue
thromboplasting & initistes ceaguiation vie the extrinsic
pathway.

» Iiured endathelial cell refdgse adinodlng diphoaplale
[ADP] which inclide platelot adhesmon. Afso promoie
thrawnbus formaifon throuoh expoesyres of subendothlial
tissue fo von willebrard™s factof{vWF), Endothelial call
a&n:ﬂﬂrﬂ:ﬂﬁi&mnmlhumﬁu#m?muﬁar
J'n'IEgr._']Tr through synthesig of lype IV collaged
fibranoctin & WVF

piateia! phaso

« Fiatelet are cellulsr fragments they don't Rave nucleus
=Fiay §-12 days it the circuiation.
» Nonviable platefels ars removed and destroyed by the
spiean and fiver

» Function of pitelets include; raimleizance of vaucular
infegnity. rmation of piatoled plitg’ 1o ald i Dty
sonirid of bleedhivg & sSisficication of platefet g
through Involvernent i the coagilatiol process.

¢ Afoutl 105 of piatgiers ave asod 0 cpm and gromee
anpdaihalial culls, allowing for entintfelinl srd amaoll
fM e rogeINraOn
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v The process of coagulsiion s muan frin-fomming
sysiem fake 5-16 minutes from mjury to 2 fibon-
stabilized cloL

& Two sysionm invofead m the cosguintion:

» The artiinsie systain /s Initisied through lissuae fsctor
-affer fissue injury. This process activate factor VI (V1)
which called in the past nesae momeopdattin,

v The lntringic syatem is initlated by surface contsct to
actrvate factor fIL
ﬂﬂdl!ﬂm fpﬂrwapjﬂeﬂmnﬂnpdﬂwﬂjl to fosm

i the mnfpm:m:: fibrin,

Frmu Coatrol of Wcaging
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v Fitwin-lysing {fibrinolytic) system is needed lo prevant
cosgulation of intra vascifar blood away from the sis
of irgury & to gissolve the clot ance | has served ifs
Tunclron in bomessiagis,
+ This systam invaive placmmogon, 3 proenzyme. for the
enzyme piasmin which produced In the liver,
Endogenows pleaminogen activator released by
endothalial calie at the site ofinjury.
+ The affect of plasmin on fibrin & fibrinogen is to solit off
large piece thal are brokan up into smailer segrments
ﬁﬂ#ﬂﬂﬁﬁﬂﬂ nfeigmdaﬂm pm:mﬁn r.-‘nm. ummm

Timing of clinical bleeding:

A disorper thal msy occur in the vascuisr or plafelét
phase laads fo an wmmediaie blecding problem  affar
Injury ar surgery. howsver if the vascular amd platelet
phmammxmlamﬂﬁﬂmﬁgﬁaﬂﬂnﬂﬁmmaﬁnﬂmm'
the blceding problem will pot be defecied until several
Mﬂﬂyﬂmmu}r in caze of small caf for example,
fitthe bleeding would occur anfii several hours affer the
Infury and then & slow ickie of biveding would sisrt I
the coaguisiion defoct were sevare fhis slow foss of
biaod could comfinte for dsvs Tﬂeamummﬂmutcw
l'-'l}EmIpErﬂnﬂu[E,L
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[ cmicss presamtatoon |
| signs & Sympioms I

some  dizegses give cerfain signs & sympioms which
indicate hleading=s problems.

+ Liver disesse: patient bas liver thsesse presented with
jaundice spider angiomas, ecchymosis and pefochizo on
the skin or mucosa owe fo reduction m nombor of
piatolats due to liver diseass & hyperspienizm result from
the aifect of partal hypertension ;

Eﬂmﬁr coaguiation disarders such =3 haomaphifia A £

B, tha patient has scehymosis, hemarthrosis &
= Chionic loukaamis: prezanted With weeration of oral

mucosa; hyperplasis of gingiva, petochiae and

Laboraiory rasts

Partigl thromboplastin ime PTI: (25-35 seconds) this
check the intninsic system [factor VIl 0C Xi & Xi) &
comynon pathway factor (VAX) prothrouphin & fibiinogon,
and rosufts in excess of 35 seconds are considersd
ahnormel or prolonged,
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Frothrombin Bme BT (4115 seconds) g=ed o check the
extrinsic pathway (factorVil) & common pathway (VX
prathrombin fime L ibrmogen)

{ VIl & X and prothrombin) are yitamin k-gependent & are
deprassed by coumarin-iike drugs & should be checked
by INR

PT is prolonged when any factor &5 biow 10% af is
norml yaiue.

Flatata! oo

o 140 00400 000 cubic mm ponmai value.

+ 50 0G0 - 100 000: excezsive bieeding aifer 3ever rslma.
« Bolow 50 000! excessive bleoding after minor Faums
skin & mucosal purpara:

o 20 000 /cubic num: spentaneous bleeding,

Blroting Time{BT): for platolst dysfunction &
thrombooytopenia.

¢ Thrombin TlmedTT]
* Thvombin is added fo the patienf bjood sample as
activating sgent Jis convert fibrinogan o insoluble
fibrin which makes up the essential ciot it by passes
the intrinsic extrirsic & comimon pathway.
v Normai Values (9-13 sec).
v 16-15 sec. consider profanged, Which osually cavsed
- by excesdive piasmin & or fibrin-splll product

-




Qugordur of common ol iy
A prolonged a FIT & PT indicate 2 common pathwsy
factor deffciancy.
Congenital ﬁEﬁ:!EHE_‘H‘ of factor VE&X protfirombin &
flbrmogen are Iare
Acguined deficiency indicated Conditfons that cause hﬂﬂl
taste= ( PTT A PT} ar2 prokomged are( |

h

e il

MEDICAL MANAGEMENT:
.
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Hm’:ll_ﬁ“-r:n hesmorThagic M.ﬁ-r-g_,r.-: luaia

+ (o3fer-webar-randu disessz ) it's an asutosomal
dominant. ‘a festure of leiangiectazis fesians mvnruhg
the akin & mucoas membrane.

+ Bleeding as apistaxis due tg inerf machanical fragitity of
Iﬁemﬁsﬂ!&hﬂmnam&arlya;ﬂnfdﬂsﬂmm
nuwmbdar with age.
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" WHAT IS HEREDITARY HEMORRHAGIC
TELANGIECTASIA (HHT)?

=HT of Barpmnzang Hemonfags
Ielanojstigsts inan inheritod

ris dEr el resudin n Dioeo veess|
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S-n.lm sickness can lead 1o plrpura M@m
compter deposits in the vessel walls . drugs fike

| Praterer discrders: |

Vs YWiikd8riceds dvsedii

Wo=? commaon disordel, sutockomsal dominani fraifte causs
mild o moderafte bfceding due (o defeet in plafelet
stthesion .vWB factor made from a dgroup of

glycoproteins, tivs glycoprotein needed io canry facior
Vill (unbound facter VI in circulstion will be: mmraﬂ

& 1o allow piatelst 1o aghere fo the fissua the complex of

fector VIl & v WE factor stisches 1o the sursco of
circulsting platelets it's from Wes jocstion that the vIWE

factor contnbide o hemosissss,

Chinreal finmng.

Patient with mild-form of the disease may have Ve Wstory
=ever farm may have +ve family history & sever bieeding
shior boima o 2oy 0 memicsiod a5 cutsnoous &

|
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mucosal bleading because of platefst adiesion lackinmg,
hemarifrosis and or episfaia

lzborafory investigation; FT& TT are pormal .PFA-100 and
dr1 prolonged |, piatefef count normal. anolfer
irvastigation nesded lo estahlish the disgnosis & type of
vIWE include smmunoassay of vWF & specidic assays for
factor VI, '

TREATMENT; by ohen cfyopresipilate

e =

, —
Hermared ~squller divesis
Disordar i pistelet adhesion, bieeding will be trestsd by
bivod transfuzion with normal bigod,
Bisorder of piatalet disease; n some cases pletelol may
mmmmmamﬂummmE
thromboxane produttion dus to anti inflammatory drugs,
‘SEnirin NSAID= (engomethacin Mmﬁnﬁuﬂfﬂpﬂ&:ﬂnﬂ;}.
| betafacton antibiotic penicilin &cephakaxin.

-

[ Coagufation disarders.

g N

Haz=mapinka A:

* fz an y-Nked retessive frail the shnormal homeostasis
doe to deficiency in fagtor VIll, this facfor /s bounded io
vWF in circulation.

& Clinical I'Fndmgs:' sever HE cause sevar Dlesding.
Hamafmﬁﬁs, ecchymbsis soft tissue hematoms, sfter
trawmes or surgery there will be sever bleeding which
may theaten lifeSpontaneaus bieeding Trom mouth,
gingivae, lomgue Jips Hzemophilizc paient aresly
‘affected by coniamination from bicod transfasion by
IV & hopaliliz © viruse

- . .




Repiacamant of Tactor VIl fnclude;:
ininor spontaneous bivetling 75-30 == roplacemest minor
dental surgery 567 repiacement,
.H'Fﬂjw sirgery 50- 1062 raplpcemeant.

wﬂﬁmmmmmﬁdﬁw

X -iinked recasaiva rait.

Clinical manifestation the same a5 hsemophilia A .
scraaning labozatory tests resulfts are similar to-both AS8
Spacific fsctor asssays for factar (X esiabfish the
disgnesis. purified Tactor IX product are racommented
far treatment of minor & major bieeding recombimant
memanwmmmm
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Antl cosgulant drogs:

Haparm:

heparin is rsed i high doscs fo frest thrombo emboiism
(IV bolts of SOG0ILA fv infusion over 510! period) &
MMwmea:pmﬁhﬁﬂmfwﬂﬂ‘um

Biparin should be olven 10 the hospralsd pabent Jt hes
ﬂ'ﬁ;};ﬁﬁfﬂfﬂﬂ?l—? hous 3 required monitaring with
g F

COLETEETIN: WaiTarm;

Is mosi widoly psed 5= orai snili coaguiant that inhibits
the biosynthesis of WIT K-depandent coaguiation:protains
(Tartor VX X & prothrombin).

It metabolized by the liver & excroted by wrine. PT is ussed
to monitor warfarin therapy the international normeaiized
ratio /s e@sed o allows better companson of FT values
among diiferent aboratoros INR for warfarn is: 25 with
rang .0-10,

Anti pistetat dioos:

anti platefer troatment has bean reporfed (o rafduce over

‘all mortality from vastufar complication by 30%. Aspirin
has beon widely used exort if's anti platelet action
threough antl thrombotic function & impairing aogregaiion.
NSAD such as: tbuprofen alse inhibits the function of

LFEI'&IEII_.
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dantal management of the paiients with bleading
disorder
Detection of hleeder paliont;

& EBkeding probloms i rolative,

Iy, Biesding probloms ftor operation or toath extraction.

&, Blesging sffer tralims or cutiing wound

d. Medication causing bfeeding problems: aspirin,
ainticoagllant dregs, fong term antrcoagidant tharapy,
ceriain herbs! preparation,

e Presence of disesses
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Scregning laboratory test Jor deiection of &

potential bleeder:

1. PT(11-15%)

-Taﬂ for ﬁmnﬁr: l:ﬂﬁi'ﬂ]'l'-'ﬂ'ﬂ H‘fﬁﬂﬁ!’! (narmal in
hasmophilic patiant ),
£ aPTT [25-3ns);
Eﬂﬂﬁr’&ﬂmﬂt&mnm

3, TTiai3
lﬁiw

Test o mﬁmmmu
thromibin,

4. Fratalet count

|5 pea-von

| Sadecticiiy of scrmersng Mbovitiiny disfe
Aszvar ey mman of PR- a0
‘Fozmive Pver dhaase | yorvenad iy palessd cout FT.
Clemwer pistes=un srr=resesy fw plesdl cose




DENTAL MANAGEMENT COF THE PATIENT WITH
B FFINNG INSORDER:

e -

HEMOPHILIA:

* Infection; -hlock snazsthosia  lingusi mfiltrstion, or
thjection in the floor of the mouth K intra muscoiar
nfection shouwld be svoided unfess replacement of
faciors hawo boon used in the pafient with mild fo sewar
Tactor VIV gaficiehcy.

* Infitiratfon aspassthesis & intrsiigamenisry infection
ustatly given with out factor replacoment.

« prifvodontic treatment rool cenaf with oul over
II".'IEII’HIT:I'EII’IEI.I‘M. palishing can be done

* parcgdonial strgary Jool planning, extraction ,donto
aiveclar surgery & compiex oral surgery mesd faelor
reslacamant

* pragpersiive consalt the haemaiologist fo confinn the
diagnesis Sevenly of the: diseas= ,mild o moderate
Tarm usuaily frested in dents! clink;, sever cases fresied
i3 tha hospiial. 'Replacement of factor VA, one hour
before procadurs.

+« Doantal trestmernt good surgical technigue, treat scufe
infection, pressure packs wse geffoam with thrombin to
control blesding, splint for patient with multiple
arfraction,

« Postopergtive; in dantal chinic patient nead second dose
of factor VITl.

» Hospitalized patient will need additional dosas of factor
repiscement. siso should chack for signs of sllargy.

I Avoid uses of agpinin or N3AMDS.




i Vo WELLARMAND S DTSEASE

« Ml farm #u:gu:afprmﬂm can be dane #n the denial
clinic with oll use of desmopessin & EACAf=-
aminocaiiore aod] or frenaxgmic acid (Cyklocapron) .

* Wore saver require factor VIl consbruction.

o Darntsl mansgsment

= Eziabiiah for good oral Hydarene,

= Palotal spiint treatment of acute infectan,

* pogl oporaiive patiant showld cramined 24-48 housrs for
bieading i biesding present give the patient franosantic
acid & EACA

Y o

THROMBOCYTORENIA

‘Doreal managemert:

+ 30,000 cubvc mim infiftration & block .maﬂaﬂtema can
givan &lso most roaline dental procedure can

v 50 000 /cubic mm axo oF denfosiveolar surgery can be

« More sdvanced surgury need 20,000 100,000 cubic mem
ar higher .

+ Repiacement of piatalet by transfusion {'ﬂ.l'ﬂ'IEFEI.'
concantration) affar blood centrifigation.

» The uss of tranexamic acid & EACA mimmize the need
fhrnhﬂatmmmut




