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IRON -DEFICIENCY ANEMIA|

k]

Egidem\g\ogq‘ pregnant wowman, toddlers (A7) and adolescent girls (W)

E;\—_\' ooy’ blood \oss
Clinical Presentation: pica and fhrombocytosis

Diagnostic Mechanism: CBC. Fercitan . \ron Studics.

Diagnostic Results: TROW, {MLV, then hob

(Ferv'\’mnt\s.

Ihct,

Yserum won, | T TVBL|, 4 transerin saturation
Treatment: trear underlyying cavse. Treatment of Choice = 0val won replacement .

ANEMIR OF CHRONIC DISEASE

EE'\dem'\o\ogg)’

Eho\ogg? Thepcidin — Y ron absor prion
Lab resulds: dsecum won | 4TIBC | —orf ferviton
VMLV Yhabihet

LEAD POISONING

Egidemm]gg“i Slighty higner in males. \ncidence decreasing.

OFfecks PeoPle who have Condikions had covse inflammation.

E;\—_\'Q\ogn: Workplace €xXPOSLre. Unintentionol ingesions .
Clinica) Pvesegj:g'_\j 0N Microcyric aneni . and basephilic Stipping of RBCs (aain qmnu\cs\

D'\qgnoshc Mechanism: direck measurement of blocd \ead .

Dinanostic Results: >10= impaived development. D70 = severe poiscning. MLV and Yhgl , |Basophilic Stipping .|

Hemorrhage Hemolys\s
blood \o&s RBC destruction
N L 4
Heredita [Acauired |
- Avto
BLTD deticiency hEMOIATAC Aneia
Sick\e cell PIC
ThalasSemios TP
Heredifavy Spironytosis HuS
Epidemioloqy:

E\"\o\ooM?

Clincal Presentation:
D'mqnoshc Mechoanism:
Diagnosric Resu\ts:

Treatment:

Treatment: ederare catcivm disodwm (EDTAY TV, Oral thelakor & MiNOT.




MEGALOBLASTIC ANEMIAS [t mmn sonmess

|BIZ DEr\CIENY ANEMIR| [FOLATE DEFR\CIENC

Eﬁo\ogg)f Yintake or absorphion, diseases (cxohns, etc) malnetrinon, moleb cerpinon, drvgs
Clinica\ Presentation: Nevrological symersms [anemia 18 presenting cumotn |

qunoshc Mechanism:

Pevriphextaa\ smeayr and CBC

Diagnos¥ic Results : {Biz, 1 homoysieine, Pmetyimone acid | hyperceqmented (>v) PMJ
Treatment: MBI wiechons Hreat vndery cq\)sa daily Ova\ folatre

ponty Yopenion in the peripheral blood, With BMByx Showing hypercerivarity,
PL RS ‘ \ C H NE M \A risiney from a dee'\ciencui o€ emnotopoietit stem CeWs.

E‘\"\O\Ogg: \nheri fed. Puroimmune, SO/, '\d\opa\—h'\g (\‘m\mhum et ) bentene exposure , EBY, chloromphentcol dwo;\
Clinical Pvesg“‘h;ti 0N Sumptonns of anemio , low plateleis (\-\ecqu/bm\s\m;) and low Nevtrtophil L'\(\Gct\—\ev\\\
D\qqnog-\—\g MechaniSm: Yule 0Uk tner contes of pantutopenia . Bone martew b\ops\-\ — hypoctenvlarity €267

Diagnostic Results: rfAbSO\\:\'e nevirophi\l count € SP0. Platelet count ¢ 50,000, Reric counky €S0 OOTl

Treatment: svpportive , defini e,
Lyset (e uoung and otherwise neothy) L’Jan\—'.h\\gmcxg\—c a\souiin (ATE) ond Cyclosperine

(AransEucion, B6Fs)

and T-ce\\ dwrecked tmmunoSuppression .

HEMOLNTIC ANEMIAS)rec v

General clinical featores jaundice ; A risk of qol\tdones, sPlenomeqalyy,

aplastic orsie W/ ParvoNitus \Q  and A folake reguitement .
Laboratsery evidence: evidence fox 'VKBC preduc oy, — Trete coun

evidence Cor T RBC destruchion —> ’r Lo ol \Ihup\’oq\ob\“

mMorehologic evidenee of RBC domage = Schictotyes Spheroccy¥es  bivre ce\\s

CONGENI\TRL

@ e N e o

HEREDITARY SPHEROCYTOSAS| membrane detect ‘

Ep‘\dem\o\oqg,'- MOSt Commen deeck \eading ¥o omernaia, | /SDOD Europeans, Aviosomal dorminant.

Eho\ogg? defeck in proteing of ¥he membrane skelern (Specrria o ankurin
sphevoeyte formaition due o progrecsive 10ss of membrane pnd Suyface oarea,

Clinica) Presentation: increased hemolysis and abdominel pain wirn Yavial ilnnecses .
Diagnostic Mechanism' pPeripheral smeax, Flow tutomeiry veing ESM (eosin &' mateimide)
Dingnosic Results [Spherocytesl— more prove 4o \ysie. 4 free LT\

Treatment: folate supplementation. Sp\er\ec-\-bm~3 V6 \*ct-mc\-on) / Symeiomanc .

GLPD DEFICIENCY

entymaric defect Heinz bodies = bite ovblicker

EP\dem\O\Oq“Z X-tinked. \n Africans, protvein \oses activity with age. Mediverranean - baseline Yow o\c\-\\n\-\j_
Eﬁo\ogn‘ hemogiobin loses proYection from oxidative damoage — denatured = precipitate a8 Helnz bodies.

Clinical Pygguﬁahon max anemic 1-10 days ofter exposure. A redics -body compensatres

T\ _ a



viagnostiC Fechanisin: peripheral Smear. MEATLTGLIC BIDOA TEIN .
Diagnostic Results: [bike or blister cewne )

Treotment: Supplement Colate . Averd Oxidant agents (suika duas, Vit &, fona beans, Mothballs anti-ma))

MM\)NE IR MED\ﬁTED HEMOLYS\SW acauired hewolyric

anemwmi o\
T ALTO\MMUNE
[WARM ANTIBODIES)| [COLO ANT\BCO\ES)]

EP‘\dem\o\oqv) NA

\diopakhnic , In€ection, \umphoproliferarive disease.

Eho\ogg 196G againek RBLs at 377°>NO agg\vtination 19aM 0.qainst €BCs af ¢22° = aggwrinainen
Clinical Presentation |Selenomeaaly, javndice | < onemia \sonemia \n extrennines |

D'mg noskic Mechanism Coombs Tesh - 196 or €3 bound D\RECTLM 4o RBC Coomb's Teslr
Peripheral Smeay Peripheral Smear
Diagnostric Results| FLoomd'S - dwect and indivect.[tlab] £ C3 “ coomb!s test. Doesnt +ell you Cold ve. wWormn

|Sphcrocg\'esl [rBC agg\utrinatrion (cwmp‘\r@]

PTreticoloeyres | Thill | TLOW |

. n ovticosteroid
Treatmeny| Mainstay :\T\V\N\\H\DS\)PPrcsS'\odiu:\?-\iab ’ Keep paticnt|woarm| Blood and W fuids warmed .
RBC franstusion | sumpiomatic . Steroids ¥ Spienectoray =5 \neffeckive Rituximoley
Sphnerocyies CAlumpiney

HALRSSEMIAS] v v

b E- ‘ ‘ TransfsS\on - depena e\f\\———-‘b

Ep'\dem'\o\oqui MNOSY Common wn Southern Europe. SE As\a, PErica, middie €aSY. Mcdirercaneans.
Eﬁo\oggi m\m;h'ons (6°-abscn\- Bolobin Suntnesie . B - decreascd p\'oduc\'\or\.)

Clinica) Presentation: onemia, Splenomegalyy , bonu deformifries , iron overicod ((bronte sxan and ivex failu)
D'\gqnest\c Mechanism: \hemogliooin elecrrophoresis. Ldue 4o rranstusion and AeeC
Diagnostic Results: AU fetvamers . AbSent (or deticient) Novmal hgb i . Microcytic. TRBC
Trcod'mehj:i Yuvin 0f€ eryrnropoieran. Gene frherapy. Get iron ovy of bedy.

ALPHR

Epidemioloqy’ SE Asia and wesy Rerica. Asiong € [ African Amenicans (s-77)
IAAT == o0& X-7x= | l% /= —|nan
Eﬁo\oggi one alpha atne delenon L cis acleton Livans detetien Pu Yerramers —>veine bodies
Clinical E!gsgnigh’ 0N | Silenk. NoY anemic . Mild anemia. Nariable. Seenomeooly
Diagnostic Mechanism' Hab elctirpphoresis nomaed R E1ECrTRPNOY LIS normal Peripheral Smear
Diagnoskic Results: | Mimmal miccocyiosis MICromy tosAs With MeV 1D l@ LHab LMy TROW
Treatmend: Hot treared Net vteated

HRYDROS FETRALIS: ——/—. No alpha thaing €orm.

* Predominant cnain suntinesized \S Yy ferramers = \r\emo%\obm Barts.
¢ miervterine deotn.

Treatment ® in vieo by exchange Transfusions or in vters bene MATFOW  TYancslantotion .



STCKLE CELL DISEASE

E\dem\g\gg!ai V/\L ARs corry draik. YJs00 have disease. 1/1060-SO00 hispanic - fmericans. Midde east, Medifcrronean, \ndia

Eho\ogg- missence Muraton In LY AR 1n Bohain forms HLS.
Hypoxio and acidests — HbS pelymesrizeS and cels Sick\e. E\Jcn‘hlq\\q Lecome \reverSibsly Sickled = pbsruct vessel.
SS=Sickie cel\l aneta . S¢ = more wmitd . SB-hal = BPindetinguisholile frem §& . SBY = more wild.

Clinica) Presentation: hematologic = Gnemia, leukotytosts, thrombocyresas.
*by adotinesd, funcrionatily asplenic (howell = Jolly bedies ond ﬂ\(-cchbf\S
srarombotes Dwncleoted s Cor NENOLS cloks

Sickie CeW Criges > Splenie Seavegitation - Mmossive Splenomealy oand hypovdlemie Shoc
OP\ASHIC CriSAS - ParvovITes | (eads Fo MOTEW SUPPTESSIEN
PANEo\ (epicode) CrisAs - paintul episcdes OF BCuUFE vastslac GCCILEDN
acv¥e chesk Sundiome = huypoxemio, new nfiltrave | new Feved thesk pain, dcpnen.

smost Evegquent cavce of deavn.

Puimonoary huyperkeasion
StreLe — Median aqc S, Due do deordered vivobd yecsels.
D'\o\gnoshc Mechoanism: hemoglobin elecrvophoresis
Diagnostic Results:
Treatment: hudroryyurea ~ increases Hbfk decreasing WbS. PE - bone marrow Suppression. Nok vsed i€ preg.

Exchange fconsfusion - Strove
Simple Arastusion - acvke cnest O PpPye-operatrive.

AnFibio+ics ond 0xygen Cor actuie Cwesty

THROMBOCYTOPE NI A

Under production Peripreral Destruction  Splenic Sequestration

RN IR AN l

rYow marrew MAYYOW X
l%:x?\\)rc l NG lrranon [-\wms l ‘_NO“ \mmone ; \mmune

\C AnTibody- mediated
fuvmor dvvgs O ) b
MEIOAUSPIARA g Glomateus | Todianien e
mv\:sd\;\; ancmya LIUTINNT intecthion S “
\'l} \eienc \evemias altone) \
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[PISSEMINATED INTRAVASCULAR CORGULATIONY] Sonistocyics

Epidemiology’ NP

Eho\ogmr Abnormal ackivaron of coagunaimen, LoRsuMprion OF Clorhng focrers, destruchion of platelets
and activarion of Cibrinolys$is. Triggered bgPFTF W Wrong place. )

Clinica) Presentafion: 00zing , bruisino , Sepsis
Diagnostic Mechanism: PT and aPTT . (BC . Pevipneral Sweay.
Diagnostic Results: TPT TaPTT {plareexs, | tibrinogen , T D-dwmers | [Senistocgtes |

Treatment: vnderiying cavee. TYmnsGos\cn ot Plareless, ClotHng Cacrorg, Or Fibrinogen.




[THROMBOTIC THROMBOCMTDPENIC PURPURA (TTPY| Schistoeytes

Egidem‘;gmggai sporadic. Avtvantibody /inhibiter agamney prorease.

E\_—,-Q\og!a: absense /deficiency ot [poAMT ror ot cleaves YWF. UL multimers bwnd plareleys and
moke plateler plugs W microvastolature.

Clinica) Pvesenhhon'-‘PENTP«D“ MPHR, low plarelets, fever ) neurdlog\t manifeskarionS, renar manifestahiony
Diagnostic Mechanism: CBC. Peripheral Smear. Measvre attivily \evels of ADAMTS -\

Diagnostic Results: & Plateledrs Schistocybes | TLOW and Thily,

Treatment:[placma exchang €| AVOID platelet Hransfucion.

HEMOLYTIC UREMIC SUNDROME (HLS))

E idemi ! Seen MoYTe \n PediafticS — bettes pcogaos iy
LS
Eho\og!!t precigivared by diarrheal 1\ness (E.o\i 0IS7: R or Shigqa toxwn)
Clinica) Presentation: dnevrological seavelac. Trenal mani€eskaiions. Usvally sracks w/ iosdy diarehea
Grypical HUS S without diarvheal prodvome. Needs fwo Wite.

D'\mgnosﬁc Mechoanism:
Diagnostyic Results:
Treatment: €CVlizomald and PLEX

HI T‘ Heparia -indvced ThrombocyYopenia

iaxd_emmmw /2 pts freatred with heparin, Older pre and GCWY Orivmopedic surgenes.
Eho\ogmf cavsed by antibodies agamst Comelex of heparn/PFU.

Clinical Presentation: con \ead 4o Fhrembosis

Diagnostic Mechanism: CBC
Diagnos¥ic Results: d Plavelers on hepaving

Treatment: STOP hepoarin.

lITP | \ Mg/ idicpathic Harsmocytopenia PLIrpuUTa

Epidemioloqy:

Eho\ocmi provoked by Viral illness in ehildren.

Clinica) Presentation: 1selated thrembocyfopenio

Diagnostic Mechanism: No diagnosic Yest

Diagnostic Results : diagnosis of exciugion.

Treatment: \n adults, speciCic Hecopy 16 plavelet € 20-20 o6R b\e.e.d\v\%,
Firek \ine = Corticotrerdids. INlg i€ platclet 210C bR bleedinay.
Second \ine = Tifuximaly Yo i\l (D0 cens . SP\CT\CCWM\:).



