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EAF MiEw 2R%

HEE REET BRHEFE

B] 2 K o A BB i 3 BRI A S ot % A

wm B

NAmAT LG E Y A —Ho2EAEE ) ALeyE btk R f(hemolytic anemia,
HA) ° R FANBERMEZE P > TIAKBE S 5 % 9% 48 B (immune-mediated) & JE % 7% 48 B
(non-immune mediated) * MR T @ XE A AF S FEQERTE - GARFRL > LTE

HAREE R B bRag G - M —BH A HRWFFEST X

B 53R &AM B R ik HOAE R WA —

fr g b e B o by m A o LHLHRFR 42%"‘1&52?‘\@'}&9%9’% WY B R A A2 R MRk 0 KRR AR

& T IEAEN G R T AL

Ut o Fib G &EAAMGTRERR > 47 T A R IE 268

Jr B i BREFBEH IR RE  TRATRABEYNRE - ABEEHBRTHLEER
Bl By ik dnbt B e bh o A AR AT H R R A 0 PR EE R B LA T B ATIRAE S B Ay — b

ik e

RATERA - JAIMIMEE M (hemolytic anemia, HA)

HEgR&/AMMEE M (autoimmune hemolytic anemia, AIHA)
M/ NmEMEA MM4EE M (microangiopathic hemolytic anemia, MAHA)

m

mnw

IR WRHRE A B R ER - HEK
"% ﬁﬁﬁ@ﬂﬁ%m%m%wﬁ°%m
MEE M A2 A RN EIE - R4
P s BRIKRB RIG R TS/ AE - 7
B AT DURIE e R B K I ~ RLIMERA
5 (intracorpuscular) B¢ Ifl Bk 4} (extracorpuscular)
o8 S TR~ 2 A B O e 1 A B
(1mmune mediated) ¥ 55 5 R A 53 B o BLIR AR
%%Eﬂﬁﬁkm&%ﬁ@mﬁﬁm TriE
Eﬁiﬂ? St DL 2 3% A A 36 17 35 1 22 i
PR o

BIMME M EERERARKRIE
BEAR R R TR ~ FE R EE B = 2 E{E
GER  All—HEFE RN aRELR 13gdL
(M) 8 12g/dL (£ i) » HERKRARINFE 2 (1)
SEIMBEEEARE ~ (2) MR (HIM) PR (3) 1M
BRAGR I (BIYALL) » 1EH PURLIMERFdy
KB 110 2 120 K » FERIME @ SALIMBRE G
R R (R - B PT AR R YA I - S8 B
FIMERAIZAL - FREEHKIE 1% BORLIMERE 1L
B SRR o AER A HIMPER T - SLIMER
IR Ry R A B 1 48 S B M ER SN R 3% - fEvE7R
2RI - SRR MRS - BRI

WA D FRA IR 1 704 &AL BRI 138 58 B SR KSR S I I 2R B e P9 R R e R
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Eifl - —iE @ MEmAMABEE R - #a
5 75 gk 339 110 erythropoietin (EPO) f 531 > T
ARE RGN - FERFERBDLT » Bl
L hereditary spherocytosis FAJp R+ B B8 HY 35 1M1
REF R P 5e 2 UEVAIN - RIS —E &G BHEN
a1 -

VS I A I A Hof PR 5 B b A [ ]
H— B E MM OE IR R R ARG
ST~ e~ BRGSO JMNEEAESE - F
RIS MmAHR AR B EE - R
PRUE ~ WM K S5 « M I 88 R0 I B0 1
1 19 lactate dehydrogenase (LDH) k¢ Il #L &
(hemoglobin) ° [fILAL 34 & Bl I % 2 Y IILAL 32 4
& H (haptoglobin » FHAF B ) - KA
1% B KM B (heme) AV ERE - W7 78 A I
KL% (bilirubin) o At DA IR R I ¥ A 2 W]
DU R FEAS & B S MEAL 2 IMYE (unconjugated
hyperbilirubinemia) ~ LDH _I= F} ~ haptoglobin [%
& CHEARREHAE]) o 5550 » R AUE MR
I3 - MEARAKL MLER (reticulocyte) By L 41l & 5
e

B M4 E I 2 57 4h K 2K 2

HR—HEMEE - BlEEEEH
HY & I S JE » ] LL#E FH reticulocyte production
index (RPI) FFAdi o HEARAKL IMERZ M R 58 22 A
HURLITER - FEEMAYIEDL N eie P 5 BaREiK
REREIMAEH - FIRE FEZ2ZM LS (hematocrit,
HCT) fIPMZIE » BFs RPI > HARATE -

v

1

RPI = Reticulocytes (percent) X ( %) X (m)

H 1 RMT (reticulocyte maturation time) fif HCT
MK R G E - HIERHCT & 45%
35% ~ 25% ~ 15% f > 35k 1.0~ 1.5~2.0~ 2.5
j{ °

# RPI/NR 2 RERBHEEMBERE SR
(hypoproliferation) * X Z HI R R B HEH EHE
B QMBS I S E - AT — 4 2 ML
I D R S IO B - TR R RS RE S I B RE

ARZIEHM(RPIZ2) HEZKENEE
IMANA S HIZE - WL ST - AT E S
AR S~ A~ — 18 A AR R
Ifil 52 (delayed hemolytic transfusion reaction)
) 5 (drug-induced hemolysis) ~ J&% 4 #H i HY
fE AR K TOCC history (infectious hemolysis)
% o FGHTIL : unconjugated bilirubin ~ LDH >
haptoglobin * 38 S5 HH B B B == B IR nE S £2 (1L
EEZFHNER - TETENZ - el
e HMERENFEREGRS - ARRE
MR o B4 — 26 B oze s o m] B 8 Bk
unconjugated hyperbilirubinemia » 1fij 75 I = 85 19
TH LT » haptoglobin & K BLE R E ML T -
KILL » AREMRGERE — BB R BEEREE
WEIMABL SR » T2 0 ZH AR 1 B e il R R B 2K
AT

o A b FE AL TR R e R WS A TS I
~ — & Al K€ FF {4 anti-globulin test ( [l Coombs
test) S JEERIMARER Fr » DAtE— 2 8 RIS I A B
@ ([& —) - H - anti-globulin test 43 fy H
(direct anti-globulin test, DAT) B [ % (indirect
anti-globulin test, IAT) FifE + Fij &I ERLITERFR
S HPIEEE S - 2325 R PR (3 i 24E
B A SHERLMERAYTTRETEAE - 75 TS M
R RLIMERE K Ry BT RS A 5 1R MR EE - DAT
JEZ G M o & » DAT & M09 ¥ L5 By
JE S ZE B (non-immune mediated) ° 1] & 32 [
WK Pk EEGEHALIMERAY B RE AT 2 &
A MR MER EL 5 SRR ¥ ML (mechanical

hemolysis) °

B f8 %= & A Mm% & I (autoimmune
hemolytic anemia, AIHA)®

F5 HH o0 9% B B T 2 AT I BR A9 v I B Ry
AIHA - IREBEHURSAYEURIPT FH 5 By« DL IgG
Fs R warm ATHA 2 IgM s T cold agglutinin
disease ° H:1 Warm ATHA & k5 i, > REFES
1gG FURLIMEBR & 7R B A I - A
A DAE MK Fr 76 B K s 6 73 W AF I (partial
phagocytosis) [Tl & 4= #Y ER #fl ffd (spherocyte) °
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HHE RBE WA

DAT: direct antiglobulin test, AIHA: autoimmune hemolytic anemia, CAD: cold agglutinin disease, HA: hemolytic anemia, MAHA:
microangiopathic hemolytic anemia, TTP: thrombotic thrombocytopenic purpura, aHUS: atypical hemolytic uremic syndrome,

PNH: paroxysmal nocturnal hemoglobinuria

B— : BmtEmeysHSERE RS2 EN

55— i > IgM — i AR L i 3 (4-30 °C) /Y
BTSN - HERVUEERSTEARR - AT
T BRL UL BR 7Y &€ £& (agglutination) » [K] [k T Ky
cold agglutinin disease ° IgM i & AL I Bk 1% & 16
LGSR - 10 AE W 73 1K (complement-
mediated phagocytosis) ° 75 fili f& #i K &5 L - HI
& i MAC (membrane attack complex) * H. %
SRR VAL - BER AR EEkE ¢ - iy
RimEW—HE AIHA - 2E—FIE AR
PERGEER » RS 13 ATHA BYJRRERE R (i
7 BUREEEE) - AR - MIRERE R
5 B BEY) S -

A0 LRt » DAT B BY%S MU R S MY
I - AHE S LHETE - ERIR B g
MEREAIA - HATREHITS DAT BB IERVAS S 18
RIZTEVSIMAIRE A - AT RE R R f By Rk 1
A2 1A 138 DAT-negative AIHA 38 51922
B o 4% gel-based MY column agglutination test

(CAT) » BAERAIEE L (tube test) FEURKEE Forsn
A EH REERME - 28 & - BRK EIHEE
GYAIMNH DAT B PERYE & - AT DI E— 8 E
RLIMLER E Ry TgG Bikfifie (C3d) » LU 73 @A
warm ~cold ~ B mixed type AIHA ([& —.)  [F]HF
£ HEY. ATHA B2 - th B2 RN ERie s A 2 &
R R HoAt 0 1 S BRSSP Vs I
(F£—)7-

EE T BN REEERIVSIN - ERZEE
A VA MY IR A & o 1 E A P& i &
IHFESENG - BRI A8 7R AT 3> LLRH
FEITR BER - ¥R R 88 1% 2 warm ATHA @ 2
—HRIG B FAE T - B E R S AT LB R
rituximab ~ GEEFERE F (IVIG) ~ TSIk s
R g U B 55 5 =I5 9% © © Cold agglutinin disease
AP R RE R 3P 2R A HEREEER
0% > EEREMIER - WA —EFHIHENG
I FZHLIEEY)IEHRE » cold agglutinin disease —
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& HERFEBERRBMITEMRRIES

S e (A A)

REE 1B 5L n] %5 R Ho e

RLPFMEIRE M H ML EH#E  Antinuclear Abs (ANA) » Z B U
1 : 80 HIfEZ rE b AR S P

TREEEIHR
(40 : anti-dsDNA)

Lupus anticoagulant

Anticardiolipin Ab

Anti-B2gpl Abs ( BAMERYRLBE MEIR A s B A LA
$1#E)

il (C3, C4) CRLBEMEAYERTE)

WRE e e FLADEI BT « I 83 e R vk

- SRS

o 2K B IR Gl sz Y

(immunophenotyping)

- NS T (M B Rl B )

BV (JUEZH monoclonal gammopathy ~ #RELAE
JEX ~ PEREFEE)

TR VTR TRIFEREH (IgG, IgA, IgM)
JRHE ANFHGRSHZ I 5E (HIV) - B B

(HBV) » C #fFZ (HCV)

AR R R R n] A Ho AR 5540 - EAHAER 25 (CMV)
Epstein-Barr fi§ 7 (EBV) ~ B19 fll/[NE#H

DAT: direct antiglobulin test, AIHA: autoimmune hemolytic anemia, CAD: cold agglutinin disease

B : BERRBEMTEBMZ DR

fil S0 2 T P s A £ RT DA R rituximab
(B K 7] & Pf{b #F bendamustine ) » H Al A] {E
()35 46552 TE A9 5 bortezomib S 4 4% 8 12 119

eculizumab’ °

BERIMEIB I (mechanical hemolysis)

IR » Hor— AR R B AR
PEVAIN - B EFE - BURLIMERE = B 2 ny Py Bt
A R ST AR I, PRIV ML 5 PR BH RS I
B9 A » DAT 2% HIME K B 2K E AR
ALIMER (schistocyte) » HHEERIZZE &% AL —
KA o B M VA IS I VA I - (AT s I
HE R ) B B 2 B S — e B e i Ry A B
WAV IMALE - KB4 Ko Do gk~ K I
B~ PUINMAE M I & ML (microangiopathic

hemolytic anemia, MAHA) 3& Mi%H o Hrfr > L
/R E A IR I - 2 R R DB ~
N TR ~ BRIMAE A SR e AR R
FRAYELTR (turbulent flow) » RLIMERZK 238 A Y
BUJJTIREAE » 53— T3 » MAHA HIZ2 K R/ N
MREGHRIE P ZE AR IR » RLIMERA i 1S L kA2
FORS SRR - TAWSMAELE - BRPK_E 7] DU
H) <MV IMAE T CRTZRIMRR TYEFETL MR )
VI ~ DAews B S 4R CIRTI A8, I AR & i O~
B o MR AR Fefr] » 7535 25 A BY R IM g
Fr &l R] DL ] schistocyte © 7 1F & B4R A
thr] DL 22 £ %7 0.5% % 1% HY schistocyte
HH2ZEERIES 1% - £ MAHA HHE A -
schistocyte 19 8§ & &y R 0 » 7R8I S M55
> HECRTEAE 1.8% & 12% 7% %10
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A2 /AR AR T S BEE
(Thrombotic thrombocytopenic
purpura, TTP)"

TTP ZTEHEE] MAHA W Sy i osami s
& TEER AT A - (HH R R
EBEIHHBAERIFAYSE TSR 100% ©
LT B R B B B - SRR —
BN AS T 16 o TTP WERIREKHL » 1 # L
G FTEERY clinical pentad : #5%%E ~ IM/MRAK T
VSR E I ~ RS B2 IR e B e v - Horp -
AR BT IR B B 2 W A1 o R Ry IR i 3 Y 2
EREFA R - BRIz - HARZS B A E S0
I > A WTRERDE TTP WYL A BRIMAYIE I
B o AR BEEE L — PR AIREER - WA
W ARRBUM/ IR T & GFA I A I 5 5L k22
[ TTP » CARiE A A TREE IR AR EE BRI

TTP I % K Fs ADAMTS-13 B #
(A disintegrin and metalloproteinase with a
thrombospondin type 1 motif, member 13) 1% & Fr
oo IEHEELT - th—RER S YIENME A R
it PR il S Y von Willebrand factor (VWF) FiTf2
Y multimer 5 R Z ADAMTS-13 [Ff » [l ¥
9 A AR YT E] VWF multimer JEF AN 52 32 1] 3t R By
R/ M GEER » A0/ NI A MR - MAER
MAHA HIERIRFREL 12 o B T Hi D Biim A2 5
KiifiZ ADAMTS-13 » K 2 B A T 12
K] 78 4 ADAMTS-13 HY H 8 BT a8 2506 - Al

K : PLASMIC score

B BRYE A

REAA 2% TTP AR RIS « AR ~ B
B CLHBALBEMEIRE ) ~ 1847 ~ 259~ HIV

TTP HYR2 B A HE By J8 B /Y ADAMTS-13 ikt
Z (RNEME <10%) - AREH EaFIRArAShEE
PEAsHITE E o 3 R ek 7 RIS 2 ke b ks
R KIBLEFFZ B R R 7 2 R T HKHBY
2 I EFEE N PLASMIC score!® »
PLASMIC score HHMEEH » —HEHEE—7 (&
=) o FHLUINFEAT S DL ETFERE A2 Ry TTP »
LI 99% HIBERTE e 57% WIRFEME - IS
FeFiUEs - R 85% HUMIURKTE K 89% HRs S 14t
4o B LIEH Y o ] DUE T BRI RE:
M/ MR FEFAR (RREs K2 10-20k LR ) ~ A
HHENEMIRERY « BREGEEE
BHEH - ER A FRREA /MUK T & MAHA (%
LN _E BRI SR Fr B schistocyte H4111) 1
BT Hil M AR B ADAMTS-13 {540 -t a) 6] iF
15 PLASMIC score © ¥ /= & 1% 5 TTP HY%
A (FRIRFBHLFF S ~ PLASMIC score = 6) » JiE
% HERIEE 0 Z B FHRE ADAMTS-13
T SR ey - A BN

TTPHY 3G # DL I 4% & #2 fi (plasma
exchange) DA J %6 9% #) il o i o I 4% B #A
R AH BE %% Bk 81 ¥ ADAMTS-13 /9 H 2% T 2%
¢ VWF multimer » 1 5E #j 78 %5 A Pt ik Z 19
ADAMTS-13 ° {EIMAEE G H LT ZIHEITHY
BT » ATLAE R DA T e v BRIMAE (FFP) 1

HH

gyt

IM/IMiK < 30 x 10° /L

FFEVAIMAE =838 (bilirubin, LDH, haptoglobin )
AT ENHRRE

KRB E SR B

Mean capsular volume (MCV) < 90 fL

GEIML BRI INR < 1.5

ILETEE (Creatinine) <2 mg/dL
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R BT ERYBE B - (H R RS M B
A EMCREERETERE - SR BNy ES 73 R dE S
74| & %6 [H B (prednisolone 1mg/kg/day) 5%, & JH
P Ik 7 75 8 (methylprednisolone 1000 mg/day
=K HREMREGLEIER - 808 HmH =
YA [ i S E AN 8995 A ) BL rituximab o He
rituximab H §iji& A EOREERE (FEHEBM ) -
{EAEBIE IS R AR BRI R 5 »
BE T L5 fE 28 —# i F < caplacizumab HIj &
anti-VWF HYSIRTIHE - FEBCN f LB E 9% e
FAAIEHE TTP » ME(ERS & By Hoe R G [ 5 1
TELEAGEL -

TTP AR A B I/ MRS - (B E3E
Rl e M/ MR e B 2 Ry IR » SRR TS 1
B SR TR » Rl —HE LK TTP #i &
T IMRAYEE REEZ — « TSRV EREIR AR
TP B RS SR - — B3T3 TTP W A BRI/ i
AUERER TR SR A — 2 1017 o il L
TTP HR AR 3 A2 B B Y I I - 12 DA AR
R o RIIL - HRAES A4 B B H MBI A5 58
I MR R Ry 2500 -

H At B R E AT RE B B HY MAHA B #5
JF BB 5 I M IR 35 iE 2 BF (atypical hemolytic
uremic syndrome, aHUS) ¢ ¥ 18 4 Il %& A &¢ [

&= : TTP » aHUS & DIC 89L&

(disseminated intravascular coagulation, DIC) » H:

ERPREF R - AR = -
[ 5% 1 7 P M AT SR AE (Paroxysmal

nocturnal hemoglobinuria, PNH)'®

PNH o tHE 52 RAYIR - J& R Coomb [
T - JEBARIE < I8 IR LI (RIS & B
schistocyte ) © MRIZ = EH A AL 112 4 12 H
B2 R S 2 M T - AT R G 148
HAEZE " o BERAHE DR PR SRR
A- B - A B MR R 5 2 IR T e
5e -

FLAE S LS A R AR - BRIR R
18 Be i BRI PRIGER B E — R A DRI IR
L CHAE R R R R IR e - IR
BB AR RER A A REIEIMAIED - K
Weam K T BHEENE TR ) MALRIRAE - B3
A2 TR - FAMIERAE R E e
—REREA R MMAITE DL - 5 A H I HRIY A AL
R DAYUREAERE e - S R AR RER T
WL ©

PNH 1y ji 4= B B i > 56 00 R 1% R 1%
i) phosphatidylinositol glycan class A (PIG-A)
= ISES NP JUSPRRs R AR ) S

TTP aHUS DIC
I BB AR (L
s ADAMTS. 13 i fﬁﬁgjﬁmﬁw BB RS (defibrination syndrome)
= THFEVEEEIMFERE (consumption coagulopathy)
e . - R RaYllIRE )
e TG U [ 14 v I JRR Le
IR D (OB BE)  ROVIROANE AR
et A - BENREN
e HEFE% < 2me/dL S GEIMEIRESEH
,(\B;%\i%&#g [fil/Mi < 30 k ﬁﬁzgiiﬁ i Fibrinogen | D-dimer |
AR MAHA /[ > 20k, +/- MAHA
Al 43 .. ) Anti-CFH $i#8 M/ IMRAR T + T REMEERIMPRRE + M Vs
ZEEtE ADAMTS-13 activity < 10% SFHER: TTP % (fibronlysis)
[ B A
bEtioy + FH [ Eculizumab SCRPERL

+/- rituximab

CFH: complement factor H
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glycosylphosphatidylinositol (GPI) f# 5& HY 55 — {&
$BR © GPI ;& — il anchor protein » HE % 38 4 #H
Ml (B8 EHE @ fHEMHERIEHUE
WA XSBEWWERE - Hp o CD55 (Bl decay-
accelerating factor, DAF) k& CD59 ( H[l membrane
inhibitor of reactive lysis, MIRL Y ## protectin)
38 W fH GPI-anchored protein FY ThHE Fy 11 1] #if
B > BH IE i R B Y membrane attack complext
(MAC) IITE R » K] ELRE PREEMH I 2T T8 32 i
WG - 75 PIG- A FERIZE€#mIMmaER - HR
%A GPI - Wt N EAEF 2T HE H GPLERS
AIEIAEE » AFERTEAY CDS5S Al CD59 © 1546
12 H %] CD55 ~ CD59 fRFEMIMER » [Khi# 52
FI##E alternative pathway FYIEE » FEAME A
YAIML » BTRy PNH A7 4= BBk -

B R Fe B _E - PNH ¥ I B 2 B8 R A
H PIG-A 22 Ml I iR B 2 5 - 35 PIG-A 28
1 clone FEH AU/ » HITER IR I8 DUS B s Il
(subclinical PNH)  PNH L i RE IR FHAE R B
T & Ml aplastic anemia B¢ 8 53 1k AN BLE 5 B
myelodysplastic syndrome [E]JIRFHIER » [KIHGER T
M4k >t ATREE HF L/ MR E A MERME R ARYIETE -
SHAb » RS AR S R L e i E BEMLIR R
(hypercoagulable state) » Kl —E3HY PNH 3%
A& LA GO AIERIKIMR R (B N EE)
DRIMARAATHE ) o RIBL#EHR Coomb &% » HIE
mechanical hemolysis FYA ML & THEGOF -
MEAMRIE - FER PNH 51 A S RZ2ET -

B L BRI # S R IR AT 2EY)
Ry E 20 o BEE R ERTEHER B s 1k
4EY) cculizumab 15/ PNH - & XHZEY) (E R HEAH
o en  H A DI SEEGIS M A 4E - ST
HEFZ IR MRS B R EEY) - S B Ry Ry
C5 #NHI (4 ravulizumab ) BY35 3T B fiff 15 1%
& (C3, factor B, factor D) HYH[I | I SE 1E & 2 5%
f'& o MERLEHZEY) S S HIEHERTE A PIG-A K
[RIZ& BB S LA » 5 15 S5 R AT RE P HY R
VI » RN TR R

H A M4 E 1
DUERTS BB 3 A AR LAY I

HHE RBE WA

MR - HARE R % RIS EEEY - %Y
BEets ~ FF AR sk RR G (A0« JEIR ) P& YA ML
PRSI o H A EEYIRTE YA - AR [RIRY
L) BEEA— - Plan - PrAEFRE R ATHA
rasburicase J& 58 FNE VAN ~ BRETUM/IMR
SEYER TTP 55 « EMPRIZEER T K L
BRI - AT SR - DU
AREE B MAYIRA] ©

i
A .M
HEREIMAEAEHE A Z FAHE R 31

MEMAAEE A - SREMETTEASL - 75
K iE LR YA S A2 B b o SRR R E 1 %E
S MLEIE A - E SIS FE R B 5E S B B = i
Bafrds » HRTHEES MERARRT G - 48
HE—3 #5H anti-globulin test 5z J& 32 LR EK Fr #
T I R e B[R] » A v A IR VS I 38 18
T Se— kR DAT SRR -+ B AT REME
R MRS SRR - SAMERTEENE » §—
BB HIVA MM & I 2 J& Y R R » RIERAE ST
i EIRAREI R H A AT RSB M AYERNR » A4
REfG T HHGRERE -

MR ER

PN (2 A i R I s vl = )
(financial disclosure) B¢A (T4 1] 4% 7 5€ (conflict
of interest) » {HLAEHH -
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Diagnosis and Treatment of Hemolytic Anemia

Li-Chang Chang, Pei-An Fu, Sin-Syue Li, Ya-Ting Hsu, Tsai-Yun Chen, Ya-ping Chen
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Anemia is a common condition in adult patients in the internal medicine department, presenting with various
etiology and clinical manifestation. Among them, hemolytic anemia (HA) is a rather rare condition, which also
comprises a lot of different diseases. We may categorize the HA according to whether it's congenital or acquired,
intracorpuscular or extracorpuscular, acute or chronic, immune-mediated or not, etc. One must first collect detailed
clinical information, including history and laboratory evidence, to establish the clinical impression of hemolytic
anemia. Subsequently, direct antiglobulin test (DAT) and peripheral blood smear (PB smear) should be evaluated.
With all these information, we may be able to better differentiate the cause of the hemolysis. Of note, aggressively
searching for an underlying cause of a secondary hemolysis is equally important in terms of evaluation for hemolytic
anemia. This review article aims to introduce the different etiology and mechanisms of hemolytic anemias, and
more importantly, to provide a practical guide on how to approach those suspected to have hemolytic anemia.



