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AIHA kazuistika ua

Pacientka Lada K, 1965

OA:ni kdy v8gnnhDji nestonala, g¢giln2z ne
OL na stSedn? ¢gkol & samdBepazdrovalayktey® b i |
01/ 2002 porod, po t® hysterek2xwimi e
od 04/ 02 zegloutl a

Vyget-Semd!|l ytickl ikterus, proto ode
Z jejich visledkT:

Coombs neg, sono sleziny - nezv

Hb:95, Htc: 0,29, leu: 5,0; trombo: 361, rtc: 15,1% !!!

Subj:Zcel a beab béfalkanp? ,YuniaAhm8m dvoumBDs?2|

Obj: ikterus, lien O



AIHA T kazuistika s

Leu: 4,1; Ery: 2,36; HB: 90 g/; HTC: 0,271 [0,35..0,47], MCV: 114,7 11 [82..98],
RDW: 16,1 % [10..15,2], PIt: 395 1079/1 [150..400],

RTC: 478 % [5..25]

Haptoglobin: 0,24 g/l [0,3..2]

Stav s®r a: | Kt eri ck®

Bili 124,5 umoli [2..17], Bi | i  p &noli[0.51,0 , 9

LD: 8,7 ukat/l [3,5..7,7],

PAT: ++; NAT: ++

Vitam2n ®yl1287:.77113 4 Ky s . | uig/B[3t9.26\8]S : 15

Z8vIiBreiz obt2g2z, an®mii tol er uj
NespornBufoemanitn?z (PAT+, NAT
an®mi | s vystupRovanou kompenz




AIHA - LEL BA

1/ 1 1-2 g 1 .v. denniD 5 dn?,
rychll pokles na d8vku 1 mg/ k
2/ 0,1-1,0 g /kg /den

3/

4/

5/ (anti CD20 monokl on8I n
6

Trfery -vit 8l n2 -peldi katemonitorir
funkzdji gtDn2 Kkortikoidy e.



AIHA T kazuistika ic
Terapie :
25.4. Prednison 100 mg (40-40-20) x 3 dny,
60mg (40-20-0) x 7 dn?2 (ds8l e dIl e
06.05. Prednison 30 mg/den
Leu: 12,1, HB: 109, MCV: 115,5, RDW: 14,5, PIt: 386
Bili: 74,6, B i | 115,93 $laptoglobin: 2,04
26.6. Prednison -15mg/deniudr govac?2 | ®| ba
Leu: 8,38, HB: 141, MCV: 103, RDW: 13,2, PIt: 311
Bili: 15; LD: 6,6; Haptoglobin: 1,92

Od 16. 7. postupniD prednison |



AIHA T kazuistika o

Terapiepokr al ovgn?2;
OXo! 16. 7. postupniD prednison EX po
26.08. relaps: HB:136, MCV: 96,3, RDW: 12,2, PIt: 253

St av s ®r aBili40kBet i16,% &D: 8,6

L®| bRredni son 60 mg/ denPrednisbru dn2, p:
dendBDouh oPdednséth5mg/deni st abi | n2 KO, PAT

Leu: 4,35, HB: 140, MCV: 96,9, RDW: 12,6, PIt: 266
Bilirubin: 23,0, Bi 79 pS. :

Enzymy: LD: 3,7

Haptoglobin: 1,49

AlIHA,
nad8l e bezm2winBojkeompenzovang hem



Kazuistika: Sekund8r n2 AlasHA p

Mug, OJ, 1945

Dg 07/09 - B-CLL, KS | Rai, CD38 negat., ZAP 70 negat.,
nemut ovanl | g VH

dg.8/09 atrof. gastritida , achlorhydrie

11/09anemisgkdugnost, slabost, m
respiraln?2 1 nfekt
KO: leuko 29,8, Hb 42, tr 326

Labor: zn 8§ mky h e(mlod4,irte 3301, LDH 16,61,
haptoglobin 0,06, PAT+, NAT +

30.11. 09 pceterns8l n?
hyperplastick§ . ®E4aBRN WESe-v:a)h a
Z8: obraz kompenzace hemol Tl zy

Dg. sek. AIHA pSi CLL




Kazuistika: Sekunds8r n2 AlzHA p

Terapie: 29.11.- 6.12.09 Solu-Medrol 250mg/d.,
7.12.-11.12. 125mg/d
12.12. 80 mg/d
13.12. 125 mg/d
14.12. 250 mg/d
steroi dnmeldinsalinlep est wWetnkdek or t 1 ko1 dT

16-20. 12. O0GOFA2P 8ind § i bed efakt

do 12/ 09 cebBbXkeBRm podg8ny
(CAVE: pro transfuze ery: E-aCw-K-, s | ul vy £y o &erdsin

15.12.+ 21.12.+ 28.12.09 + 4.1.2010 -Mabthera

PSi | ® bR max. vzest

up Hb na 8C
trvaj 2?2 zn8mky hemoll zy s

progr e



Kazuistika: Sekunds8r n2 AlsHA p

12.1.2010 - rehospitalizace ( p Se d trf2emm m3sy)

Leu 7,9..Ery: 2,49, HB: 90..78, HTC: 0,286, MCV: 1149,
MCH: 36,1, MCHC: 315, RDW: 23,1, PIt: 166,

DiI f . a s s, ly: pI3tMd10%5,Eo: 0,03, Ba: 0,01

St av is®Rrer i1 ck®

Bilirubin: 40,6, B 1 | | pAS: 0,44, AST0,42, &GT: 0,76, ALP: 1,05
LD: 10,9

Glykemie: 6,00

haptoglobin: 0,06 (N: 0,3- 2,0)
D8I e | mu n oGKlk p00@&nsge cyklosporin

Pl 8§n pSi ne¥%spRNchu konzervat i



Kazuistika;: Sekund§8r n?2

AluHA p

%

dat 12.1.10 [18.1. |22.2. 9.3. 23.3. |31.3. |3.5. 7.6. | 2438
Leu 7,9 5,5 2,6 2,3 4,7 3,9 1,9 5,9 7,0
Hb 90 80 85 97 104 115 111 119 132
MCV |115 114 115 114 115 111 106 |102 99
rtc 119 80 62 50
PAT ++ ++
NAT | ++ ++
bili 40,6 39,5 [32,7 18,3 17,7 19,3
hapto [<0,06 |<0,06 |<0,06 |<0,06 |<0,06 |<0,06 |<0,06 0,4
LD 10,9 9,1 9,0 6,5 6,3 6,0 8,0 3,8
Th CFA1lg |CKF |CKF1g |- - - IVIG |-

CyAex |19 R 800 |R800 |R800
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mul t i1 f ak

PS2klad ACD u idiopatickl



An®mi e chronickIlch
(ACD- Anemia of chronic diseases)

Patogeneze: mul t 1 f akt ori §l1 n?2

i An®mi e je soul §8st2 Aher
stresov®ho syndromun 1 nd
makrof 8gT a |l ymfocytT | a
celul 8rn2 pogkozen?, VvVyyV

Zz8nNDtem nebo mali gn2m on



An®mi e chronicklch on

ZANET, NADOR...

aktivace
imunitniho systému

Erytrofagocytoza
\ TNF <

Dyserytropoéza

™ [epoidin |
heopterin IL-1 P TNF
TNF IFN -7 IL-1
IL-1-o,B alfa 1-antitrypsin IFN - B,y

R ma Snizena tvorba B Zhorseni Suprese
Anemie endogenniho utilizace BFU-E
erytropoetinu zeleza CFU-E




Anemia o!f chronlc disease
Distary Iron

.hepcidin_porucha resorpce Fe

ci r kul ujiZharhon,pcetgkin z 8 n B typull

produkovs8n v | 8trech
centraln #ole v regulaci homeost8 zg e |l &z a dgm
—koordinujevy ufezte2 z8sob a pS2?2 | (RN
zvi gen?2 Hepcadisha (nry§8dory, z8&nh0Nt
= E resorpce Fe = an-&e6h e

OVeraxpression

( ext r acexdoner R dorpkzmy, na povrchue nt er,ocmaK[r o f
= z8branaFezv @lumiMk2 do pl az my
= kumulace Fe v enterocytecha makr of 8z2 ch /[ RE.
= n ?2phsmaEt Fe
= n2zk8 saturace transferinu
= nedostatekFepr o ml ad® erytrobl asty
= an®mie chronicklch onemocnin?2



..hepcidin.. porucha resorpce a reutilizace Fe

Q Anemia of chronic disease Q Normal C Hemochromatosis (iron overload)
Dietary iron
.. lronse. y L
accumulation A 1
Ferroportin < Fetroportin 2 -
nternalization : "
and degradation & & B O
'\‘:14— - ) e ‘.. - ..-ni'_...-'
- v @ . . 2 ¢ e e o .t d
* Low plasma « Normal plasma * « Overoaded « «
« = iron levels - « « jronlevels . *, plasma *.",
. e W ¢ x ‘o iron levels | °
Yeuvaee - -
ok htias OB L.
Hepcidin Normat hepcidin Reduced hepcidin
OVErexprassion EXPIesson expresson
_—— <> =S
R il o —

Domenico 2007



http://www.jci.org/articles/view/32701/figure/1

An®mi e chronicklch on

Bar ven?2 niak ogsetlne2z od Se R

Nor m§I| n?2 N8l ez ACD



An ®mI e

diglary imon
abescaplion

W Mmucosal .
=" % inflammation ="/

T

Fe 4

-.--
. oo

Bone marrow (/
4 lolic scid

cabalamin

Weiss 2010


http://www.haematologica.org/content/vol95/issue2/images/large/95175.fig1.jpeg

TABLE 3. Degree of Iron Deficiency Evaluated by Serum
Ferritin or Transferrin Saturation in Adults

Serum Transferrin
Ferritin Saturation

(pgfL)

Depleted iron stores in healthy adults or

atients with guiescent 1BD == 3}
Depleted iron stores dunng active IBD < 1 ()
Adequate iron stores
Potential ron overload

Gashe 2007,



An®mi e u | SZ

G. Bergamaschi of al_heemablogiea | 2010:952)

Prevalence and pathogenesis of anemia in inflammatory bowel disease.

Influence of anti-tumor necrosis factor-o, treatment

StudieN = 26 3 CD: N = 165 UCN =

Vi skyt a+p@&mi-&beo
-kl es8§8 pSi | ® bn
-po 4 |l etech jig stabi

Preval ence a z8vagnost an®mi e

Patogeneza an®mi e se mBDn2 v p

zpol 8§t ku chm3 @wbIpEd §
(efekt infliximabu, EPO)
Vv pozdDhDj g2<cibA-di8daércdhipeni ck8 a
-mul ti f akiDA+AC®.l)n 2

(

Bergamaschi 2010




An®mI e U

Crohn's disease Ulcerative colitis
Type of anemia diagnosis follow-up diagnosis follow-up

[ron deficiency anemia — | il —
Anemia of chronic disease
Cobalamin/folate deficiency
DA + ACD

Cobalamm/olate deliciency
+ DA or ACD
Undetermined

Total n. of patients with
anemia

(A frarcleficiency anenmio: ALY arermicr of chrovite disease,

Bergamaschi 2010



An ®mi e -uerabi& Z

dosS8Shnout remi s e

1/ Tranfuzeij en v

akut n2cchhi rsutragvieccknl v 1T k o1
projevy anemi

C K ®hoe&rem yooed r o0 mu

2/ IDA: Feperos,al)e é -mTge zhorgit stav N
-nevst Sehegcidme = (.v.
ale; DCRP, f ehepctdinn=¢é
=si der opanemierkesf r akt er n2 n aAshe®d7)b u

3/ ACD
-dos8hnout remi se onemocnin?
- Infliximab
- EPO
4/ Vit B 12
1000ug/ den + 4 x" 4 tldawgw é



ACD-Mani festnzzamgmil em

Insuficiencehy per pr o,tkeagulo@mnel e

Kr evn?2 obr az

Koagul aln2?2 vy

Leu: 2,77

INR: 2,28

Ery: 2,27

APTT. 51,4

HB: 73

Dus2kov® met al

HTC: 0,219

Urea: 9,9

MCV: 96,5

Kreat.: 229

MCH: 32,2

B2l kovi ny:

MCHC: 333

CB: 126,6

RDW: 16,1

CRP: 18,2

Plt: 42

FKAP: 1,43

| f.stroj. ab:

FLAM: 26592,00

Ne abs.: 1,95

index FKAP/FLAM: 0,00

Ly abs.: 0,55

Metabolismus Fe

Mo abs.: 0,27

Fe: 8,5

Eo abs.: 0,00

transferin 1,89

Ba abs.: 0,00

feritin 135

trombocyt






