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Diagnosi citomorfologica
Caratteri generali

e dimensioni
forma

rapporto nucleo-citoplasmatico
ordine

sincronismo maturativo
contesto citologico










Nucleo (1)

e forma

e posizione

e profilo

e segmentazione
* NUMeEro




Nucleo (2): la cromatina

e condensazione
e omogeneita

Nucleo (3): I nucleoli

e prominenza
* NUMero
* rinforzo













Citoplasma (1): 1l fondo

Citoplasma (2): Il centrosoma

Citoplasma (3): 1 granuli
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i * Caratteri generali

* Nucleo --> attivita proliferativa |
I - Citoplasma --> differenziazione g
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Figura 1: Metodo Coulter per il conteggio e il dimensionamento
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Classification of
WHBC types
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Peroxidase Activity in the Cytoplasm







Nuclear Shape and Density




Caratteristiche diagnostiche fondamentali dellemi
mielodisplastiche, sia nell’'epoca FAB e che ned’@&WHO

1. ematopoiesi
Inefficace

2. displasia

morfologica

possibile
aumento
dei blasti

AWM K
REISEAE
R T




WHO 2008 MDS Classification - Adults

FDisease Blood findings Bone marrow findings
' Refractory cytopenias with unilineage dysplasia (RCUD) Unicytopenia or bicytopenia' Unilineage dyspiasf the cells in one myeloid lineage
Refractory anaemia (RA); Refractory neutropenia (RN); No or rare blasts (<1%)? /V<5% blasts
Refractory thrombocytopenia (RT) <15% of erythroid precursors are ring sideroblasts
' Refractory anaemia with ring sideroblasts (RARS) Anaemia =15% of erythroid precursors are ring sideroblasts
‘ No blasts Erythroid dysplasia only
/V <5% blasts
Refractory cytopenia with multilineage dysplasia (RCMD) Cytopenia(s) Dysplasia i the cells in = two myeloid lineages
No or rare blasts (<1%)? (neutrophil aftfer€rythroid precursors and/or megakaryocytes)
No Auer rods <5% blasts in marrow '
<1x10%L monocytes No Auer rods

+15% ring sideroblasts

| Refractory anaemia with excess blasts-1 (RAEB-1) Cytopenia(s) Unilineage or multilineage dysplasia ‘
<5% blasts? 5-9% blasts? 1
No Auer rods No Auer rods i

<1x10%L monocytes

Refractory anaemia with excess blasts-2 (RAEB-2) Cytopenia(s) Unilineage or multilineage dysplasia

5—-19% blasts /v 10—-19% blasts

Auer rods ** Auer rods +°

: <1x10%L monocytes
Myelodysplastic syndrome — unclassified (MDS-U) Cytopenias Unequivocal dy3glasia in less than 10%/f cells in one
<1% blasts or more myeloid cell INESWiTEM accompanied by a cytogenetic

abnormality considered as presumptive evidence for a diagnosis

‘ of MDS (See Table 5.04)
| 0,
| / <5% blasts
DS associated with isolated del(5q) Anaemia Normal to increased megakaryocytes with hypolobated nuclei
Usually normal or <5% blasts
increased platelet count / Isolated del(5q) cytogenetic abnormality
No or rare blasts (<1%) No Auer rods ;

? ' Bicylopenia may occasionally be observed. Cases with pancytopenia should be classified as MDS-U.

2 fithe marrow myeloblast percentage is <6% but there are 2-4% myeloblasts in the bload, the diagnostic classification is RAEB 1. Cases of RCUD and RCMD with 1% i
myeloblasts in the blood should be classified as MDS, U.

¥ Cases with Auer rods and <5% myeloblasts in the blood and <10% in the marrow should be classified as RAEB 2.
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NEUT-X and NEUT-Y values lower than 1298 and 398,
respectively, would have a specificity for detecting MDS of 94% and
91% and would detect 60% and 56% of cases, respectively, whereas
they would detect 75% and 74%, respectively, of MDS cases with
optical hypogranulation. NEUT-X and NEUT-Y parameters can be used

geap & ulation.

LE g

to detect neutrophil dysplasia arising from MDS and chronic myelo-
monocytic leukemia.



i Finestra di lavoro

Configurazions

Associa MNMascondi

Disponifinestre  Stampa

Schermo disatthvato

IC: 02895705 i
Data e ora: 10412071 16:12:08 %ElaStl: e
Fack e Posizione; & 7 % |per: 2.3
Selettiviti' CBCLDIFF % |po: 0.1
Tipo campione: . PAZIEMTE % Macro: 0.2
Sezmooed eti: M OBFY % Micro: 1.3
Sistema! Frarm. REC: Q.00 x 105 L
R Ormbre REC: 000 w105 L
e Meutro X 570
AD US0 ESCLUSIVD DI LABORATORID Meutro ¥ 6o
Mascondi schermo Inf-:-rmazmnlsu ..... MM 10.5
| .............................................. MMy 125
S} B&.8
WeC: L 231 =103 b H?EPTS 18008 gidl
REC, L 2.8 =108 bl
HGE: L 7.9 g/dL
HZT: L 228 %
A B4.9 fL
MZH: 29.5 og
MEHE: 345 g/dL
CHCM: 35.2 g/ dl
CH: 29.8 £g ' :
R 14.1 4 FOoW: H 99,7 %4
HDW: 2.73 g/dL FCT:L 001 %
PLT: L 9 K103/ L MPC:  21.6  g/dL
PP 7.6 fl MPML 1.45  pg
Grandi PLT: o =10 UL
%5 £103 L PANZRID:

Meutro: L 39.3 L 0.9 | PO WwECR FNLUT:
Lirifo: 320 0.74 |PER: LR il
Mano: H o 16.5 0.38 ANISO: A i

Eosino. 0.4 .01 VAR HC: e e
Baso. H 1.8 .04 DEY. ASINISTEA:  ++ ey K0S

i e e 10,0 Q.23 ELASTE:  +++ MEH: FEO5:
LI LTz i ATIP: i o
MBI -1.5 MNREC: o el
. WECE; 2.38 IS +++ CHOW #LUC
] : i CRAMND| PLT: RLOW: L. VE
” M GGREGATI PLT: i

Retic: x10%/L MFO-DEF: ey
CUr: ng FRAM. REC: PO

~Hm P OMERE REC: T

FRETIC:
KRETIC:
CHa:
CHr:
CHCMg:
CHCMr:
MCVg:
MCYr:
RDwg:

HOWg:
HCWr:
CHDWg:
CHOWr:




‘Finestra di lavoro
Configurazione  Associa MNas

2 00050537

condi  Disponi finestre

atampa  Schermo disattivato

Data e ora: 17708707 18:42:05 % Elasti: 77
Rack e Fosizione; & 1 % |per: 1.2
Selettiviti: CBC\DIFF % |po: 35
Tipo campione:  PAZIEMTE % MWlacro: 14.5
Segzoedeta: F % Micro: 1.1
Sisterna;  IR13ZF001S8 Fratm. REC: 0.0 x'|0'5,|"|.,ll_
EREsRER Cimbre REC: 0.00 X105 L
e Meutro X G5,
AD USD BSCLUSIVG Dl LABORAT ORI Kbt v 757
W | Infarmazioni su | HINES 11.0
.............................................. MMy 19.5
; AN E5.7
WELC: 1028 ®oowl 03 pl H?ET.:: 3323 g/dL
FEC. L 2.29 o8l
HZE. L 7.8 g/ dL
HCT: L 23.8 %a
MCW: H 1040 fL
MCH: H  34.2 pg
MCHZ: L 32.9 g/ dL
CHIC M 4.4 g/ dL
CH: 35.6 pg : : :
RDW: H 16.7 % POW:  64.8 * %
HOW: 3.19 g/ dL FCT: 0.9 ™ %
PLT: L &9 x103/ L MPC: 244 gidL
MPY: H 21.7 wfl MPM. 3.78 pg
Grandi PLT; a4 =103 L
% X102 L MICRO: : _
WEL: 10.28 " MACRO:  +++ WEC: HEWC HMEUT: R VI NX
Meutro; 3.7 uF 7.58 s [P WECP MW Wi NX FHEUT: B WX NX
Linfio: 17.8 i 1.83 & |PER: WECE: KLYMP AR 2t N
Mono: L 2.7 i 0.22 i ANISOD + o el
Eosino: 2.7 " 0.28 ! VAR HC: HET: #MOIND: RE VX NX
Easo 0.9 .09 DEY. & SIMNISTRES.  +4+ WCY: KEDS: B Wk X
LLZ: 25 i .29 i ELASTI: 4+ MCH: #E05: AE WX NX
LI L 1.64 L ATIF: .?E;E :iz
Ll 6.8 MEEC.  +++ CH; xLuc;nevx N
. WECF: 135.60 1o +++ CHOW FLUC: AE % N
R i CREAMDI PLT:  +++ ADW: Li:vE
o M GGREGATI PLT:  + Hs
: FLT: NW NT
Fatic; x] 0=l MPC-DEF. WPV HW NT
CHr: pg jﬁft""’_ EEE FOW: HW NT

FAETIC:
KARETIC:
CHg:
CHr:
CHCMg:
CHC M
MCVg:
MCYT:
A.Ciwg :
RCtWr:
HOwg:
HOwWr:
CHDWg:
CHDWr:




P W
; "\ m.;ja
e, If_ pe—
. A\ & y i
) - ’ ]
X q
;—j 4
% X103 UL PRI ar camplonefsisteme
WET: 9.12 MACED:  +++ WEC: KHEUT: ERETIC:
MNeutro: (FieH] B2 [P WECP ENEUT: KRETIC:
Lirfo: 15.1 1.38 |PEF: i pcEiE A
Mano: 4.0 0.37 ANISO: s . S
Easino: 0.9 .08 WAR HC: HET: Fhi0 O CHE M
Easo: 0.6 008 DEV. & SINISTRA: MEY: HEDS: ME V:
Lz H 13.3 H 1.21 ELASTI: MEH; FEOS: MET:
LI 1.98 ATIP: 444 MRS o s
P Lesitir MNREC: Sy il e
. WECE; B84 |5 CHOW FLUC: H W
' o GRAMDI PLT: ROW: L CHDWa:
o M GGREGATI PLT: HOW: CHOWr:
= T ALT:
Retic: X105 L MPO-DEF: P
e o FRAM. REC: s
CHm: b COMERE REC: T



MPC: 24.8 gfdL
fl rAPRA: 1.491 pg

Grandi PLT; < x103 L
%, X103 pl rMICRED: . : JIONE. e

WEBLC: 3.33 MACRD:  +++ WEC: KNEUT: FRETE:
Meutro: 0.0 3.32 [P WECP EMEUT: KRETC:
Lirifio: 201 1.12 |PEF: WECE: hLYMP. CHa:
Mono: H o 15.3 0.85 ANISO: = o R
Easina: 1.5 0.08 VAR HC: HET: £MONG: CHCng;
Easo: 0.7 .04 DEV. A SIMISTES:  + MC: KEDS: MCVg:
LI 2.3 0.3 ELASTI: MCH: FEOS: MET:
Ll 207 + ATIP: MCHC: REa=0: RDwg:
- ; CHCM: FEOLSO: RDwr:
ME]: e e MREC: 5 e e
. WECF; 5.59 G +++ CHOW FLUC: HOWr:
] { CRAMDI PLT: AOW: Li: vE CHDOWg:
o M. GGREGAT| PLT: o I

Retic: x108/L MFPO-DEF: ey

CHr by FRAM, REC: s

Lo i OMERE REC: T:




EEE
I
3
:
4

N ] =T
i . il
(L) pril.  HOE
. 4 BT
L] n ke
. E [ ] WA
.1 i,
[ £ =
Boomil LB
[ Frhifd R
L 3.8 [ T
™. E =1
i L] L] M=

|

M. & LT 1.0k
6.0 FsD N

i A Nt

3 &
Hoal.l LG @ 4N
il L 1.0

L wlk, 8

FEATEL, T

Rl ] i - =
W Bad i
de ma U N w— !
=] LELE Tk
—q =y
o IR il b b W . 1] (T ]
= il 3
o]
LEER -
i Wl i
ETIFEET =
BLAET]
AL TR
TS =T i
| VLN N
CGoEED FL -
v i iom i
I
| | o
ST TR
AT Y -
4 o R
- et qE-B ALY DA
m*-._; l-:. --H"" ~F L] i i [] ]

i,
K
g

= = EPLT
I . FiE el
1 i E.k II:F:‘
acighs " IHE -
e i PLv B3N ==
1 L BTERILE
il il

' i T W

" i e Fo

T il i H L
1 rr I [

£l m T
re-mE ALy -

DT Wil
193 gl t

'-’l-_- .

La citoermatologia automatizzata

nelle sindromi mielodisplastiche
P. Cappelletti, B. Milanesi®, D. Signari,

P. Doretio, F. Falcomer

Sarvizio i Chimico & m:mxnmu Cinico. Ospadals di

Pordenane - Ul N°11 °1° loboigloio ol Angits l:l'l'l'lh:q-
cliniche @ microbiolegsa - Cepedall Civili- Brescia




The WHO Classification of Myeloid Neoplasms
(Vardiman JW, Lee Harris N, Brunning RD.
Blood, 2002; 100:2292)

“Cytochemical studies (myeloperoxidase,

nonspecific esterase) and/or
Immunophenotype must provide evidence
that the neoplastic cells belong to one or

more of the myeloid lineages.”




Specificity of the ADVIA 120 for the Diagnosis
and Classification of Leukemia

e Using automated cytochemistry (PA+ND analysis)
and the morphology of leukemic cell distribution,
eukocyte differential count is transformed from a

pasic first level screening test (CBC) to a second
evel test (pre-microscope and pre-
Immunophenotype classification)

« Morphology: single cells
« Automated cytochemistry: cell populations




The PANDA Method

P eroxidase
A ctivity

N uclear
D ensity
A nalysis




orphology
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DIFFTRENTIAT loN ACLORMING
PEROX (DASE CYTOEAMM

TO

LEVELS ©Of LEVKEMIC

Table 2.2 Categories of peroxidase activity evaluated fram the morphology of leukemic cells in the
peroxidase channel of the H*1 cytogram?. ] : ;

Class

Characieristies
of leukemic cells

Morphology of
peroxidase cytogram

Diseases in which
the abnormality
may be observed®

Examples

of

printouts

CELL,

PO

P1

B

P4

PM

Ahsence of peroxidase
aclivity

Mo myeloid
differentiation

A small number of
cells with weak
peroxidase activity
Early or partial
myeloid differentiation

Homogeneous
maoderately strong
peroxidase activity

Intermediate level of
myeloid differentiation

Moderate 1o strong
peroxidase activity

Marked myeloid
differentiation, which is
either homogeneaus or
heterogeneous

Very strong peroxidase
aclivity, very large cells

Extensive but atypical
granulocytic
diflerentiation

Extremely high
peroxidase activity

Promyelocytic
differentiation

Multiple populations with
differenl peroxidase
activities (PIVP1, PO/P2,
PO/P3, ete.)

A large Tusiform cluster with a
pointed upper end; vertical or
slightly inclined to the right. The
extension upwards indicates the
size of the cells (and coincidence].
The right hand edge of the cluster
is distinet

A fairly thick, short LUC cluster,
inclined to the right, often with a
rounded tip. The right hand margin
is not distinet as there is spread of
signals towards the center of
the eylogram

A more or less homogeneous cluster
of cells separate from the LUC cluster,
spreading across the monocyte area
and beginning to spread into the
neutrophil area

The cells form a large oval (M2, M4)
or triangular {CML) cluster which
extends from the monocyte area
well into the neutrophil arca

The cells form a cluster, usually
dispersed, at the upper right hand
corner of the cytogram

Homogeneous cluster which emerges
from the right hand border of the
cytogram. The strong staining reduces
Lhe light scattering signal and therefore
the apparent size of the cells

WVariable combinations of the above
features. The commonest image is
in the form of a V, uniting a fusiform
LUC cluster with a cluster of
peroxidase positive cells

ALL LI-L3

CLL, PLL, HCL
NHL, M

AML MO and M7
AML M5a and M6

ANML M1
AML MSa and MSh
AML M2

AML M
AML M2
AML W4
AML MSa

AME W2
AML M4
CML
IMF

AML M2 (rare)
Adypical CML
AIDS, MDS
AML M3 (rare)

AML M3

AML M4
AML Mib
AMIL M2
BC of CMIL.
IMIEF
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Peroxidase Patterns




Nuclear Density Patterns

DO

Normal rounded MNC
cluster shape and no blast
flag.

D1

The MNC Cluster is shifted down
and left to blast area (usually with

flag)
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WHO Classification of Myeloid Neoplasm:
Specific Cytogenetic Types

 Acute Myeloid Leukemias (AML) with
recurrent cytogenetic translocations
— AML with t(8;21)(q22;q22), AML1
(CBFa)/ETO

— Acute promyelocytic leukemia: AML with
1(15;17)(g22;9q11-12) and variants, PML/R&R

— AML with abnormal bone marrow eosinophils
with inv(16)(p13922) or t(16;16)(p13;911),
CBH3/MYH11X)

— AML with 11923 (MLL) abnormalities
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AML-M3 t(15;17) is always P6-D1: even In
bone marrow
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Fig. 1. Modificazioni del citogramma del canale della perossicisi del sistema H*D duranie trattamenio con allTRA i un caso di leoeenain a pro
miclociti, A alls disgnosi =i osserva il ciratteristico raggruppamentao dei promicloditi leucemiv che deborda dal lato destro del ciiogramma, in
rapporto all elevatissima attiviti perossidasica di queste cellule. B: dopo 20 giomi di trattamenio. con all-TRA la popolazione leucemica appare
nettamente spostata verso sinistra, lino a fondersi con | neutrofili normab ricomparsi nel sangue periferico Criduzione dellativith perossidasica),
C: dopo 35 giorni di tratamento le cellule patologiche sono scomparse ¢ st osserva sofo i cluster dei nevtrofili normali.
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cleati, in rapporto alla bassa densith della Joro cromating nucleare. E presente Vallarme Blasti, B dopo 20 giomi di iratiamento con all-TRA
Faspetio “blasticn” pesmane, ma @ meno evidente (aumente della densiti nucleare), @ comparsit ung piccola “coda” di polimordonucheat, C
dopo 35 giomi Paspetto del citogramma ¢ praticamente normale, ad cocezione della neutropenia. Lallanme Blasti ¢ scomparso,
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Cytometry Part B (Clinical Cytometry) 76B:328-333 (2009)

Predictive Value of Hematological and
Phenotypical Parameters on Postchemotherapy
Leukocyte Recovery

A. Bononi,'* F. Lanza,” L. Ferrari,” M. Gusella,' G. Gilli,? V. Abbasciano,’
D. Campioni,” A. Russo,” D. Menon,' F. Albertini,' L. Stievano,'” C. Barile,’
G. 1Crae:1:|alacli,l S. Toso,' E. Ferrazzi,' and F. Pasini’

Results: In the nadir phase, the increase of MPXI above the upper limit of normality (>10; median
21.7), characterized a slow hematological recovery. MPXI levels were directly related to the cycle num-
ber and inversely related to the absolute number of LUCs and CD347/CD45™" cells. A faster hematologi-
cal recovery was associated with a higher LUC increase per day (0.56% vs. 0.25%), higher blast
(median 36.7/uL vs. 19.5/ul) and CD34"/CD45* cell (median 2.2/pL vs. 0.82/ul) counts.




Acguired Neutrophil Mycloperoxidase Deficiency 457
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Fig. 1. a Normal peroxidase x-v display. Note the-neutrophil cluster- in the upper central
box, laterally delimited by the upper segments of the two absorbance thresholds (A,
and A which are automatically adjusted for each blood sample, according to neutrophil
MPO l'L’L]‘-.“ll}’ The LUC are large and unstained cells (usually large I].mphm yies or
peroxidase-negative blasts). b Partial MPO deficiency, The neutrophil cluster and the
two antomatic thresholds are clearly shifted toward the left hand. ¢ Total MBPO deficiency
3 homoeygous subject, Neutrophils completely devoud of MPCY appear 1o the upper
left hand box, directly mn line with the major axis of the lvmphocyte population. Note
costophils retaining their strong MPCO-positivity
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Acquired Neutrophil Myeloperoxidase Deficiency:
An [ndicator of Subclinical Activation
of Blood Coagulation?

Giuseppe d'ONQFRIQ, Rosalba MANCINI, Roberto VALLONE,
Generoso ALFANO, Allonso CANDIDO, Marina PALLA,
and rorgio MANGDO

ABSTRACT. Using an automated cytockemical analyzer used for routine
differential counts, we have been able to demonstrate acquired myeloperoxi-
dase deficiercy in 102 patients at our institution. Clinical and laboratory data
on these paticnts showed a high incidence of diabetes metitus (25.5%) and
thrombaiic discases (24.5%), as well as a strikingly corstant hyperfaibrinogene-
miz (mean =635 mp/ 00 ml; range =360 — 1015 mg/ 10D ml). In 4 additional
neule Jeakenmn putionts in complele cemission, a close time correlation wisy
noted between acquired MBPQ deficiency, diffuse intcavascular courrrul adion
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Fig. 2. a Typical cluster of leukemic promyelocytes in the middle central box, al diagnosis
of acute promyelocvtic leukemia. b Reversal (o a normal x-y display picture after complete
rermassion, ¢ Shift to the left hand of the neutrophil population, indicating the development
of a partial MPO deficiency during complete remission. d Several days after, neatrophils
hecome totally MPO-deficient, and appear clustered in the LUC box, e The neutrophils
are still devoid of MPO, but a cluster of heavily stained promyelocytes 1s appeanng
in the middle central box. f Two populations of MPO-positive cells are finally evident:
the upper cluster 15 formed again by normal MPO-positive neutrophils, whale the lower
one is made by the lenkemic promyelocyies (see text)
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Acute Coronary
Syndromes

1) atherosclerotic plaque
soft core (gruel)
collagen cap

2) plaque disruption or fissuring
hemodynamic triggers
inflammation

3) plague thrombosis
thrombogenic substrate
local flow disturbances

systemic thrombotic propensity:
increased platelet reactivity
increased procoagulant activity
decreased endogenous fibrinolysis
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Systemic markers of inflammation
In ACS

= Soluble mediators (acute phase reactants):
» elevated plasma levels of CRP, SAA, IL-6

= Cellular activation:
= In the plaque

* In the coronary vessels

* In the systemic circulation




CRP and prognosisvent free survival according to
CRP levels at discharge in UA (AMI, Recurrent Ang.
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Ferreiros ER, Circulation 1999; 100:1958




Neutrophil activation and platelet adhesion in
patients with UA (Ott et al.)

e Increased
neutrophil-
platelet
adhesion (flow-
cytometry with
anti-gp
lIb/111a))

(Circulation, 1996)




MPXI: arbitrary number, based on the position
of the neutrophil cluster along the X and Y axes:
standardized to be 0 £ 10 in normal subjects




Reduction of intracellular neutrophil myeloperosdaas a
marker of activation in UAand AMI
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(Biasucci, d’Onofrio et al, JACC 1996




Neutrophil myeloperoxidase in patients with UA
on admission and after waning of symptoms
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(Biasucci, d’Onofrio et al, JACC 1996




CORRELATION BETWEEN MPXI AND
CRP
(Spearman's rank correlation)

0.6 40
0 I

MPXI
(arbitary
units)

R=-0.5

CRP (mg/L) (Biasucci et al, JACC 1996)
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Methods  We measured the content neu
eloperoxidase contant in the cardiac and |
culations in five groups of patients: two ¢

trophil my-
ermoral cir-
roups with

unstable angina and stenosis in either the

eft antenaor

descending coronary artery (24 patients! or the right

coronary artery (9 patients): 13 with chronic stable
angina; 13 with variant angina and racurrent ischemia;

and & controls. Blood samples weare take

n from the

aorta, the femoral vein, and the great cardiac vein,

which selectively drains blood from the |
the right coronary artery.

eft but not




e blood from aorta: systemic circulation

* blood from the great cardiac vein has
circulated across the left, but not the right
coronary artery
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Reduction of neutrophil myeloperoxidase takes ptaogugh the
coronary tree, but no only in the culprit lesion
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(Buffon, d’Onofrio et al, NEJM 2001)




Venous-arterial difference in MPXI across the camyrcirculation:
1) Is present only in patients with UA,
2) but is not limited to the culprit lesion
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(Buffon, d’Onofrio et al, NEJM 2001)




Serum myeloperoxidase levels and platelet activation
parameters as diagnostic and prognostic markers in the

course of coronary disease it Jni. Lab. Hem. 2010, 32, 320328
J. PAWLUS*, M. HOLUB*, M. KOZUCH', M. DABROWSKA*, S. DOBRZYCKI'

ik
Eroucs

Figure 2. Serum myeloperoxidase (MPO) concentra-
Lion.




Review Article

Myeloperoxidase: A New Biomarker of Inflammation in
Ischemic Heart Disease and Acute Coronary Syndromes

Mediators of Inflammation
Volume 2008, Article ID 135625, 4 pages
Valentina Loria, llaria Dato, Francesca Graziani, and Luigi M. Biasucci

TaBLE 1: Prognostic and diagnostic value and analytical perfor-
mance of inflammatory markers in CAD: mveloperoxidase ( MPO),
C reactive protein (CRP), pregnancy-associated plasma protein-A
(PAPP-A), CD40 ligand (CD40L), and interleukins.

Inflammatory markers in CAD

Prognosis Diagnosis Analyt. perform.

MPO +++ ++ (more?)
CRP ++++ ++++
PAPP-A ++ _
CD40L -+ —
Interleukins _
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Acquired Neutrophil Myeloperoxidase Deficiency:
An [ndicator of Subclinical Activation
of Blood Coagulation?

Giuseppe d'ONQFRIQ, Rosalba MANCINI, Roberto VALLONE,
Generoso ALFANO, Allonso CANDIDO, Marina PALLA,
and rorgio MANGDO

ABSTRACT. Using an automated cytockemical analyzer used for routine
differential counts, we have been able to demonstrate acquired myeloperoxi-
dase deficiercy in 102 patients at our institution. Clinical and laboratory data
on these paticnts showed a high incidence of diabetes metitus (25.5%) and
thrombaiic discases (24.5%), as well as a strikingly corstant hyperfaibrinogene-
miz (mean =635 mp/ 00 ml; range =360 — 1015 mg/ 10D ml). In 4 additional
neule Jeakenmn putionts in complele cemission, a close time correlation wisy
noted between acquired MBPQ deficiency, diffuse intcavascular courrrul adion




Diabetes mellitus type 2 is associated with higher
levels of myeluperuxidase © Med Sci Monit, 2008: 14(8): CR406-410

Jacobijne J. Wiersma™™ Marijn C. Meuwese2™™, Joram N.l. van Miert2%,
Amoud Kastelein®, Jan G.P. Tijssen’™", Jan J. Piek'™™, Mieke D. Trip*?™=
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Figure 1.Whisker box-plot of MPQ data in relation to the presence
of diabetes mellitus tvoe 2.







