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FUNCTIONAL DEFICIENCIES OF NEUTROPHILS.
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TABLE 1. PHYSICAL-ANATOMICAL DEFECTS LEADING TO INCREASED

INFECTIONS.

PHYSIOLOGICAL MECHANISM

ABNORMALITIES

1. Vascular perfusion

Sickle cell disease, diabetes, nephrotic
syndrome.

2 Draiﬁage

3: Intergumentary barrier

Urethral stenosis

Bronchial obstruction: Asthma, cystic
fibrosis, foreign body, depressed cough
(alcohol), tracheoesophageal fistula
(reflux).

Eustachian tube obstruction.

Eczema, burns, skull fracture.

4. Bacterial flora

Antibiotic therapy.
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Bactericidal Functions of

Phagocytes.

0NN nann lunstiaanuuas
fian1y infection Tuﬁwaﬂwguaénﬁuﬂ?mm
uaAINEINIInT8s phagocytes  BuiTs-
na‘:wﬁa polymorphonuclear neutrophil
(PMN), eosinophil ugy monocytes u
{RDA NN macrophages 1y reticulo-
endothelial system ﬂiﬂfmﬂa‘\mﬂaﬂmu

a a IR @ L =a
aﬂﬂﬂmjmizuuua@muu 2 NN NR1INB

I. Quantitative Defects: A7

a a o A 1 a
NAUNNAULEINIIINTIIN1EN  phagocytes



January 1975
IGULY m’uﬁaﬁm%uiu%ﬂw neutropenia
wazlun12e hyposplenia

1I. Functional Defects: Pha-
gocvtes 183319N1BAAIN AAUAAAIUATIN
s1u13alu N3 w3 audal sn e AR
19
Quantitative Defects

1. Neutropenia N8 ln289n013i0a
bacterial infection Tuusiamlanamisuas

[ty aﬂl*'f’ U:ﬁﬂ neutropenia NTUAT

vhs 8 y”u\“lzJﬁmmei{ﬂ ﬁgﬂamm{m’%u"ﬂ%ﬁ
ferunculosis, abscess, otitis media,
ulcerative stomatitis a3 pneumonia
loas Qj@m'mgum?js phagocyte uoy
89 mimlmwzmmw mammmmmwma
mam QwaT  fauu aaofﬂammmvmﬂmw
i ine gl & g 13 neutropenia  uge
Tuane hyposplema

1. FUNCTIONAL DEFECTS:
Phagocytes 989379 0988 A2 fn Unaieas,
s wnInlunisnwis e susalianagan-

VR
QUANTITIVF DEFECTS

1. NEUTROPENIA nalneainis
\n0 bacterial infection 1w u3wm 16n3
W1 LaztFe an Tugj YauM % neutropenia
mmmmgane 8 lWnuuedn §

i A" e ~ = - 5
UMW N ey ferunculosis, abscess,

otitis media, ulcerative stomauus

1ne pneumonia ¢ Usy B30I UwN 1T N

35
= £ % o oy P :
3 phagocyte 4agas v lasIITa N

& ' # [ 1 v ¥ o=
VEABINITUANTLALIONT VAU AIUNIS
4 1

2 lante N ANATNA NILI1E WTE NAY Wi
systemic infection a1y LLi’im’;ﬁw
%) neutropenia %ﬁ eosinophil LA
monocyte Wyaunasligan unTzss
Aasnsrintiwdouuafise i i PMN
f a3 monocyt“ flalanasaazsinige

nmmmm fUlenmmon PMN

> Ao

. Hyposplenia WWINEIAYE N
wﬁiwmmm Al %203 9n7er1en poorly
5 S 1 A P~
opsonized particles 7113 ) luinen amu
yusrs RES cells 9a91% uate1rs B-
1 o . .
lymphocytes 991314 specific antibodies
o w ' @ v ¥ o v !
ATWARNDEITINGT AIUUBILINNINT 1S
a o o A W
ngazsgidesussannlunmmnagalyn iy
Y

1
BHNIN

Py A a g 18 e =
HUwvnaN: Ny ( congenital
asplenia), Hereditary splenic hypoplasia.
A @ i A
nIan18med splenectomy Lagiawizon1e
Twain  snaune sudden, overwhelming
& 5 % B #
septicemia (az meningitis 91niTe pneu-
mococci, H. influenzae %38 meningo-
T : : LS
cocei raazaan Sickle cell anemia 3
=4
splenic infarction Usge aUnILNITTEINN
a o w o
uwnanuanaewn  (Autosplenectomy )
al ° v Ayr v 34
wazn -RES cells nwum lousy wonuun
el 2 5 A A v
93 pneumococcal infection 1Anynln

UBH W HAY




36 : Vol. 8 No. 1

(3 s " & = = 4 L9
¢ ioatenal - Detetis ~of. Blood motaxis AsnIIAREUAI9E9 phagocytes

Phagocyvtes Saase o 2 .
lWgusnomunnTza (2) Opsoniza-

o 1] " A »
K SN nic and re- : = o o e
%mmh Muas chronic a tion MITIREULYRIHIVUITELD BULLIATNLTY

A
current bacterial %138 fungal infection ' g
= IR T ‘ wyoaIn1e ) nlrgnnuaiy phagocytes
Ad o
! Ana : ing phaeo & i i
199NN circulating phagocytes Yeseaanay (3) Phagocytosis (Ingestion)

=1 A A ar =
TULREANEING LasLTeny serum immu- - S i
el Arnwaenlyma i lwges wee (4 In-

noelobulins nu lymphocyte-mediated e : a
& N S IBEas tracellular microbicidal reactions 8

W | A
delayed hypersensitivity (CMI) 1uuina . % - v ¥
R . FICHD s atewalianigta phagocytes asun

A N A A : ‘sé'ri 1 =]
IMB391n phagocytosis §131730924N ANANLNAT8TT LRI ILINEBNILY 4 193
v @ Ao w oy 1 ' @ @ & 3 =

ponlaUn 4 sspenaang laun (1) Che- unn asesnulaly Table 1L

TABLE II. FUNCTIONAL DEFECTS OF PERIPHERAL BLOOD
PHAGOCY TES.

1. Disorders of Leukotaxis and Leukocyte Movement.
1. Diminished Chemotactic Factors in Blood.
. a. presence of Chemotactic Factor Inhibitors: Children, alco-
holic cirrhosis, Hodgkin’s disease.
b. Decreased Comyplement Components: Newborn, congenital
Cs deficiency, acute glomerulonephritis.
c. Drugs: Colchicine, steroids.
2, Impaired Cellular Response to Normal Chemotactic Stimults.
(Intrinsic Leukocyte Defects)
a. Congenital: lLazy leukocyte syndrome (LLS) and related disor-
ders, Chediak-Higashi synd“rdrme.
b. Acquired : Newborn, diabetes mellitus, terminal shock, alcohol,
rheumatoid arthritis.
i1I. Disorders of Opsonization.
a. Congenital: Congenital deficiency of Cj, hypercatabolic Cs,
hypercatabolic C3 deficiency, Cs dysfunction, sickle cell disease.

b. Acquired: Newborn.

111. Disorders of Phagocytosis. .
a. Phagocytic Immaturity: * acute leukemia, aplastic anemia,

neutropenia syndromes.
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b. Alteration of Phagocyte Cell Membrane
: Tuftsin deficiency - congenital, splenectomy
: Globulins - multiple myeloma, macroglobulinemia, rheumatoid

synovial fluid.

: Drugs - morphine analog, levorphanol

: Influenza virus

. SLE, paroxysmal nocturnal hemoglobinuria.

c. Diminished Cellular Energy: Intravenous hyperalimentation.

1V. Disorders Associated with Impaired Intraleukocytc Micro-

bicidal Activity.

a. Congenital: Chronic granulomatous disease, myeloperoxidase
deficiency, G-6PD deficiency, syndrome of lipochrome pigmenta-
tion, Job’s syndrome, lysosomal defects (Chediak-Higashi syndrome).

b. Acquired : Severe thermal injury, irradiation therapy, mixed
cryoglobulinemia, phenylbutazone, amytal, hydrocortisone:
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Leukocyte Movement.
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