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Abstract: Acinetobacter species is short gram negative, aerobic coccobacilli that cause outbreaks of
nosocomial infection in debilitated patients. Acinetobacter baumannii is the most relevant human
pathogen within this genus which is responsible for outbreaks in intensive care units and is often
associated with multidrug resistance. This study was undertaken to analyze clinical, hematological and
microbiological, association with the outbreak of Acinetobacter baumannii bacteremia which occurred
in neonatal ward of a Maternity and Pediatric hospital in Saudi Arabia (during November 2003 to
January 2004). A surveillance study was performed on environmental and health care workers (HCWs)
samples to detect the source of infection and to control it.32 Subjects (7 cases and 25 controls) were
evaluated clinically for the mode of delivery, age of gestation, birth weight, sex and clinical diagnosis.
Hematological profiles were prepared in the form of CBC, Blood Smear examination, Coagulation
studies, features of DIC and microbiological investigation as blood culture and sensitivity. 25 neonates
were taken as control group with blood culture negative for Acinetobacter baumannii. Different
environmental and HCWS samples (no 132) were evaluated to find out the probable source of
infection. The Study group (7) showed significant decrease in HB (p =0.0001), RBCs (p =0.001) and
platelets (p =0.001) counts by comparison with controls when blood culture became positive to A.
baumannii , also their mean platelet count was 55×103/cmm. PT (p =0.006 sig.) and a PTT (p =0.001
sig.) were prolonged in 5 cases only. All of studied patients (7) showed the features of DIC, the
isolated organism from blood culture was A. baumannii and was resistant to multiple antibiotics and
was sensitive to Meropenem and Amikacin. Control group (25) included A. baumannii culture negative
cases. Surveillance study on Environmental and health care workers samples (no 132) showed that
contaminated hands of the health care workers is the probable source of infection (11/132). -
Acinetobacter baumannii is an important cause of nosocomial infections which causes outbreak of
bacteremia in immunocompromised patients specially those admitted in ICUs. This organism usually
develops multiple drug resistance. The surveillance study showed that the contaminated hands of the
health care workers is a possible source of infections. The parameters for hematological profile as the
degree and duration of thrombocytopenia, percentage of patients showing thrombocytopenia, features
of DIC, raised PT and a PTT, can be taken as an indicator for the occurrence of bacteremia due to
Acinetobacter baumannii
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Abbreviations:
CBC:Complete Blood Count
RBC:Red Blood Cell
DIC:Disseminated intravascular  coagulation
HCWs:Health careworkers
Hb:Hemoglobin
PT:Prothrombin
aPTT:activated partial thromboplastin time
ICUs: Intensive Care Units.

INTRODUCTION

Systemic infection is a serious problem of neonates and always results in a high mortality rate and
prolonged hospitalization (Goldman et al, 1983, Drews et al,1995). They are also at an increased risk of
nosocomial infection and its control has been a formidable challenge for a long time (Goldman et al, 1983,
Cordero et al.1999).
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Acinetobacter baumannii is a ubiquitous gram negative bacteria that has become an important nosocomial
pathogen particularly in the ICUs (Jawad et al, 1998, Wang et al, 2003). They are generally considered
nonpathogenic to healthy individuals and usually infect those with compromised immune system such as the
wounded, elderly, children or those with immune diseases. They can be isolated form soil, water (Jawad et
al, 1998), air (Allen and Green 1987), contaminated reusable medical equipment (Pillay et al, 1999), human
skin and other environmental samples. They survive much better on fingertips, on dry surfaces, the skin of
patients; and medical personnels are thought to be involved in transmission of strains (Allen and Green 1987,
Musa et al, 1990, Jawad et al, 1998). Most Acinetobacter baumanii isolates are resistant to many of the
currently used antibiotics and hence are often difficult to treat (French et al, 1980).

Various studies were conducted to establish the relation between sepsis and hematological findings
especially total leukocyte count, differential leukocyte count, platelet count, coagulation studies and peripheral
smear studies (Huang et al, 2002, Sachdeva et al.2002). It was found that low WBC count is a poor prognostic
sign for patient developing septicemia especially preterm neonates (Dacie & Lewis, 1999). Huang et al showed
in their study that in some cases leukopenia was noted whereas in other cases leukocytosis was seen (Huang
et al, 2002). Thrombocytopenia is a constant finding in neonates with sepsis and if associated with deranged
coagulation profile such as PT and a PTT, is a bad prognostic sign and usually results in neonatal death due
to DIC and multiple organ failure (Lokeshwar et al 2011).

This study was an approach to correlate the possible risk factors for Acinetobacter baumanii infection, its
hematological profile and the possible sources of transmission and to control them.

MATERIAL AND METHODS

Case Selection:
The study was conducted during Maternity and an outbreak of Acinetobacter baumanii in NICU during

the period from November 2003 to January 2004 in a Pediatric Hospital in Saudi Arabia. It involved 32 cases
divided into 2 groups [the study group (7) and the control group (25)].

The Study group (7) was those cases that showed growth of Acinetobacter baumanii on blood culture, the
control group (25) included neonates admitted in NICU with negative blood culture for Acinetobacter baumanii.
Both groups were evaluated similarly. 

A detailed clinical profiles based on period of gestation, mode of delivery, birth weight, sex, Rh
incompatibility, duration of hospitalization, history of (central venous access, total parentral nutrition, antibiotic
intake, assisted ventilation) were prepared.

Sample Collection:
Blood samples were taken by venipuncture taking all aseptic precautions. 3 ml blood was taken for CBC

in BD vacutainer EDTA tube and for coagulation screening in BD vacutainer 3.8% sodium citrate tube in a
requisite quantity. 

0.5ml was collected from each patient, and inoculated into a Bactec blood culture bottle for bacterial
culture. Samples were quickly sent to laboratory, taking all precautionary measures for safety and quality, and
immediately put for investigation.

Methods:
Bactec blood culture bottles, were incubated in Bactec 9120 series (Becton Dickinson Microbiology

Systems, Sparks, Md, US) at 35 - 37ºC. When bacterial growth was detected the organism was transferred to
Standard culture media such as Mac-Conkey agar, Blood agar & Chocolate agar (NSM, 2007) incubated
aerobically at 37C for 24hr. Antibiotic sensitivity was tested directly on Mueller Hinton agar (Kirby-Bauer
method, CLSI, 2006). 

Colonies isolated were identified by gram stain, colonial morphology, conventional biochemical tests and
by inoculating API strip (bioMerieux Vitek Inc., St. Louis, Mo.) Species identification & antibiotic sensitivity
testing of isolates [minimum inhibitory concentration (MIC)] were done by Vitek 2 (Automated identification
and susceptibility testing system, Biomerieux Vitek, Inc., Hazelwood, Mo) from 24 hr culture on blood agar.

Gram staining & disc diffusion methods were done for rapid report results. If there was no bacterial
growth after 2 days of incubation, initial report was released as negative, but final negative result was given
only after 5 days incubation. Antibiotic sensitivity discs for Gram negative bacteria included Ampicillin,
Amoxicillin'Clavulinic acid, Piperacillin, Gentamicin, Amikacin, Cefalothin, Cefuroxime, Ceftazidime,
Cefotaxime, Ceftriaxone, Cefepime, Imipenem Ciprofloxacin and Aztreonam (CLSI, 2006).

Surveillance study was done by collecting the samples (no 132 ) from NICU like: shampoo, liquid soap,
chlorhexidine, tap water, O2 humidifier, alphadine, gastrografin, liquid paraffin, alcohol, boiled water, suction
rinsing water, portable O2 humidifier, distilled water, hands of nurses & other medical staff, and samples from
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labor room (LR): suction secretion, liquid paraffin container, aerosol plate, ambubag, rinsing solution, O2
humidifier, O2 mask for resuscitation, swab from O2 mask, swab from laryngoscope blade, suction tube,
resuscitation mattress, weighing scale, intravenous fluids (bottles and burette), samples from TPN preparation
room and subjected to culture on standard culture media, identification and antibiotic sensitivity for A.
baumannii by Vitek2.

As a routine, baseline CBC was performed at the time of delivery. CBC was done in hospital laboratory
by standard method by hematological analyzer Beckman Coulter HMX (18 parameter), giving total WBC,
RBC, hemoglobin, hematocrit, MCV, MCH, MCHC, platelet count and differential count (Beckman Coulter
Inc.).
Coagulation screening (PT & a PTT) was performed by standard method in each case by fully automated
coagulation analyzer ACL 9000 (Instrumentation Laboratory). Reaction measurement was done (data
acquisition) via the photometer while rotor was spinning (ACL 9000 coag. analyser).

Prothrombin time (PT): PT was measured by thromborel S reagent (Dade Behring, Siemens healthcare
diagnostics Inc) by ACL 9000. The coagulation procedure was triggered by incubation of plasma with optimum
amount of thromboplastin and calcium. PT determined the activity of factor II, V, VII & X (McPherson and
Hardest, 1961) .

Activated Partial Thromboplastin Time (a PTT):  aPTT was done by pathromatin reagent SL (Dade
Behring Diagnostic Inc.) by coagulation analyzer ACL 9000.  The aPTT involves the recalcification of plasma
in the presence of standardized amount of cephalin (platelet substitute) and a particular activator (silica). The
aPTT explored the intrinsic coagulation pathway (factor XII, XI, VIII, X, V, II, and I) except platelet (Larrieu
and Weilland, 1957).

A smear was made by standard method on glass slide and stained by Leishman stain for peripheral smear
studies (Dacie & Lewis,1999).  

T test was performed for calculating the P value of all hematologic parameters by using SPSS statistical
analysis software. 

RESULTS AND DISCUSSION

Seven neonates form NICU, 3 males and 4 females developed A. Baumanii septicemia and showed positive
blood culture. An outbreak was suspected as there was no A. Baumanii associated bacteremia during the
previous six months (Huang YC, etal.2002). A detailed clinical history showed 4 neonates were preterm, 2 was
term and 1 was post term neonate. 4 were delivered by caesarean section, 2 through normal deliveries and 1
by vacuum assisted delivery. Birth weight of 2 cases was less than 1500 gm, 3 were 1500-2500 gm and 2
were more than 2500 gm. There was no ABO or Rh incompatibility. There was a history of central venous
catheter placement, total parenteral nutrition, assisted ventilation and antibiotic use in all the 7 cases. (Table
1)

Table 1: Contrasting Features of Cases and Controls
Features Cases (n=7) Control (n=25)

-------------------------------------- -----------------------------------------------------
No %age No %age

Period of gestation
Preterm 4 57.1 6 24
Term 2 28.6 17 68
Post term 1 14.3 2 8
Mode of delivery
Normal 2 28.6 15 60
Caesarean 4 57.1 8 32
Assisted 1 14.3 2 8
Birth weight
<1500gms 2 28.6 2 8
1500-2500gms 3 42.9 8 32
>2500gms 2 28.6 15 60
Sex
Male 3 42.9 14 56
Female 4 57.1 11 44
Rh incompatibility. None None -
History of 
Antibiotics 7 100 8 32
Central venous access 7 100 5 20
Total parenteral nutrition 7 100 5 20
Assisted ventilation 7 100 3 12
Mean Duration of hospitalization (days) 13.8 + 5.5 14 + 3.3 -



Aust. J. Basic & Appl. Sci., 5(9): 747-754, 2011

750

Table 1: Continue
Mean + STD CBC values
WBC (x103/cmm) 14.84 + 7.80 15.85 + 1.98  
RBCs (x106/cmm) 3.984 + 0.519 5.08 + 0.56
Platelets (x103/cmm) 55.14 + 35.73 338.2 + 75.51
Hemoglobin (g%) 13.31 + 0.947 18.54 + 1.2
Patients having thrombocytopenia. 7 100 0 0
Mean duration of thrombocytopenia. 7.5 + 4.6
Patients having deranged PT and aPTT values 5 71.4 9 36
Mean + STD PT  (Sec) 29.07 + 27.23 13.34 + 1.25,
 Mean + STD  aPTT value. (Sec) 64.26 +  42.97  23.16+ 4.18
Patients having Features of DIC 7 100 8 32
Outcome
Discharged 5 71.4 22 88
Died 2 28.6 3 12

Table 2: Baseline CBC on the Day of Delivery
CASE WBC (x103/cmm) RBC (x106/cmm) Hb (g%) PLATELET (x103/cmm)
1 10.2 5.6 18.3 175
2 26.6 4.75 16.4 215
3 10.8 4.5 13.7 259
4 20.9 5.31 17.4 264
5 17.5 5.27 16.3 217
6 17.4 4.67 14.8 245
7 12.4 4.85 16.3 217
Mean ±  STD 16.54 ±  5.94 4.99 ± 0.40 16.1 ± 1.54 227.42 ± 30.93
Mean ± STD of control 15.85 ± 1.98 5.08 ± 0.56 18.5 ± 1.2 338.2 ± 75.51
T test 0.5065 0.406 4.34 3.57
P value 0.61 (> 0.5) 0.68 (>0.5) 0.0001(<0.001) 0.0007 (<0.001)

Insignificant Insignificant Significant Significant

Table 3: CBC on the Day When Blood Cultures Were Positive  and on the Day When Blood Culture Were Negative.
Cases CBC on the day when Blood culture became positive CBC on the day when Blood culture became negative

------------------------------------------------------------------------------------------------ ----------------------------------------------------------------------------------------------------------
Day WBC RBC Hb (g%) Platelet Day WBC RBC Hb (g%) Platelet

(x103/cmm) (x106/cmm) (x103/cmm) (x103/cmm) (x106/cmm) (x103/cmm) 
1 8th 13.1 4.7 13.8 31 - - - - -
2 8th 7.4 4.08 13.1 78 17th 13.3 4.22 11.0 86
3 3rd 16.9 4.14 13.3 79 9th 11.2 4.71 14.7 207
4 5th 30.0 4.12 13.3 114 11th 15 3.67 11.3 103
5 10th 18 3.61 11.9 42 25th 8.1 3.08 9.0 114
6 5th 9.7 3.05 12.8 18 13th 10.3 4.41 12.5 61
7 4th 8.8 4.19 15.0 24 - - - - -
Mean + STD 6.1 ± 2.5 14.84 ± 7.80 3.98 ± 0.51 13.3 ± 0.94 55.14 ± 35.73 15 ± 6.3 11.58 ± 2.67 4.01 ± 0.64 11.7 ± 2.09 114.2 ± 55.59
Mean +STD of control  15.85 ± 1.98 5.08 ± 0.56 18.5 ± 1.2 338.2 ± 75.51 15.85 ± 1.98 5.08 ± 0.56 18.5 ± 1.2 338.2 ± 75. 51
T test 0.603 4.60 10.58 9.53 4.18 3.75 10.22 0.88
P value 0.55 0.001 0.0001 0.001 0.002 0.0008 0.001 0.39

Insig Sig Sig Sig Sig Sig Sig Sig (5%)

Table 4: Table showing the durations of thrombocytopenia and coagulation profile.
Case Duration of thrombocytopenia Coagulation profile

----------------------------------------------------------------------------------------------------
PT(control-15.8 secs) aPTT(control-31 secs) Impression

1 4 days (day 8 to day 12) 21 sec 38 sec Raised
2 9 days(day 8 to day17) 19.4 sec 68.4 sec Raised
3 3 days(day 6 to day9) 90 sec 120 sec Raised
4 6 days(day 5 to day11) 16.4 sec 38.4 sec Raised
5 17 days(day 8 to day25) 14.9 sec 28.6 sec Within normal limit
6 8 days(day 5to day13) 14.4 sec 28.5 sec Within normal limit
7 6 days (day 4 to day 10) 27.4 sec 127.9 sec Raised
Mean ± STD 7.5 ± 4.6 29.07 ± 27.23 64.26 ± 42.97 Raised 
Mean ± STD of control – 13.34 ± 1.25 23.16 ± 4.18
T test 2.94 4.80
P value 0.006 0.001

Significant Significant

A base line CBC was done on the day of delivery for the 7 cases and showed that all the parameters were
within normal limits. (Table II) Mean WBCs (16.5+ 5.9x 103 /cmm), Mean HB (16.1 + 1.54 g%), Mean RBCs
(4.99 + 0.40 x106/cmm), Mean platelets (227.42 + 30.93 x103 /cmm) the results were compared with control
group and T test were performed and P value were calculated. It showed insignificant result for WBC and
RBC, but significant decrease for hemoglobin (p value = 0.0001) and platelet count (p value= 0.00007) table
II.
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Complete blood counts were again done on the day when the blood culture became positive (Table III).
The mean for all parameters was platelet count (55.1 + 35.7 x103/cmm), Hb (13.3 + 0.9 g %), RBC count (3.9
+ 0.5 x 106/ cmm) and TLC was (14.8 + 7.8 x 103/ cmm). By comparison with controls it was found that
except TLC all other parameters were decreased from the day 1 CBC. P value for RBC =0.001, Hb (p=
0.0001) and platelet count (p=0.001) and showing significant decrease whereas for TLC it showed insignificant
result.

All the cases showed features of DIC and thrombocytopenia. (Table IV) shows duration of
thrombocytopenia and coagulation profile of the patients. Mean + STD for PT and a PTT were 29.07 + 27.23
and 64.97+ 42.97 respectively and when compared with control (Mean + STD for PT and a PTT – 13.34 +
1.25 and 23.16 + 4.18 respectively). P value showed a significant result PT (p=0.006), a PTT (p= 0.001). Five
of seven cases (71%) showed deranged PT and a PTT.

When compared to controls, all cases in the study group had a significant history of antibiotic intake,
invasive procedures like central venous access, total parenteral nutrition and assisted ventilation. There was
marked decrease in platelets count, duration of thrombocytopenia (mean duration of thrombocytopenia was 7.5
days, standard deviation 4.6) prolongation of PT and a PTT and features of DIC. Important contrasting features
between case and controls are explained in table I. 

Two cases, Case no I and VII died during the course of disease 2/7 (29%). Case I developed infection
on 8th day of life and deteriorated throughout the course of hospitalization and died after 12th day of life. This
patient was premature and also developed DIC. The cause of death was ascertained as prematurity and
septicemia.

Case VII was died on 10th day of life. CBC showed (WBC count 8.8x103 /cmm RBC count 4.19 x 106

/cmm and platelet count 24 x 103 /cmm) abnormal result on the day when blood culture was positive (4th day)
and CBC in this case also never returned to normal till the end of life.

All the cases were supported with multiple transfusion including platelet concentrate, packed cell and fresh
frozen plasma. CBC started improving especially platelet count after blood culture become negative and cases
improved and were discharged except case I & VII who died, during the course of admission

Cultures from all cases (7) and 13 environmental/HCWs samples showed growth of Acinetobacter
baumannii, they were short gram negative coccobacilli and often appear as diplococci, colonies are smooth,
non lactose fermenter, oxidase negative, catalase positive, and table III showed the day where blood culture
was positive. All patients isolates showed the same pattern of antibiotic susceptibility for Amikacin 100% (7/7),
Amoxicillin/Clavulinic acid 100% (7/7), Ciprofloxacin 100% (7/7), Meropenem 100% (7/7), Tobramycin 100%
(7/7), Trimethoprim/Sulfamethoxazole 100% (7/7) and different in sensitivity to Ceftazidime 71% (5/7),
Cefepime 86% (6/7),  Piperacillin 86% (6/7) and resistance to Cefuroxime, Ampicillin, Cefotaxime, Aztreonam,
Cephalothin.

Surveillance study (n 132) showed that A. baumannii had grown from the hands of Healthcare workers
(n= 11), and from Intravenous fluids (bottles & burettes) of three patients, total 14/132 (10.6 %) with the same
antibiograms as the cases. whereas TPN room and other screening samples were all negative for A. baumannii.

Discussion:
Acinetobacter is an aerobic gram negative bacteria belonging to the class Gammaproteobacteria. A.

baumannii is the most relevant human pathogen within the acinetobacter genus. They can enter the body
through open wounds catheters and breathing tubes (Steve Silberman, 2007). It usually infects the individual
with compromised immune system especially those admitted to ICUs ( Jawad et al, 1998, Huang et al 2002,
Wang et al 2003).

Colonization possess no threat to people who aren’t already ill but colonized health care workers and
hospital visitors can carry the bacteria into neighbouring wards and other medical facilities (Steve Silberman,
2007). 

A. baumannii has been reported as an important cause of nosocomial infection in NICU (Cisneros and
Rodriguez- Bano, 2002,Gerischer, 2009). It can cause severe clinical disease that is associated with a high
mortality rate of up to 17-52% (Cisneros et al 1996, Cisneros and Rodriguez-Bano, 2002), the same in our
study two of seven cases (29%) died from sepsis.

It has also been reported by Jawad et al, that A. baumannii outbreak strains were significantly more
resistant to Aminoglycosides, Amoxicillin-Clavulanate, Mezlocillin, Cefepime, Ceftriaxone, Cefotaxime, and
Ciprofloxacin than sporadic isolates (Jawad et al 1998). However in our study A. baumannii isolates were
sensitive to Amikacin (100%), Meropenem (100%), Amoxicillin-Clavulanate (100%), Cotrimoxazole (100%),
Ceftazidime (71%)  Cefepime (86%), Piperacillin (86%) & Ciprofloxacin (100%) and resistant to Cefuroxime,
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Ampicillin, Cefotaxime, Aztreonam, Cephalothin. In NICU, prophylactic antibiotics were often prescribed for
high-risk newborns, with Ampicillin plus Aminoglycosides serving as the empiric ones. Later after culture and
sensitivity results, treatment was changed to Amikacin and Imipenem.

In our study 11 Health Care Workers in NICU were found to harbor the organism on their hands and were
a possible source of transmission of the organism to patients, Furthermore, after strict hand washing before
and after contact with patients was reinforced by infection control personnel the occurrence of new cases
disappeared from that unit. Similarly several studies showed that hand carriage of Acinetobacter baumannii by
Health Care Workers has been implicated in outbreaks of Acinetobacter infections (Seifert et al 1996, Jawad
et al 1998, Huang et al 2002).

When cases were compared to the control group for the risk factors, no significant difference was noted
for the period of gestations, mode of delivery, birth weight or sex. But there was significant increase in the
history of antibiotic use, central venous catheter placement, total parenteral nutrition and assisted ventilation
in the cases by comparison to controls. All cases with A. baumannii infestation had a history of all these four
risk factors. Thus they can be regarded as significant factors for the development of A. baumannii septicemia.
Our findings are in agreement with Cisneros and Rodrigues that the known risk factors for A. baumannii
bacteremia are critically-ill patients admitted to an intensive care unit, invasive procedures (central venous
catheterization, mechanical ventilation, surgery) and the use of broad-spectrum antimicrobials (Cisneros and
Rodriguez-Bano 2002).

Abnormal hematological parameters are always associated with septicemia in neonates whether Gram
positive or Gram negative nosocomial infection. The parameters most commonly associated are leukocytes and
platelets (Huang et al, 2003, Haidar et al, 2010).

Zamora and Murguia, conducted a study to establish the association of leukocyte with septicemia and
found that leucopenia was the poor prognostic sign for infants, especially the preterm infants and mortality
associated with sepsis was high (Zamora-Castorena and Murguia de Sierra 1998).

In our study there was a definite decrease of mean WBC count on the day of development of septicemia
by A. baumannii (16.5x103 + 5.9x103/ cmm on day I and 14.8 x 103 + 7.8x103/ cmm on the day of infection)
and it was statistically insignificant. Case I showed slight increase of total WBCs on the day of infection
whereas cases 2, 6 & 7 showed decrease in total WBC. Cases 3 and 4 showed a marked leukocytosis on the
day of infection. Case 5 did not show any significant  difference in total WBC count. Huang et al, in their
study of outbreak of A. baumannii in NICU of a teaching hospital, showed similar result where some of the
cases showed leucopenia others showed leukocytosis (Huang et al 2002). Also large number of studies have
observed that the total leukocyte count or the total neutrophil count show no significant association with sepsis
(Akenzua et al, 1974, Haider et al 2010).

Average duration of thrombocytopenia associated with systemic bacterial infections is 6 days (Zipursky,
1978), But in our study the average duration of septicemia associated with A. baumannii was 7.5 days with
a range of 3 to 17 days in the 5 patients who were recovered and discharged. In the two cases that died during
the course of illness, thrombocytopenia persisted throughout the period of life.

In all 5 cases that were discharged after recovery, platelet count started increasing from the day when
blood cultures were negative for A. baumannii.

Thrombocytopenia remains the most common accompanying feature of systemic infection in neonates.
Mechanism responsible for it is accelerated platelet destruction due to: 1) Endothelial damage that occurs
during sepsis with platelet adhesion and aggregation or due to platelet lysis or removal of platelets by
reticuloendothelial system. 2) Decreased platelet production also been proposed as a contributing factor. 3)
Many infections are associated with DIC, a common cause of platelet consumption (Lokeshwar et al 2011).

Incidence of thrombocytopenia associated with systemic infection is ranging from 55 - 80% in neonates
(Sharon and Tatarsky, 1994, Saino et al, 1998) and many patients have thrombocytopenia without the evidence
of DIC (Sachdeva et al 2002, Lokeshwar et al., 2011).  In our study all the 7 cases developed platelet count
less than 150.000/ cmm and features of DIC. Coagulation screening tests (PT and a PTT) were abnormal in
case 1, 2, 3, 4 and 7 along with presence of schistocyte whereas in other 2 cases, schistocytes are seen in
smear along with thrombocytopenia but coagulation screening tests were within normal limit. Case VII in our
study died with multiple organ failure due to DIC. 

Conclusion:
Acinetobacter baumannii is an important cause of nosocomial infection. It most commonly occurs in

critically ill patients admitted to intensive care unit. Patients having low immunological status such as neonates,
who are premature or have prolonged hospitalization due to various reasons, are at high risk of developing
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nosocomial infection due to Acinetobacter baumannii. Use of injectible antibiotics, Central venous placement,
Total parenteral nutrition and assisted ventilation remain important risk factors. This outbreak of Acinetobacter
baumannii occurred in NICU and was probably transmitted through hands of health care workers.

Nosocomial infection by Acinetobacter baumannii lead to more or less similar type of hematological
picture as seen with other type of bacterial septicemia except for the degree & duration of thrombocytopenia
and percentage of patient showing thrombocytopenia, deranged coagulation profile and features of DIC. The
marked and persistent thrombocytopenia can be a possible indicator for A.baumannii bacteremia that needs a
proper infection control measures and stress on hand washing to prevent spreading between neonates in the
intensive care unit.
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