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Occipital lobe epilepsy secondary to Posterior
Reversible Encephalopathy Syndrome (PRES)
during a post-partum eclampsia in Mali
(West Africa)
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Abstract

Background: Eclampsia is known to cause posterior reversible encephalopathy syndrome (PRES) that is often
associated with an extensive neurovascular damage affecting preferably posterior regions, often leading to
reversible cortical blindness. In spite the magnitude of these lesions, post eclamptic symptomatic epilepsy
is rare. We therefore report a case of symptomatic occipital lobe epilepsy secondary to PRES.

Case presentation: A 39-year-old female right handed teacher who presented with headache of progressive
onset, phosphenes, rapid decline of visual acuity to blindness, vomiting, repeated generalized tonic-clonic
seizures followed by altered consciousness and very high blood pressure (HBP) of 240/120 mmHg, all of which
started about 12 hours following a normal delivery. Nine months later, the patient presented with paroxysmal
visual symptoms predominating in the right visual field followed by partial tonic clonic seizures with secondary
generalization and recurrence of partial occipital lobe seizures. The pathophysiologic mechanism of irreversible
tissue damage during PRES syndrome could result from a combination of events including the delay for early
treatment, inadequate antihypertensive drugs that could worsen the brain damage by hypo perfusion,
inadequate or delayed treatment for seizures or status epilepticus.

Conclusion: Despite its high incidence in the third world, eclampsia is not a usual cause of epilepsy. Our case is
the first description of post eclamptic occipital lobe epilepsy in Africa. With this report, we draw practitioners’
attention on this rare complication.
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Background
Eclampsia is one of the complications of high blood pres-
sure associated with pregnancy. It is an acute paroxystic
pathology characterized by seizures and altered mental
status and even coma. It remains a common disease in
sub-Saharan Africa, with an incidence estimated at 8 per
1000 new births with significant maternal and perinatal
complications due to shortcomings in the quality of care
offered to the women with this ailment [1,2]. However,
in developed countries, the incidence of eclampsia is
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between 0.2 and 0.5 per 1000 new births [3-5] and
tends to decrease due to optimized prenatal care [2,4]. In
eclampsia, neurological involvement is the most dreaded
and may consist of a posterior reversible encephalopathy
syndrome (PRES) whose reversibility is not as constant as
in the previously described by Hinchey and collaborators
in 1996 [6].
PRES is characterized clinically by the presence of head-

ache, seizures, loss of consciousness, cortical blindness
in a woman with high blood pressure in the third trimester
of pregnancy, and radiological findings in such patients
are predominantly posterior cerebral edema all of which
are reversible within three months [7].
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This clinical and radiological entity though rare is be-
coming more and more described with the contribution
of brain magnetic resonance imaging (MRI) or cerebral
computerized tomographic (CT) scan. Given the extensive
brain involvement in PRES and the fact that it has been
described to be reversible, there however can occur some
unusual situations where there is irreversible damage to
the brain, mostly related to inappropriate management
at the acute phase [7]. As such, cases of symptomatic
post-eclamptic or post-PRES epilepsy have been reported
most of which are temporal lobe epilepsies [8,9] which
is paradoxical because in PRES, though the lesions are
found in the posterior cerebral vascular topography during
the acute phase of the disease, symptomatic occipital lobe
epilepsy are rare [8].
We therefore report a case of symptomatic occipital

lobe epilepsy secondary to PRES.
Figure 1 Brain Computerized tomography showing two
bilateral hematoma of parieto-occipital region with significant
peripheral oedema.
Case presentation
A 39-year-old female right handed teacher who presented
with headache of progressive onset, phosphenes, rapid
decline of visual acuity to blindness, vomiting, repeated
generalized tonic-clonic seizures followed by altered
consciousness and very high blood pressure (HBP) of
240/120, all of which started about 12 hours following
a normal delivery. In her past obstetrical history, she is
a mother of 7 living children with unremarkable events
during her pregnancies except for similar severe headaches
that occurred a few hours following her last delivery of
twins in June 2010. Concerning her recent gestation, it is
worth noting that follow up was irregularly and at the third
trimester, she was diagnosed of moderate proteinuria and
HBP. Hypertensive encephalopathy was presumed. A
computerized tomographic (CT) scan of the brain was
immediately requested which showed bilateral symmetric
occipital hematoma with significant peripheral oedema
(Figure 1). Chest X-ray and electrocardiogram showed no
abnormality. Laboratory work-up among which complete
blood count (CBC), prothrombin time (PT), liver enzymes,
blood urea and creatinine, blood glucose level, serum
electrolytes, Thyroid Stimulating Hormone were unre-
markable. HIV 1&2 serology as well as malaria diagnostic
tests were negative. Her 24 hours proteinuria was 0.4 g.
She was admitted into the intensive care unit (ICU) and
initial treatment comprised IV Nicardipine and magnesium
sulfate. Evolution on this treatment was marked by a
fall in Blood Pressure within 6 hours to 130/90 mmHg,
subsidence of seizures and she was discharged from the
ICU to the ward after 72 hours though on there was
persistence of blindness, mental confusion and tetra-
pyramidal syndrome.
The evolution was favorable with disappearance of head-

ache, seizures, regain of visual acuity and mental status and
she was discharge home 15 days after admission. No con-
trol CT scan was done due to financial constraints.
Nine months later, she presented on the night, flashing

lights, colored and mobile spotlights, more frequent on
the right side of her visual field, followed a few minutes
later by a brief loss of consciousness and a secondary
generalization with 3 episodes of tonic clonic seizures in
one night. Ophthalmologic examination was reportedly
normal. Due to the recurrence of partial occipital lobe
seizures with secondary generalization few days later
with the frequency of 2 to 3 seizures per week she was
transferred to the neurology unit of the hospital.
On examination her blood pressure was 120/80 mm

Hg with regular pulse at 65 beats per minute and a
respiratory rate of 22 regular cycles per minute. Heart,
pulmonary and abdominal examination showed no clinical
abnormality and neurological examination was unre-
markable. Lumbar puncture for cerebrospinal fluid analysis
(CSF) was done and it showed no abnormality. Proteinuria
and other biological tests like complete blood count,
prothrombin time, liver enzymes, blood urea and creatin-
ine, blood glucose level, serum electrolytes were normal.
A CT scan was done (about 10 months after the first one)
and it showed total regression of hematoma but marked
bilateral posterior cortical atrophy predominantly on
the right (Figure 2). An electroencephalogram (EEG) was
performed immediately after a seizure and it showed
generalized slow waves and spikes and a diagnosis of



Figure 2 Brain CT-scan (March 2011): cerebral atrophy of the
right posterior region.
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epilepsy secondary to PRES was made and she was
placed on Carbamazepine 200 mg twice a day and after
six months of treatment, the patient became seizure
free and was able to resume her work.

Discussion
The rationale behind our reporting this case lies in the
sequence and unusual nature of events whereby clinically,
at the beginning of Posterior Reversible Encephalopathy
Syndrome (PRES) there is cortical blindness, radiological
finding of bilateral occipital hematoma at the acute phase
then its evolution to cortical atrophy in the chronic phase
and subsequently the occurrence of late symptomatic
occipital lobe epilepsy secondary to vascular sequelae.
Despite the high incidence of eclampsia in Africa [2], we

did not find in the literature any reference on symptomatic
occipital lobe epilepsy secondary to this disease which
is well described in our context.
In this case, evidence for a PRES were: postpartum

eclampsia with encephalopathy and seizures, occipital
localization of the lesions on CT-scan and reversibility
of the disorders [6,10].
Cortical blindness presented by our patient has been

reported in the literature. Cunningham and collaborators
have reported 15 women with a reversible cortical blind-
ness related to eclampsia during 14 years [11], and in
the series by Hinchey and collaborators, out of 15 women,
3 had eclampsia, and 9 patients had visual disturbances
[6]. It is unusual that this blindness has an excellent
prognosis, with full recovery of visual acuity. From a
pathophysiology perspective, the blindness is linked to
vasogenic edema and not vasospasm and so its revers-
ibility is linked to the resolution of edema [12].
The occipital lobe epilepsy secondary to eclampsia that

we found is exceptional. Till date, two patients with
occipital lobe epilepsy post eclampsia have been reported
[8] but contrary to our observation, initial brain CT
imaging was normal in these two patients as reported
by Plazzi and collaborators [8].
The pathophysiologic mechanism of irreversible tissue

damage during PRES syndrome is not clear in the litera-
ture. The irreversible damage that we found in our patient
could result from a combination of events including: delay
in early treatment, inadequate anti-hypertensive drugs
that could worsen the brain damage by hypoperfusion,
inadequate or delayed treatment for seizures or status
epilepticus [7,8,13,14].
The anticonvulsant treatment of choice for the man-

agement of PRES secondary to eclampsia, is magnesium
sulfate. Indeed, a multicenter trial [15], including 1680
eclamptic patients showed clearly the superiority of mag-
nesium sulfate compared to diazepam and phenytoin in
the prevention of seizures. In addition, its anti-edematous
effect, higher than that of mannitol during PRES is known
[16]. Also, a rapid decrease in serum magnesium seems to
contemporarily trigger PRES. In the absence of controlled
trial, treatment with magnesium sulfate is still elective and
in the course of this treatment serum monitoring should
be systematically done in cases of PRES. However, the
effectiveness of magnesium sulfate in preventing eclampsia
in patients with preeclampsia remains controversial [17].
The use of magnesium sulfate, however, raises the

problem of the choice of antihypertensive drugs. Their
association with injectable calcium channel blockers,
generally accepted as the treatment of choice for the
management of high blood pressure at the acute phase
of stroke [18], involves a risk of aggravation: the effect
of calcium channel blockers may be potentiated by mag-
nesium sulfate, then causing a drop in blood pressure with
an increase risk of acute brain damage thus, a risk of irre-
versible sequelae [8,17].
In this case report, an analysis of different stages of the

management shows a significant drop in blood pressure
(BP) during the acute phase. Indeed, the association of
maximum doses of magnesium sulfate and nicardipine
resulted in a sharp fall in BP to less than 50% the original
figures in less than 6 hours. This potentially damaging
attitude is known to aggravate brain lesions, with onset
of irreversible damage which potentially could be epi-
leptogenic [7,8,17].
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According to his initial description, PRES classically
causes reversible damage. However, patient care is not
accurate (delayed diagnosis, inappropriate management
of BP and or seizures), irreversible sequelae may alter
the course of the disease.
The relationship between hypertensive encephalopathy,

PRES and symptomatic epilepsy must be confirmed by
longitudinal studies [7].

Conclusion
Eclampsia is still common in developing countries, despite
improvement in the management of pregnancy in many
countries. This condition may be responsible for PRES,
inducing neurovascular lesions typically reversible but
delayed diagnosis and/or inadequate management at the
initial phase can induce irreversible neurological sequelae
which could be potentially epileptogenic. Therefore clini-
cians’ awareness to possible occurrence of symptomatic
occipital lobe epilepsy as sequelae is important. The early
diagnosis of PRES as well as optimal management of its
acute phase is sine qua non to its reversibility.

Inform consent
A written informed consent was obtained from the patient
for publication of this case report and any accompanying
images. A copy of the written consent is available for
review by the Editor of this journal.

Competing interests
The authors declared that they have no competing interests.

Authors’ contributions
MY conceived of the study, and participated in its design and coordination
and helped to draft the manuscript. KTC and NC have made substantial
contributions to conception and design; have been involved in drafting the
manuscript. All authors read and approved the final manuscript.

Acknowledgements
The authors thank Dr TEMFACK Elvis for his contribution on copyediting the
manuscript.

Source of funding
The authors declare they had no funding for the conception, design,
acquisition of data, and in drafting this manuscript.

Author details
1Neurology Department, CHU Gabriel Touré, Bamako, Mali and Faculty of
Medicine pharmacy and Odonto-stomatology, University of Bamako, Bamako,
Mali. 2Neurology Department, Douala Laquintinie Hospital and Faculty of
Medicine and Biomedical Sciences, University of Yaoundé I, Yaoundé,
Cameroon. 3Neurology Department, CHU Yalgado Ouédraogo,
Ouagadougou, Burkina Faso and Faculty of Medicine, Ouagadougou,
Burkina Faso.

Received: 21 January 2013 Accepted: 12 August 2013
Published: 13 August 2013

References
1. Moodlev J, National Committee on Confidential Enquiries into Maternal

Deaths, National Département of Health, South Africa: Maternal deaths
associated with hypertension in South Africa: lessons to learn from the
Saving Mothers report, 2005–2007. Cardiovasc 2011, 22:31–35.
2. Bergström S, Povey G, Singaire F, Ching C: Seasonal incidence of
eclampsia in Mozambique. J Perinat Med 1992, 20:153–158.

3. Douglas KA, Redman CWG: Eclampsia in the United Kingdom.
Br Med J 1994, 309:1395–1400.

4. Hutcheon JA, Lisonkova S, Joseph KS: Epidemiology of pre-eclampsia and
the other hypertensive disorders of pregnancy. Best Pract Res Clin Obstet
Gynaecol 2011, 25:391–403.

5. Sidorov EV, Feng W, Caplan LR: Stroke in pregnant and postpartum
women. Expert Rev Cardiovasc Ther 2011, 9:1235–1247.

6. Hinchey J, Chaves C, Appignani B, Breen J, Poa L, Wang A, Pessin MS, Lamy C,
Mas JL, Caplan LR: A reversible posterior leukoencephalopathy syndrome.
N Engl J Med 1996, 334(8):494–500.

7. Striano P, Strano S, Tortora F, De Robertis E, Palumbo D, Elefante A, Servillo G:
Clinical spectrum and critical care management of Posterior Reversible
Encephalopathy Syndrome (PRES). Med Sci Monit 2005, 11:CR549–CR553.

8. Plazzi G, Tinuper P, Cerullo A, Provini F, Lugaresi E: Occipital lobe epilepsy:
a chronic condition related to transient occipital lobe involvement in
eclampsia. Epilepsia 1994, 35:644–647.

9. Lawn N, Laich E, Ho S, Martin R, Faught E, Knowlton R, Morawetz R,
Kuzniecky R: Eclampsia, hippocampal sclerosis and temporal lobe
epilepsy. Accident or Association? Neurology 2004, 62:1352–1356.

10. Lee VH, Wijdicks EF, Manno EM, Rabinstein AA: Clinical spectrum of
reversible posterior leukoencephalopathy syndrome. Arch Neurol 2008,
65:205–210.

11. Cunningham FG, Fernandez CO, Hernandez C: Blindness associated with
preeclampsia and eclampsia. Am J Obstet Gynecol 1995, 172:1291–1298.

12. Do DV, Rismondo V, Nguyen QD: Reversible cortical blindness in
preeclampsia. Am J Ophthalmol 2002, 134:916–918.

13. Servillo G, Bifulco F, De Robertis E, Piazza O, Striano P, Tortora F, Striano S,
Tufano R: Posterior reversible encephalopathy syndrome in intensive
care medicine. Intensive Care Med 2007, 33:230–236.

14. Ehtisham S, Hashmi HA: Posterior reversible encephalopathy syndrome.
J Coll Physicians Surg Pak 2012, 22:398–400.

15. Collaborative Eclampsia Trial: Which anticonvulsivant for women with
eclampsia? Lancet 1995, 345:1455–1463.

16. Demir BC, Ozerkan K, Ozbek SE, Yildirim Ervilmaz N, Ocakoglu G:
Comparison of magnesium sulfate and mannitol in treatment of
eclamptic women with posterior reversible encephalopathy syndrome.
Arch Gynecol Obstet 2012, 286:287–293.

17. Waisman GD, Mayeorga LM, Camera MI, Vignolo CA, Martinotti A:
Magnesium and Nifédipine: potentiation of hypotensive effect in
preeclampsia? Am J Obstet Gynaecol 1998, 159:308–9.

18. European Stroke Organisation (ESO) Executive Committee; ESO Writin
Committee: Guidelines for management of ischaemic stroke and
transient ischaemic attack. Cerebrovasc Dis 2008, 25:457–507.

doi:10.1186/1756-0500-6-321
Cite this article as: Youssoufa et al.: Occipital lobe epilepsy secondary to
Posterior Reversible Encephalopathy Syndrome (PRES) during a post-
partum eclampsia in Mali (West Africa). BMC Research Notes 2013 6:321.
Submit your next manuscript to BioMed Central
and take full advantage of: 

• Convenient online submission

• Thorough peer review

• No space constraints or color figure charges

• Immediate publication on acceptance

• Inclusion in PubMed, CAS, Scopus and Google Scholar

• Research which is freely available for redistribution

Submit your manuscript at 
www.biomedcentral.com/submit


	Abstract
	Background
	Case presentation
	Conclusion

	Background
	Case presentation

	Discussion
	Conclusion
	Inform consent

	Competing interests
	Authors’ contributions
	Source of funding
	Author details
	References


<<
  /ASCII85EncodePages false
  /AllowTransparency false
  /AutoPositionEPSFiles true
  /AutoRotatePages /PageByPage
  /Binding /Left
  /CalGrayProfile (Dot Gain 20%)
  /CalRGBProfile (sRGB IEC61966-2.1)
  /CalCMYKProfile (U.S. Web Coated \050SWOP\051 v2)
  /sRGBProfile (sRGB IEC61966-2.1)
  /CannotEmbedFontPolicy /Error
  /CompatibilityLevel 1.4
  /CompressObjects /Tags
  /CompressPages true
  /ConvertImagesToIndexed true
  /PassThroughJPEGImages true
  /CreateJobTicket false
  /DefaultRenderingIntent /Default
  /DetectBlends true
  /DetectCurves 0.1000
  /ColorConversionStrategy /LeaveColorUnchanged
  /DoThumbnails true
  /EmbedAllFonts true
  /EmbedOpenType false
  /ParseICCProfilesInComments true
  /EmbedJobOptions true
  /DSCReportingLevel 0
  /EmitDSCWarnings false
  /EndPage -1
  /ImageMemory 1048576
  /LockDistillerParams true
  /MaxSubsetPct 100
  /Optimize true
  /OPM 1
  /ParseDSCComments true
  /ParseDSCCommentsForDocInfo true
  /PreserveCopyPage true
  /PreserveDICMYKValues true
  /PreserveEPSInfo true
  /PreserveFlatness true
  /PreserveHalftoneInfo false
  /PreserveOPIComments false
  /PreserveOverprintSettings true
  /StartPage 1
  /SubsetFonts true
  /TransferFunctionInfo /Apply
  /UCRandBGInfo /Preserve
  /UsePrologue false
  /ColorSettingsFile ()
  /AlwaysEmbed [ true
  ]
  /NeverEmbed [ true
  ]
  /AntiAliasColorImages false
  /CropColorImages true
  /ColorImageMinResolution 300
  /ColorImageMinResolutionPolicy /OK
  /DownsampleColorImages true
  /ColorImageDownsampleType /Bicubic
  /ColorImageResolution 300
  /ColorImageDepth -1
  /ColorImageMinDownsampleDepth 1
  /ColorImageDownsampleThreshold 1.50000
  /EncodeColorImages true
  /ColorImageFilter /DCTEncode
  /AutoFilterColorImages true
  /ColorImageAutoFilterStrategy /JPEG
  /ColorACSImageDict <<
    /QFactor 0.15
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /ColorImageDict <<
    /QFactor 0.15
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /JPEG2000ColorACSImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /JPEG2000ColorImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /AntiAliasGrayImages false
  /CropGrayImages true
  /GrayImageMinResolution 300
  /GrayImageMinResolutionPolicy /OK
  /DownsampleGrayImages true
  /GrayImageDownsampleType /Bicubic
  /GrayImageResolution 300
  /GrayImageDepth -1
  /GrayImageMinDownsampleDepth 2
  /GrayImageDownsampleThreshold 1.50000
  /EncodeGrayImages true
  /GrayImageFilter /DCTEncode
  /AutoFilterGrayImages true
  /GrayImageAutoFilterStrategy /JPEG
  /GrayACSImageDict <<
    /QFactor 0.15
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /GrayImageDict <<
    /QFactor 0.15
    /HSamples [1 1 1 1] /VSamples [1 1 1 1]
  >>
  /JPEG2000GrayACSImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /JPEG2000GrayImageDict <<
    /TileWidth 256
    /TileHeight 256
    /Quality 30
  >>
  /AntiAliasMonoImages false
  /CropMonoImages true
  /MonoImageMinResolution 1200
  /MonoImageMinResolutionPolicy /OK
  /DownsampleMonoImages true
  /MonoImageDownsampleType /Bicubic
  /MonoImageResolution 1200
  /MonoImageDepth -1
  /MonoImageDownsampleThreshold 1.50000
  /EncodeMonoImages true
  /MonoImageFilter /CCITTFaxEncode
  /MonoImageDict <<
    /K -1
  >>
  /AllowPSXObjects false
  /CheckCompliance [
    /None
  ]
  /PDFX1aCheck false
  /PDFX3Check false
  /PDFXCompliantPDFOnly false
  /PDFXNoTrimBoxError true
  /PDFXTrimBoxToMediaBoxOffset [
    0.00000
    0.00000
    0.00000
    0.00000
  ]
  /PDFXSetBleedBoxToMediaBox true
  /PDFXBleedBoxToTrimBoxOffset [
    0.00000
    0.00000
    0.00000
    0.00000
  ]
  /PDFXOutputIntentProfile (None)
  /PDFXOutputConditionIdentifier ()
  /PDFXOutputCondition ()
  /PDFXRegistryName ()
  /PDFXTrapped /False

  /CreateJDFFile false
  /Description <<

    /BGR <>
    /CHS <FEFF4f7f75288fd94e9b8bbe5b9a521b5efa7684002000500044004600206587686353ef901a8fc7684c976262535370673a548c002000700072006f006f00660065007200208fdb884c9ad88d2891cf62535370300260a853ef4ee54f7f75280020004100630072006f0062006100740020548c002000410064006f00620065002000520065006100640065007200200035002e003000204ee553ca66f49ad87248672c676562535f00521b5efa768400200050004400460020658768633002>
    /CHT <FEFF4f7f752890194e9b8a2d7f6e5efa7acb7684002000410064006f006200650020005000440046002065874ef653ef5728684c9762537088686a5f548c002000700072006f006f00660065007200204e0a73725f979ad854c18cea7684521753706548679c300260a853ef4ee54f7f75280020004100630072006f0062006100740020548c002000410064006f00620065002000520065006100640065007200200035002e003000204ee553ca66f49ad87248672c4f86958b555f5df25efa7acb76840020005000440046002065874ef63002>
    /CZE <>
    /DAN <>
    /DEU <>
    /ESP <>
    /ETI <>
    /FRA <>
    /GRE <>

    /HRV <>
    /HUN <>
    /ITA <>
    /JPN <>
    /KOR <FEFFc7740020c124c815c7440020c0acc6a9d558c5ec0020b370c2a4d06cd0d10020d504b9b0d1300020bc0f0020ad50c815ae30c5d0c11c0020ace0d488c9c8b85c0020c778c1c4d560002000410064006f0062006500200050004400460020bb38c11cb97c0020c791c131d569b2c8b2e4002e0020c774b807ac8c0020c791c131b41c00200050004400460020bb38c11cb2940020004100630072006f0062006100740020bc0f002000410064006f00620065002000520065006100640065007200200035002e00300020c774c0c1c5d0c11c0020c5f40020c2180020c788c2b5b2c8b2e4002e>
    /LTH <>
    /LVI <>
    /NLD (Gebruik deze instellingen om Adobe PDF-documenten te maken voor kwaliteitsafdrukken op desktopprinters en proofers. De gemaakte PDF-documenten kunnen worden geopend met Acrobat en Adobe Reader 5.0 en hoger.)
    /NOR <>
    /POL <>
    /PTB <>
    /RUM <>
    /RUS <>
    /SKY <>
    /SLV <>
    /SUO <>
    /SVE <>
    /TUR <>
    /UKR <>
    /ENU (Use these settings to create Adobe PDF documents for quality printing on desktop printers and proofers.  Created PDF documents can be opened with Acrobat and Adobe Reader 5.0 and later.)
  >>
  /Namespace [
    (Adobe)
    (Common)
    (1.0)
  ]
  /OtherNamespaces [
    <<
      /AsReaderSpreads false
      /CropImagesToFrames true
      /ErrorControl /WarnAndContinue
      /FlattenerIgnoreSpreadOverrides false
      /IncludeGuidesGrids false
      /IncludeNonPrinting false
      /IncludeSlug false
      /Namespace [
        (Adobe)
        (InDesign)
        (4.0)
      ]
      /OmitPlacedBitmaps false
      /OmitPlacedEPS false
      /OmitPlacedPDF false
      /SimulateOverprint /Legacy
    >>
    <<
      /AddBleedMarks false
      /AddColorBars false
      /AddCropMarks false
      /AddPageInfo false
      /AddRegMarks false
      /ConvertColors /NoConversion
      /DestinationProfileName ()
      /DestinationProfileSelector /NA
      /Downsample16BitImages true
      /FlattenerPreset <<
        /PresetSelector /MediumResolution
      >>
      /FormElements false
      /GenerateStructure true
      /IncludeBookmarks false
      /IncludeHyperlinks false
      /IncludeInteractive false
      /IncludeLayers false
      /IncludeProfiles true
      /MultimediaHandling /UseObjectSettings
      /Namespace [
        (Adobe)
        (CreativeSuite)
        (2.0)
      ]
      /PDFXOutputIntentProfileSelector /NA
      /PreserveEditing true
      /UntaggedCMYKHandling /LeaveUntagged
      /UntaggedRGBHandling /LeaveUntagged
      /UseDocumentBleed false
    >>
  ]
>> setdistillerparams
<<
  /HWResolution [2400 2400]
  /PageSize [595.440 793.440]
>> setpagedevice


