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Abstract
We report a case of autoimmune gastritis (AIG) in which gastric mucosal atrophy improved with
Helicobacter pylori eradication. Based on endoscopic findings (advanced gastric atrophy with
vascular visibility and diffuse redness in remnant oxyntic mucosa), a woman in her 40s was
suspected of having AIG coexisting with an active H. pylori infection. This was confirmed by a
positive anti-parietal cell antibody (PCA, 1:160), an elevated serum gastrin level (638 pg/mL), and
positive anti-H. pylori antibody (Hp Ab, 15.5 U/mL) and H. pylori stool antigen tests. Seven
months after eradication, reduced vascular visibility and disappearance of diffuse redness on
endoscopy and reduced PCA (1:40) and Hp Ab (5.1 U/mL) titers were observed, although
histopathological findings (basal-predominant lymphocytic infiltration, destruction of parietal
and chief cells, pseudopyloric metaplasia, and enterochromaffin-like cell hyperplasia) were
consistent with AIG. Endoscopy 26 months after eradication showed further improvement in
atrophic findings in the gastric corpus and histopathological recovery of parietal and chief cells
in fundic glands. Serum gastrin levels returned to normal (64 pg/mL), and the PCA titer fell
further (1:20).

© 2023 The Author(s)

Published by S. Karger AG, Basel

Introduction

Autoimmune gastritis (AIG), a type of chronic atrophic gastritis, is characterized by
immune-mediated inflammation that progressively destroys the parietal cells in fundic
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glands.Helicobacter pylori infection is one possible cause of AIG [1–4]; indeed, gastric atrophy
improves after bacteria eradication in patients with H. pylori-positive AIG [5–7]. However, an
experimental murine AIG model reported contrary findings, in which H. pylori infection
suppressed development of AIG [8], and a recent case report suggested that AIG progressed
after H. pylori eradication [9]. Here, we report a case of H. pylori-positive AIG in which re-
gression of AIG after eradication therapy was detected on endoscopy, resulting in improved
histopathological findings and serological markers.

Case Report

A woman in her 40s visited our hospital for further examination of microcytic anemia
(red blood cell count, 3.93 × 106/µL; hemoglobin, 8.1 g/dL; mean corpuscular volume, 68.7
fL) and underwent esophagogastroduodenoscopy (EGD) in March 2019. Serum iron (11 μg/
dL) and ferritin (7 ng/mL) levels were low, but vitamin B12 (431 pg/mL) was normal. The
patient had never taken a proton-pump inhibitor. EGD showed extensive mucosal atrophy
with marked vascular visibility in the entire area of the corpus except for the fornix, in which
remnant oxyntic mucosa with diffuse redness and pseudopolyp-like lesions were observed
(Fig. 1). The antrumwas slightly atrophic. She was suspected of having AIG coexisting with an
active H. pylori infection. This was confirmed by a strongly positive (1:160) anti-parietal cell
antibody (PCA) test (indirect immunofluorescence method) and serum anti-H. pylori antibody
(15.5 U/mL, enzyme immunoassay method) and H. pylori stool antigen (enzyme
immunoassay method) tests; serum gastrin levels (radioimmunoassay method) were high
(638 pg/mL) (Table 1). She received oral iron supplementation and eradication therapy for
H. pylori.

In January 2020 (7 months after eradication therapy), another EGD showed reduced
vascular visibility in the greater curvature of the middle to upper corpus (Fig. 2a), in
addition to disappearance of diffuse redness in the fornix. PCA titers had decreased but
remained positive (1:40) (Table 1). A biopsy specimen taken from the greater curvature of
the middle corpus revealed basal-predominant dense lymphocytic infiltration of the
lamina propria, resulting in obscured architecture of the fundic glands (Fig. 2b). De-
generation and pseudohypertrophy of parietal cells, a decrease in the number of chief
cells, and foveolar hyperplasia were observed. Neither neutrophil infiltration nor in-
testinal metaplasia was observed. Degeneration of parietal cells and destruction of chief
cells were illustrated by immunostaining for H+/K+-ATPase and pepsinogen I (PGI) (Fig.
2c, d). PGI-positive/MUC6-positive pseudopyloric metaplasia was observed (Fig. 2d, e).
Linear hyperplasia of enterochromaffin-like cells was demonstrated by chromogranin A
immunostaining (Fig. 2f). These serological and histopathological findings indicated that
AIG persisted. Successful eradication was confirmed by a decrease in the serum anti-H.
pylori antibody (5.1 U/mL) titer and the absence of H. pylori on immunohistochemical
staining of a biopsy specimen.

Follow-up EGDs and serological tests were conducted in December 2020 and August
2021. PCA titers had declined further (1:20 and 1:20, respectively), and serum gastrin levels
returned to normal (68 pg/mL and 64 pg/mL, respectively) (Table 1). EGDs showed reduced
gastric atrophy in the greater curvature of the middle to upper corpus (Fig. 3a). A follow-up
biopsy from the greater curvature of the middle corpus was performed in August 2021,
26 months post eradication. Recovery of the architecture of the fundic glands and regression
of lymphocytic infiltration were revealed (Fig. 3b). Parietal and chief cells had recovered, as
demonstrated by immunostaining for H+/K+-ATPase and PGI (Fig. 3c, d). PGI-negative/MUC6-
positive pyloric metaplasia was observed (Fig. 3d, e). Chromogranin A immunostaining
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revealed reduced enterochromaffin-like cell hyperplasia (Fig. 3f). Neither intestinal meta-
plasia nor pancreatic acinar metaplasia was detected. These findings indicated that regression
of gastric atrophy associated with AIG and partial recovery of fundic glands were ongoing
after H. pylori eradication.

Discussion

The first EGD in 2019 showed corpus-predominant advanced gastric atrophy and diffuse
redness in the remnant oxyntic mucosa. Diagnosis of AIG was confirmed by the high PCA titer
and hypergastrinemia. A diagnosis of active H. pylori infection was made based on positivity
for serum anti-H. pylori antibodies and stool H. pylori antigen. Regression of AIG after
eradication was indicated by improvement of gastric atrophy on follow-up EGDs and evi-
denced by histopathological recovery of the fundic glands, as well as reduced PCA titers and
serum gastrin levels (Table 1).

A majority of AIG patients are infected with H. pylori before the development of
gastric atrophy, and AIG progression is accompanied by a decrease or disappearance of
H. pylori [10, 11]. However, the detection of AIG with ongoing gastric atrophy in a back-
ground of active H. pylori gastritis is difficult, as reported in a previous case report [12].
In our case, it is possible that AIG, initially masked by active H. pylori gastritis, progressed
and only became noticeable at presentation, although there are insufficient data to
confirm this.

a b

c d

Fig. 1. Endoscopic findings in March 2019 show mucosal atrophy with vascular visibility in the greater and
lesser curvature of the corpus (a, b), remnant oxyntic mucosa with diffuse redness and pseudopolyp-like
lesions in the fornix (c), and mild atrophy in the antrum (d).
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Table 1. Time course of laboratory
findings

Mar 2019 Jan 2020 Dec 2020 Aug 2021

PCA (1:X) 160 40 20 20

Gastrin, pg/mL 638 68 64

Hp Ab, U/mL 15.5 5.1

Hp SA (+)

UBT, ‰ 1.3

Tg Ab, U/mL <10.0

TPO Ab, U/mL 12.5

PCA, anti-parietal cell antibody (X < 10); Hp SA, Heli-
cobacter pylori stool antigen test; Hp Ab, anti-Helicobacter
pylori antibody (<10 U/mL); UBT, 13C-urea breath test
(<2.5‰); Tg Ab, anti-thyroglobulin antibody (<28.0 U/mL);
TPO Ab, antithyroid peroxidase antibody (<16.0 U/mL).

Gastrin (42–200 pg/mL).

a b c

d e f

Fig. 2. Endoscopic and histopathological findings in January 2020. a Endoscopic findings in the greater
curvature of the middle corpus show reduced vascular visibility. b Hematoxylin and eosin (H&E)
staining (×200) shows basal-predominant dense lymphocytic infiltration, foveolar hyperplasia,
remaining fundic glands with decreased numbers of parietal and chief cells, and parietal cell pseu-
dohypertrophy (black arrow). Immunostaining for H+/K+-ATPase (c), PGI (d), and MUC6 (e) (×200)
shows degeneration of remaining parietal cells (c), destruction of chief cells (d), and PGI-positive/
MUC6-positive pseudopyloric metaplasia (red arrow) (d, e). f Chromogranin A immunostaining (×200)
shows linear hyperplasia of ECL cells (yellow arrows). ECL, enterochromaffin-like.
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Conflicting results have been presented regarding the effects of H. pylori eradication
on H. pylori-positive AIG. One study reported that eradication led to healing of active
gastritis in 80% of patients with non-atrophic H. pylori-positive AIG [5], whereas a
previous case report showed rapid progression of gastric atrophy after eradication in a
patient with H. pylori-positive AIG [9], supporting a hypothesis that H. pylori infection
inhibits development of AIG (based on experimental data from a murine model) [8].
Another case report showed that early-stage AIG appeared after eradication of H. pylori
in a patient with active H. pylori gastritis [12]. Other studies reported reversal of gastric
atrophy after eradication in 20% of patients with H. pylori-positive AIG, while gastric
atrophy was persistent at long-term follow-up in the remaining 80% [6, 7]. The presence
of mild atrophy and moderate-severe inflammation and the absence of intestinal
metaplasia are histopathological factors predictive of improvement of gastric atrophy
[7]. Histopathological findings from the first biopsy in our case showed these predictive
factors.

There are two types of pyloric gland-like metaplasia that occur to compensate for oxyntic
mucosal damage in chronic atrophic gastritis, such as H. pylori gastritis and AIG [13, 14],
namely, PGI-positive/MUC6-positive pseudopyloric and PGI-negative/MUC6-positive pyloric

a b c

d e f

Fig. 3. Endoscopic and histopathological findings in August 2021. a Endoscopic findings in the greater
curvature of the middle corpus show improved gastric atrophy. b H&E staining (×200) shows regression
of lymphocytic infiltration and recovery of fundic glands. Immunostaining for H+/K+-ATPase (c) and
PGI (d) (×200) shows recovery of parietal and chief cells. d, e Immunostaining for MUC6 (×200) shows
PGI-negative/MUC6-positive pyloric metaplasia (red circle). f Chromogranin A immunostaining (×200)
shows linear hyperplasia of ECL cells (yellow arrow). ECL, enterochromaffin-like.
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metaplasia. Both types are characteristic features of AIG with advanced gastric atrophy. A few
glands with pyloric gland-like metaplasia were observed in our case (Fig. 2, 3), suggesting
regression of gastric atrophy after H. pylori eradication.

AIG is associated with an increased risk for two types of gastric neoplasm: ade-
nocarcinoma and neuroendocrine tumor. Regarding gastric cancer in AIG, cancer risk is
restricted to those with histologically high-risk stages of gastritis and is associated
mainly with previous or current H. pylori infection [15, 16]. From the viewpoint of
cancer prevention, it would be of great clinical importance to accurately identify AIG
patients with active H. pylori infection before progression of gastric atrophy and to
evaluate their histopathological findings after eradication. Patients with persistent
gastric atrophy after eradication, along with intestinal metaplasia, should receive
endoscopic surveillance.

In conclusion, endoscopic, serological, and histopathological findings demonstrated
regression of gastric atrophy following eradication in a patient with AIG coexisting with active
H. pylori infection. An accumulation of similar cases would help to clarify the exact link
between active H. pylori infection and development of AIG. Follow-up of such cases would
provide further information about the long-term effects of eradication on cancer risk in
patients with AIG. The CARE Checklist has been completed by the authors for this case report,
attached as supplementary material (for all online suppl. material, see www.karger.com/doi/
10.1159/000528388).

Acknowledgments

The authors would like to thank Patrick Hughes (Bioedit Limited) for language editing.

Statement of Ethics

The study complies with the provisions of the Declaration of Helsinki. Informed written
consent was obtained from the patient prior to publication of the report and any accom-
panying images. The study protocol was reviewed, and the need for approval was waived by
the Ethics Committee of the Uji-Tokushukai Medical Center.

Conflict of Interest Statement

The authors have no conflicts of interest to declare.

Funding Sources

The authors declare that there were no funding sources for this study.

Author Contributions

T.K. wrote the draft of this manuscript. Y.N. and T.K. acquired the data. R.K. analyzed the
pathological findings. K.H. supervised the case report. All the authors have read and approved
the final version of the manuscript.

Case Reports in
Gastroenterology

Case Rep Gastroenterol 2023;17:34–40 39
DOI: 10.1159/000528388 © 2023 The Author(s). Published by S. Karger AG, Basel

www.karger.com/crg

Kotera et al.: Regression of Autoimmune Gastritis after H. pylori Eradication

http://www.karger.com/doi/10.1159/000528388
http://www.karger.com/doi/10.1159/000528388
https://www.karger.com/crg
https://www.karger.com/crg
https://doi.org/10.1159/000528388
https://www.karger.com/crg


Data Availability Statement

All data analyzed during the study are included in this article. Inquiries can be sent to the
corresponding author.

References

1 Annibale B, Negrini R, Caruana P, Lahner E, Grossi C, Bordi C, et al. Two-thirds of atrophic body glastritis
patients have evidence of Helicobacter pylori infection. Helicobacter. 2001 Sep;6(3):225–33.

2 Amedei A, Bergman MP, Appelmelk BJ, Azzurri A, Benagiano M, Tamburini C, et al. Molecular mimicry between
Helicobacter pylori antigens and H+, K+ –adenosine triphosphatase in human gastric autoimmunity. J ExpMed.
2003 Oct 20;198(8):1147–56.

3 BergmanMP, Vandenbroucke-Grauls CM, Appelmelk BJ, D’Elios MM, Amedei A, Azzurri A, et al. The story so far:
Helicobacter pylori and gastric autoimmunity. Int Rev Immunol. 2005 Jan–Apr;24(1–2):63–91.

4 Veijola LI, Oksanen AM, Sipponen PI, Rautelin HI. Association of autoimmune type atrophic corpus gastritis
with Helicobacter pylori infection. World J Gastroenterol. 2010 Jan 7;16(1):83–8.

5 Müller H, Rappel S, Wündisch T, Bayerdörffer E, Stolte M. Healing of active, non-atrophic autoimmune gastritis
by H. pylori eradication. Digestion. 2001;64(1):30–9.

6 Annibale B, Di Giulio E, Caruana P, Lahner E, Capurso G, Bordi C, et al. The long-term effects of cure of
Helicobacter pylori infection on patients with atrophic body gastritis. Aliment Pharmacol Ther. 2002 Oct;
16(10):1723–31.

7 Vannella L, Lahner E, Bordi C, Pilozzi E, Di Giulio E, Corleto VD, et al. Reversal of atrophic body gastritis after
H. Pylori eradication at long-term follow-up. Dig Liver Dis. 2011 Apr;43(4):295–9.

8 Ohana M, Okazaki K, Oshima C, Kawasaki K, Fukui T, Tamaki H, et al. Inhibitory effects of Helicobacter pylori
infection on murine autoimmune gastritis. Gut. 2003 Aug;52(8):1102–10.

9 Sumi N, Haruma K, Urata N, Tanikawa T, Nakamura J, Suehiro M, et al. Autoimmune gastritis with rapid
development of corporal atrophy found after H. pylori eradication therapy, report of a case (in Japanese,
Abstract in English). Stomach and Intestine. 2019 Jun;54(7):1053–7.

10 Valle J, Kekki M, Sipponen P, Ihamäki T, Siurala M. Long-term course and consequences of Helicobacter pylori
gastritis. Results of a 32-year follow-up study. Scand J Gastroenterol. 1996 Jun;31(6):546–50.

11 Annibale B, Negrini R, Caruana P, Lahner E, Grossi C, Bordi C, et al. Two-thirds of atrophic body gastritis
patients have evidence of Helicobacter pylori infection. Helicobacter. 2001 Sep;6(3):225–33.

12 Kotera T, Yoshioka U, Takemoto T, Kushima R, Haruma K. Evolving autoimmune gastritis initially hidden by
active Helicobacter pylori gastritis. Case Rep Gastroenterol. 2022 Mar 1;16(1):103–9.

13 Wada Y, Kushima R, Kodama M, Fukuda M, Fukuda K, Okamoto K, et al. Histological changes associated with
pyloric and pseudopyloric metaplasia after Helicobacter pylori eradication. Virchows Arch. 2020 Oct;477(4):
489–96.

14 Wada Y, Nakajima S, Kushima R, Takemura S, Mori N, Hasegawa H, et al. Pyloric, pseudopyloric, and spas-
molytic polypeptide-expressing metaplasias in autoimmune gastritis: A case series of 22 Japanese patients.
Virchows Arch. 2021 Jul;479(1):169–78.

15 RuggeM, FassanM, Pizzi M, Zorzetto V, Maddalo G, Realdon S, et al. Autoimmune gastritis: histology phenotype
and OLGA staging. Aliment Pharmacol Ther. 2012 Jun;35(12):1460–6.

16 Rugge M, Bricca L, Guzzinati S, Sacchi D, Pizzi M, Savarino E, et al. Autoimmune gastritis: long-term natural
history in naïve Helicobacter pylori-negative patients. Gut. 2022 Jun 30:gutjnl-2022–327827.

Case Reports in
Gastroenterology

Case Rep Gastroenterol 2023;17:34–40 40
DOI: 10.1159/000528388 © 2023 The Author(s). Published by S. Karger AG, Basel

www.karger.com/crg

Kotera et al.: Regression of Autoimmune Gastritis after H. pylori Eradication

https://www.karger.com/Article/FullText/528388?ref=1#ref1
https://www.karger.com/Article/FullText/528388?ref=2#ref2
https://www.karger.com/Article/FullText/528388?ref=3#ref3
https://www.karger.com/Article/FullText/528388?ref=4#ref4
https://www.karger.com/Article/FullText/528388?ref=5#ref5
https://www.karger.com/Article/FullText/528388?ref=6#ref6
https://www.karger.com/Article/FullText/528388?ref=7#ref7
https://www.karger.com/Article/FullText/528388?ref=8#ref8
https://www.karger.com/Article/FullText/528388?ref=9#ref9
https://www.karger.com/Article/FullText/528388?ref=10#ref10
https://www.karger.com/Article/FullText/528388?ref=11#ref11
https://www.karger.com/Article/FullText/528388?ref=12#ref12
https://www.karger.com/Article/FullText/528388?ref=13#ref13
https://www.karger.com/Article/FullText/528388?ref=14#ref14
https://www.karger.com/Article/FullText/528388?ref=15#ref15
https://www.karger.com/Article/FullText/528388?ref=16#ref16
https://www.karger.com/crg
https://www.karger.com/crg
https://doi.org/10.1159/000528388
https://www.karger.com/crg

	Regression of Autoimmune Gastritis after Eradication of Helicobacter pylori
	Introduction
	Case Report
	Discussion
	Acknowledgments
	Statement of Ethics
	Conflict of Interest Statement
	Funding Sources
	Author Contributions
	Data Availability Statement
	References



<<
  /ASCII85EncodePages false
  /AllowTransparency false
  /AutoPositionEPSFiles true
  /AutoRotatePages /None
  /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
  /CreateJDFFile false
  /CreateJobTicket false
  /DefaultRenderingIntent /Default
  /DetectBlends true
  /DetectCurves 0.0000
  /ColorConversionStrategy /LeaveColorUnchanged
  /DoThumbnails false
  /EmbedAllFonts true
  /EmbedOpenType false
  /ParseICCProfilesInComments true
  /EmbedJobOptions true
  /DSCReportingLevel 0
  /EmitDSCWarnings false
  /EndPage -1
  /ImageMemory 1048576
  /LockDistillerParams false
  /MaxSubsetPct 100
  /Optimize true
  /OPM 1
  /ParseDSCComments true
  /ParseDSCCommentsForDocInfo true
  /PreserveCopyPage true
  /PreserveDICMYKValues true
  /PreserveEPSInfo true
  /PreserveFlatness true
  /PreserveHalftoneInfo false
  /PreserveOPIComments true
  /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 150
  /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 150
  /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

  /Description <<

    /BGR <>
    /CHS <FEFF4f7f75288fd94e9b8bbe5b9a521b5efa7684002000410064006f006200650020005000440046002065876863900275284e8e9ad88d2891cf76845370524d53705237300260a853ef4ee54f7f75280020004100630072006f0062006100740020548c002000410064006f00620065002000520065006100640065007200200035002e003000204ee553ca66f49ad87248672c676562535f00521b5efa768400200050004400460020658768633002>
    /CHT <FEFF4f7f752890194e9b8a2d7f6e5efa7acb7684002000410064006f006200650020005000440046002065874ef69069752865bc9ad854c18cea76845370524d5370523786557406300260a853ef4ee54f7f75280020004100630072006f0062006100740020548c002000410064006f00620065002000520065006100640065007200200035002e003000204ee553ca66f49ad87248672c4f86958b555f5df25efa7acb76840020005000440046002065874ef63002>
    /CZE <>
    /DAN <>
    /ESP <>
    /ETI <>
    /FRA <>
    /GRE <>

    /HRV (Za stvaranje Adobe PDF dokumenata najpogodnijih za visokokvalitetni ispis prije tiskanja koristite ove postavke.  Stvoreni PDF dokumenti mogu se otvoriti Acrobat i Adobe Reader 5.0 i kasnijim verzijama.)
    /HUN <>
    /ITA <>
    /JPN <FEFF9ad854c18cea306a30d730ea30d730ec30b951fa529b7528002000410064006f0062006500200050004400460020658766f8306e4f5c6210306b4f7f75283057307e305930023053306e8a2d5b9a30674f5c62103055308c305f0020005000440046002030d530a130a430eb306f3001004100630072006f0062006100740020304a30883073002000410064006f00620065002000520065006100640065007200200035002e003000204ee5964d3067958b304f30533068304c3067304d307e305930023053306e8a2d5b9a306b306f30d530a930f330c8306e57cb30818fbc307f304c5fc59808306730593002>
    /KOR <FEFFc7740020c124c815c7440020c0acc6a9d558c5ec0020ace0d488c9c80020c2dcd5d80020c778c1c4c5d00020ac00c7a50020c801d569d55c002000410064006f0062006500200050004400460020bb38c11cb97c0020c791c131d569b2c8b2e4002e0020c774b807ac8c0020c791c131b41c00200050004400460020bb38c11cb2940020004100630072006f0062006100740020bc0f002000410064006f00620065002000520065006100640065007200200035002e00300020c774c0c1c5d0c11c0020c5f40020c2180020c788c2b5b2c8b2e4002e>
    /LTH <>
    /LVI <>
    /NLD (Gebruik deze instellingen om Adobe PDF-documenten te maken die zijn geoptimaliseerd voor prepress-afdrukken van hoge kwaliteit. 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 best suited for high-quality prepress printing.  Created PDF documents can be opened with Acrobat and Adobe Reader 5.0 and later.)
    /DEU <>
  >>
  /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 /ConvertToCMYK
      /DestinationProfileName ()
      /DestinationProfileSelector /DocumentCMYK
      /Downsample16BitImages true
      /FlattenerPreset <<
        /PresetSelector /MediumResolution
      >>
      /FormElements false
      /GenerateStructure false
      /IncludeBookmarks false
      /IncludeHyperlinks false
      /IncludeInteractive false
      /IncludeLayers false
      /IncludeProfiles false
      /MultimediaHandling /UseObjectSettings
      /Namespace [
        (Adobe)
        (CreativeSuite)
        (2.0)
      ]
      /PDFXOutputIntentProfileSelector /DocumentCMYK
      /PreserveEditing true
      /UntaggedCMYKHandling /LeaveUntagged
      /UntaggedRGBHandling /UseDocumentProfile
      /UseDocumentBleed false
    >>
  ]
>> setdistillerparams
<<
  /HWResolution [600 600]
  /PageSize [612.000 792.000]
>> setpagedevice


