
ler olup olmad›¤› sadece ultrasonografi ile belirlenebilir. ‹n-
trauterin yap›fl›k ikiz tan›s› konulan olgularda öncelikle aile
do¤um sonras› riskler konusunda bilgilendirilmeli ve ilk tri-
mesterde tan› konulan olgularda aileye terminasyon seçene¤i
sunulmal›d›r.  

PB-008
Preterm do¤um ve postpartum hemorajiye 
neden olan bir plasental koryoanjioma olgusu
Ebru Çelik Kavak, Salih Burçin Kavak, Behzat Can, Selçuk
Kaplan, Helin Ba¤c›, Özgür Arat 
F›rat Üniversitesi T›p Fakültesi, Kad›n Hastal›klar› ve 
Do¤um Anabilim Dal›, Elaz›¤

29 yafl›nda, evli, ev han›m› ve 2. gebeli¤i olan olgumuz, daha
önceden bir kez miad›nda makat gelifl nedeniyle sezaryen ile
do¤um yapm›flt›. Mevcut gebeli¤i 30 hafta 3 gün olup, poli-
hidramnios ve plasental kitle ön tan›s›yla klini¤imize yönlen-
dirildi. Yap›lan obstetrik ultrasonografide 30–31 hafta ile
uyumlu, tek canl› gebelik tespit edildi. Amnion s›v›s› hafif art-
m›fl olup, plasentadan amnion bofllu¤una do¤ru protrude ol-
mufl, yer yer hipoekojen alanlar içeren 80x80 mm’lik solid
kitle tespit edildi. Plasenta anterior yerleflimli idi ve lateralin-
de arteriyo-venöz vaskülarizasyon mevcuttu. Fetusta gros
anomali saptanmad›. Plasental koryoanjioma ön tan›s› ile ge-
belik takibe al›nd›. Üç gün sonra spontan a¤r›lar› bafllayan ol-
guya yat›fl verildi. Servikal dilatasyon ve efesman geliflmesi
üzerine tokoliz tedavisi baflland› ve 48 saat ara ile steroid uy-
guland›. Steroid tedavinin bitiflinden yaklafl›k 20 saat sonra
eski insizyon hatt›nda a¤r› hisseden olgu, servikal dilatasyo-
nun artmas› nedeniyle sezaryen ile do¤urtuldu. Plasental kit-
le do¤um sonras› görüntülendi. Plasentan›n ayr›lmas›ndan
sonra abondan kanama geliflti. T›bbi tedaviye cevap verme-
mesi üzerine Bakri Balon uyguland›. Uygulama sonras› kana-
ma durdu. Postpartum 24 saat Bakri balon tak›l› b›rak›ld›.
Postoperatif 1. gün Bakri Balon dreninden 250 ml. hemora-
jik mai geldi. Bunun d›fl›nda ek problemi olmad›. Olguya 2
Ünite eritrosit süspansiyonu verildi. Postoperatif 3. gün Hb:
10 ve Htc: 32 olan olgu taburcu edildi. Plasentan›n patolojik
incelemesinde koryoanjioma tan›s› do¤ruland›. 

PB-009
Postpartum preeklampsi geliflen bir dilate 
kardiyomiyopati olgusunun sunumu
Ebru Çelik Kavak, Salih Burçin Kavak, Selçuk Kaplan, 
Behzat Can, Helin Ba¤c›, Özgür Arat 
F›rat Üniversitesi T›p Fakültesi, Kad›n Hastal›klar› ve 
Do¤um Anabilim Dal›, Elaz›¤

30 yafl›nda, evli, G: 4, P: 3 ve 37 haftal›k gebeli¤i bulunan ol-
gu, 20 günden beri devam eden halsizlik, yorgunluk ve nefes

almada güçlük flikayeti ile klini¤imize baflvurdu. Öz geçmi-
flinde özellik yoktu. Vaginal muayene ve ultrasonografi ince-
lemesi de makat gelifl d›fl›nda sorunsuz idi. Olgunun Hb: 7.8
g/dl, Htc: %23 olmas› d›fl›nda laboratuar parametrelerinde
özellik yoktu. 2 Ü Eritrosit süspansiyonu verildi ve Hb: 9.1
g/dl, Htc: %27.1’e yükseldi. Klini¤e yat›fl›n›n 2. gününde or-
topne ve taflikardi geliflmesi üzerine yap›lan kardiyoloji kon-
sültasyonunda ekokardiografi normal olarak de¤erlendirildi,
ek öneride bulunulmad›. Beflinci gün spontan a¤r›lar› baflla-
yan olgu 2700 g, tek canl› erkek fetusu makat gelifl ile do¤ur-
du. Apgar skoru 5. dakikada 8 idi. Postpartum birinci günde
TA: 170/100 mmHg, idrarda proteinüri (++) olmas› üzerine
preeklampsi kabul edilerek, MgSO4 infüzyonu ve antihiper-
tansif tedavi baflland›. Klinik takiplerinde genel durumu iyi
olan olgu, postpartum 4. günde öneriler ile taburcu edildi.
Taburcu edildikten 3 gün sonra ani bafllang›çl› çarp›nt›, yat-
makla artan nefes darl›¤› ve öksürük flikayeti ile tekrar klini¤e
kabul edildi. Olgunun ilk de¤erlendirilmesinde; bilinç aç›k,
afl›r› ajitasyon ve belirgin dispne mevcuttu. Kan bas›nc›
100/60 mmhg, atefl 37.4, nab›z 102/dk, solunum say›s› 28/dk,
dinlemekle S3 ve akci¤er alanlar›nda yayg›n krepitan raller
saptand›. Akci¤er grafisinde yo¤un infilitrasyon paterni ve
kardiotorasik indekste art›fl görüldü. Tekrarlanan ekokardi-
ografi incelemesinde sol ventrikül boflluk çaplar› ve duvar ka-
l›nl›¤› atm›fl, ejeksiyon fraksiyonu %28, birinci derece mitral
ve aort yetmezli¤i bulgular› ile peripartum dilate kardiyomi-
yopati tan›s› ile koroner yo¤un bak›m ünitesine al›nd› ve des-
tek tedavisine baflland›. Yat›fl›n›n 10. günde genel durumu
düzelen olgu taburcu edildi. 

PB-010
Hypertriglyceridemia-induced acute pancreatitis
during pregnancy
Hale Göksever Çelik, Engin Çelik, Selin Dikmen, 
Alev At›fl Ayd›n 
Kanuni Sultan Süleyman E¤itim ve Araflt›rma Hastanesi, 
Kad›n Hastal›klar› ve Do¤um Klini¤i ‹stanbul

Objective: Acute pancreatitis is a sudden inflammation of
the pancreas. It is related with severe complications and high
mortalitydespite treatment. One of the most common causes
of acute pancreatitis is hypertriglyceridemia (HTG).
Hypertriglyceridemia is a rare underestimated cause for
acute pancreatitis. Hypertriglyceridemia is defined as triglyc-
erid levels more than 150 mg/dl. In normal pregnancy, lipid
profile can change in response to estrogen levels. But it is
important to distinguish normal from abnormal rise. There
are effective treatment choices during pregnancy such as
dietary restriction of fat, intravenous heparin and insulin and
plasmapheresis. We presented a patient with severe HTG
induced pancreatitis during pregnancy. She was consulted
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with preeclampsia and epigastric pain in the 31st weeks of
gestation. After birth, she was treated successfully with
heparin, insulin and cessation of oral intake and total par-
enteral nutrition. 

Case: The patient was admitted with epigastric pain, nausea
and preeclampsiain the 31st weeks of gestation. Fetal heart
beats were present. On admission, her vital signs were nor-
mal except blood pressure which was 150/100 mmHg. She
had diabetes mellitus and hepatosplenomegaly in history.
Her liver function tests had increased occasionally during
pregnancy. Cesarean delivery was performed and a 1375-g
female infant was delivered with 1-minute Apgar score 7 and
5-minute Apgar score 9. Her laboratory studies showed
hematocrit 30.6% (normal range 35–45%), white blood cell
count 19900 cells/μL (normal range 3700–10000 cells/ L),
triglycerid 1108 mg/dL (normal range <150 mg/dL), amilase
252 U/L (normal range <100 U/L), lipase 1146 U/L (normal
range <60 U/L), lactate dehydrogenase 3954 U/L (normal
range <448 U/L) and normal liver and renal function tests.
Urinalysis showed 2+ proteinuria. So these results was com-
mmpatible with preeclampsia and suspicious HTG induced
acute pancreatitis. We started magnesium sulfate treatment
for seizure prophylaxis. During operation, there was accumu-
lation of chylous ascites in abdomen. Also there was a lipemic
appearance of blood sample. We cessated oral intake and
started total parenteral nutrition with restriction of fat post-
operatively. She continued insulin treatment and heparin was
started to decrease lipoprotein lipase activity. There was no
need for plasmapheresis. Conservative treatment was effec-
tive and successful for our patient. The white blood cell
count, serum amylase, lipase and triglycerid levels decreased
respectively. The patient’s clinical condition subsequently
improved. On day 15, nutrition with medium chain triglyc-
erides was initiated. 

Conclusion: Acute pancreatitis is a sudden inflammation of
the pancreas. Severe complications and high mortality may
be encountered despite treatment. The most common causes
of acute pancreatitis are alcohol, gall Stones, metabol›c disor-
ders (hereditary pancreatitis, hypercalcemia, hyperlipidemia,
malnutrition), abdominal travma, carcinoma, drug abuse
according to the order of frequency. Hypertriglyceridemia is
a well-established but underestimated rare cause of acute
pancreatitis. Pancreatitis secondary to HTG is typically seen
in the presence of one or more secondary factors (uncon-
trolled diabetes mellitus, alcoholism, medications, pregnan-
cy) in a patient with an underlying common genetic abnor-
mality of lipoprotein metabolism. Hypertriglyceridemia
induced acute pancreatitis is a rare complication in pregnan-
cy but when it occurs, it can result in high fetal and maternal
morbidity and mortality. Hypertriglyceridemia is defined as
triglycerid levels more than 150 mg /dL. It can be mild

(150–199 mg/dL), moderate (200–999 mg/dL), severe
(1000–1999 mg/dL) or very severe (>2000 mg/dL). There
are primary and secondary causes for HTG. Deficiency of
lipoprotein lipase or apoprotein C-II leading to chylomi-
cronemia syndrome can be result in primary HTG.
Secondary HTG is associated with pregnancy, diabetes mel-
litus, drug abuse and exogenous estrogen or tamoxifen use.
Also chylomicronemia syndrome is obvious clinically when
secondary factors (such as pregnancy, diabetes mellitus, etc)
exacerbate the underlying abnormality. In normal pregnancy,
lipid profile can change due to increased liver synthesis of
triglycerid and very low density lipoprotein-C (VLDL-C)
and decreased lipoprotein lipase activity and clearance of
VLDL-C in rsponse to estrogen levels. Total plasma choles-
terol and triglycerid levels increase but triglycerid levels
rarely exceed 300 mg/dL by third trimester. If it exceeds,
there should be an underlying defect in lipid metabolism.
The most common symptoms of the disease are severe epi-
gastric pain (radiating to the back in 50% cases), nausea,
vomiting, loss of appetite, fever and then hemodynamic
instability leading to shock. Previous history of increased
lipid profile or family history of lipid abnormality is very
important in diagnosis of acute pancreatitis. Severe HTG
(serum level of triglycerid >1000 mg/dL) is significant in lab-
oratory tests. liver function tests (AST, ALT) may increase.
Severe HTG include lipemic appearance of blood sample,
hepatosplenomegaly and xanthomas over external surfaces of
arms, legs and buttocks. Differantial diagnosis of labor, per-
forated peptic ulcus, biliary colic, acute cholecystitis or
appendicitis. In that point, symptoms, examination findings
and laboratory studies are helpful. Clinical course and man-
agement of acute pancreatitis during pregnancy is similar to
that of pancreatitis of other causes. But if there is any risk fac-
tor about HTG, the main aim should be prevention of the
acute pancreatitis. Main treatment of HTG induced pancre-
atitis during pregnancy is dietary restriction of fat, intra-
venous heparin and insulin together with glucose infusion
and lipid-lowering mediacations. Insulin and heparin stimu-
late lipoprotein lipase activity which is functioned as
clearence of triglycerid from the plasma. Also plasmapheresis
is an effective alternative to decrease high triglycerid levels
and risk of maternal and fetal mortality. Acute pancreatitis
itself or associated preeclampsia-eclampsia or HELLP syn-
drome lead to fetal and maternal death. There is a prediction
of maternal mortality as 20% and fetal mortality as 50% if
HTG induced acute pancreatitis develops. So delivery time is
very important that should be individualized to minimize its
potential risks. Our patient was admitted with epigastric pain,
nausea and preeclampsia to our clinics in the 31st weeks of
gestation. She had lipid abnormality, diabetes mellitus and
hepatosplenomegaly in her history. Pregnancy had induced
aggravation of hypertriglyceridemia and associated pancre-
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atitis. Her blood sample had lipemic apperance. Plasma
triglycerid level was 1108 mg/dL, lipase level was 1146 U/L
and amilase level was 252 U/L. Liver and renal function tests
were normal. Her previous reports showed us mild HTG
(triglycerid levels ranging between 200 and 250 mg/dL) and
occasionally high liver function tests (AST ranging between
70–100 U/L, ALT ranging between 130–150 U/L). We
observed chylous ascites in abdomen and milky-pink blood
was noticed during cesarean section. We managed our
patient conservatively in postoperative period. We put a
drainage catheter into abdomen to prevent accumulation of
fatty fluid. We cessate oral intake and start total parenteral
nutrition with heparin. She continued insulin treatment. The
patient’s clinical condition subsequently improved.
Hypertriglyceridemia is a known bur underestimated cause
of acute pancreatitis. Incidence is low but related morbidity
and mortality is high. So early diagnosis and good manage-
ment is the key point for success. 

PB-011

Hiperkoil umbilikal kord ve battledore 
plasenta
Ayfle Nur Çak›r Güngör, Servet Hac›velio¤lu, Evren Çavufl,
Merve Atar 
Çanakkale Onsekiz Mart Üniversitesi T›p Fakültesi, Kad›n Hastal›klar›
ve Do¤um Anabilim Dal›, Çanakkale

36 yafl›nda G1 P0 embryo transfer tarihine göre 35 hafta 6
gün in vitro fertilizasyonla gebe kalm›fl olan hasta acil servise
su gelifli ve a¤r› flikayeti ile baflvurdu. Özgeçmiflinde gestasyo-
nel diabet d›fl›nda özellik olmayan hastan›n ultrasonografisin-
de BPD: 34 hafta 3 gün AC: 33 hafta FL: 32 hafta ile uyum-
lu oldu¤u izlendi. Tahmini fetal a¤›rl›¤› 1900 gram idi. Am-
niyon mayi miktar› azalm›fl, NSTleri reaktif olan hastan›n
bebek hareketleri iyi, vajinal muayenesinde %70 silinme ve 4
cm aç›kl›¤›n›n oldu¤u ve defleksiyon geldi¤inin tespiti üzeri-
ne sezaryenle do¤umuna karar verildi. Sezaryende bebek ç›-
kar›ld›ktan sonra umbilikal kordun hiperkoil halde oldu¤u ve
plasentan›n battledore plasenta oldu¤u tespit edildi. Bebe¤in
3. ve 5. dakika APGAR skorlar› 7 ve 9 idi. 1830 gram olan be-
be¤in yenido¤an muayenesinde düflük do¤um a¤›rl›¤› d›fl›nda
problem yoktu. In vitro fertilizasyon ile oluflan gebeliklerde
olumsuz gebelik sonuçlar›yla karfl›laflma riski spontan gebe-
liklere göre artm›flt›r. Bizim hastam›zda da düflük do¤um
a¤›rl›¤›n›n nedeni olarak battledore plasenta ve hiperkoil um-
bilikal kord d›fl›nda özellik yoktu. Literatürde hiperkoil kord-
la intrauterin geliflme gerili¤i aras›nda iliflki oldu¤unu göste-
ren çal›flmalar mevcut olmakla birlikte hastam›z literatürde
tan›mlanan hem Battledore plasenta hem de hiperkoil umbi-
likal kordun oldu¤u ilk vakad›r. 

PB-012

A¤›r hidrotoraksl› fetüse torako-amniotik 
flant tak›lmas› ve postnatal kardiyo-pulmoner
gelifliminin 3 y›ll›k takibi
Arda Sayg›l›1, Elif U¤urlu2, Gülflah Güven3, Murat Yayla4,
Cihat fien5

1Ac›badem Üniversitesi T›p Fakültesi, Pediatrik Kardiyoloji Anabilim
Dal›, ‹stanbul; 2Ac›badem Üniversitesi T›p Fakültesi, ‹stanbul; 3Ac›badem
Kad›köy Hastanesi, Çocuk Sa¤l›¤› ve Hastal›klar›, ‹stanbul; 4Ac›badem
Kad›köy Hastanesi, Kad›n Hastal›klar› ve Do¤um Klini¤i, ‹stanbul;
5‹stanbul Üniversitesi Cerrahpafla T›p Fakültesi, Kad›n Hastal›klar› ve
Do¤um Anabilim Dal›, ‹stanbul

Amaç: Fetal hidrotoraks nadir, do¤al seyri s›ras›nda spontan
iyileflebilece¤i gibi hidops fetalise ve intraüterin fetal kayba
yol açabilen oldukça riskli bir durumdur. Günümüzde fetal
hidrotoraks tedavisinde torasentez ile genellikle flilotoraks
karakterindeki efüzyon boflalt›lmakta ve torako-amniotik
flantlarla amniyotik alana drenaj sa¤lanmaktad›r. Bu yaz›da
19. gebelik haftas›nda a¤›r hidrotoraks, sol pulmoner hipop-
lazi saptanan fetüste, giriflimsel olarak torasentez, torako-am-
niotik flant tak›lan olgu sunuldu ve postnatal 3 y›ll›k süreçte
kardiyo-pulmoner geliflim süreci incelendi. 

Olgu: 28 yafl›ndaki annenin antenatal takiplerinde 19. gebelik
haftas›nda izole, tek tarafl›, mediastinal fliftin de geliflti¤i fetal
hidrotoraks tespit edilmiflti. Plevral efüzyon s›v›s› önce 20. haf-
tada ultrasonografi eflli¤inde torasentez ile boflalt›ld› ve sol he-
mitoraksta torako-amniotik flant tak›ld›. Aspire edilen s›v›n›n
flilotoraks oldu¤u tespit edildi. Etiyolojik araflt›rmada patolojik
özellik belirlenmedi. Eflzamanl› USG ve fetal ekokardiyografik
takiplerinde 23. gebelik haftas›nda hidrotoraks›n, tek tarafl›
mediastinal fliftin yaparak tekrarlamas› üzerinde ilk flant›n
fonksiyonel olmad›¤› düflünülerek ikinci bir torako-amniotik
flant tak›ld›. K›smi dengenin sa¤lanmas› üzerine takiplerinde
plevral efüzyonunun persiste etmesi üzerine 35. haftada sezar-
yenle do¤umu gerçeklefltirildi. Do¤um sonras›, solunum s›k›n-
t›s› ve sol akci¤erin hipoplazik ve yeterli derecede geniflleyeme-
mesi üzerine mekanik ventilasyon ve torakal drenaj yap›ld›, di-
yet baflland›. Üç haftal›k yenido¤an ünitesinde takip sonras›n-
da hemodinamik ve solunumsal olarak stabilize olan yenido-
¤an, oral beslenme yeterli olmas› üzerine taburcu edildi. Eko-
kardiyografi ve telekardiyografi ile yap›lan takiplerinde sol ak-
ci¤er parankim yap›s›n›n olufltu¤u ve bu geliflime paralel olarak
sol pulmoner arterin ve pulmoner ak›m›n normale geldi¤i iz-
lendi. Ayr›ca atriyal sitüsün solitüs, ancak kalbin dekstrokardi
pozisyonu ald›¤›, PDAn›n kapanmad›¤› belirlendi. PDAn›n
hemodinamik olarak etkin olmas› üzerine 2.5 yafl›nda amplat-
zer duct occluder 2 cihaz› ile kapat›ld›. Daha sonraki takiple-
rinde rezidüel flant saptanmad›.

Sonuç: Fetal hidrotoraks tedavisinde torasentez ve torako-
amniotik flant tak›lmas› etkin, hayat kurtar›c› ancak palyatif
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