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Postpartum Splenic Artery Thrombosis Followed by
Splenic Rupture in Patient with Hemoglobin H Disease:
A Case Report and Review Literatures
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Vital signs : Temp 36 C, HR 90 /min
RR 20 /min. BP 180/90 mmHg.
General appearance : A Thai female with
good consciousness.
HEENT : moderated pale, no jaundice,
no injected pharynx
Heart : PMI at 5" ICS in MCL,
normal S1S2, no murmur
Lung : normal chest expansion,
normal breath sound
Abdomen : moderated distension,
active bowel sound, soft, moderate
tender at LUQ, no shifting
dullness, liver cannot palpable,
spleen enlarged below LCM 3 cm.

Extremities : no edema, no deformities

MsasINeRsliians
CBC : Hb 7.9 g/dL, Hct 26.5%,
WBC 6,400/mm°’, PMN 75%,
Lymphocyte 22%, Monocyte 3%,
Platelet count 115,000/mm’
MCV 7511, MCH 22.3 pg,
MCHC 29.3 gm/dL
PBS RBC : Hypochromic 1+,
Anisocytosis 1+,
Poikilocytosis 1+ few target
cell, few ovalocyte
WBC :10,000/mm”,
PMN predominated
Platelet: 8-10/0il field

Coagulogram: PT  13.4 sec. (10-13),

INR 1.08

APTT 38.6 sec.(25-35),
Ratio 1.36

TT 7.1 sec. (4-10),
Ratio 1.01

Blood chemistry
FBS 84 mg/dL, BUN 4.0 mg/dL, Creati-
nine 0.3 mg/dL
Na 140 mmol/L, K 3.9 mmol/L, Cl 92.6
mmol/L, CO2 23 mmol/L
Total protein 6.4 g/dL, Albumin 3.0 g/dL,
Alkaline phosphatase 143 /L (0-104), AST 66 U/
L1(0-40), ALT 48 /1 (0-40), total bilirubin 1.6 mg/
dL, direct bilirubin 1.0 mg/dL
Amylase 40 /L (35-140), Lipase 50 U/
L(0-190)
Ultrasound
Normal size liver, no mass lesion, no

intrahepatic duct or common bile duct dilatation,
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Gall bladder is normal without gallstone. Spleen
is moderateenlargement without mass. Both
kidneys andpancreas appear normal. Minimal
ascites,Conlusion : moderate splenomegaly with
minimal ascites.

CT abdomen : Show splenic infarction
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NaiNAD Antithrombin I, Protein C, Protein S,
Factor V leiden mutation, Homocysteine, Lupus
anticoagulant, anticardiolipin %awudwagﬂummﬁ
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Antithrombin IIT 156 (75-125%

)
Protein C 107 (70-140%)
Protein S 62 (60-140%)
Free protein S 95 (60-140%)
FV Leiden mutation = negative
Homocysteine normal
Anticardiolipin negative

Lupus anticoagulant :

APTT 33 (23-35 s.), Ratio. 1.18, control
324s
PT 105 (12-18 s.), INR 0.67, control 14.2 s
TT 20.6 (12-25 s.), Ratio. 1.16, control
1.16s
KCT 69 (59-100 s.)
TTIT ratio 0.94 (0.5-1.29 s.)
Dil RVVCT 26.5 (26-35 s.) control 26.5 s
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Explore laparotomy
Operation : splenectomy with mesenteric
lymph node biopsy
Finding : intra peritoneal blood 1,000 mL
enlarged spleen with congestion and laceration
at superior and lateral side
splenic vein totally thrombosis
splenic artery: no pulse
Generalized mesenteric lymph node enlarge-
ment
Pathology : Congestive splenomegary with
thrombosis (g‘ﬂ‘ﬁ 1) and acute splenitis
Three lymph nodes at mesenteric and splenic
hilum with reactive lymphoid hyperplasia, sinus
pattern and acute lymphadinitis
Pancreatic tissue without significant patho-
logical changes
n‘lﬁﬁai‘iﬂ%mjﬂﬁ"lﬂ : splenic rupture with
splenic artery and vein thrombosis
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Postpartum Splenic Artery Thrombosis Followed by
Splenic Rupture in Patient with Hemoglobin H Disease:
A Case Report and Review Literatures

A. Tapprom, W. Mongkornsritragoon and W. Prayoonwiwat

Hematology Division, Department of Medicine, Pramongkutklao Hospital, Bangkok, Thailand.

Abstract: A 26-year-old Thai female who had underlying Hemoglobin H disease came with acute ab-
dominal pain without any history of trauma. She was 38 weeks gestation and just 15 hours post de-
livery. On physical examination, she was mild pallor with moderate tenderness at left upper quadrant.

The CT scan of abdomen showed splenic aterial thrombosis. The other investigations to demonstrate

hypercoagulable stage including antithrombin III, protein C, protein S, factor V leiden mutation, ho-
mocysteine, and lupus anticoagulant were normal. She was successful treated with low molecular
weight heparin and followed by warfarin.
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