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A Case of HELLP Syndrome with Liver alert mental status. Finally she died of a hemorrhagic shock
Infarction and Cerebral Venous Thro- as a complication of disseminated intravascular coagula-
mbosis tion. -
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We describe a rare case of cersbral venous thrombosis
and liver infarction with HELLP syndrome in a 25-year-old

woman with eclampsia. She had complained of epigastric M B

pain and had visited a local hospital for treatment. Also,

signs of fetal distress were presented. After an emergency HELLP %% (hemolysis, elevated liver enzyme,
cesarean section, generalized tonic-clonic seizure occurred low platelet)& €8, 7t 549 7, 4% 7A4HE H
twice at a 10-minute interval. The patients was transferred ol FELOR TF ARAF TL AT TG F
to our emergency room, and the neurologic examination at de ZEAT o9 WA e, il Al ol
that time, revealed a deep drowsy mentality and positive 24 AMES Eola v, HELLP $3%w9 e
Babinski’ s sign; the deep tendon reflex was two positive. FAAEA Z7lEyhatkal - we 78 #(subcapsular
The laboratory findings revealed thrombacytopenia, an ele- hematoma), #7F, AFHHHLTZ, HEF Fo] e
vated liver function test, abnormal coagulation profiles. A i FE AEde HE3dolrt. =& FHI HJAMe

bilateral ischemic change with. left basal ganglia hemor-. A didFHe]l dHFolt Aol €] Flo|w thx Ao
rhage was seen on brain CT, and muftiple foci of ill defined. @3l e A= fid.

low-density lesions, mainly in the subcapsular portion of the olel AAFeE ARtFel YE =AM HELLP $F9
liver and perivascular space, were visible on the abdominal =% TFY AN e e ohg g dE

CT. There was a faint showing of the deep venous system 14 E B3N FHnzs §7 Eanste vpo|th
on the angiogram of both carotid arteries and a cerebral
venous thrombosis was confirmed by using 4-vessel

angiography. During the following 2 days, the cerebral hem- s &l
orrhage and the low-density lesion were resolved through

applications of heparin, and the patient retumed 10 a nearly Uil 35F9] 254 AELE SFALEAN FE£& T2

. GAE 23lgle]l AHL FA2 AL HA. FAHA Y
A Aojo] ¢l o AAFTE Aoy A ¥
A6, dHEe Yal(gravida) 2%, 2Hpara) 23,
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Zo R o 1~-283% AEHAL 108 F A 3] 9l
o] diazepam 2.5 mg¥ magnesium sulfate (MgSOy)
bgs AW AL 71mAT F AY HAY JEB8A 2
HAF= ¥t 138/110 mmHg., @Y 14138)/%, 2&+
243/, AL 37.5CoU}. Ug DA 942 7HAE
Qi JF T3] IZre Bsken Fikale AAeleld)
Het AL MAHA ARG ol do] S B E FE
o] ZhaEo] glF ¥ 4Ee st 43S A e FFo] 2
T AR #FEHJAG AAEH FAME 9 iibe FE
A FE BE 252 %59 en Babinski A¥FE ¥
2F elgitt 9 iR HAA FAAEES ¢l
e 247 § ¢ 198/130 mmHg, =¥t 1093)/22

Z7kstn o437 Ze FlHez AFPH labetalol
hydrochloride 10 mg& A= FARIITH UwkEHZ AL
A WMEF 27,090 /mm’, A4 12,9 g/dL, vtz
gl 39.8%. A% 112,000 /mm’l¢x, X474
A= PH 7.346. PO: 164.5 mmHg, PCO. 25.1
mmHg, base excess -10.5 mmol/L. HCOs 13.4
mmol/L. 8.0, 99.1%. anion gap 19.5 mmol/L. lac-
tate 4.09 mmol/Le|ict. 22l d% 202 mg/dL, T
wa/gHd 51/2.4 g/dL, AST/ALT 304/116 IU,
amylase 396 U/Leldx, 4Ze] Qitii(alkaline
phosphatase), r-GT, 221 £ Fdo|dtt. & AAMS
il 4+, A7) 39 @u|AAH 2T muf &Aool A
o AAS BYud w3 PT 13.4%, PTT 49%, INR
1.17<]9 2, FDP 20 mg/dL., D-dimer 2621.9
mg/dL, #4249 360.9 mg/dL., FEEFU-III 15.4

mg/dLeIit}. AE F ool glo] At & B
F 9E H2d 7o AdS dod £ 9e AL
317] 918l o AslEad S Algsian. o Ak
273+ AE oY 214 ¥ (basal ganglia)e] Z7p¥]|d
(putamen)® % A4 (internal capsule)9 F7HA|
(posterior limb)olA 1549 HEF 47o] den
T&5E S WA S et HEY FHE Aedo]
o] QUK Fig. 1). BF Adsie#4d A3 v
4 A& dE By 29 S FE AAES ¢l
A3, e ¢F 99 HE Ry W EE FH= 3
A7y R thdde AUE 2o 7 A Azl gl
AcHFig. 2). ¥ zagaEadgon HEdFwe Y
T o] R EHFo] i H¥H 2IE(4-
vessel angiogram}= Ald&dth. F=7](arterial
phase)?t EAPA7]|(capillary phase)dlHde Zgo] =
2o}t 7] (venouse phase)oll Al Al7te] T & ol &
A2 (inferior sagittal sinus)® Galen2?) A, 23w
S (straight sinus)el Z9ge] YA & 303 Ao
TAHANFig. 3,4). 8249 ge] ¢ <a}s]o] =3
BY NS 25357198 heparing A9 FAleigch. g
A AR J9F A%AQ) heparin® MgS0; 39
FAE A8819 3 1P 22 labetalol hydrochloride®
Aol Ak, B9 HARY 719 2] gl AEA ¥
AAE Fosgon HEE X3 98 15% mannitol
900 mge] FAERIY. o4 297 FAHE o HiddE
#gollA] old Ak HwA] M & Z7)= wigy) glsd
ou HUE ¥¥e] 3HHPD YA EHe ¢ A

Fig. 1. Initial brain CT shows bilateral ischemic changes (left) with a left basal ganglia hemorrhage (right).
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2 3AHANFig. 5). 49 34 F deFrEdgsld
N BREFFIT Y HEF & Jeyen 1d
3 @A 3038 o]t WlEFe] o] JAZEE A%
o, WY 8LAHE heparin A% FALE EolWA]
coumadines AM&3tdd, WY 9dx M7 6.9
g/dLZ Zad et od FHHA NN 2.9 g/dLE 7
AT, e dEdEMm-sne H94 AYFY &3
2 Akt

o #

Fig. 2. Abdomino-pelvic CT demonstrates multiple foci ill- HELLP %2 A% ARdF3 ARtFe] ¥yd ¢
defined low density lesions in mainly subcapsular Fel2 deixn UoF. HELLP F3-2olA Sy Age
portion of the liver and perivascular space. There is FAANRA(13.5%). Z7Huhita)(6.6%). HF(3%). 5
no evidence of nelcrosis but a diffuse ff‘nlargerr.lem of ol 7V EE(2.3%). HEE(2.3%) BHEEITPLn
pancreas. There is much amount of intraperitoneal (1.7%) H28(1.9%) 202 w5y gom o F =

fluid including a peripancreatic fluid collection.

Fig. 3. 4-vessel angiography shows a faint visnalization of Fig. 4. 4-vessel angiography demonstrates a faint visualiza-
deep venous system at right internal carotid artery tion of deep venous system at left internal carotid
angiogram (Upper line: arterial phase, middle line: artery angiogram (Upper line: arterial phase, middle

capillary phase, lower line: venous phase). line: capillary phase, lower line: venous phase).
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HELLP S%Tol4 3t d4st= 52 ad, o
9 HEF, 1AM KaHa ga Hede HEd, HA
A HEd A5 HEAIAFe] g4 Ak HELLP
SFCA AU T L 2%0ldolN 2, £ F
#st #ol A e] B FE2 1/15.0007%] Aoz
HA . AT " EE 3 g GRAs A
of og ) d¢ ¥z W 49 Fvis 2 e
o e wAs, I8 ZA AES o 35%
ol £ FHdAE ALHA FEN F53 AST/ALT
o 4522 HELLP $37d sode fud 395
giste BE ARsaEad e Adstgoyt Y A3
o] #& ¥%itt. HELLP &% Tl A4 dadg ¢
TEE 4L 37 BA Yo dubEsty] oEAT #
TeEle 2ol e} o o dHEA e ) 8T
HE A7 Fo8A] &2 thdde] Agd 2202 ve
@}, Barton# Sibai®t 8% BF2 FW3 HELLP
TFT ARAA HF 259 3 B ANSDSEGIA
e} o)@aziz AL HAMEY FFE AteldlM frof3t
Aozt glon AdxAdFe FFESE BAZ Atk
st ol AL EA A} ARLA DT Bbe) Fdl
#]Fo] HELLP $%o] 948 e &5 233 4 &
T A3 Edo] 27|Ade| A mgo] B AXHIT

HELLP g%xdM o 3%F52 H3d. %% 4%
¥ 5 dHedddFol . o He FsiE
ot HMYF AFdl 4P HEH, HyFog H-dd F

By 22 de] sael 9ol 5% k2 <
g A e &9 ¥ gm, AW nd2 93
A7 FFEINErL T 98L ¢ Aer FYPHn
AH*? HELLP 59 42 5%, Aldad, Hd
Fol A F oz AW FE F EFAHE AP F
tt, AEE iR Y A ZE geE o 205
HE 29 F 10971 vElE 4 9dov 94 Al 3714 g
Z Estn et FEFE vy} Zrlgid, o2 A
2 el d4dd o o MR Ed L sed o
g AlFgste vekst H $HEE 274 Ad & £ .
A7 WA E o148 ANEAE TNg 2ARAN HR
9 B2 93%7F 712iAQ] €34 Rl o 20%
7t RSN 233 HAMo] FulkEe] Qlu o] F ulRE
ARG FHFo] @A ger?. £§ Milliez 5

2] AF Al A dE o AdsEEd 4 2690
At ol 3%l HEE Ee HERIEAZ 690 HA
3 EE AFHY Ydo F4A0 ALY, 9Ee] ¥4 H]
el &4 ¥ dFo] B HAEZHOZ vvhy H R Fo| A}
AFolA] EFE EAo| otz &) AEelM gl
HEYE BE FEgels Tl & AP, B FH
N HE8e] #Z 7147 zrp|edgt glo] d&4o]
A #F HAFHe WA2 HEPo] HYon HEFe
#asA) gkt HELLP $37A A= E dZe
e & deEA 9lA gl 43 HELLP $3Fd4 2
Adte g #Akgn ezt |, 21 ek 5 A9 v
AT ) do B 7Adhe Aoz deA U,

Fig. 5, Brain CT following up after 2 days shows normal parenchymal density along the brain stem, both periventricular white
matter and basal ganglia lesion are noted (left). However still left basal ganglia hemorrhage is noted (right).
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HELLP &3+¢ A&8E 7|= /4,
BHAE oA AE FA SAdA=
2 henzodiazepined] % A
He g7d ¢ 28 A

75.“.4_5\} ZFYE
A 2HgA ko] wh
-:FA} AZrEo] 24
B9 E37F Sl= MgSOE 39
FAE = sltk, 1¥9 ABEE F2 hydralazined A}
g3kt ol A @REE VML Holst AR
AA F2go] 7] wFo|H, nifedipine, labetalol,
nitroprusside®} #& AT AHEE & Aot HS %
7] Y18141= mannitol& AMEE 5 93 o} =7e] o
A7 et corticosteroid= ARE-E & itk Evbd A}
UFe AR o238 ¥ Fug Bl E%ﬁ" ARE
& 4 glon, B ol bt Zr)7t gle 3 2§
gho] Yz elc},
7k 1 Vel g Sd g A5 BEd 525w
e =3 ARTA vt &34 A8
t}, &3 AF F F-(packing)# vl o
o] 82%%1 A wtafl, AFH ] AA|zolut
of 23 AEEL 2%, B FH AL ¥
AFEo 2 MgSO,. labetalol. mannitol & ¥
C AEETSnE 284 AFgRg A @
#Zel T% dAgolgon, NHPRLAZE A 88lv] ¢
5“ heparing AH38}%th. Heparin AHE & #3914
% A F7 AAE o dAdAdEHgeol s B
Hol F1=gith. & FalloA #xpel Al #Ed
J&LH—*J-Q} FHH@”“@**—-J A 8AZ A3 heparin,
coumadineAlolollAe] Brdog ¢lde] 84 &3 A}
Falg . e ANEA T ARE 93 heparing] A&
2+ gasht WA F4 AFE nelgle Fosiool
& 7‘*°]"Jr
"“Hi Welshe 7‘} b
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