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R.M. 38 aa
26+2 s.g
PARA 0202

Anamnesi Familiare: ndp
Anamnesi Fisiologica: nega allergie, nega EP, nega fumo

Anamnesi Patologica Remota: Mutazione in Eterozigosi per fattore V Leiden,
Omozigosi per mutazione MTHFR

Anamnesi Ostetrica:

2004 TC a 32 sg per con alterazioni flussimetriche e oligoidramnios (F 1295
gr). Puerperio complicato da Hellp Syndrome

2006 TC a 36 sg per e anidramnios (M 2600 gr) (EBPM). Puerperio
complicato da iperpiressia di ndd

Terapia in atto: CardioASA

Eco del Il trimestre: biometria e morfologia fetale regolare,LA regolare, doppler
arteria uterina sx Rl 0,78, dx RI 0,86 con incisura dicrota bilaterale

Eco a 24+2 s.g. : CA al 10° centile, emodinamica materna Rl medio 0,73 con
notch bilaterale




Ecografia ostetrica a 26+2 s.g.: biometria fetale al 5° centile, stima peso 665 gr,
emodinamica fetale nella norma, LA regolare, emodinamica materna con Pl > 95°
centile, placenta posteriore, presentazione cefalica, buon tono fetale.

. =

Monitoraggio PAO: buon controllo
Esami di Laboratorio nei limiti: si segnala

Bentelan 12 mg i.m. 1° e 2° dose
Sospesa CardioASA
Inizia tp con Enoxaparina 4000 Ul 1 fl s.c.




Monitoraggio ecografico quotidiano: invariato
PAO buon controllo
Esami di Laboratorio: ALT 47 U/L stabili, per il resto nella norma

In 6 giornata post ricovero (27 +1 s.g.):

Episodio di

Esami di Laboratorio Urgenti:

AST 237 UI/L, ALT 159 UI/L, PTLS 101.000/uL, LAD 598 U/L, Hb 110 g/L,

PT 116, PTT 25 sec, AT Il 82%

PAO 150/90: Inizia terapia antipertensiva con

Ecografia : BCF e MAF visualizzati, emodinamica fetale regolare, LA regolare

-

TAGLIO CESAREO
HELLP Syndrome 645 gr

Neonato Femmina




Monitoraggio PAO : buon controllo con la terapia, Proteinuria 24 h 0,25 gr
Esami di Laboratorio:
HB 108 g/L, PTLS 124.000/uL

Iperpiressia: GB negativi, PCR in calo, procalcitonina negativa, esami colturali neg

Terapia: | _ Outcome Materno
Enoxaparina 4000 fl s.c. X 6 settimane Stop Tp antipertensiva

?Siﬁié%&% 1chE Buone condizioni generali
Outcome Neonatale
(39+5)

Sepsi da Klebsiella P.
Enterocolite
necrotizzante

Retinopatia Il stadio

Aree di necrosi ischemica, Patologia neonatale
dissociazione emorragica,

depositi subcoriali di fibrina

Hb 111, PTLS 466.000/u/L,
AST 15 U/L, ALT 14 UIL,
proteinuria 24 0,11 gr




«(H) Emolisi
«(EL) Incremento degli enzimi epatici
«(LP) Piastrinopenia

e Incidenza 0,2-0,8%

» 10-20% associazione con preeclampsia-eclampsia
e 28-36 S.Q.

e < 28 s.¢g. severa

e 70% pre-partum, 30% post-partum (48 h)

« Tasso di ricorrenza dal 2 al 27%

The HELLP syndrome: Clinical issues and management. A Review
Kjell Haram!, Einar Svendsen*? and Ulrich Abildgaard?

BIVIC Prec and Childbirth
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Pathogenesis of the syndrome of hemolysis, elevated liver enzymes, and low
platelet count (HELLP): a review

Ulrich Abildgaard **, Ketil Heimdal ®
Fattori Ereditari
Fattori di Rischio Genetici
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High bady imass hdex ( BMI) and metabolie syndrame B months
posipartum were associated with PE but hardly Tor HELLPT22]. The
antiphos pholipid-antibody syndrome (APLS) may be ssociated
with early onset of HELLP [X3] A Gt pregnancy is probably nol
assocated with a greater risk of HELLP [24] but is atsoclated witha
consider ably higher risk of PE [11]. Infertility reatment increases
the nsk of PE whereas pre-conceptual exposure to sermnal fuid
rediuces the risk supporting a pathogenetic role of iImmune
maladaptation [5]. It is probable, bul unknown ([ theseé conditiong
influence the risk of HELLP.

Fattori di Rischio Materni




Patogenesi

Biomarkers nel sangue materno predittivi di HELLP e PE
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Molecular Genetics of preeclampsia and HELLP syndrome
J.Jebbink, A.Wolters et al.
Biochimica et Biophysica Acta 1822 (2012) 1960-1969

Couple susceptibility: Paternal susceptibility:
*Erirniparity = Genetic factors
sKIRHLA-C mismalch = Aga=45 years

*Short cohabitual interval

Maternal susceptibility:

= Ganetic factors, incl. back ethnicity

* Metabaolic syndrome

= Comorbidity (kidney disease, DM, hypertension, SLE)

=Extremes of age

!

Aberrant placental implantation & Placental oxidative stress
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Pathogenesis of the syndrome of hemolysis, elevated liver enzymes, and low
platelet count (HELLP): a review

Ulrich Abildgaard **, Ketil Heimdal ® Alte raZIOn I

Placentari

54. Gene expression and histopathology in placenta

A microarray profiling study on placenta samples ar delivery
revealed 54 genesdifferentially expressed in early onset HELLP and
330 genes in early onset PE [44], Thf: transcriptomes in the two HELLP rispetto a PE:
syndromes largely overlapped. The inflammatory response was . :
more pronounced in HELLP. Down-regulation was more frequent l trombos_l e |nfa_rt| :
in HELLP (239 genes) than in PE (67 genes) [#4]. 1 apoptosi e proliferazione
T Histopathological compartsons of term placentas have snown 2] [l ICIS o1 (=SS (o] L=l [ oF= 1S M o Yol eTg o1
lower frequency of intravillous thrombosis and villous infarcts in
HELLP than in PE [45] or no difference [25]. Apoptotic and
proliferation marker levels were higher in placenta from HELLP
than in PE [46]. Decidual dendritic cells stained differently and Sevene Brosclunmax(s Wik o Widhuut HELLP Ditfe: Wich Foowd o Farwnce
reacted differently with decidual natural killer (dNK) cells inHELLP KA Thconcs iseir, L e C.T3 W et M Wechin A e C. T
compared to PE [47], The placental expression of Fas Ligand (FasL)
was higher [48), and the expression in villous trophoblast Hypertension. 2008:51:1395-1299: originally published online March 24. 2008,
increased in HELLP compared to healthy pregnancy and PE [49].
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Figure 1. Histopathologic findings in placentss from PE {n=200] and HELLP (n~-82) patients. “P«0.08; **P<0.001
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Patogenesi
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Pathogenesis of the syndrome of hemolysis, elevated liver enzymes, and low
platelet count (HELLP): a review

Ulrich Abildgaard **, Ketil Heimdal ®




Dolore addominale in epigastrio e/o ipocondrio destro

Nausea vomito

Criteri di Diagnosi Ipertensione

Table I: Main diagnostic criteria of the HELLP syndrome

HELLP clasz  Tennassee Classfication Mizsizzippl classflcation

Platelete = 100-10°/L Platelets = S0- 10%/L Table I Differential diagnouis of the HELLP syndrome.

AST = 70 UL AST or ALT 2 70 ILVL
LDH = aD0 LWL LDH = &00 1LUVL

| Dimeazes refated to pragnancy

Banign thrombocytopenia of pregrancy
Arute farry liver of pregnancy (AFLF)

Platelets < 100- 1071 L
> 50| 0%L 1 infecuous and mfammatony disessss. ot peciicaly related 10 pregrancy

Wi
RMN/TC AST or ALT 2 70 ILVL Horon. oy
LDH = &00 IV Cholecystits
Uppar urinary tract infaction
Platelets < 150-10°1L v
2 100-10%L Aciste Cencrealie
AST or ALT Z 40 ILUVL
LDH = &00 IV 1. Thrombocyopent
Immumolaghc thrombocyyopents (1TF)
Folaze deficlency
Systomic bupus efythomatooe (3LE)
Diagnosi Annphospholipid eyndrome (APS)

D|ﬁeren2|a|e 4 Rare dssases thit may memic HELLF fyndrome
Thrombotic thrombocytopenic purpurs (TTF)
Hasmolytic uremic syndrome [HLS)




Clinical algorithm for management of suspected

severe preeclampsia =34 weeks™ gestation
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The HELLP syndrome: Clinical issues and management. A Review
Kjell Haram!, Einar Svendsen*? and Ulrich Abildgaard?

Table ) Complicatiom reported in the HELLP syndromae
Maternal complications Occurrence (%)

Eclampa

Abrupds placente

CAC

Acute renal Giure

ke 1o ol T

Carehral cedema
Pulmorary cedema

YWound hematoma/intecion’

-\-in...l—.ul..wl.lﬂ-!b.i-
E SR _¥Ein.

Subcapsulsr ver hemaroma Bepween 0.9% and <1%

Liver rapire =100 cases or about 105

Hapatic mtarction # 10 caged comibitnad with APS

Recurrent thrombosy Azcocisted with prothrombin pene 300 [0a mutation

Retinal detachment I

i aretiral milarcsod i i FEIOIALL

Cierebirg Hasmorrmape | & &)

Maternal desth |-25

Foetalneonatal complications

Pormnatal death Ta-H

ILAGR 18-41

Pretarm deltvery” 0 (15% < 18 pectanonal weeks)
Moonatsl thrambocytoponi | | 550

ROS LT-a




SR, Barton, B.M. Sibai / Clin Perinatol 31 ¢2004) 807—833

Box 4. Management of patients with documented subcapsular
hematoma of the liver

General considerations:

|.Have the blood bank aware of the potential need for large
amounts of packed red blood cells, fresh frozen plasma, and
platelet concentrate (ie, 30 units of blood, 20 units of fresh _ 2 X
frozen plasma, 30-50 units of platelets). o "1-1"?’-

II. Consult a general or vascular surgeon. . <
IIl. Avoid direct and indirect manipulation of the liver.
IV. Closely monitor hemodynamic status.

V. Administer intravenous magnesium sulfate to prevent
seizures.

If the hematoma is unruptured:

I. Manage conservatively with serial CT scans or ultrasound.

_ Incidenza 5-10%
If the hematoma is ruptured: . .
Ematomi sottocapsulari
I. Massive transfusions . . .
II. Inmediate laparotomy Infarti epatICI

. If bleeding is minimal:
it o Rottura della capsula
(2) Drain area with closed suction.
B. If bleeding is severe:
(1) Apply laparotomy sponges as packs for pressure.
(2) Embolize the hepatic artery to the involved liver
segment.
(3) Surgically ligate hemorrhaging hepatic segment.
(4) Loosely suture omentum or surgical mesh to the liver
to improve integrity.




0. Pourrat®-*, F. Pierre®
La Revue de médecine interne 33 (2012) 287-298

Efficacia nel recupero
piu rapido dei valori di
Piastrine.

Non modifica outcome

QUALE POSSIBILE
AZIONE?

Usefulness of corticosteroids in HELLP syndrome: Myth or reality?

Utilité de la corticothérapie dans le syndrome HELLP : mythe ou réalité ?

PR Ty i - L =

’ "
condu & leffet significatif des comticostéroides sur la numeération
plaguetiaire, Les auteurs concluaient gu'en définitive il n'y awvait
a I'heure actuelle pas suffisamment de preuves pour recomamian-
der I'usage des corticostéroides en routine ; ils notaient toutefois
que les corticostéroides pouvaiend 2ire justifies dans les situa-
tions climigues dans lesquelles une remontee acceiérée do chiffre
de plaguettes pouvait avoir une watilité clinkgees [ 10]. 1l est done
Justifié de metire en place des essais contrdlés multicentrigues
portant sur des effectifs suffisants pour tenter de répondre 4 cette

interrogation | 3].

S

materne] de la préeeclampsie o5t lie 3 une réeponse |nflamamatoine
systemigue [17]. Les microparticules syncytio-trophoblastiques
libérees en grande guantité par le placenta stimulent en effet
une production élevée synergique dinterleukkdne ([L-12 et d'IL-
18 par les mononucléaires clrculants, gui entraine une stimulation
de la production dinterféron gamma ([FMNY) par les cellules
raturod kit (MK la résuliante en st une réponse imflamma
toire imtense systémigue déeviee vers Nactivation des lymphocytes
T helper (Th] de iypel (Thil alors gue la prossesse normale

el = s s =
a tesed chier 70 patientes 'y pothése selon laguelle Fadml nistration
précoce de fortes doses de méthylprednisolone (180 mg sur
36 heures) pourrait imiter la chute des plagquettes au cours de la
prééclampsie compliguée d'une thrombopénie © les résultats somt
en cours danalyse.

2. Syndrome HELLPF du postparium

Laccouchement est suivi d'une ameélioration rapide des divers
parameétres cliniques et biologigues, avec remontée du chiffre de
Plaguettes au-dessus de 100 000 par millimétre cube en six 3 hoit
Jjours dans BS X des cas [5]. Cepemdant. dans 15X des cas, la sitna
tion peut s aggraver temporairement dans les trois premiers jours
el menscer le pronostic vital, notamanent en raison du risque de
complications hémomagiques ; la transfusion de produits sanguins
{(plaguettes et globules mouges) peut alors s"avérer indispensable

1 caractériseée par une activation prédominante des Th2 (3
lpguelle on atiribue un eflet protectewr permeiiant la poursuite
'une grossetss normale), Dans e syndrome HELLP du prepar
tuirm gui 5 accompagne o une Sinvation de IIL-6, i & &t¢ constate
Apres administration de prednisolone une redhiction des tao
e I'l-6de fagon significative par rapport @ un groupe [ETnoin

those receiving betamethasone.
situations in which increased rate of recovery in platelet count is considered clinically worthwhile.”

Steroidi??7??

au-dessus de 70000 par millimetre cube &ait constatée dés la
30" heure en moyenne contre 48 dans le groupe témoin [15). Une
auire eiude, conirdlée randomisee monocentrique, conduait 2
I'absence defficacité de la dexaméthasone dans un groupe de
71 patientes traitées en postpartum : la durée moyenne de s&jour
&tait plus courie dans le groupe sous dexaméthasone (6.8 jours
versus 8.2 jours). mais cetie différence n'atteignait pas ke seuil
de réduction fixé par les autewrs pour conclure 3 une différence
statisthguement significative ; 2 durée médiane de séjour était
identique (guatre jours); i o'y avalt pasz de diminution skgnifi-
cative des bescins transfustonnels: la remontée des plaguertes
méair pas accélérde de fagon sipnificative [B]. Enfin, one large
drudde monocentrigee de 105 femmes, randomiséde & contrdlée
par placebn en double insu, 'a pas objective delficacie de la
dexaméthasone 3 la dose de 12mg toutes les 12 heures pen-
dant guatre jours, &t nolamment pas de différence significative de
complications hémorragiques : dans le groupe placeba, le pour-
centage de transfusions était de 39 contre 29% dans le groupss
traité par dexaméthasone, mais la diférence n'éLait pas statis-
Uguement sipnificative ; la vitesse de remontée des plagueties,
de baisse des transaminases ef des LDH éait similaire dans les
deux groupes [ 16] La revue rés récente de la Cochrane Database
Systemic Reviews citée précdqdemment a émis pour les essais thé
rapeutigques portant sur le syndrome HELLP do postparntum des
conclusions similaires 3 celles concernant cette pathologie dans le

Corticosteroids for HELLP (hemolysis, elevated live
platelets) syndrome in pregnancy.

prepartum [ 10]

0 zerait intéressant de mettre en place des essais controlés
multiceniriques portant sur des effectifs suffisants pour tenter de
répondre 3 cette intemogation [2.3)

r enzymes, low

Cochrane Database Syst Rev 2010 Sep 8;(9)

“Those receiving steroids showed significantly greater improvement in platelet counts

which was greater for those receiving dexamethasone than

The use of corticosteroids may be justified in clinical




Trombofilie ereditarie e HELLP syndrome

Acza Obsterriaa & hwacalogica. 2008; BT: 635-642

Maternal factor V Leiden mutation is associated with HELLD syndrome

in Caucasian women

SABINE MUETZE'?, BRIGITTE LEENERS'”, JAN R ORTLEPP', SABINE KUSE’,
CARMEN G. TAG", RALF WEISKIRCHEN", AXEL M. GRESSNER",
SABINE RUDNIK-SCHOENEBORN®, KLAUS ZERRES® & WERNER RATH'

Table TV. Srodies on genetic thmmbophilas and riek of HELLF

In summary, ow deta confirm that Caudisian
women carving 1 heeogygous factor 'V Lewden

mutation have an incressed sk of developing
HELLP smdrome (OR 4.45) In contrmst no
signficant awocianon wa found for prothrombin
202106 > A mutation and MTHEFR 677C > T paly-
mm'[‘lhi_lim. Mo further differences were detected
when mnsm}l}rhﬂic genotypes were related to the
chnical feanwres of HELLP syndrome and perinatal
outcome, Moreover, there was no evidence for a fetal
genetic influence on the mother's risk of developing
HELLP syndrome. We further may conclude from
our study that gene-gene interacions do not have
muor impact on the role of thrombophilic mumtions
in the etiology of HELLP syndrome.
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Trobofilie ereditarie e HELLP syndrome

doi:10.1111 /1. 1447-0756.2010.01 397 .x I. Obstet. Gynaecol. Res. Vol. 37, No. 6: 527—-533, Jurne 2011

Frequency of hereditary thrombophilia, anticoagulant
activity, and homocysteine levels in patients with
hemolysis, elevated liver functions and low thrombocyte
count (HELLP) syndrome

Ovgu Ozkan Dogan', Yavuz Simsek®, Sevki Celen' and Nuri Danisman~

-:nmpund with the mnrml group, whereas thrombx
philic mutations of FVL, the prothrombin gene, and the
MTHEFR gene of the two groups were similar. Of not

Mutazioni FVL, protrombina, MTHFR
the general pupulahﬂn Measurement of homocysteine

levels could be used to assess the risk of HELLP syn- Nessuna relazione
drome in patients with pre-eclampsia, in addition to

other clinical and laboratory measures. We believe that

increased coagulation activity has an important role in

the pathogenesis of HELLP syndrome, but this rela-

tionship needs clarification via valuable data estab-

lished from larger prospective controlled studies.




QOutcome

Incidence et facteurs de risque d’une complication vasculaire lors de la grossesse
suivant un antécédent de prééclampsie et/ou de HELLP syndrome

Gynécologie Obstétrigue & Fertilité 38 {2010) 166-172

Subsequent pregnancy outcome in wormen with a history of preeclampsia and/or HELLP
syvndrome

S. Cathelain-Soland 2, C. Coulon?®, D. Subtil P, v. Houfflin-Debarge 2", P. Deruelle -2~

O Rischio di ricorrenza di complicanze vascolari:
Ipertensione gestazionale 12-29%
HELLP syndrome 2-27%
Pre-eclampsia 15-55%

O Fattori predittivi di ricorrenza di complicanze vascolari:
Parto < 32 s.g.
peso alla nascita < 3° centile,
BMI elevato
Ipertensione arteriosa cronica

Obstet Gynecol 2008 Aug 112 359-72
Prediction and prevention of recurrent pre-eclampsia.
Barton JR. Sibai BM.
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Long-term matemal and subsequent pregnancy
outcomes 5 years after hemolysis, elevated liver
enzymes, and low platelets (HELLP) syndrome

Mounira Habli, MD; WNahid Eftekhari, MD; Emily Wiebracht, MID;
Annette Bombrys, DO; Maram Khabbaz, MD; Helen How, MDy; Baha Sibai, MDD
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Antiplatelet agents for prevention of pre-eclampsia: 1 P ro f i | aS S i ?

a meta-analysis of individual patient data

Lisa M Askie, Lefia Duley, David | Henderson-Smart, Lesley A Stewart, on behalf of the PARIS Collaberative Group®

1]

congenital abnormalities in infants.” Our analyses

Our data show that antiplatelet agents produce showed no change in the risk of post-parum or
moderate but consistent reductions in pm-eclam;:-sia ante-partum haemorrhage between women who received
and its consequences, but there is no clear evidence that antiplatelet agents and those who did not, nor was there
such agents are any more or less effective in reducing
the relative risk for any particular subgroup. This

an effect on infant bleeding (able 1). Our analyses
highlight the problem of measuring and defining
post-parturn haemorrhage. Two trials were excluded

BLOOD, & APRIL 2072 - VOLUME 118, NUMBER 14

Hepann in pregnant women with previous placenta-mediated pregnancy
comphicabons: a prospective, nndomized. mulbcenter, controlled chnical tnal
“ida Maortrsdli,” Piare Fuggenerty 2 ko Catin,* Gaorgsa Pard],* Acrmisa Porra ¥ Patnne Yorgan, Y Sarbam Acsin
Vaksz Facchinams,” Qaovarrs Hamsis L s Sas © Wesdsiars Beron, b Sinlasan Pempalc, | aop Warane, ' Clergsa Diass 7
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Antithromboix |1r|'ph:rlnl'| wilh low-mokeculad-weaght bepana 1a
uddktion o medical survedllance failed (o decrease the pumber of events hecause of previous HELLF syndrome or preeclampsia. In
Lhe meantime, antfhrombotie prophyiacis should ot be roadinedy
alone ia 135 women with 2 previcus history of preeclampsia aiminsicred o prevent recurmenocs of placeata-mediaied preg
h | ¥ LA Sl
ll" it ’ r :H- g el e " nancy complicatons and should be restncied to women who have a
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life pregmancy complicatons companed with medical surverliance
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Low-molecular-weight heparin added to aspirin in the
prevention of recurrent early-onset pre-eclampsia in women
with inheritable thrombophilia: the FRUIT-RCT

J.I.P. DE VRIES,* M. G. VAN PAMPUS,t W. M. HAGUE,§ P. D. BEZEMER,5 ). H. JOOSTEN"
and ON BEHALF OF FRUIT INVESTIGATORS

Cumulative recurrent hypertensive disorder (HD)

This randomized trial has shown that adding LMWH to o LMWH-with-aspifin
aspirin before 12 weeks gestation reduces recurrent HD in e
women with previous early-onset HD andjor SGA, in the

context of an inhenitable thrombophilia without antiphosphol-

ipid antibodies. This reduction affects recurrent early-onset
HD, and in particular pre-eclampsia, before 34 weeks gesta-
tion, with a highly favorable NNT. It results in longer gestation
and less need for corticosteroid therapy for fetal lung matu-
ration. No such difference was seen in the overall recurrence of
HD irrespective of gestational age.

O

20 25
Gestational age in weeks

Fig. 2. Recurrence of hypertensive disorders (HD) per week in each study
arm

Hypertens Pregnancy. 2006;25(2):115-27.
Prophylaxis of recurrent preeclampsia: low-molecular-weight heparin plus low-dose

aspirin versus low-dose aspirin alone.
Serqio F, Maria Clara D, Gabriella F, Giorgia S, Sara De Carolis, Giancarlo P, Alessandro C
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The fibrinogen/CRP ratio as a new parameter for the
diagnosis of disseminated intravascular coagulation
in patients with HELLP syndrome and as a Rapporto

predictive factor for neonatal outcome Fibrinogeno / PCR

Karin \"-’irul:.pcrgtl. MDD Rainer Lehner, MDD

s1=1 W=

Mean ranks of the classical parameters
within the groups overt and no overt DIC

Mean ranks

Nonovert DIC
Coagulation parameters (n = 98)

Platelet count

Fibrinbgen
Antithrombin

Thrombin tii‘ne o

aPTT
PT

Windsperger, The fibrinogen/CRP ratio as o new paramcter for the diagnosis of TIC. A [ Obstet Gyenecol 201 3,

TABLE 7
Mean ranks of the fibrinogen/CRP ratio within
the groups overt and no overt DIC

Mean ranks

Variable Owvert DIC No owvert DIC
Fibrinogen/CRP ratio 31.77 58.15

CRP, C-reactve protein: (NC, dsseminaied intravascular coaguiaBon

Ii':'r.-...r-l:'lrr}-rr The fr-|ll.'ll1|i-.|,"|'l;'.-"|: "BP ratio as a riaw P rrncter for the ..l'fu_.;r;l.l_:.l g o T, Aem [ CMrsier Ghvrsrcnl 201 3
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Diagnosis and management of hemolysis,
clevated liver enzvmes, and low
platelets syndrome

John R. Barton., MD™"*_ Baha M. Sibai, MDY

Assessing and stabilizing the maternal condition

(a) Correction of coagulopathy if DIC is present

(b) Antiseizure prophylaxis with magnesium sulfate

(c) Treatment of severe hypertension

(d) Transfer to tertiary care center, if appropriate

(e) CT or ultrasound of the abdomen if subcapsular hematoma of the liver is suspected

2. Evaluation of fetal well-being
(a) Nonstress testing
(b) Biophysical profile

(c) Ultrasonographic biometry to rule out intrauterine growth restriction

3. Evaluation of gestational age

If >34 weeks' gestation, or non reassuring test of fetal status or presence of several maternal disease (DIC,
renal failure, abruptio placenta...):

If < 34 weeks' gestation, glucocorticosteroids:




