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ABSTRACT: Purpose: To report a rare complication of Weil’s disease.

Report of case: A 47-years-old man was referred to ICU of our hospital in shock. The clinical findings and the serological
tests established the diagnosis of Weil’s disease. After the patient became haemodynamic stable, underwent a cholecystec-
tomy for acute acalculous cholecystitis, while ten days later he developed abdominal compartment syndrome (ACS). The
later, was successfully managed surgically, with decompression laparotomy, placement of a 3 lit TPN (Total Parenteral
Nutrition) bag to cover the viscera and gradual closure of the abdomen by tying the tension sutures each time more tight.
The patient returned home after two months of hospitalization, in a good general condition.

Conclusion: Patients with Weil’s disease seem to be susceptible to the development of ACS. The clinicians must be always
suspicious for the possibility of its occurrence, in order to have an early diagnosis and a therapeutic surgical intervention.

Key Words: Weil’s disease, Abdominal compartment syndrome, Decompression laparotomy.

INTRODUCTION

Weil’s disease is the representative severe form of
Leptospirosis. Case fatality for this syndrome has
been reported to be over 10%, which is attributed to
a large number of complications that have been re-
ported to accompany it'.

We, herein, present a rare complication of Weil’s
syndrome that was managed surgically to our Unit.

CASE REPORT

A 47-years-old man was referred to ICU of our hos-
pital in shock. The man was icteric and suffered from
acute renal failure (serum creatinine: 5,1mg/dl), adult
respiratory distress syndrome(ARDS) and thrombo-
cytopenia (20.000/mm?). The patient’shistoryrevealed
fever, chills, headache and myalgia since a week,
while clinical examination showed jaundice, abdomi-
nal pain, and bleeding diatheses. Four days after his
initial admission, the patient became haemodynamic
stable with large volume resuscitation, transfusions,
mechanical ventilation and continuous arteriove-

nous hemodialysis. The clinical presentation and the
serological tests established the diagnosis of Weil’s
disease, while the laboratory findings were: Hct:28%,
WBC:12950/mm?, urea:230mg/dl, creatinine:5,7mg/
dl, Total bilirubine:24,2 mg/dl. Exacerbation of the
abdominal pain leads to ultrasonography (US) of the
abdomen, which revealed acute acalculous cholecys-
titis. The patient underwent an open cholecystecto-
my and returned to ICU. Ten days later, there was
an aggravation regarding his respiratory and renal
function, while the intra-abdominal pressure (IAP)
measurement showed the development of abdominal
compartment syndrome (ACS, IAP: 40mmHg). The
man underwent a decompression laparotomy during
which serosanguineous fluid into the peritoneal cavi-
ty and hemorrhagic infiltration of the retroperitoneal
space were found. After the intra-abdominal fluids
were drained, the abdomen left open with a 3 lit TPN
(Total parenteral Nutrition) bag covering the viscera.
In particular, the TPN bag was cut to size and applied
to the wound edges while, tension sutures (prolene
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Image 1. Tension sutures after retying.

0.0) were put to the abdomen walls. As abdominal
distension was reversed, the loosened sutures were
untied and tied again more tightly, enabling the clos-
ing up of the abdominal walls (Image 1) and resulting
to the final healing of the wound without the need
of a secondary operation (Image 2). Two weeks later
the IAP was 4mmHg. The man returned home two
months after his initial admission, in a good general
condition.

DISCUSSION

Weil’s disease is a syndrome that represents the se-
vere clinical manifestation of leptospirosis, character-
ized by jaundice, renal failure and haemorrhage with
a variable clinical course. It can be rapidly become
fatal and the mortality rate range from 5% to 15%?>.

In the line of the biphasic clinical presentation
of leptospirosis, this syndrome become apparent in
the second, immune phase, which is associated with
localization of leptospires within the tissues and a
broad range of complications®. In contrast, the first,
septicemic phase of the disease is characterized by
a subclinical course or mild, non-specific symptoms
which often are underestimated or even misdiag-
nosed?’. It has been reported that the initiation of
antibiotic therapy at this early phase provides great
benefit, as it can attenuate the progress of the disease
to the second stage*®. Therefore, the timely diagnosis
followed by the appropriate medical intervention is
essential in order to avoid severe complications, even
lethal, and in most cases is depending on a high index
of suspicion among clinicians.

Image 2. The patient before his discharge from the
hospital.

The complications that have been reported to as-
sociate with Weil’s syndrome reveal the multisystemic
nature of the disease, and include hepatic and renal
impairment, hemorrhage, vascular collapse, respi-
ratory, cardiac, myoskeletal, ocular complaints and
many other pathologic entities**. To our knowledge,
Weil’s disease has never been associated with abdom-
inal compartment syndrome (ACS). Abdominal com-
partment syndrome is defined the sustained increase
of intra-abdominal pressure (IAP>20 mmHg), that
adversely affects the circulation and threatens the
function and viability of the tissues. Among condi-
tions that have been reported to predispose to ACS
are diseases of abdominopelvic region that require
surgery, complex abdominal surgery and the large-
volume resuscitation®s, Patients with Weil’s disease,
experience multiorgan dysfunction and excessive loss
of fluids due to a diffuse vasculitis characterized by
endothelial damage and increased vascular perme-
ability*. In the line of the multiorgan dysfunction,
a rare complication of the disease is the acalculous
cholecystitis, which when receiving necroticizing
characteristics becomes a surgical emergency*. The
aggressive resuscitation to these critical ill patients,
in addition to an urgent surgical intervention seem
to comprise crucial contributors for the development
of ACS (present case). The latter may aggravate the
function of the already suffered organs, resulting in
irreversible conditions. There are many options re-
garding the ACS management’. We used a technique
that comprises a modification of these methods, and
employs a clear plastic, non-adherent sheet such as
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the TPN bag, applied to the abdominal cavity over
the viscera. In addition, with the use of appropriate
sutures which were gradually tightened as IAP was
reduced, we had the optimal result (closure of the
abdomen) without the need of a second surgical in-

To our opinion these patients are susceptible to
this kind of complication and the clinicians must be
always suspicious for the possibility of its existence,
in order to have an early diagnosis and a therapeutic
surgical intervention.
tervention which may hinder the recovery course of
these critical ill patients.

Nooog tov Weil zar gvvogopno »#othiazov diapegiopnotog

Koortag ToaMjg, Imdvva E. Kipov, Nindhaog Zastiong,
Anuitorog Mmétolog, Anwijtorog Mmtétong

A’ Xewpovoyxrj Kivixrj Aotototeleiov Havemornuiov Osooatovixns, Nocoxoueio «I. Ilamavixoldov»

NMEPIAHWH: >xomdc tng uelérns: No mapovotdoovue o omdvia mmAory Ths véoou tov Weil.

THapovaoiaon wepiotatixov: Avdpag 47 xoovav mpocexoniodn ot povdda eviotinng Bepaneiog (ME®) tov voooxropeiov
wog og ®vatdotoon shock. Ex tov ®xMvirdv gvonudtov ®oL Twv oToTELECUATOV TOV 0Q0NOYLRMV EEETATEWV dLEYVHOOM
Baptd nopgiy Aemtoonelipmong (ovvdpopo Weil). Katd ) dudoreio g voonheias tov oty ME®, o aofeviis epgpdvioe
o&eto aMBLaowrt] yohoxvotitda Yo Ty omoia xow VeI oe yoloxvotextoui. Tn 10" peteyyelontivy nuéga, mo-
QoVO{aoE EVOOROLALOXKT] VITEQTAON %L OVVOQOUO ROLALOXOU SLaUEQIONATOS, TO OTTO(0 AVTLUETMOIION XELQOVEYWMd, UE
AOTTALQOTOUC. OITOCUUGPOONONG KL TAQOUOVY OVOLXTOU TOV ROLMaK®0U Teatpatos. T v xdAvyn Twv evOorothaxrav
oAy vV yenotpomouifnxe diavoryng odxrog olxng mapevteQuriig dtotporig (3 Altowv) o omolog xabnhddnxre ot yel-
A1 TOU YELQOVQYIXOU TEAVUOTOS. AXOLOUONOE OTOdLONT] OVYRAELON TMV ROLMAKRGY TOLYMUATOV UETA TV VITOYXDONON TN
evdorothoniic vrépraone. Metd amd dvo unveg voonheiog, o aobevic eENADe o€ nah yevirg xatdotoon.
Svuméoacua: Ou aobeveic ue ovvdgouo Weil, poivetol vo elvol emQQETEIS 0TV AVATTUEN CUVOEGUOU XOLMOOU OLat-
uepiopartoc. Oa meémel vo VtdyeL VYNAGS delntng vIToYPiog, TEORELUEVOU VO, eTITEVYOET EyrouEn ddyvmon xou rotd
ovvEmeLo owoT BepamevTinig Ta€ufoon.

AéEeig Klewdid: Nooog tov Weil, Zvvdoouo xothiaxot diauegionatos, Aamaootouio amoovuieons.
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