
223

Fitz-Hugh-Curtis (FHC) syndrome is peri-

hepatitis without direct infiltration into the liver 

parenchyma in a patient with a pelvic in-

flammatory disease.1 In the 1930s, Curtis2 and 

Fitz-Hugh3 reported a syndrome characterized by 

violin string adhesions around the liver. Before 

the 1970s, only Neisseria gonorrhoeae (N. gonor-

rhoeae) was considered as a causative bacteria 

of FHC syndrome, but in 1978, Muller-Schoop et 

al.4 identified perihepatitis in a patient with an 

acute infectious disease using a laparoscope, sug-

gesting Chlamydia trachomatis (C. trachomatis) 

is a new causative bacteria of FHC syndrome. In 

literature reported thereafter, C. trachomatis was 

identified in the cervix, urine tube, and hepatic 

capsule of a patient with perihepatitis.5,6 As the 

infection route from the pelvis to the liver, trans-

mission through the peritoneal cavity is considered 

a major route and there were reports that trans-

mission occurs through hematogenous infection 

or lymphatic vessels.7,8 

Such a diagnosis was made in patients who had 

right upper abdominal pain and pelvic inflammatory 

disease, and from whom pathogens such as N. gonor-

rhea or C. Trachomatis were detected. For con-

firmatory diagnosis, there should be a finding of pel-

vic inflammation accompanying adhesions like violin 

strings between the hepatic capsule and the abdomi-

nal wall, and detection of strains from the adhered 

tissues should be performed.9 In consideration of 

Kosin Medical Journal 2018;33:223-227.
https://doi.org/10.7180/kmj.2018.33.2.223 KMJ

Case Report

A Case of Fitz-Hugh-Curtis syndrome in a male patient

Si Hyeong Lee, Ju Il Yang, Jung Sik Choi
 
Department of Internal Medicine, Inje University, College of Medicine, Busan Paik Hospital, Busan, Korea

Fitz-Hugh-Curtis syndrome has been described as perihepatitis associated with pelvic inflammatory disease 
(PID). It is classically seen in premenopausal young women who have right upper quadrant pain, usually but

not always accompanied by symptoms of PID, and is frequently confused with biliary tract disease. However,

the syndrome has rarely been reported in males. The predominant symptom is right upper quadrant pain, 
but PID may not be present in male patients. Here, we report a case of Fitz-Hugh-Curtis syndrome in a young

male patient, which was diagnosed by serological tests and computed tomography. Fitz-Hugh-Curtis syndrome

should be considered as a possible cause of pain in the right upper quadrant in male patients, although such
a case is very rare. 

Key Words: Fitz-Hugh-Curtis syndrome, Male, Perihepatitis

Corresponding Author: Jung Sik Choi, Department of Internal Medicine, Inje University, Busan Paik 
Hospital, 75, Bokji-ro, Busanjin-gu, Busan 47392, Korea
Tel: +82-51-890-6270  Fax: +82-51-892-0273  E-mail: jschoi@paik.ac.kr

Received:
Revised:
Accepted:

Jul. 29, 2016
Aug. 11, 2016
Aug. 22, 2016

Articles published in Kosin Medical Journal are open-access, distributed under the terms of the Creative Commons Attribution 
Non-Commercial License (http://creativecommons.org/licenses/by-nc/4.0/) which permits unrestricted non-commercial use, distribution, 
and reproduction in any medium, provided the original work is properly cited. 



Kosin Medical Journal 2018;33:223-227.

224

the fact that the syndrome is a benign disease rela-

tively easily treated with appropriate antibiotics, in-

vasive surgeries are not performed except in the event 

of complications. Recently, diverse research has veri-

fied that the finding of perihepatic enhancement 

which was characteristic during the arteriographic 

phase of dynamic abdominal computed tomography 

was very specific to a diagnosis of FHC syndrome.8,10 

FHC syndrome occurs in accompaniment with pel-

vic inflammatory disease, and as such, mostly women 

succumb to it and its occurrence in men is very rare. 

Looking at research performed in foreign countries, 

Kimbell and Knee11 reported FHC in a man for the 

first time in 1970, and FHC syndrome in men was 

reported by Francis and Osoba12 in 1972 and by 

Davidson and Hawkins et al.13 in 1982. However, 

only one case of FHC syndrome in a man14 has been 

reported in Korea. The authors diagnosed and treated 

one patient with FHC syndrome through dynamic 

abdominal computed tomography and blood and 

urine tests on sexually transmitted diseases, and 

therefore report this case. 

CASE

A 23-year-old male patient visited our hospital 

with a main complaint of right upper abdominal pain 

that had occurred from one month before; he had 

no other past history with the exception of a history 

of vermiform process excision five years ago. In the 

right upper abdomen, there was continuous stinging 

and burning pain without improvement, and this pain 

was aggravated when he inhaled deeply or got up 

from a recumbent position. He was unmarried, and 

two months ago had had sex with a prostitute. There 

were no specific findings in his family history. 

According to his physical examination results, his 

height, weight, body mass index, blood pressure, 

pulse, respiration, and body temperature were 181 

cm, 127 kg, 38.7 kg/m2, 150/90 mmHg, 108 

beats/min, 20 breaths/min, and 36.2 degrees, 

respectively. His consciousness was clear. He had 

an acute ill-looking appearance and his physical ex-

amination results showed his abdomen was obese, 

his bowel sound was good and an enlarged organ 

or mass was not palpated, but there was tenderness 

in his right abdomen although it was smooth. 

In his blood test conducted when he visited our 

hospital, his hemoglobin, white blood cells, and pla-

telet levels were 17.3 g/dL, 9,580/mm3 (neutrophil: 

63.2%, lymphocyte: 25.2%, monocyte: 6.6%, eosino-

cyte: 4.4%), and 208,000/mm3, respectively. In his 

serum biochemical test, his AST, ALT, total bilirubin, 

ALP, γ-GTP, serum urea nitrogen, and creatinine 

levels were 189 IU/L, 290 IU/L, 0.9 mg/dL, 265 IU/L, 

75 IU/L, 12 mg/dL, and 0.89 mg/dL, respectively. 

His serum electrolyte was in a normal range. He tested 

negative for HAV IgG, HAV IgM, HBsAg, HBsAb, and 

HCV Ab. His CRP and procalcitonin levels were 0.25 

mg/dL and 0.09 ng/mL, respectively, which were in 

normal ranges. There was no finding of abnormality 

in his urine test. Pathogens were not isolated in the 

blood and urine culture tests. 

In electrocardiography, the rhythm was sinus 

rhythm, and in chest and abdominal simple X-ray 

tests, there was no finding of abnormality. In upper 

gastrointestinal endoscopy performed in order to 

exclude gastrointestinal diseases, there was no find-

ing of abnormality. Due to suspicion of a biliary 
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system disease like acute cholecystitis, abdominal 

ultrasonography and dynamic abdominal computed 

tomography were carried out. Except for a moderate 

level of fatty liver, there was no finding of abnormal-

ity in organs within the abdominal cavity including 

liver parenchyma and the pancreatico-biliary sys-

tem, but thin linear capsular enhancement was not-

ed at the front of the liver during arterial and lag 

phases (Fig. 1). 

Based on the above test results, the possibility of 

perihepatitis was considered. Therefore, blood and 

urine tests for detecting a transmissible disease were 

additionally performed. Antibody and urine poly-

merase chain reaction tests for major causative bac-

teria, C. trachomatis, were conducted. Also, urine 

polymerase chain reaction tests for N. gonorrhea, 

Mycoplasma hominis (M. hominis), Mycoplasma gen-

italium (M. genitalium), Ureaplasmaurealyticum (U. 

urealyticum) were conducted. After conducting the 

above tests, he was administered with 100mg of dox-

ycycline twice on the first day. Thereafter, it was 

decided to administer the agent once per day and 

ambulatory care was planned. On his visit one week 

later, his right upper abdominal pain had decreased. 

In additional tests on transmissible diseases, the result 

of his urine polymerase chain reaction test was pos-

itive for U. urealyticum, positive for C. trachomatis 

Ab IgG, and negative for IgM. He tested negative 

in the other tests. 

 

DISCUSSION

It is known that FHC syndrome is perihepatitis 

accompanying five to 15% of patients with pelvic 

inflammatory disease, and largely occurs in young, 

sexually active women.15,16 Its major infection 

route is direct transmission through inflammatory 

infection of the fallopian tube as a pelvic infection. 

In addition, transmission through the lymphatic 

vessels or the blood vessels is possible.8 Its major 

causative bacteria include C. trachomatis or N. 

gonorrhea, which may be identified through speci-

mens obtained from the vagina, urine, and uterine 

cervix. It is known that its causative bacteria are 

Fig. 1. Abdominal CT finding. Linear capsular enhancement (arrow head) was noted, on both arterial 
phase image (A) and delayed phase image (B).
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detected most commonly from uterine cervix 

specimens. In the past, confirmative diagnosis was 

based on an observation of pelvic inflammation 

and the identification of strains from violin string 

adhesions and adhered tissues between the hepatic 

tissues and abdominal wall as a surgical method. 

However, in consideration of the fact that most 

often FHC syndrome is a benign disease that is 

relatively easily treated through appropriate anti-

biotic treatment, FHC syndrome may be diagnosed 

using an invasive method through a finding of peri-

hepatic enhancement characteristic of dynamic 

abdominal computed tomography arteriography 

after clinical pathological tests following history 

taking and physical examination.11 Some re-

searchers have observed findings of perihepatic 

enhancement during lag phase.8 There is no stand-

ardized antibiotic treatment for FHC syndrome, 

but like most treatments of acute pelvic in-

flammatory diseases, appropriate antibiotic treat-

ment is applied. Oral antibiotics such as tetracy-

cline, doxycycline, erythromycin, ofloxacin, or 

azithromycin have been used against major causa-

tive bacteria C. trachomatis.17,18 

In this case, there was no finding suggesting 

sepsis as an infection route. As a male patient, 

polymerase chain reaction was performed against 

sex mediated infectious causative bacteria and U. 

urealyticum was detected. It is estimated that trans-

mission was made through the lymphatic vessels 

rather than being hematogenous transmission. 

Perihepatitis is considered to have occurred 

through urethritis. It is known that the major causa-

tive bacteria of urethritis include Chlamydia, 

Gonorrhea, and Mycoplasma. In addition, there 

was a finding of typical perihepatic enhancement 

during arteriographic phase and lag phase of dy-

namic abdominal computed tomography. FHC 

could be diagnosed by summing up history hearing, 

physical examination, findings by the laboratory 

and the characteristic finding of dynamic abdomi-

nal computed tomography. In this case, empiri-

cally, the patient was administered with doxycy-

cline, the administration of which was maintained 

resulting from drug susceptibility in urine polymer-

ase chain reaction test of U. urealyticum and 

non-steroidal anti-inflammatory drug (NSAID) was 

prescribed for pain. 

FHC syndrome is not a rare disease in foreign 

countries, and there have been several reports of 

it domestically. However, it has occurred mainly 

to females.19,20 The one case reported in 2010 is 

the only domestic case involving a male.14 Thus, 

the authors emphasize that when a cause is not 

certain based on a finding from the laboratory 

and chest and simple abdominal x-rays, the possi-

bility of FHC syndrome in males as well as females 

should not be ignored, and active tests such as 

dynamic abdominal computed tomography and 

polymerase chain reaction test for transmissible 

diseases should be conducted.  
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