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Vanishing Bile Duct Syndrome
as a Manifestation of Paraneoplastic Syndrome
in Hodgkin's Lymphoma
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Aim: to present a clinical observation of paraneoplastic manifestations of Hodgkin’s lymphoma — liver damage in the
development of vanishing bile duct syndrome.

Clinical case. Patient Sh., 18-years-old female, was admitted with complaints of yellowing of the skin and sclera,
severe general weakness, and fever. Mechanical jaundice, viral hepatitis, Wilson — Konovalov disease, autoimmune
hepatitis, and infections were excluded. A hypothesis was put forward about drug-induced hepatitis; some improve-
ment was noted against the background of therapy with ursodeoxycholic acid and prednisolone, but fever and neu-
trophilic leukocytosis persisted. Physical examination and imaging revealed enlarged lymph nodes in various groups
on both sides of the diaphragm, enlarged liver and spleen. PET-CT revealed active accumulation of '®F-fluorodeox-
yglucose in the enlarged lymph nodes and bone marrow; lymphoproliferative disease was suspected. During fol-
low-up, laboratory signs of cytolysis and cholestasis persisted, severe jaundice, decreased liver protein-synthetic
function, and signs of portal hypertension were noted. A liver biopsy was performed, which revealed ductopenia
in most portal tracts, without signs of inflammation (vanishing bile duct syndrome). The presence of splenomegaly,
supra- and subdiaphragmatic lymphadenopathy contradicted the diagnosis of “drug-induced cholestasis”. A sep-
tic process was excluded. According to the examination, including histological examination of the enlarged lymph
node, Hodgkin’s lymphoma, nodular sclerosis, with damage to the supra- and subdiaphragmatic lymph nodes, liver
(“vanishing bile duct syndrome” — paraneoplastic reaction) and spleen, stage IlIB according to the Ann Arbor clas-
sification, were diagnosed. After polychemotherapy, the fever resolved, and laboratory parameters showed signifi-
cant positive dynamics. Control PET-CT did not reveal foci of pathological accumulation of '®F-fluorodeoxyglucose.
The patient continues to take ursodeoxycholic acid.

Conclusion. Liver involvement in Hodgkin’s lymphoma may manifest as vanishing bile duct syndrome, which
is essentially a manifestation of paraneoplastic syndrome. Achieving complete remission and ursodeoxycholic acid
therapy are considered to be the key to resolving ductopenia.
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CuHApOM ncuesaloLmXx XeJT4HbIX NPOTOKOB KakK NposB/ieHue
napaHeonJ1acCTU4eckKoro cCuHgpoma npm 6one3Hn XooxKmHa

T.MN. Hekpacoga, A.B. BepecTogBa, M1.A. Ctpnbynb, K.N. MupocnasuH, M.C. Xapkosa, A.B. JlanwuH,

A.B. l'puropexko, 10.0. LLynbnekosa*, B.T. MBaluknH

®rA0yY BO «[Nepsbiti MockoBckuii rocynapCTBEHHbI MeaNLUMHCKUE yHuBepcuteT um. U.M. CeveHoBa» MuHucTepcTaa
3apasooxpaHeHusi Poccuiickoii @enepaumm (CeuyeHoBckuii YHnsepcutet), Mocksa, Poccurickas ®enepaums

Lienb: npeactaBuTb KIMHUYECKoe HabNloaeHe NapaHeoniacTM4eckoro NposBneHns MMMboMbl XOoKKMHa — Mo-
paxeHusi NevyeHn Npy PasBUTUN CUHAPOMA NCHE3AIOLLMX XKENYHBIX MPOTOKOB.

KnuHuueckoe HaGnogeHue. MauvexTka L., 18 neT, noctynuna c xanobamu Ha XeNnTyLHOoe OKpaLuMBaHe KOXMu
N cKiiep, BblpaXeHHyo o0LLyo cnabocTb, nMnMxopaaky. MckoueHbl MexaHu4yeckas Xentyxa, BUPYCHbIE renatuTbl,
605e3Hb BunbcoHa — KoHoBanoea, ayTOMMMYHHbIM renatut, nHdpekumn. BolABUHYTO NpeanosioXeHne o nekap-
CTBEHHOM renaTute, Ha GoHe Tepanuu npenapaTamMm ypcoae30KCHUX0IeBOMN KUCOTbI 1 NPeaHN30JI0HOM OTMEYEHO
HEKOTOPOE Y/yyLIEHNE, OAHAKO COXPaHANMCH iMxopanka U HeMTPOPUbHLIN NenkoumTos. Mpu GrsnkanbHOM oc-
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MOTPE 1 MO AaHHbIM METOA0B BMU3yann3aLmm 0OHAPYXEHO yBENVNYEHNE NMMBATUYECKUX Y3/TIOB Pa3/INYHbIX FPYM
no o6e CTOPOoHbI Anadparmbl, yBenmieHne nedeHn n ceneseHkn. Mpu MNI3T-KT o6GHapy>keHO akTUBHOE HaKOMIeHne
18F-pTOPAE30KCUTIIIOKO3bI B YBEIMYEHHbIX IMMMATUUYECKMX y31ax U KOCTHOM MO3re; 3arnofo3peHo nnmMmdaonponm-
depaTuBHoe 3aboneBaHue. MNpu nocneayoliem HabMOOAEHUN COXPaHANUChL N1abopaTopHble NMPU3HAKU LUTONN3a
1 X0JIeCTasa, BblpaXXeHHas XenTyxa, OTMEYEHbI CHUXEHWNE rnokasaTesnei 6eIKOBOCUHTETUYECKON QYHKLIMN NeveHn
1 NMosiBNIEHNE NPU3HAKOB MOPTas/IbHOM rMNepTeH3nn. BeinonHeHa 6G1MONcus NevyeHu, Npy KOTOPOW BbisiB/IEHA AyKTO-
neHnss B GONbLUMHCTBE MOPTasibHbIX TPAKTOB, 6€3 NPM3HaKoB BOCMaIEHMS (CUHOPOM MCHE3AIOLMX XENYHbIX NPO-
TOKOB). Hanuuue cnneHomeranuu, Haa- n noganadparmansHon numbaneHonaTtum NPOTMBOPEUYUSIO OUArHO3y «Jie-
KapCTBEHHbIN xonecTas». VcknoyeH centuyecknin npouecc. Mo fgaHHbIM NpoBEAEHHOro 06cefoBaHns, BKIOYas
rMCTOJIONMYECKOE NCCef0oBaHME yBEIMYEHHOro NMMeaTnyeckoro ysna, amarHoctnpoBsaHa nmmMmooma XooxKuHa,
HOAOYNAPHBINA CKIIEPO03, C NOPaXeHeM Haa- 1 nogavadparMasnbHbiX TMM@aTUYEeCKmX Y3108, NeYeHU («CUHAPOM UC-
4ye3aloLLMX XeNYHbIX NPOTOKOB» — MnapaHeonacTuiyeckasa peakuus) u ceneseHku, ctagus llIB no knaccundukaunmn
OHH-Apbop. MNocne NnpoBeaeHUs NOMXMMUOTEPANUM pa3peLuniach Inxopanka, OTMeYeHa BblipaXKeHHas! MosloXun-
TenbHas guHamMuka nabopaTopHbIx nokasatenei. Mpu koHTposibHOM MNAT-KT oyaroB NaTosorMyeckoro HakoMnieHs
8F-pTOPAE30KCUIIIOKO3bI HE BbISIBJIEHO. [NaumeHTKa NpoaomkaeT NpUeM ypcoae30KCUX0NEBOM KUCOTHI.
SakoueHume. lopaxeHne neveHr Nnpy MMMpomMe XOMKKMHA MOXET NPOSBASTLCA CUHAPOMOM NCYESAIOLLMX XXEMUYHbIX
NMPOTOKOB, MO CYTW, NMPEACTaBMSIOLLIM COOOM NPOSIBIIEHNE NapaHEONIaCTUYECKOro cUHApomMa. JIoCTxXeHe NoJsHOM
pemMuccmn n Tepanus ypcoLe30KCUX0IEBOW KUCOTOW pacCMaTPUBAIOTCH Kak 3aJ10I pa3peLLeHns AyKTONEHUN.
KniouyeBble cnoBa: CYHAPOM MCHE3aILLMX XENYHbIX MPOTOKOB, 60ne3Hb X0OKKMHA, NapaHeonnacTUY4eCcKnin CuH-
ApOM, Xonecras

KoHdnukT MHTEepecoB: aBTopbl 3as8BASIOT 06 OTCYTCTBUN KOHMINKTA UHTEPECOB.

Ans untupoeaHusa: Hekpacosa T.I1., BepectoBa A.B., Ctpubyns N.A., MupocnaeuH K.W., Xapkoea M.C., JlanwuH A.B., MNpuro-
peHko A.B., LWynbnekoBa t0.0., MeawkuH B.T. CnHAPOM MCHEIAIOLLMX XENYHbIX MPOTOKOB Kak MPOsIBAIEHME napaHeonnactunye-
CKOro cvHapoma npu 6onesHn XoaxkmHa. POCCUNCKMIA XypHa racTpOSHTEPOIOriu, renaTtonoruu, kononpokronorun. 2025;35(4):
104-112. https://doi.org/10.22416/1382-4376-2025-35-4-104-112

The course of Hodgkin’s lymphoma can be ac- elevated serum transaminases and cholestatic en-

companied by paraneoplastic manifestations known
as “B-symptoms”. The most common among them
are fever, neutrophilia, cerebellar degeneration,
and neuropathy [1]. Cases of acute liver failure,
chronic cholangitis, and liver cirrhosis have also
been described [2]. Of particular interest is liver
injury during the development of vanishing bile
duct syndrome (VBDS).

Clinical case

Patient Sh., 18-years-old female, was ad-
mitted to the Hepatology Department of
the V.Kh. Vasilenko Clinic of Propaedeutics
of Internal Diseases, Gastroenterology and
Hepatology (Sechenovskiy University), with com-
plaints of jaundice of the skin and sclera, fever,
and marked general weakness. According to medi-
cal history, two years prior she developed pain in
the right ankle joint with joint deformity; later,
pain in the right knee joint appeared. Tendinitis
of the quadriceps femoris muscle was suspected,
and Sirdalud (tizanidine) and celecoxib in the
maximum daily doses were prescribed. On day 10
of taking these medications, her body temperature
rose to 38.5—39 °C, a dull pain in the upper abdo-
men appeared along with nausea and scleral icte-
rus. The patient was hospitalized for evaluation:

zymes were found, along with pronounced neu-
trophilic leukocytosis. Viral hepatitis (A, B, C),
Wilson disease, autoimmune hepatitis, obstructive
jaundice, and infections were excluded. MRI of
the abdomen revealed enlarged para-aortic lymph
nodes. Computed tomography of the abdomen and
chest showed enlargement of lymph nodes in the
supraclavicular and subclavicular regions, medias-
tinum, and retroperitoneal space, as well as mod-
erate hepatomegaly and splenomegaly (Fig. 1).
Initially, drug-induced hepatitis was suspected,
and therapy was administered with ursodeoxy-
cholic acid (UDCA) preparations, prednisone at
30 mg per day, and plasma exchange sessions.
Against this background, some decrease in liver
transaminase activity and cholestasis markers was
noted and the arthritis regressed; however, neu-
trophilic leukocytosis and fever persisted. Given
the presence of generalized lymphadenopathy,
PET-CT was performed, which revealed active
uptake of "®F-fluorodeoxyglucose in the enlarged
lymph nodes and diffusely increased metabolism
in the bone marrow (Fig. 2), leading to suspi-
cion of a lymphoproliferative disease. An oncology
consultation concluded that the nature of the liver
lesion should be clarified before proceeding with a
lymph node biopsy.
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Figure 1. Computed tomography of the abdominal cavity and chest (two months after the onset of fever):
A (coronal section) — enlarged mesenteric lymph nodes, length > 1.5 cm, multiple (indicated by arrows);
B (horizontal section) — enlarged paraaortic and retrocrural lymph nodes (indicated by an arrow): C (horizontal
section) — large paratracheal lymph node (indicated by an arrow)

Pucynox 1. Komnbioreprast ToMorpadust OpraHoB GPIOIIHOIT TIOJIOCTH U IPY/IHON KJeTku (4epe3 2 Mec. OT MaHH-
decranym auxopaakn): A (KOPOHAIbHBIA Cpe3) — yBEJIUYEHHbIE Me3eHTepPUAJIbHbIE JUM(BATHYECKOE Y3JIbl, JTHH-
HUK > 1,5 cM, MHOKeCTBeHHBIH xapaktep (yKasawbl crpesnkamu); B (ropusoHTATbHBIA cpe3) — yBeJTMYEHHBIE
HapaaopTajbHble U PETPOKpYypaibHble auMbarndeckoe yaibl (ykasanbl crpenkoii): C (ropusoHTaabHbIil cpes) —
KPYIHbIN naparpaxeanbHblil suMbarudeckuii ysen (ykasaH CTpeskoii)

Figure 2. PET-CT data 5 months after the manifestation of fever: widespread lymphadenopathy with active
uptake of '8F-fluorodeoxyglucose involving the lower jugular and supraclavicular lymph nodes, paratracheal
lymph nodes on the right, intrathoracic, retroperitoneal, retrocrural lymph nodes, iliac lymph nodes on the right;
moderate enlargement of the spleen; diffusely increased metabolism in the bone marrow

Pucynox 2. Jlannbie [I9T-KT uepes 5 mMec. oT Manudecraum JIXOPAJKHI: pacnpocTpaHeHHas JmMdaieHomna-
THSI C AKTUBHBIM 3aXBaToM F-pTOp/Ie30KCHUTITIIOKO3bI ¢ BOBIEYEHNEM HIKHESPEMHbBIX U HAJKJIIOYHIHBIX JTUMpaTH-
YeCKUX Y3JI0B, MaparpaxeajibHbIX JUM(bATHUECKUX Y3JI0B CIPaBa, BHYTPUTPYIHBIX, 3a0PIONIMHHBIX, PETPOKPYPAJIh-
HBIX JUM(DATHIECKUX Y3JI0B, TOAB3/ONIHBIX JUM(MATHIECKUX Y3JI0B CIPaBa; YMEPEHHOE YBEJUYEHHE CEle3€HKH;
M dy3HO TOBBIIIEHHDI MeTa60JII3M B KOCTHOM MO3Te
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On admission to the Sechenovskiy University
clinic, the patient’s general condition was rel-
atively satisfactory, she was alert, and she per-
formed the number-connection test in 30 s. Body
mass index was 18.0 kg/m? The skin, visi-
ble mucous membranes, and sclera were icteric.
Supraclavicular, axillary, and inguinal lymph
nodes up to the size of a hazelnut were palpable,
painless, firm, and not matted together. No ede-
ma was present. Respiratory rate was 16 per min.
Lung fields were normal on percussion; breath
sounds were vesicular with no rales. Heart borders
were within normal limits; heart sounds were clear
and rhythmic, with no murmurs. Heart rate was
84 per min, blood pressure — 115/70 mmHg. The
abdomen was of normal shape, soft and non-ten-
der on palpation; the segments of the colon were
unremarkable. The liver extended 2 cm below the
costal margin, with a rounded, painless, elastic
edge. The elastic, painless lower pole of the spleen
was palpable; percussion indicated spleen dimen-
sions of 16 x 8 cm. Laboratory findings on ad-

leukocytes — 16 x 10°/L, neutrophils — 13.5x10°/L,
platelets — 520 x 10°/L, erythrocyte sedimentation
rate — 96 mm,/h. Urinalysis and stool analysis were
unremarkable. Blood biochemistry showed signs of
hepatocellular injury (alanine aminotransferase —
55 U/L, aspartate aminotransferase — 109 U/L)
and cholestasis (elevated alkaline phosphatase up
to 703 U/L, gamma-glutamyl transferase — up to
551 U/L, bile acids — up to 203.3 pmol/L, to-
tal bilirubin — up to 106.5 umol /L, direct biliru-
bin — up to 57.5 umol /L); total protein — 69 g/L,
albumin — 29 g/L, cholesterol — 9 mmol/L.
Coagulation studies indicated moderate hypocoagu-
lation (international normalised ratio — 2.25, pro-
thrombin index — 27 %). C-reactive protein was
elevated to 114 mg/L. Abdominal ultrasound re-
vealed multiple enlarged para-aortic lymph nodes
confluent into conglomerates, as well as solitary
enlarged paracaval lymph nodes; spleen size was
180 x 57 mm, portal vein diameter 14 mm, splenic
vein diameter up to 8 mm (signs of portal hyperten-
sion). Esophagogastroduodenoscopy showed non-ero-

mission were as follows: hemoglobin — 97 g/L, sive reflux esophagitis and superficial gastritis.
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Figure 3. Liver biopsy: A — the interlobular bile duct is absent in the portal tract (hematoxylin and eosin,
x400); B — moderate sclerosis of the portal tract, forming fibrous septum (indicated by the arrow) (picrosirius,
x400); C — CK7+ periportal hepatocytes, formation of small bile ducts periportally (THC study with antibodies

to CK7, x200)

Pucynox 3. Buoncus nevyenu: A — B MOPTATBHOM TPAKTE MEKIOIBKOBBIN JKETUHBINA POTOK oTcyTCTBYeT (Te-
MaTOKCHU/IMH 1 5031H, x400); B — yMepeHHbIH CKIepO3 MOPTasbHOTO TpakTa, (hopMupylomascs puéposHas cenra

(ykasana crpeaxoit) (mukpocupuyc,x400); C — CK7+
JKEJTUHBIX ITPOTOKOB TepumnopTanbio (M IX-uccaenosanme

IIepUIIOPTaIbHbIE TeNaToUThl, (POPMUPOBAHIE MEIKUX
¢ antutenamu Kk CK7, x200)
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To clarify the cause of cholestasis, a percu-
taneous liver biopsy was performed (Fig. 3). In
biopsy specimens stained with hematoxylin-eo-
sin, picrosirius red, and CK7, the lobular and
trabecular architecture of the liver was not pre-
served throughout. Foci of marked focal parenchy-
mal-canalicular cholestasis were observed in the
central and intermediate parts of all lobules, and
there was slight expansion of moderately sclerosed
portal tracts with forming fibrous septa extending
from them. In 7 of 9 portal tracts (78 %), inter-
lobular bile ducts were absent (ductopenia); in
two portal tracts the bile ducts were deformed
and reduced in size, with no signs of inflammation.
Immunohistochemical examination showed mem-
branous CK7 expression in periportal hepatocytes
and progenitor cells, which can be considered an
initial stage of a compensatory-adaptive process
of bile duct formation aimed at resolving biliary
hypertension. VBDS was suspected, and further
clarification of the nature of the underlying dis-
ease was required.

Clinically, the following syndromes were not-
ed in this case: articular syndrome (at disease
onset), generalized lymphadenopathy, progres-
sive liver failure, neutrophilic fever, and hepato-
lienal (hepatosplenic) syndrome. The presence of

splenomegaly and supra- and sub-diaphragmatic
lymphadenopathy was inconsistent with a diagno-
sis of drug-induced cholestasis. Given the neutro-
philic leukocytosis, the patient’s transfers between
multiple hospitals, and glucocorticoid therapy, a
septic process was deemed unlikely (three sets
of blood cultures obtained at the height of fever
were negative; echocardiography revealed no vege-
tations or masses on the heart valves or within the
chambers). Lymphoma was considered the most
likely diagnosis, and a biopsy of an enlarged su-
praclavicular lymph node was performed (Fig. 4).
The diagnosis was Hodgkin’s lymphoma, nodular
sclerosis subtype, with involvement of supra- and
subdiaphragmatic lymph nodes, liver (with “van-
ishing bile duct syndrome” as a paraneoplastic re-
action), and spleen, stage IIIB by the Ann Arbor
classification.

Over the next four months, 4 cycles of
polychemotherapy were administered according to
the BEGEV regimen (bendamustine, gemcitabine,
vinorelbine) in combination with nivolumab.
During treatment, the fever resolved, and the
jaundice and general weakness significantly
diminished. Laboratory tests showed a marked
positive trend: levels of bilirubin and markers of
hepatocellular injury and cholestasis decreased
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Figure 4. Biopsy of the supraclavicular lymph node:

the structure is blurred due to the proliferation of tumor

tissue formed by atypical cells of the lymphoid series (Sternberg — Reed, Hodgkin) against the background of diffuse
infiltration by lymphocytes, eosinophils, plasma cells with areas of sclerosis (hematoxylin and eosin, x400)
Pucynox 4. Buorcust HaJKIIOYMIHOTO JUM(ATHYECKOTO y3JIa: PUCYHOK CTPOEHUSI CTEPT M3-33 PaspacTaHust
OITyXOJIeBOM TKaHH, 06Pa30BaHHOM aTHIMYHbIMU KaeTkamu suMgonanoro paga (IltepuGepra — Puga, XomKKkuHa)
Ha ¢one muddysHON nHbIIbTPaK JTUMQPOIMTAMHU, S03UHOMIIAME, TIA3MOIMTAMU ¢ yYacTKaMu ckieposa (re-

MaTOKCUJINH 1 303uH, x400)
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Figure 5. Dynamics of laboratory parameters of cytolysis and cholestasis
Pucynox 5. [lnnamMuka 1a60patopHbIX MOKa3aTeseil IUToIN3a 1 X0IecTas’a

(Fig. 5). Follow-up PET-CT revealed no foci of
pathological F-FDG uptake; an increase in spleen
size was noted (which can be explained by the
development of portal hypertension). At present,
Hodgkin’s lymphoma remains in remission. The
patient continues to take UDCA at 15 mg,/kg/day;
moderate elevation of liver enzymes persists
(roughly 1.5—3—fold above normal), as does
mixed hyperbilirubinemia (2—3—fold elevation).
Ongoing follow-up by a hematologist and a
gastroenterologist-hepatologist is indicated.

Discussion

Vanishing bile duct syndrome (VBDS) is
characterized by progressive destruction of
intrahepatic bile ducts and their disappearance,
resulting in cholestasis. This syndrome was
first described in 1988 as “idiopathic adulthood
ductopenia”. Subsequent studies confirmed the
autoimmune nature of the process; however, its
pathogenesis is not fully understood. VBDS has
been reported in patients after liver transplantation,
in the context of various medications (ibuprofen,
levofloxacin, allopurinol, ampicillin, amoxicillin,
erythromycin, doxycycline, co-trimoxazole, etc.),
in HIV-infected patients, and in malignancies,
including lymphoma [3, 4]. Despite the possibility
of VBDS arising in various pathological conditions,
the syndrome is rare. VBDS is considered a
diagnosis of exclusion; during differential diagnosis,
viral, autoimmune, and other diseases that lead to
ductopenia due to inflammatory and destructive
bile duct injury must be ruled out. To confirm the

diagnosis, a liver biopsy is required; the presence
of ductopenia is evidenced by the absence of
interlobular bile ducts in more than 50 % of portal
tracts [5]. Clinically milder forms are referred to
as “idiopathic cholestasis”. In such cases, signs
of pericholangitis or destructive cholangitis are
not found in the biopsy. The prognosis of this
condition is not well understood and is often
unpredictable; according to the literature, it may
depend on the etiology of VBDS and the patient’s
initial overall condition [3].

Liver involvement in Hodgkin’s lymphoma
can be multifactorial and may be caused by: (a)
tumor infiltration of the hepatic parenchyma; (b)
chemotherapy; (¢) compression of the bile ducts by
enlarged lymph nodes at the liver hilum, leading
to intrahepatic bile duct ectasia and ascending
cholangitis; or a combination of several factors [1].
S.G. Hubscher et al. were the first to report VBDS
in Hodgkin’s lymphoma, describing three patients
with lymphoma who developed intrahepatic
cholestasis and ductopenia [6]. In Hodgkin’s
lymphoma complicated by VBDS, jaundice
develops in 100 % of cases; overall, jaundice
occurs in 3—13 % of Hodgkin’s lymphoma patients.
Proposed mechanisms of VBDS in Hodgkin’s
lymphoma include: (a) a direct cytotoxic effect
of tumor cells on the biliary epithelium (when
liver metastases are present); (b) damage due to
production of tumor cytokines and inflammatory
mediators; (¢) development of immunopathological
reactions, including autoantibody formation [4,
5]. The latter two mechanisms can be considered
manifestations of paraneoplastic syndrome. Tt is
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believed that under the influence of damaging
factors, accelerated “aging” of cholangiocytes
occurs, the rate of apoptosis increases, and
apoptosis begins to predominate over regenerative
processes [1]. In some cases, VBDS may be an
adverse outcome of chemotherapy, as evidenced
by the absence of characteristic changes in liver
biopsy specimens obtained before treatment. In
the development of cholestasis syndrome in
patients with Hodgkin’s lymphoma in the absence
of combined independent diseases with bile duct
damage, additional examination is justified,
including liver biopsy, in order to exclude
vanishing bile duct syndrome [3]. In differential
diagnosis, imaging methods — especially PET —
play an important role, as they allow exclusion
of extrahepatic biliary obstruction and hepatic
infiltration by lymphoma cells.

Overall, regarding paraneoplastic “B-symptoms”
in Hodgkin’s lymphoma, it should be noted that
they are very common — recorded in more than
40 % of cases, and in one of every six patients
they precede the main manifestations [2]. The
more pronounced these symptoms, the greater the
probability of their concurrence; in the presented
clinical case there was a combination of high fever,
arthritis, and paraneoplastic cholestasis. During
the diagnostic workup, hepatic tumor infiltration
and mechanical cholestasis were ruled out, leading
to the diagnosis of VBDS.

When liver involvement is suspected in
Hodgkin’s lymphoma, due to the risk of
progressive liver failure, initiation of therapy
should not be delayed while awaiting liver
biopsy results. In early-stage disease (I-II),
radiotherapy — or otherwise combination
chemotherapy — can be started without waiting
for a biopsy [1]. In addition to acute liver failure,
there have been cases with an outcome of liver
cirrhosis [2]. The dose of chemotherapeutic agents,
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