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Primary or light chain (AL) amyloidosis, immunoglob-
ulin light chain amyloidosis is the most common type of
systemic amyloidosis, accounting for approximately 70%
of all systemic amyloidosis [3]. AL amyloidosis happens
when free light chains of immunoglobulins are excessively
produced by clonal malignant plasma cells. AL amyloido-
sis is rapidly progressive, and it is still diagnosed late. The
disease remains diagnostically and therapeutically chal-
lenging for clinicians across practicing settings. It can oc-
cur alone, or in association with other plasma cell dyscra-
sias and lymphoproliferative disorders. Up to 10-15% of
patients of multiple myeloma (MM) patients develop AL
amyloidosis. Due to its diverse nonspecific symptoms,
diagnosing AL amyloidosis associated with multiple my-
eloma can be challenging (demanding) and lead to a di-
agnostic delay. This case refers to a patient with AL amy-
loidosis, associated with multiple myeloma, who exhibited
clinical symptoms, laboratory and imaging findings of
gastrointestinal tract lesions, similar to those observed
in Crohn’s disease. The knowledge of the clinical picture
of AL amyloidosis and the morphological examination of
the affected organ is of great importance for making an
accurate diagnosis.

Case presentation

We present a case of a 73-year-old woman, who
presented to the clinic in January of 2023 complaining
of fatigue, swelling of the lower limbs, diarrhea, nau-
sea, vomiting, pruritus and weight loss (about 15 kg in 6
months). The onset of symptoms started in June 2022,
while fatigue, swelling of the lower limbs and diarrhea

* ADDRESS FOR CORRESPONDENCE

A.Kh. Simonyan

YSMU, University Hospital Named after Mikaelyan
Address: RA, Yerevan, 9 E. Hasratyan St
E-mail: arminsimonyan@rambler.ru

Tel.: (+374) 77 76 20 48

RJTUNHIBNFL, hSNHR3NFL b4 UPRNHISNFL | UUShU 2025

commenced in December of the same year. Previously
the patient consulted a gastroenterologist regarding the
diarrhea and was prescribed medication, which proved
effective solely for managing the diarrhea. A whole-body
CT scan detected characteristic changes of atypical viral
pneumonia caused by COVID-19, cardiomegaly (cardio-
pulmonary relation 0.60), hepatomegaly (craniocaudal
dimension 19.5c¢m), and no visible destructive changes in
the involved bones. Laboratory findings included albumin
16.86 g/l, total protein 76.2 g/l, creatinine 72 umol/L, pro-
thrombin time 20.3, INR 1.57, proteinuria 3g/day. Dexa-
methasone treatment was started. Taking into account
clinical laboratory findings, the patient was referred to
a hematologist. The hematologist concluded that there
were no hematological pathologies present. Consider-
ing the presence of nephrotic syndrome, the patient
was referred to a nephrologist and admitted to our de-
partment for inpatient care. However no proteinuria was
detected in the subsequent urine examination. Taking
into consideration hypoalbuminemia (16.86 g/l), anemia
(HGB - 105 g/l), coagulopathy (PT - 37.2, INR - 2.98), it
was imperative to rule out malabsorption syndrome, the
reason of which could be a number of gastrointestinal
diseases, such as Crohn’s disease, celiac disease and
many other. Beforehand, the patient underwent a con-
sultation with an infection disease specialist to rule out
intestinal infections: bacteriological examination of feces
for All complex, Clostridium difficile A and B toxins were
negative. On the other hand, considering the hepatomeg-
aly detected by CT scan, the echocardiographic findings:
concentric hypertrophy of the myocardium, LVEF 12.2
mm, AF - 50%( in the case of the absence of arterial hy-
pertension in the anamnesis), the inappropriate relation-
ship between blood proteins alb - 15.73g/I, total protein
-65.1g/l, hypercalcemia: Ca - 2.78 mmol/l, there was a
suspicion of systemic AL amyloidosis in the framework of
multiple myeloma, which could also explain the absence
of protein in the patient’s urine during our examination,
because the presence of light chains is not always detect-




ed. During hospitalization, the patient experienced mul-
tiple episodes of orthostatic hypotension accompanied
by a decrease in arterial pressure down to 70/40 mmHg.
After treated with albumin, vitamin K, fresh frozen plas-
ma, amiodarone hydrochloride, the patient’s condition
stabilized to some extent, allowing for the performance
of esophagogastroduodenoscopy (EGD) and colonosco-
py. Endoscopic findings included ulcer of stomach, atro-
phic gastritis, erosive duodenitis, ulcers in the terminal
part of ileus and Bauhin’s valve. In total, 12 biopsy sam-
ples were obtained from various affected lesions of the
gastrointestinal tract. Amyloid deposition was identified
in all tissue specimens, and immunohistological examina-
tion revealed AL type amyloidosis. Blood serum protein
electrophoresis indicated M gradient of 17 g/l, according
to immunofixation, due to the secretion of IgA lambda
monoclonal proteins. According to urine protein electro-
phoresis, 1.18 g of protein is represented by light chains.
A bone marrow aspiration was performed to confirm the
final diagnosis and a 40% cell population with a pheno-
type characteristic of neoplastic monoclonal plasmatic
cells was isolated. Therefore, following confirmation of
multiple myeloma and systemic AL amyloidosis, primarily
affecting the heart, liver, and gastrointestinal tract, the
patient was referred to the hematology clinic for ongoing
management and treatment.

Discussion

AL amyloidosis is a manifestation of plasma cell
dyscrasia, characterized by clonal production of amyloi-
dogenic light chains of immunoglobulins by plasma cells.
There are primary (idiopathic) amyloidosis, amyloidosis
in multiple myeloma, and B-cell tumors (Waldestrom’s
disease and other monoclonal gammopathies). AL am-
yloidosis develops in 10-15% of patients with Multiple
Myeloma (MM) [4]. MM is characterized by the malignant
overgrowth of plasma cells that generate monoclonal
immunoglobulin. Both diseases share highly comparable
mechanisms. AL amyloidosis is detected annually with a
frequency of 8-12:1000000 of the population, occurring
on average twice as often in men than in women [6]. The
average age of patients is over 40 years old [9]. In the
case of AL amyloidosis, all organs except the central ner-
vous system can be involved in the pathological process.
The heart (cardiomegaly, thickening of cavity walls, re-
strictive cardiomyopathy, diastolic dysfunction), the ner-
vous system (peripheral, autonomic neuropathy), the skin
(periorbital ecchymoses, “Water bear’s eyes”, petechiae,
purpuras, skin hemorrhages, wax shields), joints and mus-
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cles (muscle atrophy, outwardly false hypertrophy ‘Sol-
dier’s shoulders syndrome, carpal tunnel syndrome), the
respiratory system (cough, hill, bleeding, hoarseness, re-
current cases of pneumonia, fibrosing alveolitis, respira-
tory deficiency) are affected in the case of AL amyloidosis.
Bleeding may be observed, including bladder bleeding,
caused both by changes in the vascular wall and by a dis-
order of the coagulation system, primarily by a deficiency
of factor X, which binds to amyloid [5]. Most likely the gas-
trointestinal system is also affected (hepatomegaly, sple-
nomegaly, dysphagia, nausea, diarrhea or constipation,
weight loss, loss of appetite, early saturation, achalasia of
the cardiac segment, macroglossia, steatorrhea). At the
same time, the clinical manifestations of gastrointestinal
amyloidosis can imitate diseases such as inflammatory
bowel disease, malignant neoplasms, ischemic colitis, and
collagenous colitis [2, 7]. Endoscopic manifestations of
amyloidosis of the gastrointestinal tract are also varied
and nonspecific. Erosions, ulcerations, a granularity of the
mucosa, polyps, thickening of the folds of the stomach,
submucosal hematomas, and petechial elements can be
detected on the mucous membranes. Possible complica-
tions include colonic dilatation, pseudo-obstruction, stric-
ture, rectal bleeding, volvulus, and perforation [1]. Our
patient had diarrhea, weight loss, nausea, and laboratory
abnormalities characteristic of malabsorption syndrome
- hypoalbuminemia, anemia, coagulopathy as well. The
endoscopic picture resembled a lesion characteristic of
Crohn’s disease. We also discussed the diagnosis of AL
amyloidosis (primary or as part of myeloma), taking into
account the combination of such manifestations as cardi-
ac damage of the type of restrictive cardiomyopathy, or-
thostatic hypotension, hepatomegaly, hypocoagulation.
The discrepancy between the amount of total protein and
blood albumin suggested excess synthesis of parapro-
tein. The morphological examination of tissues revealed
amyloidosis, its further typing and bone marrow examina-
tion made it possible to establish AL amyloidosis within
the framework of myeloma.

Conclusion

This clinical case illustrates the difficulties of diag-
nosing AL amyloidosis in clinical practice due to its varied
nonspecific symptoms. Demonstrating a multidisciplinary
approach is crucial, given instances where the underlying
cause of suspected malabsorption syndrome may not be
solely gastrointestinal, but systemic in nature. Making
a diagnosis requires not only knowledge of the clinical
picture and an understanding of the pathogenesis of AL
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amyloidosis but also the availability of certain diagnos-
tic capabilities. Only timely and high-quality examination
(morphological, immunological, and immunochemical)
makes it possible to make a diagnosis as early as possible
and to improve the prognosis of this potentially serious
disease.
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AL-AMWUIO0MA03 NP MHOXXECTBEHHOW MUEIOME Y NALUMEHTA C NOAO3PEHMEM HA BOJIE3Hb

KPOHA
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KnioueBble cnoBa: AL-amusioudos, MHOXeCmeeHHasi Muesioma,
60s1e3H6 KpoHa.

AL-amnnonpos (AL-A) — 3aboneeaHve, pa3ssuBatoLeecs
BC/IeACTBME MNa3MaTMUECKon wan MM OoniasmMounTapHOn
OMyXxoNn, NP1 KOTOPOW Maa3MaTnyeckne KneTkn (pexe B-num-
oumnTbl) NPOLYLMPYIOT MOHOK/IOHaNbHbIEe CBOOOLHbIE Nerkue
uenu UMMyHornobynnMHOB, KOTOpble B COCTaBe amuionaa oT-
KNafblBalOTCA B pa3HbIX OpraHax, Bbi3biBasi WX AWUCHYHKLMIO.
OTnoxeHve amunonpa B OpraHax-MuLLIEHSIX (Cepaue, MOYUKW,
neyeHb, *KeyooUYHO-KMLLEYHbIA TPaKT, nepudepuyeckast 1 Be-
retaTMBHAas HEpBHas CMCTEMA, MSArKME TKaHKM) CONPOBOXKAAETCA
NPAMbIM N KOCBEHHBIM LMTOTOKCUYECKMM AECTBMEM Ha OpraHbl
N TKaHW. [aCTpOMHTECTMHaNbHbIE NposiBNeHns AL-A BKAOYaOT
NOPaXeHNe MNeYeHN, KeyAoUYHO-KULIEYHOE KpOBOTEYEHNE,
nceBAOOBCTPYKUMIO TOHKON W/MAM TONCTON KULIKW, NosiBNeHne
NOMMNOBUIHBIX, AMBEPTUKYNOMIHBIX, ONyXoneBuaHbiX obpaszo-
BaHWM1, Manbabcopbuuio, pacCTPONCTBO XeNlyA0YHO-KMLLIEYHOrO
TPaKTa, ractponatuio c notepei 6enka. KnnHnueckne nposiene-
HWSI 1 pe3ynbTaThbl BU3yanv3aumm amnaongosa MoryT 6biTb pas-
HOO6pa3HbIMM 1 He OYeHb CrneundryHbIMK, 13-3a Yero y Bpavei
BO3HMKAIOT TPYAHOCTM C NOCTAHOBKOW iMarHo3a.

KnuHunueckwuit cnyyai

MNpepncTaBneH oTyeT 0 KNMHWYECKOM cnydae 7 3-neTHen naum-
EHTKM C CUMMTOMaMM YCTanoCT, OTEKOB HVXHUX KOHEYHOCTEWN,
Avapewn, TOWHOTLI, pBOThI M 3yaa. [Mpn fanbHenwem obcnenosa-
HWK BbINV BbISIBNEHbI renaToMeranvs, KapamoMeranms, rmnoasb-
6yMVMHEMHMS, aHEeMUSI, Koarynonatns v runepkansumemus. boin
NpUMEHEeH KOMMIEKCHbIN ANarHOCTUYECKUIA NOAXo[ ANs nccie-
LOBaHMSA NOTEHUMANbHBIX KeNyAoUYHO-KMLLEeYHbIX 3aboneBaHni
1 amMnIonao3a, 0COBEHHO B KOHTEKCTE MHOXECTBEHHON MUeno-
Mbl. 930haroractpoayoaeHOCKONNS N KOIOHOCKOMMS C HECKOJTb-
KMMn obpasuamy 6noncnn BhISIBUAW OTIOXKEHNS aMWUiIonaa BO
BCcex obpasuax, uto nogreepanno anarHos AL-A. MNocnepyrowas
acnvpaums KOCTHOrO Mo3ra AOMO/IHUTENBHO NOATBEPLANIA OKOH-
yaTesNbHbIV AMarHos.

3aknyeHune

STOT C/lyyar NOAYEPKMBAET BAXXHOCTb TLATE/bLHONW AMarHo-
CTMYECKOWN OLLEHKM NPW BbIIBNEHUWN CNOXKHbIX NATONOMMYECKNX
npoLeccoB, Taknx Kak AL-A, B yC10BUSAX MHOXeCTBEHHON Mue-
JIOMbI.
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