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Elucidation of the molecular pathology of AL amyloidosis by gene expression
analysis of bone marrow plasma cells
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We analyzed the gene expression of AL amyloidosis using a next-generation
sequencer, identified monoclonal plasma cells, and attempted to elucidate the pathophysiology. It
has become possible to detect AL amyloidosis monoclonal plasma cells in bone marrow and to
accurately identify the tumor clone ratio, which has been difficult to accurately detect tumor
clones.

In this study, it was revealed that in AL amyloidosis, a small number of monoclonal plasma cells in
bone marrow plasma cells produce a sufficient amount of abnormal amyloid protein to cause symptoms,
and IGLV repatoa and organ specificity Regarding the relevance, it was suggested that it may be

possible to show the existence of the disordered organ specificity of Japanese IGLV plasma cells,
which is different from the previously reported overseas.
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AL 7 2 v A R— ADOTPZITISIEL AN 1~2 4 (Zhang et al. Blood Rev.
2017 Mar 8) EARBTHDLZENRINTEY, BRICE > THHORIERDFITES
LTV, AR B OFRIEME XM 100 FAH7-D 3~9 A (Muchtar et al. Acta
Haematol. 2016;135(3):172-90.) DR TH D Z Lo BEBRKRIBIET IZHE O
1IZ< <, EBIZAL 7 A RF—Y AREEMEMEELR TH Y 2203 55 O e/
BV 7 BRI STV W 2 & JRRE A T 2 BT T L BESL T E T
RN L7 B 2o EREEZ b DL LTS,

A CIEE MR R CTH D LR EREIEIC BV T, Bl H 28 b - 1aEIC &
DHREE LW TPZROSEZRO TE Y, AREFNIKT LT HEHEREEAR IS, #2428
AN LT 1R IE ORI IFF S D b O D JRIFRZITOBEO LA, A L7 A iRk
ER EORKERAEOREEFRRE 0 7 7 A VX, BEZNEN TR | IBES#
OPFETXE TRV ENIAL BN TWD, ZHUTERERICT 2 oA REANLE
THEHERERN —ETIIR NI EN—REZBZONDLID T 7 I v A REEABILEL
7= DIFFRAEAR 2 T2 E BT O ST 538k e (Kourelis et al. Blood. 2017
Jan 19;129(3) :299-306.) XL, FlEED 7 I v REAOHRE /a7 ) VB2
WTHETLTZREE., WINOBEZRICB W T H[E—O germline ARG E /a7 U Vil
FNORDT I A REANFE SN, ZHUISEREEEEZES AL 730 A R
— VA BT ORI 7 o — I EMIRICER T AERTHLZ LA SO TURLE
HOTH Y FRT OGN 265 & U7 B E 2 Z AR B O SR REMRIA I 1342
ARA[RTCHDHZEHENFELTEIETHD EEZBND, L L, FFLOHED LR
B2 5 IEMNCER LT ofs Rid /<. &6, 'BREICYE L, 1B FHE
IZES L CIREHICH B L CRHMEIZ T ) Z &AL TWAE L DD fifgsikE L7127 I 2
A = ZFEEEHHL 5 DIFEDRIO H 5 ~—H—I21372 0 2 THE LT, MRD O
FE LT AEORFHIZTT7a—A 8 A R —ZHW=BmEtOREEn b3 I i#E
BT A THRENRRINTWADLTH-7-, (Kastritis E, Dimopoulos MA, et al.
Blood Cancer Journal. 2018 May 24:8(5) :46)
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07 BER T DO SERMERRENT, & O3B BE R A -oE B N R BE O R FR RO AT 13 [
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ARWFGEHE OWFFET— LT, 3 CICRER O & SRR B Cdh D POEMS JEMERE D 5 REfR
BRICBET AHI2E 2 2T L TRV ims3fb L CuwWb, (Kawajiri-Manako ©. Am J Hematol.
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