FAE M A 252021 45 1 HEE 42555 1] Chin J Hematol, January 2021, Vol. 42, No. 1

N y 2, e ==

IR AR R ph 28 R e B A5

He s e S
e I SR >
AR BEF RHEL KRR S St e FiEe
Kok SRR RMEF ERERE &R
P EEFAFRARAER(F B EFAFRLRFHLI), Rk B R E L%
BE, ARk AARBIGREFHFL TS, RE 30002050 K 4 0B ER, i d
250117 B L FARER(ELTAEER) 063001
iBAZ4E 4 : & R, Email : angang@ihcams.ac.cn

[(HE] B8 F0TEE KPR 2 R 40 (CNS) PR IR R4S 5 B ANAY Y . Ak Rl
5490 R B A K 5 RS 1) CNS BEPE AR 3 25 5 A SCIRER T LG R . B3R SR F TR 4 075 RY
FHIEAE KIS B0 T AR AR A 34, BRI Rk AR B B T AR RE R Y b SHE IR
HURK A PR AR S e RGP i o 4 91 58 TP 3 ) A Bt (51 PR AR A L , 1 B B2 W B o Y
ZRGAIE(SIAD) , AT RE MK IR i 7R e R (A a8 75 oA R 1 PRI R Pl 22 0 A 2 M T B8, 1
B 8 F AWk vl S5 AR 255 1E (PRES) , 2880 Ry i FHIINER (AR I Hh B AR e, Sk CT 7= XU~
B[] ey 1 5T 28 R SR, 45 IR A OK 5 S BRI R BAR A & o A, FR A58 & St/ M 45T
AE S K NS BRPE R AR ARG . 458 ARk A NS #3225 L, BN 3 FIE K . ST-
AD PRES F X P& #4, T BHEOIFTE YT %FF TR AS i3 1l 2 & e lE F d e

[Xgim] WAk, PIRMERS; BORRAYZEGE; TR RLE AR T
PEE A

FATH - EE A RPLARE FE R (X)) A VE5 223 H (81920108006)

DOI: 10.3760/cma.j.issn.0253-2727.2021.01.012

Central nervous system toxicity caused by bortezomib: five case reports and a review of literature
Liu Jiahui', Fan Huishou', Deng Shuhui', Sui Weiwei', Fu Mingwei', Yi Shuhua', Huang Wenyang', Li Zeng-
jun’, Zhang Chengxia’, Zou Dehui', Zhao Yaozhong', Qiu Lugui', An Gang'
'State Key Laboratory of Experimental Hematology, National Clinical Research Center for Blood Diseases,
Institute of Hematology & Blood Diseases Hospital, Chinese Academy of Medical Sciences & Peking
Union Medical College, Tianjin 300020, China; *Shandong Cancer Hospital, Jinan 250117, China, *Tang-
shan People's Hospital & Tangshan Cancer Hospital, Tangshan 063001, China
Corresponding author: An Gang, Email: angang@ihcams.ac.cn

[Abstract] Objective To investigate the clinical features, diagnosis, and treatment of the central
nervous system (CNS) toxicity caused by bortezomib. Methods This study reports five new cases of
CNS toxicity caused by bortezomib to elucidate its characteristics along with a review of the literature.
Results CNS toxicity caused by bortezomib presents in three clinical forms: syndrome of inappropriate
antidiuresis (SIAD), posterior reversible encephalopathy syndrome (PRES), and central fever, which is
the most common clinical manifestation. Four of our five patients developed central fever after the
administration of bortezomib, manifested as persistent high fever, anhidrosis, and absence of infective foci;
the symptom could be improved by discontinuance of bortezomib. Of these patients, three concurrently
presented with refractory hyponatremia and one was clearly diagnosed with SIAD. The bortezomib could
have caused damages to the hypothalamus and induced both central fever and SIAD. In addition, one
patient was diagnosed with PRES due to disturbance of consciousness and epilepsy after taking bortezomib.
After discontinuation of bortezomib, the symptoms disappeared and did not recur. We also found that
thrombocytopenia may be related to the severity of the CNS toxicity of bortezomib. Conclusion Cases of
CNS toxicity of bortezomib are extremely rare and present as SIAD, PRES and central fever. Early
detection and treatment of bortezomib are very important to prevent irreversible neurological complications.
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