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A Case of Thrombotic Microangiopathy Associated with Lenvatinib
for Hepatocellular Carcinoma
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A male patient in his 70s with hepatocellular carcinoma (HCC) was treated using sorafenib, but treatment was
discontinued due to side effects, including renal dysfunction, proteinuria and hand-foot syndrome. He was then
hospitalized to undergo HCC treatment using lenvatinib. As lenvatinib caused renal impairment and proteinuria, it
was difficult to manage the side effects and set the dosage. Pathological examination of the kidney biopsy revealed
that the thrombotic microangiopathy (TMA) observed in the specimen was related to renal dysfunction. Currently,
there are fewer drugs for HCC management than for other types of cancer; only 3 anti-vascular endothelial growth
factor receptor (VEGFR) drugs, sorafenib, regorafenib and lenvatinib, are available for HCC therapy. Therefore,
these drugs should be used carefully for as long as possible. To our knowledge, this is the first report of TMA
during lenvatinib therapy for HCC.
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Fig. 2. Electron Micrograph of TMA.

a: Hyalinization of the Efferent Arteriole. b: Elimination of Podocyte. ¢: Mesangial Interposition. d: Exudative Lesions.
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Table 1. Chronological Sequence Platelet, Hemoglobin, Serum Creatinine and Urine
Protein: Creatinine Ratio during sorafenib Tab. treatment.

Administration days of

sorafenib Tab. ™ 3647 13957 18187
PIt (/uL) 102,000 52,000 90,000 290,000
Hb (g/dL) 9.0 89 144 11.8

Scr (mg/dL) 1.08 3.73 1.27 192

%1 Sorafenib treatment start date, %2 Sorafenib treatment withdrawal date, *3 Sorafenib

treatment resumption date, ¥4 Sorafenib treatment discontinuation date.

Table 2. Chronological Sequence Platelet, Hemoglobin, Serum Creatinine and Urine Protein: Creatinine Ratio during

lenvatinib Tab. treatment.

Administration days of 0 3 6 8 9 10 13 16 17 46 60 74
sorafenib Tab.
PIt (/uL) 90,000 88,000 113000 84,000 75000 77.000 63000 70,000
Hb (g/dL) 90 106 121 104 108 113 109 105
Ser (mg/dL) 211 214 247 247 252 253 257 264 253 243 256 2.3
Urine protein: 510 1022 724 798 1051 714 768 561 937 833 567 755

creatinine ratio (g/gCr)

*¢day 0 is the day before the start of lenvatinib treatment.
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HEITEE L CIZEH OB A BRI S, &
FZOBNHELHDEAT HIZE 7. HCCIZH
TAHLIUNFZTOEMEL L et i L
72 REFLECT BRICBVWTL Y NF =Tk V 5
T =TI T A AMEOEL IR ENT WD
(ZEEFEMM LoNF=7 13671 H, V9722
71230 H). Y F, VI T =TT TR
FEICHAK 3 A oA 2 IR S &7 L o
HI9ZE ) HCC ST s x L TWwah. L
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EIZELWREMED S, A AEE XV EiE
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WiZolbE2 5.
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R 5 EEE SN B SRERME O T REME R 12 0
BTdh 5 VEGF 2%, SERMRN Bl ~ ke S
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PROFEIEREF IR O E I 2, JEEHRE
DOWFEICELBDDEEZ LN TS, B F72 N
NY AT TIZB W TEARITEE S BRI 5
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LhWwEEZbN5,
RIEFTIX, Ly NFZTOHEIZMED > b
O — )V EAL R B R S OBERIZHE L7z, —
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#, WEEEIHRT SN TVLEH, REFD LS
7 HCC IR LG E 70 5 2 & 2B 72012133
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TIE VN F =7 oYy iR & BIVERZEBIC
DOWTCHBIE o728 SNLEHRE D 23H ), 3
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