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[ Abstract ] Small cell lung cancer (SCLC) was highly malignant and lack effective treatment after the failure of ra-
diotherapy and chemotherapy. Antiangiogenic therapy had shown a certain effect in advanced SCLC. Apatinib, a new potent
oral small-molecule tyrosine kinase inhibitor targeting the intracellular domain of vascular endothelial growth factor receptor 2
(VEGFR-2), showed the effect of anti-angiogenesis. However, the efficacy in SCLC was rarely reported. We reported 1 case of
advanced SCLC with Gilbert syndrome, the patient received Apatinib after the failure of 4 lines of chemotherapy, and achieved
a partial response according to the Response Evaluation Criteria in Solid Tumors (RECIST) 1.1 standard after one month. The

progression-free survival (PFS) was S months. Apatinib was well tolerated except recurrent grade 3 hyperbilirubinemia because

of the metabolic disorder of Bilirubin. Salvage treatment with Apatinib for advanced SCLC deserved further exploration.
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B 1 #&EEN (MgERATESL. 31A) . Al A2 MECT/REAM I MEFEEENE, ARHREEER (2017-4-11) , FRERIATATESZ
e, BREAFKEZF102.7 mm ; Bl. B2 : AR IAEMAEEENE. ARNKBEEBERA%/ (2017-5-26) , MIAERATINAR, $BiEkt
RRKEZM38.2 mm ; Cl. C2: CTRAHIMEFEEENE. AEHBEEEBERGIEG (2017-7-11) , FRERAFINAR, BRARKEZM
39.1 mm,

Fig 1 The response evaluation of Apatinib treatment after 1 month and 3 months. A1, A2: thoracic computed tomography (CT) showed lung cancer
of right hilar with obstructive pneumonia and mediastinal lymph node metastasis (2017-4-11). Baseline size of the target lesions before Apatinib
treatment was 102.7 mm; B1, B2: CT showed the target lesions was narrow than before (2017-5-26) after 1 month treatment with Apatinib, and
the size of the target lesions was 38.2 mm; C1, C2: CT show the target lesions was similar to the previous (2017-7-11) after 3 months treatment of

Apatinib, and the size of the target lesions was 39.1 mm.

N p——— AR ST ,
HEFEN (MMERATRSE3. 4 51MA) o 3. C4: MECTRA M EASERG TR RAMN AR (2017-7-11) , WIAERAEFINMAR, BF
IeRTEERFMEME L (6X) AFNE, BEREMIFPRIEX, HEELRFL, FHNERMEFKEZ50 mm ; D3, D4 @ FHHl LA AHN BfHRE:
BIERTIEX (2017-8-14) , FMMERIATTANAR, M|FEMRKEZEZIS7.2 mm ; E3. E4 | B EMSERG IR MRERIE KR, FE£2017-7-11A B4
X, imiRPEEMRAERE (2017-9-11) , MRERATSTARE, BHEARKEZN71.1 mm,

Fig 2 The response evaluation of Apatinib treatment after 3 months, 4 months and 5 months. C3, C4: thoracic CT showed an irregular mass near the

hilum of the right upper lobe (2017-7-11). After 3 months treatment of Apatinib, the previous target lesion (zone 6 lymph node) were unmeasurable
and did not increased during follow-up, so the target lesions were changed, the size of the new target lesions was 50 mm; D3, D4: CT showed the
tumor was increased after 4 months treatment of Apatinib (2017-8-14), and the size of the target lesions was 57.2 mm. E3, E4: showed the tumor was
significantly increased compared with that of 2017-7-11, and obstructive pulmonary disease was worse (2017-9-11). After 5 months treatment of
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VP-16 Nab-p CPT-11 VP-16 Apatinib
Regimen CBP 1cycle DDP CBP

6 cycle 6 cycle 6 cycle

PCI

SRC
Months 0 15 28 36 41

& 3 jfrEtEs. VP-16 © {RIEIATE o CBP : %4 ; PCl: TARFIEMALST o SRC : FRAILIT ; Nab-p : &£#28 (BEHZAZ!) . DDP: IF%H ; CPT-11:

PRI,

Fig 3 Timeline of patient” s management. VP-16: etoposide; CBP: carboplatin; PCl: prophylactic brain radiotherapy; SRC: sequential

radiochemotherapy; Nab-p: nab-paclitaxel; DDP: cisplatin; CPT-11: irinotecan.
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