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[FBZE ] EE58/0 W HATA ke A ZEPEKE 48 (thromboangiitis obliterans, TAO, X #{Buerger disease ) 1/}
TCHMRANRTT IR . LB RICNERN =25, Fr it T 407 5 5 L el SR A e 01/ N AL ( non-small
cell lung cancer, NSCLC ) 3 o JHT LA Ififilpfas <5 JF 1k PH ZEPE DK 58 TR yT IR BT ROV, SR 6T
FEACHTI L . F50E B A AT 1 LV A I B 5 — N IR R BT W 5 1 T 2 2R 2018458 J1 Wi 1 LA A it
IR I R P ZEVERKE R 120 . IR iR, JFSCRE ST, @R BE T, 738, Ik, RS HABE, &
TRXUR B R UUE P R 15 S P ahisss o BEAA WL, AT B AS PR ) SR A T T I e M Ik R — 4Py o it
FEHLWTZ 44 ( computed tomography, CT ) #7547 I fili i fEBHZEMERI &%, BN AUE S R e ; BB HE /R0 I
WU e R BIKAIZE, T RRFRIKAE, 2% AiBEs (T4N2Mo, IIbf ) , MJPREL (performance
status, PS ) PF43247; Yy WA ZETEIKE R . BEINE 0 & A PO E IS E ( peripherally inserted central
catheter, PICC ) FIHIKGRIR <A AR R, TCEHATIIT . 456 0 E . IS TAOW AT REAFAE I A5 N & A0 A=
£ ¥ (vascular endothelial growth factor , VEGF ) {55l 25ihlL, MHHELEE (12 mgqd po) 16I7. METZHER
UF, BEDTIA T, TR AR RS AL IR, RN IR P FEVE KA S R . SR8 IR RBEYE S ITTAO, &
BREIRYT A REE RIS, WA UEE TAOARDGREAR . 2% 85 JE 7] fig il id BHITVEGE(5 5 it , 21 IEZERLAkA:
KA, AR 0 A 1
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[ Abstract ] Background and objective To date, there is no effective treatment for thromboangiitis obliterans
(TAO). Anlotinib, as a third-line therapy, is recommended for patients with refractory advanced non-small cell lung cancer
(NSCLC). We presented a case report of a patient suffering from right lung squamous cell carcinoma combined with throm-
boangiitis obliterans, and analyzed the treatment dilemma, which provided a new idea for the treatment of these two diseases.
Methods A patient of right lung squamous cell carcinoma complicated with TAO was admitted to the department of respirato-
ry and critical care medicine of the Shanghai General Hospital in August 2018. The diagnosis and treatment was retrospectively
analyzed, and the literature was reviewed. Results The 73-year-old male patient complained of cough and sputum for S months
and was diagnosed with NSCLC (T4N2MO, stage I1Ib, performance status score 2) in right upper lung by tracheoscopy biopsy.
Pigmentation in both lower extremities accompanied by weakened pulse of dorsal foot artery was confirmed. He had a his-
tory of smoking, and suspected vascular intermittent claudication and wandering phlebitis for more than one year. Ultrasound
indicated multiple arterial occlusion in both upper and lower extremities and deep venous thrombosis in lower extremities.

TAO was diagnosed. Peripherally inserted central catheter (PICC) implantation and intravenous infusion post implantation
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failed and he could not receive chemotherapy. Vascular endothelial growth factor (VEGF) signal pathway dysfunction is also

involved in TAO. Anlotinib (12 mg gd po) was selected for treatment NSCLC and TAO, accordingly. He had partial response

(PR) and the cancer kept stable for 14 months. At the same time, TAO improved. Conclusion Anlotinib effectively controlled

the growth of NSCLC and improved TAO related symptoms. Anlotinib maybe normalize disordered growth of blood vessels

through the VEGF signaling pathway, rather than simply inhibiting angiogenesis.
[ Keywords ] Anlotinib; VEGFR; Thromboangiitis obliterans
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BEBE, 738 MK, RS A | #i2iEL A T
201848 HOH A Bt 20184F-3 e 34 tH B AWK, 1%
N, PR B, O AR, TOM I L, T
W PRI, A 3R (CRAARRTE) IR DU k3 . 20184F
7TH24HR BRI, R39.5 °C, SMBEMGHsTTH ML Z 4
i (computed tomography, CT) /54 Emies (K44584.8
mm ) PR ZEVERT 2, DARRAHT Tk L2534k (K1A) o 8H2
H-3 ATl 2e 0 S B, 1A 4 R 7 s S B4, 5i)m)
g s 1A PN B2 40 B A= R F (vascular endothelial growth
factor, VEGF) (-) , ROS1 (C-ros oncogene 1 receptor tyrosine
kinase) (-) | [A]ZZ VLK I 38 (anaplastic lymphoma
kinase, ALK) (-) . Sk AR E He AR % (magnetic resonance
imaging, MRI) (358 ) S iEHF A 0 AT AL Z A%

(positron emission computed tomography, PET ) -CTHERR/k
HRME R, JoRiE—D2IAIA BT — AR EERE
WP 8 BAE PR 22 BRI T, B BRTE R KU S 6475 15 A ¢
MRS S4F, FAR144F RINZGH Wt ek o ABeAr A
A L I O ARG, A P R B SR s U IR
RKUUE (K2)  BIBi2 Wl : (1) A8, T4N2Mo, T1Tb
W, F AR FF 2K (epidermal growth factor receptor,
EGFR) (-) , ROS1(-) . ALK (), #&JJ4R %L (performance
status, PS) 302575 (2) fliaB /gL

ARG e85 O R Ol IR S | R L 2
TR DIRE | R ML AR IR S I LR R
B BEBRBRIE SN . FURZPUA | PUh VR B PTIAR | XUEE
DNA, ZEXGRP T, PrEEBRIE I R O™l B 45 R HIE
IR R AR A UL 2 5. ISPV 0.4 g qd iR IR L
JEHGRYT, WIS 51T O#IK E A (peripherally inserted
central catheter, PICC) . BRIKHI RS AN, YIIHERIXE,
FECE A RN JBIRDE S, A7 AT SE MU 1 ) AR B AT 1
i B VE RV K R L —AFAx o ANTEA R R BUBUT B 2
SRS o 2018478 F 14 HBME SR 7S : W A
ok i T2 PO T IS Dk A SERRIE R . A B 3
Jok e B S0 Kk DAY 2 o A 0 st ok e S A 2 e L) S A B

TR fiE .
SiGms, BT, AR AP ) BCPE BT T A i
AEPE R AT L, WA S, A AR A BT IR ik
s PR DTS R RER TNk 2 % M P 2E K
I, Wil (1) filitie (TaN2Mo, 1IbHY) |
PSTEA3241; (2) MilifiiEkyy; (3) Mk A 2PN & . EIN
A TOIEE A I TAO MR IE, B B A I, FlisisAs 4
K, TBCIT AT RE 0™ 5 (4R R0 0 S P i g%, HLBoT
AT REAEAE TAONN T AR, [N AN B 2R 47 [R5 Tk 7 Y
PRUEVRTT, T840 HUIEG I 60 R i R e il e XU 35 385 3
BETE, BEAFERBEIHEAE, TULSEE12 mg
qd Cl2J8, 45 18) BUIRIGYT, % IEHTEEA YT /] REHS K
WML JRURS: , ARALEE . VAT LA, SR IR T (140-185
mmHg/80-95 mmHg ) , T LA GV AR A 1R IR
SPIR YRR e s 2528 e, B thaUA B O SRR R s
L, JCPR, AR SIS R, oLt R
Wk, ToIComREE, [l A [a) Bl B A7 ekt . % i il mT fig
HIME @A, AR EEIE, 45RFRAKREM
B2 T . 20184F9 H26 HAE A MFRCTHE /R A7 b il g
(KA2s4 mm) FE2sIRIERL (E1B) . 20184F10H18 HAZ #r g
TBCTHE /R AT LR (4548 mm) PEZSTAIEAL (1C) o
JE PR R R T s, LA A BB 4R R BU T SR s Bk AR TG
W1 ARk, BN BRI AR 2% . 20184F 1218 H ([&]
1D) . 201944 H11H (E1E) . 7H1H (E1F) X10H12H ([
1G) B & MFCTH /R TR M s I e ke fe e . i
Fia, AAERE B R IRYT, JT I SEVD A AR Mo 4 R
P I %

2 i1ig

IR LB G B — TP B/ N 1 22 4 i I TR T
TR, REA R A A B A0 A P32 4K (vascular
endothelial growth factor receptor, VEGFR) . Ill/MRATGA:
HRK I F2Z K (platelet-derived growth factor, PDGF) ., A%
PR T 32 T A A A PRS2 A A5 Bt 0 6
T PTI98 1038 A= BRI i e g A A A 02 £
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M2 % 5 e in Ty e AR /N T 88 (non-small cell lung
cancer, NSCLC) LFIHBIGH | 2B 8 e 52518 F T RE
12 D2 b a M R GRS T I 52 A B R S P e S i
FPENSCLCH A, BB I & MK M WINSCLC & 1 B AAF

1 FHRIGEBCTHAEE K. A: 201857H25H, A LAHAE (11£84.8 mm)
EPRZEER R, MIRATITME G X, B: 2018598260, A LAME (KiE
54 mm) ¥=EMK; C:2018510818H, A LAHMIE (1<1£48 mm) ; D:
2018412A18H, EHHMER=R4ERHFIRE, E: 201948110, =R %
BRETREE/ N F: 201967810, BHRLERRETRE—SH, G
20194E10A128, Ei R R = RHERHIEE.

Fig 1 CT images of the chest. A: right upper lung tumor (major axis
84.8 mm) with obstructive pneumonia and mediastinal lymph node
enlargement (Jul 25, 2018); B: right upper lung tumor (major axis 54
mm) with cavitation (Sep 26, 2018); C: right upper lung tumor (major
axis 48 mm)(Oct 18, 2018); D: Cancer and cavity remained stable (Dec 18,
2018); E: cancer kept stable and cavity became smaller (Apr 11, 2019); F:
Cancer kept stable and cavity shrinks further (Jul 1, 2019); G: cancer and
cavity remained stable (Oct 12, 2019). CT: computed tomography.

] (overall survival, OS) FITCHE A A7 ] (progression-free
survival, PFS) ,

LA P AR kA S — A LAY AR Bl K 6 B AE AL 1
VRS RN BV E RAEEDN, T2 R LAY /Ns)
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B2 BEWNTRERNERE
Fig 2 pigmentation in both lower limbs

RFNERIK, T2 UL, TAOZ Hh T AN A Y/ N gl ke 22
AR I P 2, SO0t Jm) Bk I, > 5P A5 7 v B
%, ZIWT RS BT 1 T AR R Sk IR R
A BB AL P | TV B A T R SR Sl 5
TR PERIIK R , T EH AT Bmibt AL . 1M
T P ZEVE IDKAE 58 2 A ARG PR 2 —, HRIT R
SRITIEZ R Z R, B BTN IR AR ) — M B AR IR YT
T, MG TCHE B I TAO MY & A HL]

TE RN, I R FR R, BB AR TR B
JIERI B8 4 3 o LA O 4 S 7 JUR T kA= 38 e i 4 k2
(vesculogenesis) UIIR=22597 (angiogenesis) (R RIS
e METER T HEUEE BRPPIRES T AR I 2
Tl RN B AR & . IE RS RIIEGHE, 52 Z2 R 3R A
ILAE T B2 2 LT T PR okl DR - s A FH ) 52 2
R, BRSO N AL TR PR, —He P TR
SV I ZR G, A A AR S R A ) 1 A AR e A i
ik,

VEGF /& —FhRERE il PN B 40 iU 4 5 L 1248 | 1211
P AR BN A AT, W TENSCLCINIE AKX,
B —E BRY T . VEGFAUSFVEGF-A, VEGE-B,,
VEGEF-C.,VEGF-DFIVEGE-E, D\ M 8L E K 7
(placental growth factor, PIGF) , VEGE S5 Tz 4fif 3=
T VEGEFR A &, 1 MO 40N T A5 5 00 B, R
VA B 4 4 59 3 A UGB, A2 OB A 4 . VEGFRAS
Fr3FPIEAL, 435 VEGFR-1, VEGFR-2FHIVEGFR-3 = Ff
E A

T SRR ML) RSB, TR e B R A BT
PR IMAST P 285 BRI, S A= R TR 5 D AN I, A7 M4

DIREAR A, i 45 D REAS 42 R R A B, T3
BRI RN RIS | SR AL R XU 1S
J IR IS AN TEHS , 5070 D DL 2 I R 5 T 4 e DA
R FAE %, A VEGER 5 A, Hifth B K
KPR 454 K . PDGF ., #4 40 AR K P 145 % i g S
TEMAE WATE R ELAG SR e, B AE A= sIA Y7 rT LA
A N Jifr e M0/ A 25 A RN DI BB PE , 3X— i BRI A I 1E
HALDS, A IE R E SR, fby7 MY B & VEGE
MR R R X LA (A R

LR C X VEGER2 W I IEPE fe ik, EELE A7
VEGFR-2fllc-Kit#{ B AT PLE A3, XF T 24 152
M e-Kit A SR I HITE P, BERE 4t i s s Bk,
FE 3 o - Kit S S 70 R A AR B 2 AN A2 ad R Y
WE I fE, LB et M H VEGFIE %, M3 VEGFi#
BER IR, X R S TAOR RE & 436 PR . B 9T
F BT PD GEAL AT LA S5 A e i A7 1R Ak, i 1B 1Y
MAEANSZFEM, DT CE T 1A ) 2 B, SN, ek
7 IR oA

Matsui%5:UORF5E & ILTAO B # 1L 7 -F VEGF K F
WBERTX A, F)5, Hewing ST R0, 500
Ko AW AR A B ATREAH 1L, TAO HR A1 i B 4 o
CD34*VEGFR2*tH 4 g b I & sy, H5 %) R AR L
TAO B I T VEGE/K AR & il HTAOB#
FIVEGFR-1EO0 IR AL 3 T, 7l A5 107 N2 Bk
AE BEFRAE A O, NV 3748 BT LA ) il A 7 5K .
I, TAOMH AT AEAFA/E VEGFIE J% 25 L, (i 4 A= A
ZA0, HmAE e Rl . 0 20 1IE VEGF I #5800 I
AL, EEIFIKE A IEH AL, v REETAOIRYT BT
iUy

VL B A B, R s, 18 MR, Al g
(I R B B2 WA, IR P €M KA R . %
PEE (12 mg qd po) IRYT, BVI14H, BETZ LAY, i
—AEYERFRRE o I BIIE 54 B R e xR A B R
SPVERE, () Bs BA n B AR PH ZEME A R, L
— TR EE R, B R 2T R JE X T IR o il A R
PHZEME KA e b i 48 S LA SR, HAERIBLHIAR T
B (0 IS AE BE R Ak, AN SR BT M A5 A= 1

LE LTk, WWRGIGE N SUET, Bk, BHE AT
TAOMW B HHAZ LB IRIT IR N RAT, AR IR
ATPE A R IRA I S T 5, R I 3952 1Y) B o £
A AR ST B AL TR 0o R, ARG, 241
NTAO B EAEAEAE A TR R i B 7 oAl 42 uE
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