Advances in Clinical Medicine IiJREE243 /8, 2023, 13(2), 1231-1237 Hans )0
Published Online February 2023 in Hans. https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2023.132170

B B I I B A R 2 8 7 4 B B AR R Y
ToRitt &

HW A
iR MR, il 9T

ks HBA: 20234F1A1H; FHBEM: 20234F1H25H; KAAHM: 20234F2A3H

H E

1 i AR (malignant pleural effusion, MPE) 2 B 8 fE F H W™ B FRAE, Al AR RG] &R
W B PR R ESAERER, XN TFHRAEESRELRES LNE. WA, BHRERRNAEES
PR B E B AERIVRES, Wm0 TEZ T REREMPIUSRTOR . D, ZUUREME
WEE SN R R EIRT B, BRI N B 5N — 5 E A s R R & e
AR RIRR; 55— 05 TH R 25 YR 3EAT B s S RS AN T a8 At S BB e R G . HRA NS RAE. HE,
B R R EIRIT R, SMERSHEMNERTATE RERNESIIT, FREEXER B
REIEYT, P, MR NZYREEIRIT B — P OB R B R R AN R EFR.. 2E RS ZT
BESCUERA, MKW, DREREPL. BEAANNE N FMREHYNBEREFRRN=EF WHER. £
SCRHR RIS A A Y (AR ER 5T B M8 N B2 1 3R) Ha i P #E¥E Y5 9T (intrapleural perfusion
therapy, IPT)EHER R AIT R R e a . B 2E B i B AR IR T IR AL e vr R B

KA

BHRERR, RENEERRTT, SULEAERY, TURZRES, BEAAMENEMER

Research Progress in the Treatment of
Malignant Pleural Effusion with
Intrathoracic Perfusion of Antiangiogenic
Drugs

Shanshan Yang

Affiliated Hospital of Qinghai University, Xining Qinghai

Received: Jan. 1%, 2023; accepted: Jan. 25", 2023; published: Feb. 3, 2023

SCEG| A BININ. R SO A 2 ity TR B BT S R D). IPRER 243k e, 2023, 13(2): 1231-1237.
DOI: 10.12677/acm.2023.132170


https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2023.132170
https://doi.org/10.12677/acm.2023.132170
https://www.hanspub.org/

I

Abstract

Malignant pleural effusion (MPE) is a common and serious complication of advanced cancer, which
can cause chest tightness, chest pain, dyspnea and other discomfort symptoms to varying degrees,
which is undoubtedly worse for patients with advanced cancer. In addition, the presence of ma-
lignant pleural effusion will reduce the overall performance of patients, thus affecting their possi-
bility of receiving anti-cancer treatment that may prolong life. In the past, the main treatment
method for malignant pleural effusion was to drain the pleural effusion repeatedly, but on the one
hand, the simple drainage of pleural effusion could not solve the problem of repeated pleural effu-
sion; On the other hand, multiple thoracentesis will inevitably lead to complications such as in-
trathoracic infection and tissue fibrosis. At present, the main treatment methods for malignant
pleural effusion are comprehensive and systematic systemic chemotherapy for primary malignant
tumors, and local treatment for pleural effusion. Among them, intrathoracic drug infusion therapy
is further becoming the main means to control the production of malignant pleural effusion. Many
studies at home and abroad have proved that platinum drugs, bevacizumab, recombinant human
endostatin and other drugs can inhibit the production of malignant pleural effusion. This article
discusses the efficacy and safety of two anti angiogenic drugs (bevacizumab and recombinant hu-
man endostatin) in the treatment of malignant pleural effusion (IPT). It aims to provide some
ideas for the treatment of malignant pleural effusion.
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2. VEGF fEE M REERR L mILE P RER

HL7E 1971 4, Folkman st A VRS o A S8 AR T 42 M8 i) A A7 AR K B AN LS AN W AR 1,
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NGNS

VEGF 2% VEGFA. B. C. D. E FG#H AR 1 — AN A B A K IRl SRR X — S 6 Bl s AR
W EE L BRI AR R AR KK B RIS ORI M 8] BEEBEFUREE— IR, EEZ PR
] VEGF (13 8 3Rk 5 Z Rl gl 1) Rk A R I FE A & % R . ARIE, 2P RAURE R 8
(LI H DA S H 5 R B i AR VEGF KSR s [9], Rl 2 e R, SR IEE A
AR A, AFREREAREERRI[10] [11]. B BRI [12] [13]F04: Bt iR [14] [15]) % MR, o
& 51X R ()N R UG AR5 AN R . JUH & VEGF 7R IR I AR A= i R I/ E F A iz
TFFE IR AL, R REER 22 P TIE 415 5 57 3% I L7 i s ARV A To 2 v g o I [16] LA B AR D9 v 7 B A8
J1[17] [18]. VEGF A4 k454 =% VEGFR (VEGFR1. -2 F1-3)H f)—FhEk £ F2E R 0%, VEGFR il
I3 SRR AL, B SRS R BB IREE C. — A B A . 22 2455 0 8 BB (mitogen activated protein
kinase, MAPK). TFRAILEE 3-ifi A #% 551805 77 (transcriptional activator STAT) 3 Al STATS 540 i 25 %k
WS S HER[19]. VEGF-VEGFR AH A JG ik ] LUZ A0S T MAPKL {55 9086, LA N B2 4
MOSEFEFIE RS, AT LA PN B Al A 2 Fhosg e, BdEAETE . 385E. . REFATEA[20] [21]. Xt
BEEL T AR A AR il R O A, VEGF AMUAE ML 87 7k R FE 58 RAE I [22], i A A HE 3 i I [23)
A B EE Y [24)O1EF o R Y PPRE AR = AR ) VEGF 25 T s B . R i d g, i A4
RS D R 2 U S BT IE A [25] [26], VEGF J& —Fis iR ya T v i s U a w g B 727 1)

3. R BEMETNRERRATHIER

DA% Zk H 4T (Avastin, Roche) fE 98 AL P K AE KT A (VEGFA) NG AL B o BE BT, 7RIS
VEGFA (R4 b8 1487 T i 7 TR RS AE S BEAE F , DRIe Al T2 T IS v g o da Bk A R AR )
BT H[27]. DUREREHTS VEGFA 256 T4l L P K 40 ) 3458 iR a4k, {2k N Bz 4 e T,
A e of A I Ak S MR AR T, S VEGE 5 S R8I A I A s I A i Pk, Bk B 46 /N e
) H #I[28]. H AT T ARG SR & R gt — A, (EILER b, SERIKEEAEEL, s A
FEVEEA SR, BREIRIT AR R IR R B . e b, B R 4t P A L R R
YRPHIMFRAEI . Nie [29]48 NHEAT 7 —ILHg N 43 42 3k/NH it i (Non-small cell lung cancer, NSCLC)
e 6 fls B AT A SR L0 AT DA B R0 1R s PRV VA B B PR T S R 28O L, R LR s oA
U RER . AREE. MG VEGF 7K i E AR FEAR T#f ka2 . HA T DARERRHIIA R R
AN AR PR I, AR 5 i S L LU s P R R AR R T R, AN AT B AT UK
BRI I N ETTAEYRYT NSCLC 51 S (0 8 e i s RR 7 T B AT B s B R AN B e R 22 e X — S5k
XA IR T FRATTXS DA B BT A SR 0 i HE Y v T O MR R s AR SR RS A . a4k, AR FUIE B DR R
iS5 ZFTT 250 P [RIVE R [30] [31], 3 sl o o 1t i s BRI R VR 97 BV E IR E 245« — J 0 T DA Bk
FAPTICA AT VR TT AE/INH Rt e 0 1k B s B P [ B 2R IR T [32], 13 4 B i 12 44 % RS
Jes AR T (B 8 A, TCARVR SRR B R AL ek AR AR R 312 K. AT, — TG T DUARER T
TEIT P 0 s R P AR SR /)N 4 s 5 T R PEBEALGT IR 11 I PR A 72 [33], 1% 20 44 A%
A 96 s AR %) R 82K S /) s 6 S AT B 7] DL AR SR 0 B s PR o T I s R R T e IR R
N 50%. NS AR B AL PES D 7.0 AN H B DLARER ST 24 00 1 i s B AR BRR NSCLC
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4. E2H A\ I PN #I3E (Endostatin, Endostar) ZEE 14 B B R8T P R IE A

N I P B2 2 (endostating & — st 2L Py s I8 AR sl 35, oA BUMR RS . I Y R A
FR—FRIAAET 18 B 20 kDa C R/ By, MR UMM ZVRT, I N AT R e e 7
PRSI P9 R 40 03658, HREAR KA A (0 26 i e A= K [34] [35] HEARIE, P Bz 43 mT A 22 F i g
1007 A R, L B AR 9 [36] AN 45 iAeE [37] [38] [39] [40]3F AT At TP A= AT RO 1 85 26 e 1 A
B L AR A0 P P R AR 2R B R, P R AT 3% LT PAY R 2 4 5 AT L (R Tk, IS s A
Je (13t J AN % 7 [35]. Endostatin T a8 i P75 F TR 7 S SR PE AR, /6958 200 A O s A B 0 A s
TR UEHEZRIT, FOMEEAS AT 29035 T SR SR SR R MRV 2 2 A U [41] [42] [43]. Ma [44]
SENAT T —BEhwt 7, K3k i sk (O B B K Lewis it 4t R A MBI A, 257 MPE /)]s
BRUBETRL, 3] i i S fl P 3 5 7R 770 & Endlostatin (30 mg/kg). fi77) 5 Endostatin (8 mg/kg). A= /K Bk )1
HREHT(5 malkg), 45 FF A =7 & Endostatin 497 2H (0 M s BB L 0 Jls iR k- B AN VEGF-A ik
O ICARZH ) B b . — e A VAR, PUINLE AR B YIRTT R R T RE BRI 1 PR 100 A FD 4 1)
Jigeg I AR A b, 3 W DA St ARG i Ra 1A PR g RS g i 7 T AR A i3k At i 5 1 25 B B AL AT
£ MPE 697 HF R IE 7B Pt ER, S Endostatin ¥697 MPE #2144 7 — 2 (B 15 [45]. Rong [46]
GNHHAT T —I% T Endostatin BXA 467 2595 LT 24 W 60 fis VEE R V6 7 S0 M IR s RV 1) R e VAN AN
LR, SRt i ss T 13 WAL RIS, KRB Endostatin & it I i VT S5 T 295 1R T MPE
fXJ ORR (overall response rate)Fl DCR (disease control rate) X &t T Bl ik 7 254 (H 4 Lb 53551 N 358, 2.97).
KT EANME N EIMER A ENH N, EHNHEHT T — R, WEEN[ATIEAT T — BT AR E
AN I A B A0 3% 100 s E A 0 N SIS g 4 i s AR P s PR T 28 ) Im vt 7, L 9NN 140 8
Xof L2 7 M i v N EEZH N LA P e 4038 45 mg s IRERZH 25 T M i v N BN L 9 B2 43 90 mg, %%
R I EE L e R IR 22 A 2R (51.43%) 5 T X6 R 4H.(34.29%, P < 0.05), WLEL4H H ;A i B3t AE 71(84.29%)
X HE2H(74.29%, P < 0.05). #9%5 N[48]USEE T 92 15138 M 1 s FRUAR 26 35 SI AT it AN [R] 771 122 8L (Endlostatin)
B Jlas R VR T T S PR IR I AR I B AR e I L. R E N 30 mg B RN 65.5%.
60 mg [ BT 2N 75.0%. 90 mg AT R A 83.9%, 3 B ltiders S 1k i s R v £ 2 IR0 s EE VAR RS TR AR &
(1) S8 AR T SRR, R AR SR B s R AR A G R AR VR T R SRFHIRIRIT R, (EfR i —
ST IR EeLE FHIESE T Endostatin (18 B AERE S| MPE HRORYE T RARIER, 1IXRIIERIEIT MPE
) — MR BRI IT IR S, 21 MPE 24 A2, BRI — P ARER.

5. INESRE

LR, BTSSR AR IR R T FT I B LTI B XG0, N SRAESAE RIa 7 5 T AW
[, B DUeE 7SRRI B E NS, S TR Y E S & FHRITERIG T T AU 2%
P FE AR BRI RE IR o P T I AR AR B S BB R S S T, DRIk g AR T (K 0 AN T i
GG AR BT AR R T B RE A DURER S . SN L Y B R I P AR BT AR R
Endostatin 1 U1 %2k H 50 AL I PR B kit e, e BRVE I W EEAT 1 KRR A I PR 7E 3% Le it 7T 38 W]
Endostatin A1 JUXERFFLIGYT MPE 52 24 201, JUHAEIRST NSCLC Jr i ft 1 omf k. 4id
RGHNATT, NSCLC HIl MPE & LG BRI, BEZMRAR AR AW iR m. A0, E5N
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Ak, EORA KRB RTHEYE 10 BT AR ST HUMLE A 25 MR G B AR ik, X — MERRATE Z R
ERRR . tehh, ERSCR R ZHT T, TR ARG E (e 2 BB R, K22 b [ el H A
PRZEAT R, IXANTT G () 3 SO LA R A B A R 22 5 PTEL, RO V) = B A R HE R SR it
B2 R, BATHER ZI Y X 28 IEAE AT BRI BEAT Al PRT 78 BE 2 S 1k PR B8 R A 2R
B, ARRPUMAE A 25 Y T i6 7 R i s BB ) st — 2 R B W T AR E TS, 0 48 et 2 i
R B (VR TT ROR AN AR TG U AR IR T 7 18] TEIR RTINS, TP FRA T3 B A MR 2 BL 2 i 38
AR, DURIRSEPR RN T, IETHATIT .
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