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Advances in Leptin and Ki-67 in neoadjuvant chemotherapy for
locally advanced breast cancer
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Abstract: The occurrence and development of breast cancer are closely related to cell proliferation. Leptin
is a multifunctional neuroendocrine peptide hormone, which can promote cell proliferation and differentiation,
and is closely related to the occurrence of breast cancer. The serum leptin level of breast cancer patients before
chemotherapy is higher than that after chemotherapy. The decrease of leptin after chemotherapy can predict the
prognosis of breast cancer. The expression of Ki-67 is closely related to the classic prognosis index of breast cancer,
which is of great significance for the evaluation of neoadjuvant chemotherapy effect and clinical prognosis. However,
the correlation between Leptin and Ki-67 in neoadjuvant chemotherapy of patients with locally advanced breast
cancer (LABC) is rare. This paper mainly reviews the role of Leptin and Ki-67 in neoadjuvant chemotherapy of
LABC.

Keywords: breast neoplasms; leptin; ki-67; chemotherapy, adjuvant; locally; advanced

FUBCEPER R — RS Fkpom, HAEA S IO R L2 EEMEN 7% ~ 10%, JE&H WL
MBS Y PR IIRRE s R oM BeihR M FHT, LR R Y A R
PR 22 BRI BAR, At Ron, FURGEMEM IERHZE LTHREE, X R R EREE I

ek B < 2019-07-13
[BI5/E#E | £45, E-mail : wangwei9103¢@163.com

.« 48 -



53 )

W, 45 : Leptin J Ki-67 16 )R B 2L IR s B 4Ly i Bk 7 e

WL, R A T S B O R A A
. R FLIRJE (locally advanced breast cancer,
LABC) — /248 1 B, T A HWARTAT ARG PR U1 B 1) Ji
RANEFLI A KR . B BE S k4532 2RI B
T C IR FARMGADIBR A ZL I ¥ BT, ©F
VIZ IR UG Fabm M e AR S, MBS R 321K
(‘estrogen receptor, ER ) Fl U3 AN 36 iz A= KR 152
{& 2 ( human epidermal growth factor receptor 2, Her-2 )
S N3G B AZ TR Ki-67 15 ki i) FL AR A i 3
7 HUG R AR 32 B HORBOR A E A . Leptin J&—7f
ZUIRERIZE N MR IR . B RERE AN IS A AN o)
b, SEsRANBERZETT, SEE A AR, AT BRI A,
SRR i A R VIR O . AEFLBE A, Leptin A9
FEIRIKF-FN Ki-67 BAFHFEECA L ", $/R Leptin 7EFL
Jhdi i ) 2R3 5 L Re A L ) 1 B B DA OG . A St
Ki-67 FI Leptin fEFLIRIE - AW BE A —25id

1 Ki-67 & Leptin BIEX

MATEAIAR Ki-67 J&7F 20 tih22 80 4FARiE 2 Xt
FEAT Ak VIR AN R AU A TR ST AR 1, I AR
Ay B AR Al /NPT Ki-67 BB T REPUA, BFSE AR
Y Ki-67 2 —FhEdlE b de iz s e, L
SEANLT 10 S YL A, Ir ga bt 1) A5 X 7374 34500
11395000 MY IAZ N Ko FEH BUZRH 15 MM F
LB SR e N T 2H 2 1 A

Leptin XFRERHIEER, RNCHEEF s R
KPR R R 7 A A AR P R 43 0 1
P 167 DNEIERRIN E TR T

2 Ki-67 5 Leptin TR FEMFEFHIER

Ki-67 fE NG TH AR AR, 3 7R A A
IR Rk, S5 2 MR Y], Ki-67 )&
IR TE 20 3 2L v 52 B R B R Y . Ki-67 BR T
1E G, WIARIBAN, RSB HA KRB, BWITE
G, BT IR 5k, A BB S5 4 I 2 R B v it
%, THLHH M MRIRGIRBTEKY-, 7662457
Rk mR AR Y Ki-67 MRt 5 2443
SAA0p IR R Y], G, WA i X e E e el
), EMEHTEEES 54 A R DNA ;
Ki-67 7£ S W1 G, 28 TN, FEEZEIX
EM B FEAEfE TR AR, 78 M I 87
TYAAARAYE IS 5 BT Ki-67 By AT L
W, RAHAE 60 ~ 90 min, HAMMEEH— B 450 ]

R BEREAR T AR B 5 A BHLAE b 2 e 4 334
S TEPE RS A AN bR R T RRRIA Y, RAEE T
O AZ BRI RNA B9 &  i Ki-67 25, B4
i 53 B4 AR AR A S U R DG A

Leptin {E R —FP43ib A (1, AR ILAE R DR 9 ik
Z ARG M EROTTE . R B . R Ak
T RS . LA IR S RN, JoE ] 5 A
ANEEAE . BLAF, Leptin S S5H A HE R
WS AERKEBMER LI A SR hii g4 R REr
YE ", Leptin 52442 504 THZE COE E CFLIR
Jiti . B B LS URN R S AR A e 1T, P LA A 28 —
PRI L B ] TR N B8 BRI, R 4%
SR AR, A0 Leptin SR BEIRIG . 0>
A5 BER R A B ARG AL, A A0,
FERAERTE . R AT RER B, HAT 2
EYEE XY,

3 Ki-67 5 Leptin ZEIEE ANMEEE K FLAR
%R R RE R

Ki-67 7513 LIRS rh R I TR RN <3% ),
(R FE SR PR TR RS (570% ) ™ R ™,
Ki-67 75 S H 1 2 2 5 A H FRLI IO BUS .« B
B2 Ah, Ki67 BT X R L4 57 1 0 Bk e
(OTUS , Kbk CL S B G 2 Rt g 42 4 IR ¢
FILAAE A7 AU 2 5 Ki—67 2B (0 S IR S TE AR,

Leptin Xf IE 3 FLIR A0 % Bt A AT sl . ©
HHIFERARFR, — B A VR Leptin ZM0KET1E
PtV R A R AL FLA R ) U, S AN B
BT . A S W] Leptin Z IR FIA K5
PRI R E T ™ ARG R FUR P S A
Y4, FLAN W ATAT Leptin 75 P4 1 22 1S 15 20 M P81
T, Leptin 213550075 F LB IR AR — 5]
R SGHF, JRi Leptin e ER S 117 S iR 4
FROT A ML A A TR R AR R M) FE e A

4 ZLRREHE Leptin (5518

Leptin 285 H A2 AREREE M0 2 Fh2 AR 28
R, [F5EpEnBIn o1& Leptin 75 2 AUFLIR
ALVERRE AR MRS . FeRS . TR A b B AR
T SE BT AL .

41  Leptin FSHIFLAREMRE JAK #EE / 5S4
SRERHERTF 3 ESEXER
T SO SEE I T (signal transduction and
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activator of transcription, STAT ) 3 &% WA A+,
R TEA A R A OCs  R -, R 2
BT o7/ By, AT 22 Rl i i 58 A G
LR Rk, N c—myc . Cyelin D1, p21“"“ \Bel—xI, 4"
AT PRIFIVA P 5250551, Leptin AT IR JAK2/STAT3
2P L R TR SR A, WL R
AN I A M RSG5, O BT TR &
Leptin AT/ 5 1Y JAK/STAT3 15 514 1% 34 12 F B4 7% Al
STAT3 HYBEMR AL W JEFUICEAE IR ' Leptin
{55 IS
4.2  Leptin S8 ZL IR A A BE RS BR AILES 3-
B/ EAR LB SBRABESEXIRE

Leptin 7] i if JAK2 o5 5 B & R Z (KK W) -1
(insulin receptor substrate—1,IRS-1) 1k, fil & BEHE
PR HILES 3— 17t phosphatidylinositol-3—kinases, PI3K )/
B T 22 2 R 75 2 FR P ( protein—serine—threonine
kinase, Akt )i B IUFE o 1 Leptin AT 549 PI3K/Akt
F PR RS SHAE T ARSI TEN 1 Z Fh i
MM AR B4R . 2R LA SR i A A R B 4
JL I 1) 3 B e A A DG B 1) IR A M A= A 5o M IE
WA Ak 5 S FIENHIES S T AR
A PR TRIBR KA G AR A O T A5 ) 2 AR
et .
43 Leptin ST AN L 2 R E AL
B / AR SME ST ERE S EXER

Leptin [ 18 43 175 5 7L M08 19 22 24 I AL 85 F1 I
fiig / 240 M A5 5 V8 9 BB ( mitogen—activated protein
kinases/extracellular regulated protein kinases, MAPK/
ERK) #1 PI3K/Akt 55— Z5IESI0rE, 1T iiE
TRIT A, Leptin i AT o 38 M8 A B . 901 40 it A
20 if B AR LA T o R R e . ERK (135 A 2 Fh
AR 0 TS o EE B i MR AT AR AR T R
BT MK T4, RIS 2R
i J6A 4 L 12 28 B e B B0 5 B8 45 S ORI G BE B T
WHE S E M. AL, Leptin i75 5 A0 7L AR5 41 i
MAPK/ERK {55 S5BRIP4 AT A e
JaE | ERAAE . REE AT — R AINAT R,
TEFLHRIRT A4 e rh A 4 OGEEAET
4.4 MAPKERK E5fFEg&RrPHBEEFESE
SMFHER 3 5EARKIREERE 1B 2514
#l Leptin {5 5@ 1%

40 L X {5 5 5% S M 8 F 3 (the suppressor
of cytokine signaling—3, SOCS3 ) F R AL 22 o

AV

SH2 #3598 K Z /K (OBR) 454, FHL1E MAPKs iE
FEAE , IRl ¢ SRS SR BB A S
P JAK2 2 F 4k, o5 — A D 2 i 2
TRWETATE 1B (proteintyrosine phosphatase 1B, PTP1B ),
BRE—MBERREY, 25 STAT3. STATS fil JAK2 2
Rk, ITHDH Leptin {55 im i "
45 Leptin T SHAMMNE -1 RENESH
SR BRENEZRE

TeB WF 58 & B, FLIRJE T Leptin 34 0 11 40
MaA 3R -1 (IL-1) R %45 4 5 9 & 1 mRNA 7K
o IL-1 B VAP I Leptin 3 7 JAK2/STAT3, MAPK/
ERK 1/2. PI3K/Aktl, PKC. p38 #il JNK. Leptin ¥
5 1 mTOR/4E-BP1 W 2 £k 34 Jin 1L-1b 1 IL-1Ra Y
Fik, BRI IL-1a. Leptin i IL-1a 33175 SP1
MAZEEF KT -k B (nuclear factor—k B, NF-x B) #H
XKoo ILAN, OBR ¥ Leptin [18, A BEAYE, Leptin X
L B2 A K A F (vascular endothelial growth factor,
VEGF ) /VEGF Z & 2 (VEGFR2) 4 %8 4> & th
IL-VIL-1R {55 A F 1 e F 58 & B Leptin 15 5
Z il S % b LR AN 11 R GE R BRI AN
IR, AN, TL-1 {5 S FHW ] P Leptin % VEGF/
VEGFR2 () L. z8dia R, FLIRIE™ Leptin f2 1ML
EARES S -1 5546, 8GRz e v,

Ki-67 7& LABC #iff B by B Ay 7 245 Wy iUkt
rh kB B R LR G R TR A RS IE R Ki-67 1]
PMER— A 05 R ML T 99743k, E AR Z RHE
FENGUIESE, LABC B8 B ALY 77 3805 = 1Y Ki-67
FRCHE BB IAA S, AVCL %5 ™ AL 158 i Bk i
SR LIT IS Ki-67 MRIEAEM, SR, Bk
BRI R Ki-67 Mikillim, 75 Ki-67 F88 N
TR B B AT BRI BB S Ki-67 bRic 48 BUE
M, B TRT Ki-67 bRic 850 f R HoR
J& PCR HH W T . LABC Frii by iR 1558 2 5%
Ff R — ANl ST A T R 22 Ki-67, Bl Bh kT i
SE LRI R T R Y Ki-67 AT E R Wbl . 2
& H AT 510 0 WA B 2B 8 AN WA %EE
HOBE Ki-67 F5 550 St 100 00T Ay LA A Pl Jgg 5 4l
BRI 7R A SR R FUANE R ™ AR R, 7
LABC 3 Ki-67 Rikmiy, MEEERZMAK (ER) HI
g FE R (PR) SRS ™ M H o] e A7
FEN M IRITIATALS], PIIL Ki-67 ATVEN 94386
SEANFRRENY . AR —HEE.
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5 Leptin 5§ Ki-67 7E LR 25 Fs@ B4k
TR RIAA 5T

S WA M B R, TR, P AR
H MG Leptin KV FIEW A4, 24575 3 A
m T IER AL, HIHmEAHLEI T RESE : Leptin AU
VERPIE AN A AR, ELIE I 2 RN 4 B N A i E
FRUMR R AN . PR 2 S H I ) 1 o
HIEAL, SMERCR WA B OIS #EFLAR T R 4t iy 1
B, PEUEFLIRAPE R R A, B2, FLIME R E LI R
JE ML Leptin K- BOREIRT T i, 48 S RS2k
TG A A IG RN A

Ki-67 PHME 25 35w, s W i 974 200 Jif 184 5 0%
Pog, BRI, Ki-67 MRk s B iR 2.
23K Ki-67 1Y 3 XYY U B ik T s
Ki-67 fBHM R MR R F R ™, Bk, dfE
Rl RFG AT 25T R — A E B R

6 Leptin 5 Ki-67 7S &R HAZL AR BT
FRHEREERE

IR Leptin S 57BN A4 . KE,
HAT g ZURR A e g 112 WA (T 1) 4l B T BRI
2, R Leptin SHAZRTT LIV e e FLIR A
JEI— IR RE A R FLARE R Y MY Leptin
KPETFAFRIIE R 2R, BLdrE, FUR
I8 JE A MLYE Leptin P BEARAY BAAHLH 18 A 56 420
A K FLARE R LT TS IS Leptin ZKOF-A972E
FEXT T g s . fe IR RSC R, HAT EE IR
YriE. Ki-67 ZT0IH 4 B kT R 3 IR YT e B A
AT AT SRR . XTI LA P P ) 39
Fl—EVEH, HAEMN LABC Hiki By vy 8 i) 7
MIFERR . HJ2: Leptin 5 ki—67 7E 5 & 06 301 7L Mo £ 3%

BRI YRR BAR AR M A g A, W
— Bl RS FERIF T LASF IS HBAARLE, BB EA]

TEFLME R R A . ERES RS K B 2R HAT 3R]
YER, DA SELrst ] 798 SR Se ik, il it — 20
o
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