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Ji#E B9 ( pancreatic cancer, PC) & —Ffray W ) 3%
PERRRE B HL I 22 9 TH AL R GEGME IR L 418 2018 4F
BRI B R R, PC R R AR LR R
DR R, 7 25 RN T ] 20 R i A A T
RS YRS AN RIS . BRT, FARLE PC R H
A BURBIEYT BB TR 25 PC R IR IE, T
PSRRI, RZHURFH 2 22 TH% 1Y
W, FE O T SR T RIG T I . B AG H AR
fiJe PC MF TG 21 FE IR 22—, ik, PC
SEE TS AN R 32 B i DR A0 95 35 A 2 8 DRI 7
iR IT BORA AL S Rtk , FA 02 e 4 i) 4%
B IRRARIRIT I 202 PCIRYT i R g TR 1)
a8, 34k, 40 jf 4 £ 0 ( extracellular vesicle,
EV) 1 PC KA R EFGSF R rfE RIS 17 2%
o AR EV TE PC K J Ffe LU Xz W finG 7
I FE i AT ZRIR

1 EV

EV ] 25 40 i iR, 7646 1 i) i2 %5 DNA \RNA
A BT, ARYE AR Y2 R M R R AR AN ]
I EV 23 N (microvesicle, MV) (ZMIBIA 4
PRANJE T/ IMA . MV 4 20 M RS ik, B N
100 nm ~ 1 pm* s S BAE #8030 ~ 120 nm, 1 40
JHL PN 22 YL AR T 5 AR T2 T R G M A, B
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ELWE: HEARPAEEE BT H (4581673816 ) ; L 1T A
SRFH LTS — 35 H (45 :2018IM7085 ) 5 B VY 1 5 245 2 e
HE— 1 B (4w75:2020CX39) ,

YEE BN (1990 - ) , 2o, BRI, B0 55 A A8 32, 0F 5T
Jr il B PR AR R LRI S S RS ST

BIEEE:K (1971 -) £, BN T, 092, 5195 7 1)«
PR A ML % B He b 78 IS 45 4 77 35 5 E-mail : zhangh1227 @
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TR 1 ~10 pm; JT/MEEAZH 50 nm ~2 pum, H
TN RR LS . EV LTy BT A 2S48 i 43
W AT AE T 2 B R, A o e L R R PR VRN B 2L
sElO R BV B U AR B A AT AR (0 Bk
TN AT A 200 M TRD 6 AR S T, T A v
B RS S AR . KRR BESTIESS EV
TEAE T P98 1A 52 (tumor micro-environment , TME )
Hh, JH F BT AR (R TR I 1 R B A
s TME i) BCEF AE 20 A 7 A= e 2 3% wi 10 )
PRI G e RO

2 EV{gi# PC KRR REHRINE

2.1 PhEdpR S EV G R R MEIiaE
A1 352 1 JoosR 2 TME (19 B BEALGER A . AR AR
4 (natural killer, NK') £ i 2 5% K PRk L 4 i, B A
T 5 o 2 e 40 R0 1 40 M Py R A
ER =M S, 7 TME th NK 40 i T 2 5 5%
PR ZHAO SR R B W e
P PC 4ifif & 13. 6pl Hir g it EV Jf5 NK 40 g3k
R, 85 AR B, NK 20 i v 9 K 8K 2% 5 B 1A 2D
CD107a {fei 2R HE. KT~ (tumor necrosis factor, TNF ) -
I3 T4 &K (interferon, INF) -y Ll &% CD71 FI CD98
(IR KT REAR , 2 W TR B 1 52 4, (45 NK 4
JXT PC 24 L %) 240 B g PR D855 , 478 PC AU A
(9 EV HAT S il 5 . SHEN 2617 85 % 3,
T bk A M4 PC AN IBA IS, PC AR WA A ] LLSE 3
HE p38 22 B4 R UG Ak 25 1 ¥ B ( mitogen-activated
protein kinase , MAPK) 1755 P Jii W i i/ 5 T ik E2
AR PR T, B AR, B K 4 MY (mast
cells, MCs ) 5 I B0 W ARG , Z 055 F W, MCs 7E
PR 1) S A o AR P R HE B S — i,
MCs Bk R 7 FE 3l S5 SOV, AT REAR BRI 5
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T3 —J7 T, MCs FEJHC A I A= 0 R 5 ik o 4 Js 2 1
fiff ( matrix metalloproteinases, MMPs ) 4 4% 11 il 4
200G PR ) O g 4 ik S AP 3R L A ST R
B, 7 T AN (E] e A ) 25 AT A A E ] DL
el MCs, HSR S i EV 38 B AT SO iR ] H
MCs B Rl fEPE . LA _EBFSE Ui, o Bk BV
] LU Z R AR T 2 Fh e 40, SE ALK 4
PELIRESZ B , DA TR 2 Fev I 118 o

2.2 EV HSWEHRERQEZERHE PCHER
WEL 455 8 58 % B, W % M IS Eph % f& A2
(tyrosine kinase Eph receptor A2, EphA2) 7E & 4 %
PC 4iifff] Panc-1 gy i35k, H EphA2 w] $i
& PC AN RYITRERE J) . CHE 25V BESY R 9, &
IR 1 (R JBR i e 20 i A b 3R A5 A BV nl i i
FAATEAREE - X A O 2 AR-1 O
SN BN, EIE E-E PR R IF 5T 1L-8 23, K i
ST DAY 2 24 L A A DAy i Al %) A8 AT i 2 Tk e g
MM R, AWK B, PC 40 Ml PKASH il 1)
EV [ 3458 PK-4SP 40 fitd MAPK i % 0w R Ak , IF3d
1F MAPK i34 42 91138 PK-45P 4 juiT 7%, #i/x PC
AR EV RTVE T LAl PC 4R, 3X 7T fE
& TME F [ 4 % 7 1 T AN

2.3 EV{REMEmMERK 084 B8E WA
FIR) PA) B 200 P 2 OB ) IR, 1o e 2H 2R 3 58
JRAAFE TR AR TR R 1Y A KR L B v %
FEEAEH . A SR B, 0 P9 R A0
(human microvascular endothelial cell, HMVEC ) 2 &
T PC 4ififs % PANC-1 174 9 #5727 miR-27a {1 Hh
P 52 miR-27a (1) PC 41 ok I8 14 S AR mT A 14
HMVEC FHE5E 1R 288 AE i T RER miR-27a
FEPR ) PANC-1 AR ARR AR N, T 107 4R B A
P PC iR B4 T RS AR IT 47 4 B oy e mT AL, 8
miR-27a f 41 L P8 1L SM I A TE PC L4 A il b A
SEIEFE . 55 5T & B, 5 R R
Al (annexin A1, ANXA1) [fJ PC 4 ity MIA paca-2 A
Lo, Bp A= R MIA paca-2 AHIRERECHE 26 & Sh A
1 EV, HA40 AR IT# F R 22 68 Iy 5o 5 1 5 B AR R
MIA paca-2 4B EV ILREFRIG , RER ANXAL
) MIA paca-2 AT B AR ZERE ) 2 W&, H.
HMVEC A= BB PR, 3275 EV AH5CH) ANXATL BEfE (e
E PC 4IMLT RS 22 LA A U™ . COSTA-SILVA
AP R, 5 R KRR R T IR
( pancreatic ductal adenocarcinoma,PDAC) S5 4H L,
RANPIER A 1 PDAS J8 5 9 /M A b B 4 i 7%
4 B 7 ( macrophage migration inhibitory factor,
MIF) k%8 my , FALHI AT /B Ay 2 3 of 4 e CTF L W
) B PDAC T A= R AN A, S BUF B AR 40 A 53

WAL A PR 7B F IR 2F 4 e 2 3Rk, X
FRETAEAL R 5k 1 B B R A i 555
S fe R AN 1 MIF 7K, e g i A A Fse A
HEFE , T B2

3 EV #& PC 2 HhRIEM

EV &M RS A K IMIRIZ W E YR 5
WL, EV 3 E AR iC Y w5 AR e LR 28 1 SR M-
(glypican-1,GPC-1) HuU sl & HAM 25 AR ICH , 20
RRARKHFZ0 F AR5, T T2
PDACH MELO %" B 5% %& BE, GPC-1 54 b
AT g A0 MR TR A A WA |, PCOER A I i
GPC-1BE TG 7N AMA ( circulating exosomes , crExos )
A 206 R AU, T T 25002 W Bl N
J R BB B R K PC R, 2R GPC-1
B4 erExos A] REAE g — F i 72 B9 AR 42 A P12 B Al
i L ELRAGIN L0 PC, {H LUCIEN 455" fff 5 %
B, PDAC f35 I i i) GPC-1 BHE EV bl A
2/GPC-1 [HIE EV ¥ AR R K, H S RIE
JER R B LA 22 e e B 1T 3, I GPC-1
PR EV Bl I5S R 1 2 AN REA X 20 R e
g i A PC, I, 5GT GPC-1 &5 ] LA N
PC iZ Wi A W ARk ) A it — 2P F T

SHIN 45 5 % B, B e AV Wl R 6 i 4
M 2 (1) PDAC panc-1 #iiffl L K AR 22615 T
REGYLIY panc-1 4L, H G 55 IR il e 254 2 1 2
TE panc-1 2l 52 PHPER A, AR R AR IE & 248 1
B ANAE AR, S 7 1 e 1R i 284 2 1 T A
JoRIILWT PDAC (A PIbR Y . LECA %57 B 5%
KRB, BB A6/ BE IR I S2 ARG 1/
/MR ER 1525l il PDAC 20 i 1R 28 RE )
P&, M PDAC AHIC AT 44 i = ANXA6 2341)
TS A ARRTE B, ST PDAC (YR8 MEEF,
R & BRBHR AR 1 A6 " EV {UAAAE T PDAC 3%
AIILYE P, 278 IR 35 B A6 ] 2y PDAC 2 Wi iy
WBIEAEYIREY)

4 EV$5 PC USHBFHEHES

i P fth g ( gemcitabine , GEM) #1245 sl K5 i1 25
302 PC ARG YT 1 — 207 58, (ELIB A X 25 W) 114 i
iR HATR I PC AT BOR I N R —
AWK B, (] GEM Tl PCAH 3¢ B 2T 4 240 iy
Ja SNV BRI 25 380 5 K PCAH O AT 4E 240 Y
R SNBA PC A0 3L 1537 )5 K B, PC 40 i
i 245375 5 [ 1~ Snail B335 H PC 41 i 3 51 fiE
Thig 5 M0 SN A RE M i) 57 GW4869 - Fil PC A
KIRET AEANMLIE , T 25 P IO Z AN A A7 1 R, 2
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S FH O AT 4R A0 B AN IMATE PC AL 243097 T 25 ke
PEREVERT, W s T AN AR 1 57 54k 2= 18 T7 254
A 5E IR PDAC L2438 7 T 25 1998 111, YANG
TR R B, GEM i PC AR i Sl 5 1y &b b A v
i miR-210 45 GEM U %) PC 20 Jd (¥ i 24574 o

FAN 257\ 3 bR B R RIS GEM i 251
PC 4 il & ( panc-1 ,MIA-PaCa-2 FI BxPC-3) H143 B
B AN KGN A7 A A A 3 6 200 i R (] ) i 2 M A
EHe ), R BoR W25 PANC-1 20 g /) Zh ip 1A 38
fin T MIA PaCa-2 1 BxPC-3 4 fifi () GEM Hitk; 5
MIA-PaCa-2 il BxPC-3 40 Jfi #H [, panc-1 4f iy i) A
WMATE IR T A EphA2 5 78 panc-1 i i, &
% EphA2 K #0147 H M MIA-PaCa-2 F1 BxPC-3
Y1 M A% 338 SN IR A T T 250k 5 R BH AN EphA2
A] DUAE R 25

5 EV % PC B ERTIER

KIMURA %57 fF5% % B, A8 [7] 2 (51 B B0 40200 40
JB ZEAH 545 1 4 ( cytoskeleton-associated protein 4,
CKAP4) B %] Dickkopfl FI CKAP4 f454 E R
B {5 PR L) K PDAC 200 A i 4 58 FRAT B8 150 A S il AR
M, HEA BRI P SO, B EHT CKAP4
Hyi] T PC B4 FEE YT FE B2 . YING
GBI, TR UL EOE JE T KRAS 5848
JE U PC Y G HESR 2l [ R, [A] Bt 2 — > A 3k
HCHERY PCIRYTHE A . KAMERKAR 2050 1 1E
W JILET A AN AR 18] 72 J57 40 8 S I AT i iy e
T RNA 5% & J& RNA (RSN BA) , AT #E ] T
Fi e PEEURE AL KrasG12D (X 2 PC i LY 9728
FEH) o WK, TARSMMAIG YT AT W3 ) PC
ZIN B AR AT 2 /N B S AR AR TSR
PRALT —Fpfeft FHI TR S A A T R R S 1 L ) PC
H SR RE ] KRAS (736

6 NG

EV 7e41 % PC BERR AR A Z AR, ol
YESRIRTY PC ITRAERE Rl o S8 R FE AR R 1
EV 1E [ iR 2H 214 BRI LR AF T ROV e AR
HICAE g PCSIIIZ W (4 A P i 0 (AR S B 5
PIAER R PR X AEAR R BE b2 o T o e ok
EV FEAERENE . FHAT, % T EV AR i i) 3 22
PR — R Z PR RIRAAE AL B 73 B T 1, IR
THfm R AR BV i9ERIBOT 2 EV BF5EH
B R AR )L
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