e 136 - R E 22 2020 4F 8 45 42 %45 4 W] Fujian Med J, August 2020, Vol. 42, No. 4

PR R AIE 2 —

AH ST ME R F 2P 56 2 KRG T BRIk E
S NOS #4575 L-NAME, B ZE#H4 R EES 21
K., AWFFERE T NGF T #4214 TrkA
5 p75NTR, I AP KIETE CHPS W4T 2
WE TR, PRI —F T B TR & R R K
FRHEHEORHLH . NGF K& HZ KT 8 1] 4k 2
CHEVER . W EERME, Ha A0 0 ok IR R
SEATE AR, IREEEORIE TR R m A, H5
IS S o Ao e ad A P A B 2 R R R
BERTF It 2 B, L IA) e 5715 40 O i 0 A Y 4 0k 4
Mo A, MaEd 5w S S B8O A JCIE R b,
Pl 2K E T, SRR, K.
H 5 CHPS B R WA, AN 2L
il T8 2 . I Wi 300 1) B 23 00 FH &0 %5 38 465 v fig 1 Jon
CHPS %4 KB, HE = 200G IE . &5,
CHPS A W] & 1) G5 st AL i 1], 8k Bk 22 19 i 4
N, fEIRE LB RS CHPS KA %, HAR
ALAEAE —ADBOR RS, XBERERS Y
NGF K 32 1 3 35 8 15 A 15 R e

ARG R, CHPS Hi 141411 NGF K H %
WFILFEH . TrkA 5 p75NTR M FEE % NGF %
KWL, R AR S CHPS &A%, LT
CHPS KA ML 322 J bl T LR A L R 0 R[] J5i 40
MR SH . YR KBRS H DL A e B
FH IR NG A IS, o] IR 2 e, iR
7~ CHPS 1 BB J& —Fp 2 P 28 20 Ath 1935 2 95 1A
fEtEdetE, WAFTERe k. B I 2R A KT
B2 R RN WG, WU P i d 2K AN . kg
P22 21 2 2 R WD R T AN A 4 R

FAEM, T NGF JH 32 (K7 1 16 38 Y A= 38 5 0 31
oE AR B HEVE A . JCTR K HE AR R DT R B0k G
MR M2 RG, KEEMST%ETRNR, T
WLAH AL G B G A &R B CHPS kA4

KRUEFE RS L, HEAREAR, w2y
WAEbR . BRI KA TS — 22001 5223t 4
FFJE CHPS BILRRHEE . A= irs, D —
438 NGF 5 CHPS X &,

2 FRTiR, NGF 5 CHPS HA KN REXLR, 1
TG A SR CHPS 51 & 1 NGF 2Z R =8 FEAL,
BARFEIM K TrkA 5 p75NTR R IEFEM, X WK
b CHPS AL sE 42 it 1 5L 5o ki .

&% ik

[1] A e, gk SCRE. e KPR IE R 1k v 1] e 7 T R O7 AT 90 ik e
[J]. EFRJLB#EZE, 2016, 43 (3). 201-203.

[2] 22074, DAk, ZWiRE, 5. MERBH TR I AR 5978 F
ARAGIT e K AN JE 1 g ] B 78 A5 280 PE R 4k Meta 2387 [T ],
RS LRI R 245, 2013, 28 (18): 1433-1436.

C3] i, ity WA Em e ERmNFEBMERE TN
fER [1]. SRR R 2235, 2014, 29 (5): 384-386.
[4] migi, TAHM, e, % OBRENEEE RN RS Y
B HEM R Zw [J] PAESSALRE R 2 &, 2016, 31

(07): 491-495.

[5] Gezer H O, Oguzkurt P, Temiz A, et al. Hypertrophic pyloric
stenosis in twins; genetic or environmental factors [J]. Clin
Genet, 2015, 87 (4):. 388-391.

[6] Boybeyi O, Soyer T, A tasoy P, et al. Investigation of the
effects of charm Horm ones Oil the pyloric muscle in newborn
rats [J]. J Pediatr Surg, 2015, 50 (3): 408-412.

L7] #50, KUK, SRAAER, S5, T A0 A I R 778 S R I =
BAT TP R T i ik [1]. 7R EES%, 2015, 36 (12):
1855-1858.

- EAHAtR -

Py = T A MR FGF19/FGFR4 5 S HiFI= & iR 4R

£ REELEHR

|

TR R R 24 L R et A L L E B AR (FE M 350007)

E E1

Wl EM ARE WA

B WITMIR MR g4 (CAF) #id FGFR4/FGF19 {55 M5 45 B A KT BEdLHl . 7738

W HFFERT 2 N 3 4, 43R gl . 0 -HNF 4. 400+ CAF 4, 26 &40 d: Kk, R ELISA 46 I 40 g
S FGF19 NPk Ak, £R iy CAF JLIER)E, Waild KRR\ B EE, SHMAE, 28A%IT%EL (P
<<0.05); #Miffi4h FGF19 Pl o 4R, SHAMAIE, ZRAFKITFEL (P<0.05), #&if CAF #2451 &
Y M H 53 FGF19 . Rk an i s k1K,



A E 24 2020 4F 8 A4 42 B4 4 ] Fujian Med J, August 2020, Vol. 42, No. 4 o 137 -

[EERY MM T4 ; FGF19; FGFR4; 45 ; A K
[FESZES]Y R735.3 [XX#k+riZAB] B [XEHS] 1002-2600(2020)04-0136-04

Experimental study on CAF regulating the growth of colorectal cancer through the signal axis of fibroblast
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[ Abstract])

colorectal cancer through the signal axis of fibroblast growth factor 4/fibroblast growth factor 19. Methods The experiment was

growth factor 4/fibroblast growth factor 19

Objective To explore the possible mechanism of cancer associated fibroblast (CAF) regulating the growth of

divided into three groups., including cancer cell group, cancer cell+ NF group, cancer cell - CAF group. The growth curve of
each group was drawn. The changes of extracellular fibroblast growth factor 19 were detected by ELISA. Results After co-cul-
ture of cancer cells with CAF, the growth rate of cancer cells was significantly increased, compared with other groups (P <<

0. 05) ; the concentration of extracellular fibroblast growth factor 19 was significantly increased, compared with other groups (P <<

0. 05). Conclusion CAF can promote the autocrine of fibroblast growth factor 19 and promote the growth of cancer cells.
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& 3., MA Vimentin & o-SMA HU & ¥ 17 40 i 4
PELAL 1k CAF B NF. U4 i 4 i e & 10 % ik 4
M. 100 U/mL &% E. 100 U/mL & %H XMW
DMEM/F12 ¥ F2 il h 15 9%, £ Rl & 70% ~
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5 3 ARET, AMAEIE S B R — B2 A,
1.2.2 4 M 3% 37 M SE 8 /r . SW480, HCT116
il LoVo #i Jt 5 #0 T & A 10% i 4= s . 100 U/
mlL H&HE. 100 U/mL # % & i) DMEM/F12 ¥}
FRW . BA 37 CH 5% CO, 1R 140 i b
FRPE S, 3 DA MRS S CAF/NF 85 5%
14 d, BRI 3 MG W . S84 4 i
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