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Abstract

Some researches have shown that there was a significant increase in cancer risk in patients with
new onset atrial fibrillation (AF), and there is also an increased risk of AF in new cancer patients.
It suggests that there may be a relationship between the two diseases. Traditionally, the study on
mechanisms of cancer and atrial fibrillation has been conducted independently. Based on mRNA
expression profiles and by using bioinformatics tools, this study selected gastric cancer (GC) and
AF as the objects of study, compared and analyzed the biological characteristics of GC and AF at the
molecular level so as to provide a theoretical basis for the study on the mechanism of comorbidity
between cancer and AF. Firstly, differentially expressed mRNAs associated with GC and AF were
screened from mRNA expression profiles respectively, and then biological characteristics of GC
and AF were enriched using differentially expressed mRNAs. Secondly, some key targeting mole-
cules related to GC and AF were identified from protein-protein interaction networks of them, re-
spectively. Finally, we compared and analyzed the relationships at the molecular level between GC
and AF. The results showed that GC and AF have some of the same molecular biological characte-
ristics. There is also a certain relationship between the two key targeting molecules.
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DA LR —E KR EA . 1 e AmRNAZRIATE H 77 ik B 8 5 5 B C I ZE R RIEmRNAs,  FR
FZERRIEMRNAsHI SR B RS EBRAEYRE; REESSHIE B RS FHRNEDR - EERHL
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1. 5|

FEIEVZ AR S P P R . TR, RE R E S ARSI, IR B SRR N RESA
K1 PrEe ™ E G b g AL, W WA OERE 22— Dy B A shorlO 7 5 i % UIAR O [2]
[3]o e I A AR o I 5 2 35 S B P 7R A a5 s Sl DR, TG oy o el RB B o JLE AN
e RN 555 0 BIEAH DG PRI 2 385 A 58 s B LA [4] [5]

AR, BRSSP R T —RAEE, IR BRI EAE6] . B s B
(new onset atrial fibrillation) & XCNAE—4 N 2 /D FIRI TS2IRHT  BalE B e 22/ b— R s s Bz b, 5
B RIS B E SO E USRS HIA[7]. ARJG8ER OB BE e O TR 5 i WA R AE[8] -
E—fNFERLE, R 5 B e I AR B Ry o IR SQIBETE 53 AN Lot DL K BT SR A A IR 2 [ 7]
FEE R BB RSB 2480, e HORAEREZ R I 90 R N[9]. X FRHRAEA 55 B Al REA7AE —E MR

FLAE 20 4D 40 FEARAN 50 FACHUA O T 5 8 5 B AR RO, 32 B R MR o IR L O BEATLIR
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TR SRR GG 9] B IR 2 25Wia )T AR TRV, & R B i s B . 3]
e T AT 2R EAE R R )T SR A . BAR T ARMEREIT7E A AR 256 97 W REZ S 2005
W R 2, (R AT A RS S PR T TR R s B R A A AT AE RN 10] [11]. JE b B3 B A
R R RE S OIS BB R A IR RN 5%, AT RE A e T AR B R 22 6T B ACRE T A0 T REZIX Y
TG B I FIRAE[12] 0 il S B B MR 0T, 8O 5 B AR 55 B[ 10] . JiEvaY T R b s B K e
e MARTUGHER, ERBERATS, JEXNGTT RSN YT 4 R & R [13]. SR, it b5
B2 1) RH EL S MR R TLAR T ANV 2

SRR X 2% Aot e AN 5 R B AR B TR 1K B AR B AR R, EA
A5 AR i () S R O, b5 18 B 5C[14]. 185 NIk, JEEA SCRRRIE B 8 5 B B 2
AP BB R BRI, ASCHERS 7 H7 B 055 BUE A ) mRNA RGBT, 7 31 5 198 7 Ao o AH G 14 22 3
RiE mRNAs F & FBAHS N AV TR L T PR 22 723855 mRNAs 3 B[ 8 F i - B A A
HARFIIRAR 50 S0 PRI AR S IR P A B B[] 15 3 B PR B AR G (K 7 5 A DR AR AT 7
FEREEHEA 701, KILB RN G B (R, BRI A ) L f 4 4t — 5 i B LAl

2. MFnA ik
2.1. WEFIEIE
AR mRNA FIAEEHE M GEO %k 2 T #(https://www.ncbi.nlm.nih.gov/geo/) . & mRNA

FILETE B33 N5 (Access number) & GSE54129. 1% IA KA & 111 4™ B i FBE FEAF 21 N IEH AFEA.
7B MRNA F X85 ) 3E N5 /2 GSET79768 . 14K A i 105 14 MEARIFEENE S BRI 12 DSV OEFEA .
2.2. Ak

AICTFFERI SR E 1 R 1 5e M GEO Kbl 70 ) T4 B R A0 55 B mRNA Rk $dls; AR
F T KSR £% %72 A case-control 2 () mRNA i Hidfs v i 126 72 7 2 IA 1) mRNASs, 1] 22 5+ &35 mRNAs
f GO (Gene ontology, GO)fll KEGG (Kyoto Encyclopedia of Genes and Genomes, KEGG)i@ i & /041 4%

KM STRING B 73 53l 90N P e 72 57 ik mRNAs R ) 8 5T - 22 F 5k B4 H (Protein-protein
interaction, PPI)K &, JFFA% PPI (4%, il 704 PPI IMZSRFAE, 43 A2 4 5 96 A0 o B 7 14 2 S8 )

(GSE54129) (GSE79768)
725K mRNAs 225351 mRNAs
(THSE 550 (TRBEFIERGE)

! ! ! !
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Figure 1. The method framework diagram of this paper
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¥ i LR PR 7E B RE M) 41 AR ThREAE % 55 4 T AR RHAE LI 7

2.2.1. THEERFIX mMRNAs
KH T BB H05 4 BRI B 95 A B mRNA 28338 07 1 500 A S6 10 235 22 2 %35 mRNAs, &
FEZE BB N P < 0.05 AT Fold change > 2, PR FH £ V3t P AE BT IE

2.22. AERFIE MRNAs HEE DT

[} DAVID 43 #f7 T H (https://david.nciferf.qov/) 73 il %t 15 Jie A 3 BUAH 5% 1 22 57 %635 mRNAS i GO &
L KEGG ‘& 870 M. 183 GO 73 b B 1 Ao 1) A= 403 7% (biologiical process) 4l 2H 73 (cellular
component) 1431 I (molecular function). it KEGG 4387 43 5 A B 19 Fvos AH 2 10 AE P03 2%

2.2.3. 3 PPI M5 TFi%SB 5 F

A3 I ARFE 18 9 A B B Y 22 5 283K mRNAs, FIF STRING %#s J# (Version: 11.0) (https:/string-db.org/)
F I 2 5 F 75 mRNAs X[ PPI ¢ & %F[15]. Organism £ “Homo sapiens” . PPI 2% 2%} [T ok
TR BEAS TR EREWE . L5, ORI AL, FERALE. LA MRS . &
2% & 2 # (minimum required interaction score) % & A = AT {5 & 0.900.

AR PPI W2 b5 sl BRI RE . T O AT 5 2 o M SRR BE 049 A, B L R oA
BRIV B B )47 1 A5V (Degree) & Fa FNZ T sAH SRR A i 26 2. — ANMEIMI 2 H T 55
PEERRAR, FRA1%T s E Mg o () B v 5K [16]. A FRCo P (Betweenness Centrality) & — /N5 S AE N3
b P 2 TE SR B A I URER. TR BT - AR A A BV E S R, SR 2 s i B p M ER &R
B, AT B T HAREE S [17]. K35 (Closeness Centrality) /& —Fi4m b E, AT
B E 9 RER 28 b /N AT R I OCERARRE o SR Lo PR DR U B I AN 1 5 21 LAt BT 19 s R B SR [ 18]

2.2.4. LSS BERMBE ST EMEHE

I P A AN 5 B O ) GO AN KEGG & 4274 SR, IR FUB M A AL i L 204 Fi AN 73
TIIBE A ALl B A5 L DR DT T2 T A A R 2 Ak o i B 18 i A o R S 1) B AR ) 73 1, IR AT
PRI 2 T8 A 7543 AR R R B 17 - LA SR A [ 936 A BRI A KT A

3. &R
3.1. ZRFRIEH mMRNAs

FE 7 16 B 96 AN D7 BIURH G (1) 22 7 315 mRNAs B, I 2% 1131 B 4 P < 0.05, Fold change > 2 1 PFDR
< 0.05. FAVIHLEE] 2066 4N B i AH IS 2 7 KI5 mRNAs (Fidr, 927 A~ B, 1139 AT i) fmiks 38
A BiAH G 1) 22 52 2235 mRNAs (Firb, 23 4B, 154N ).

3.2. BEMTER

3.2.1. WESKHS FEYFHE

7E GO Bdla Erh, RH B A 102 4575 mRNASs B 43 353 MRS A it #46 H . 58 AN RE 1
MR HAM 87 MEEK T TUIRERH, BEEAT 10 Bk 2()~(C)Fr. Hi, (a): EVidE
(biological process, BP), (b): #iffiH 4> (cellular component, CC), (c): 43 FZhfE(molecular function, MF). [4]
2(a)~(c)FK M, BRI R S A 7E 98E M (inflammatory response). 4 fitd 712 5 1 4H ik (extracellular
matrix organization) N4 kG P (cell adhesion)&s 7 THI s AHAEZH 7 = ZEAE HH7ESH Hf 4P 545 (extracellular matrix).
JiZ 5 8 (1 = 24 (collagen trimer) A1 P J53 %4 /i (endoplasmic reticulum lumen)&5 7 THi; 43 7 BhiE 1 B R AEAT R
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Figure 2. The most significant GO items enriched with differentially expressed mRNAs. (a)- (c) are the most significant GO
items related to gastric cancer; (a): biological process; (b): cellular component; (c): molecular function; (d)-(f) are the most
significant GO items related to atrial fibrillation; (d): biological process; (e): cellular component; (f): molecular function. The
number next to the bar represents the number of differentially expressed mMRNAs enriched to the item

2. AERFIEMRNAs EEMREE GO £B. (~C)=REENBEREEX GO £8; (a): £4I#HIE; (b): 2R
4575 (c): FFIEE; )~NREEEHNETUEX GO £8; (d): £YI#HRE; (e): HMAAD; ): 2FIhEE. HiK
EZO B FREREEEZFBENERRIE MRNAs B2
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B A

44r (heparin binding). #a1k K B35 24 (chemokine activity) 14 fif 713 Jif 45 4 (extracellular matrix binding)
E iR

K P BIUAH DG 22 74805 mRNAs 58S 15 MR E R AEYER%H . 4 M EENAIRA D% E M 14
REMT IR H , SR AT 10 TN 2(d)~ ()@ 42 7 Aoy DhRe 23 (5% H A A2 10 Ti).
Hr, (d): AR, (e): R4y, F): o Thee. &l 2(d)~(HFRM, BRI R EZE IR E
[i5] 4 992 S % (innate immune response in mucosa). 1k (chemotaxis) Al _I 57 4 i 431t (epithelial cell diffe-
rentiation) <5 J7 i ;s 40 M4H 75 3= B4 Hh 7E MG 2R F U R RIURE N 1% (azurophil granule lumen). 4HAME SR f4
(extracellular exosome) I A 41 (extracellular space)&s /7 Tl 7T PhRE R & H 2 MIAE 454 (notch binding).

3.2.2. HEENEERRE

1F KEGG 34 e/, SR B 2 7R 18 mRNAs 543 57 MEENAEYER, HhiEEmN
10 LA niEEE WK 3 fron . A3 ZAE R 7R 4L 22 B0 (Chemical carcinogenesis). ZiIffl 2,25 P450 244X
1§ (Drug metabolism-cytochrome P450) 141 £5 % 35T [%:4 L i5f (Retinol metabolism)Z5 77 1H .
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Figure 3. The important pathways enriched by gastric cancer related differentially expressed
mRNAs. The number next to the bar represents the number of differentially expressed mRNAs
enriched to the item

3. BEEXMERFTIE MRNAs EENEEBRR  HIREEZLNBFEREEERZF
BRZERRIE mRNAs BI#E
K R EIA O 22 F Kk mRNAS B4 5 4 2 52 1 AR Wi %
3.3. £F PPI MEFEN BEMBETHEXEER ST
7E STRING ¥z, 433K H B A5 B 2 573805 mRNAs Tl % 51 PPl SRR 0. IR B
PPI (256055 24,500 2% PP 5 Z 5% (1) AT 4772 /N8 15 (79 55 s R0 ) 5 B0 PPI 486055 631 2% PP SR &A% (1)
1182 NEREF(F ). FIH cytoscape #A4-K B A0 55 B PPI IIZE R ATAK, 3 IR I ARFAE 34T 204 o
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W

PATE St 5B GE PPI AT m . T AR B B oSS R, AR5 AR 5
M A HE R W28 h B SR B B A A LA 2R B AR e AN B e MERUE HE R, R AR A
R R A B, AR EA TR POV o IR CLEHE RN, B AN E PRI 4 T
HAFATHE Y . HEF AT AR R A, HAEMS R EEEE R, (VAR SR MERER, 5
FAh Az IR 2, DR BT (R Do IS [ 70 1 BT 73[16] [17] [18]. & 1 A1 2 71 slenth T B
JEE A 55 B PP 2% hHE P R 10 FOER FBTAO 2 RRAE, X FUARE N D BAR 5% (B 5L 1) 70 57

Table 1. The network characteristics of top 10 key target molecules in PPI network of gastric cancer

= 1 Bz PPI MEHHFRT 10 (E B E 5 FHI ML HHE

HAR Z S IO REVY Kot
STAT3 108 0.07985666 0.29587267
FN1 106 0.05684914 0.28450275
EP300 95 0.05420104 0.27746188
RHOA 91 0.06726981 0.28080042
MAPK1 90 0.06396915 0.28590452
CTNNB1 82 0.05496279 0.27472809
ITGB1 78 0.03194662 0.26782262
CDC42 71 0.02086724 0.25111111
TP53 67 0.04663792 0.26945281
SRC 64 0.03141927 0.28812991

Table 2. The network characteristics of top 10 key target molecules in PPI network of atrial fibrillation

= 2. [BEL PPI M4 HEFAT 10 AE R E 5 F BRI HHE

EAR £ e ERVY 3 B
CXCL8 14 0.09497645 1
CXCL1 14 0.09497645 1
CCL5 13 0.02904239 0.93333333
CXCL2 13 0.02904239 0.93333333
CXCR2 12 0.01255887 0.875
CXCR1 12 0.01255887 0.875
CXCL6 12 0.01255887 0.875
ACTAL 10 0.82222222 1
MSLN 10 0.64444444 1
DEFA3 10 0.43636364 0.91666667
4. ¥Wig

4.1. BEMBHES FEYFHELER

Fl sz B R 5 B DG 1 22 573K 18 mRNAs FTsE 2600 GO 2% H,  FRATTA I B Je A D5 BIE AR ) ThRE A i
P85S T AR IRHE 7 TR AR 22 R R, A S AR R R o 18 72 S AR LA B e 1) 22 57 R I8 mRNAS
B 4 B 41 K5 B (cell adhesion). 1L 7 4 (angiogenesis). &K (basement membrane) £ i % 45 & (heparin
binding) &5 4k ) 1y g M4k 2% BU 1 (chemical carcinogenesis) BL A Jis i i % (pathways in cancer) 238 #% . A1,
[ B 1) 22 57 205 mRNAs & 4 218 5 L4F 4 K& B (skeletal muscle fiber development). 1 2K % 1% (golgi lumen)
FUTE 45 4 (notch binding) 2% £ T B .
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B A

YT AL FRE AN AR AP 5T 2 RE S R A O SER, T HiE (Phospholipids) mT LAysk /b B e 41 ot 40 filg 41 3
JR ARG B [19]0 B T JiRg LA A AR T P R 4 M ) 2B A7 8 70, DR, BB A) survivin A R T8 A= U R
THIBAk, A (R HR (T . B F R AR survivin PO S 38507 Mg 2B AR DG I 45 A B P sk
/[20]. Takeda &5 2735 %] LA B o I A b R A A8 Ak (%) 5 JEC R R 23 HEA T 2H 43 5 A0 G 28 A SR 2 A, R R
RS I SRR DX R A U R AT 4 LU R R kb £ B AR 2, 1 H S RAMEAMEM L, L2
RS A IV B 5 AN AR d I AE S IR 1) A g iR B [21] 0 R B AR K IR RN i AR PRl 152 4
GRS 5 22 M IR 28 (R 1E R A OK, Chung 452738 KK I ITTLTE sHB-EGF (soluble heparin-binding epidermal
growth factor, SHB-EGF)-5 i 15 5 UIAHOG, H AR —FioE mid i) B M5 22 2R b5 E4[22] . 0 8
B A7 0 B O WL LT B b 75y 2 R FE EU AR RN A 00 o L5 B 5 LA FEE P s o R E L 22 S B B KT 5
PR IX R BRI 7 MO AR Ay o B I JULAH PR Co D B0 e AR T A8 4 [23]

FEh, BATRIVEATE 4 ZFAFEIRAY TR 2 AR I, Wl 4 fros. £ T IR
H %A RIAHFEI . T BRI 255 %I5 mRNAs WA & 38 Z MA@, BRI PRz 2 i) %
A R BUARIR ) 2 B A= B

M =

positive regulation of neutrophil che...
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Figure 4. The common GO items in gastric cancer and atrial fibrillation. (a):
biological process, (b): cellular component. The number next to the bar represents
the number of differentially expressed mRNAs enriched to the item

4. BEMEEIHEEN GO £H. (a): £MiH#IE, (b): HMAEES. HK
EEBMBFRREERZFEMNERRIE mMRNAs FIE

DOI: 10.12677/hjcb.2020.101001 8 AR REEtY =


https://doi.org/10.12677/hjcb.2020.101001

g A BRAE AR W BE R T A 4 ST 4(2)), 2 Bl tatbit . G M. b Bz 4 A Al ok
FLA M IR I RGN 5 J7 A 2 MAHIEIT(E 4(b)), 430l 24 SRR A B A1 i M .tk
& — PP IS B 52 A B A S BE R (R I 5 o e 4 PR J] R TRl 055 v PR A 2 T e s PR AT i 2 i AR
BN E ARG . BN S S T IR A A R R AN OSSP IR e 4 S MR A G SRE
Yok B St i o(F S e G P < PSRN =R P e i NN o N P e i /112 58 SNSRI
J U JIE AT AE A BT LIS A Ak AR F [25]

G RGP IR (0 AR K ATt F b e AR, 38 2 0 S S AT DA e G2 M R G 41
T R IRI[26] . A NS B R AL G, Lio 2 A[27]0WF LKA, CD* T 41/Rek ek
P IR (myeloid dendritic cells)ff) PD-1/PD-L1 (Programmed death-1 (PD-1)/PD-1 ligand (PD-L)) F i Al
BBV 17 o2 1 2 I 75 P B0 R FEVE R

HR R I A B S RN, 7RI G B S Ja S R B R AR A S B R R AL, T A
&5 EFE B R LE A V2 MR IR R AR R R RN 78 B DA R 1R [26] MM EL & VR 2050, B s AR K IR
b K1 \ECM £ H (extracellular matrix, ECM). 3214 M1 E [ 1, 3X L84 53 w] LASE MR 40 i iz 20 (1) &> 7 T
TESRRE, AMIMA O IE A SE MV 2 R e i, A, A 1RIBFIEREL . AN 73 A2
AR REk[28].

HHUE AT, PR S SN B A ¢, T H S BB R AR R R AE LR . kL4 4t
WS BREAREREARR, eSS FEORCRMESE LR,

4.2. BEMBHHEXHNEZRES TR

B e AH S B R A 2 7, A SCHRIRIE STAT3.FN1.EP300.RHOA.MAPK1.CTNNB1.ITGB1.
CDC42 1 TP53 5 B R ARG K. BN, FIESKAFrT LS N E R g SBom %Ak, 1 B4 i 75 5t
AR IBAE (AR A mT DA AL RO ST, itk — AR MR 1k JE o« STAT SR ER 1 A2 1 i 1k
PAEE o P G0 28 I S I RIS SR B T S8 . STAT3 HIR S0 7T LA SR g K0 [29] . 78 Jioed
AR, STAT3 540 AEaE AGTE . 0] STAT3 1] 552 B4 survivin (9314, T survivin (1538 53
K AIE B A G T STAT3 HIiE- S T, itk v] W, STAT3 n] 62 B 4 survivin 3K 17 1,
Fil I % survivin 13015 2 5 uR 133 £ [30]. 75 B4 ZH, STAT3 FIRAE S4B A RER
FSPE[31]. AW FUHE H T 4t ml DUET 4% STAT3 SREZI B (3L . CXCRA it ik it 3k B
KR, Eld oS STAT3 (25 B s M A2 i [32] . miR-125a Jiid #[a) STAT3 i 5 Ji 4
(I AR 22 [33]. Kim ZE IR 71 ] STAT3 5 B A TNM 23 BIAN A 77 3 B3 (AR G HE, Rtk STAT3
AIPE R TION B A RIS (70140 Wihn E[34]. HRYE BT FNL B, . 0K A AL A A7 I 1] )
ST, RIMKRRIER G RIE 3 P AL AEAZ I [ 22 5 B Git 0 3, 1 H FNL & ks Ar A A7 i ) 1
iRk g, FrUEN FN1 ik, )58 25[35]. miR-200c A4 A PES FN1 () -UTR 454, S
Hil e mEEEYE, M Hid %A miR-200c f5, BN FNL ) mRNA I Al RIA B . 05
& [ I 313 255 miR-200c B 1 FNL 35 n] #0115 g 40 M (04 56 . 1T RE A28, Uk m] L, miR-200c
IS FNL 4560 LA B mA g sE . IS AR 22[36] [37]. EP300 FIFHE TR K& H R IE KT HE
2 B TR v AR T ) — AMRRIE[38] - 7E B A, RHOA & 57 -4 M JIEE . A 5 R4 H A% P [39] -
RHOA ] mRNA Fl4 1 i FiA/K-PAE B h# T 5, 355 TNM 20 IAHE[40]. MAPK &) V271
T AR ) R R K, A 2 B IR S B S rh R P B R o s AR A B RNEAT LS MAPKL
wH, HETEGE P38 (5 5@, BRI, BT LA Sy ) M[41]. miR-585 [41]. miR-378 [42]
A miR-217 [431@ i ¥ [a) MAPKL #i| B A M 58 . 40 Mo & At e . A iE e AR 2% . FOXP3 it i
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T B AN TS s, G4, 5T BEAIRIE T, FOXP3 RiA/KFLS CTNNBL RIARIE
FIZ%, BIEMEEE CTNNBL HHEEES 2454 . Mk, Pan S0 70 &M FOXP3 ] B 42 255 %
Al ARG 42 CTNNBL SKSLHL[44]. hTERT 7EMRIR B REFE i EEAEH . He 0t 58 RIL L
W hTERT 1] LA miR-29a [ A FN$E =1 ITGBL HI3RIA, i H miR-29a [J3iA KF R Z 4] T ITGB1
MRIE, FEAIH T BRI E. Hit, A1 hTERT mragid miR-29a (AL ITGBL /+ 5
R [45). Hu ST 50 & R hTERT 380 7 B+ ITGBL 13KIA, hTERT /KF5 AN B4 4+ ITGBL
ACFEIEMSE, 1 H hTERT-FOXO03a-ITGB1 @it hTERT it B2 a BE/EM, Fibi1h
hTERT i it 5% FOXO3a 1 ITGBL ik Ae 3t B Jw 4t (112 22 [46]. CDCA42 &/ GTPases [1] Rho ik
ISR, BRI 7 FIF 9. CDCA2 JEPR (i H B B 40 B s 4n B 3 5 . IERE AR 2%,
TXAN P AT RE A 40 M A BB B A GL/S 11, JE R TAMREIE A AL i AR A D1 41
M E IR B E 2008 DL R 2 0T 42 8 2 IR 9 USRI [47]. miR-133 7E B Ji & CDC42 7 45 i S b
¥, EEEMANTEE T, HREMESMR RN BRI B3 w7 2 50 O [48] .
miR-148b-3p i it #141] CDCA42 Ak B I HA5[49]. FHIL AT W, CDCA2 §4mi B (R 42K Jé . TP53 %L
1E B R AH KA T, BA TP53 RAZK) BT K e m I 528, FHRIH kR0 55 A
BIRESER A W54T 9, BTLA Tahara S8 505 NN X 73 TP53 #A U RAE(R175. G245, R248. R273. R282)
o FRUH B e R 2 (S AR AR AR T S R AR A R — e BB EME[50]. B BaR RN, RATTAE RE T PPI
W28 A B T B T — e R (BRI 4 T, XSRS T S BRI R A R R A . S
FN1. EP300. CTNNBL Fl TP53 ixX JLANEAEME M 737, BATH mRNA MR AL a4, 78 B A
AR EER 2 RRE, o FNL AT TPS3 23 i, 1 EP300 A1 CTNNBL W23 Fi. KL, ©AIE =
H I AP IR AR R

B BRI B B ] 4 Torb, O SCHERRGE CXCL8 Ml CCL5 AT RE 5 A& 4 K e . Abdalla
SERIE TR I %) 28R EE (Zika virus) B O I by B A TR I AR L BT BRALAR B, s B A A T
MEEF| CXCL8 /KT, i H 5 HAmZEREEML, R FEEE PRI CCLE K FImE[51]. fEAM
FUI 55 B - IR mRNA ik B b, B ZHE 5] 4> T CXCL1.CXCR2.ACTA1L. MSLN #11 DEFA3 [J mRNA
KIEKTFEEMNZ FFRIE, Hrp CXCR2 il DEFA3 &3 i, M CXCL1. ACTAL 1 MSLN &3 FNifl. &
ATIAE 5 B AR L AT A AE QB SCRRIROE, PRI 75 B — 2D 1 SR B0 IE

PR3 A R ) ) B L ) 431 AR, FRATT R I BUR O (1) B L4 [ 4)-F- CXCLL FI CXCR2 [
MRNA 3K 7K T-1E PR 4R 525 22 57 Rk . CXCLL 78 B L, (HEE B Fif; CXCR2 7£
PR TP AL T B, CXCLL Al CXCR2 #i 5kt R NA IS, RIE 4.1 el &, ik
PN G928 S S AE 15 9 A0 o B R A R R e A — e IR« © SCiik#iiE CXCLL #l CXCR2 5 B K
ERIEA I B, REE PR 40 4 WA CXCLL HI134 1 Je (0 ik B A ORI RS [52] 0 g AR Sk B
P AR CXCLL il S B4 3 SUFAKIAKT {5538 B4 B 41 Hik AL R 4t[53]. CXCLL 358
THRMARK, H5 BB ENEFRMG. el STAT3 SRR I P 5 A K F 1 (VEGF) %R
ik, MITAEHE B g I A BRI R 2 K [54]. CXCR2 TRk T BIE MR fit . CXCR2 m&isy
IR oA ZE . BREVRBESE N, ARESEEFERE . TNM 23 33 I K a A A7 0 9 [55]. A 22BN 51 G &
F B EESZ /& CXCRL F1 CXCR2 HiG L et iR b K. 1228, RIEMFEF4[56]. CXCR1L fll CXCR2 & )
Tk gkt T B R AN (T RS MR 28[57] . Xiang 25 A\ [S8]IIAF T, CXCR4 F1 CXCR2 1E iz 221t
B A A A B i RE, W H e Rk B A A R S O EE N,
CXCR1 1 CXCR2 ik BA R A O,  HA AT LAUBGE NF-xB Fil STAT3 {55, 1fii NF-xBp65 1] LA
W% CXCR4, [Al) STAT3 AT LAE CXCR2 [f13K1A; CXCR4 Fl CXCR2 2 [H][FaxX FiAH EAE F (2 i3t
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W %

7 b -1A) 78 Ji #4548 (epithelial-mesenchymal transition, EMT). B HIERFEZE. 54, CXCRA fEEE —
DB ISP B T RIA BIA, i He 50 5 A OC[59]. R CXCR4 & B 51 A A A
SBR[ 41, H AT IS B CERE CXCR2 5 R B xR, (HEIAEAEYFE LR Y, CXCR4 Al
CXCR2 ¥ 5 B K E R JEM IS, CXCRA 5.0 EMMIE, H o #HHIRE R,

5. &

FAVET B AN B mRNA k1, LUECR 2T 1 PRFRE 0 A G 1Y) 22 5 15 mRNASs & &£ A4
ThRe e, KM FZNE B — LM R B 7 T AEVRFIE . PIRREIE I 22 573218 mRNAs # s L2l
% (chemotaxis). #.J% ¥ (immune response). I 5z 4fiJf1 554t (epithelial cell differentiation). H {4 2 i
b B4 1E 142 (positive regulation of neutrophil chemotaxis). 4 4h (extracellular space) F14T A1 &1 {4
(extracellular exosome). H i, T AHRI SCRRIRE #a Ak 1 A1 Gy S B 5 B AN B B K R R A K 2
FUE FATEA R I Ao A7 AH [ i 2 BT 5] 731, HUR 3 B O ) B2 HE 7] 7)1 CXCR2 ) mRNA 3£
K KSPAE PR TS 35 Hh 72 e Rk . CXCR2 5 B MK AE R A G, HED'E  feidid 55 CXCR4 1)
FHELAE PS8 f5 80 o 3X SORIE 70 Ayt — 20 BR AR RE A D B a5 B i AL St 1 — @ 1 BRI R

AR T, FA R B G IF s BE s Ba JF B AR A, M mRNA ik, oHumiE S
5 B 1) 2T, AR T 3 SR I R 2 R T L

S|
ACASH) T E 5K H IR HE 461872405 F1 31771079)F1) " 444 FH SRR 24 5L 4 5 45 10 H (2016 A030311
040) 3 FF, TEMR R
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