i E R 2R iR 2% hitp:/www.biother.org

+ 378 - Chin J Cancer Biother, Apr. 2021, Vol. 28, No. 4
DOI1:10.3872/j.issn.1007-385x.2021.04.010 : é’% li ’

THRFSNFREEBFRIEEMBEPIER R RIRKREX

Role of interferon-induced transmembrane protein family in tumors and its
clinical significance
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[ FE] JERFIEAFE MR E KRN EE R 2 —, K0T S EUM R 40 A B tE G HR PR T R R, SRR & H g
Tilh 25 2 B E TR BT IR 5 g A R e R 23 LR AR L R A S B RS W AR T T g o IR AR Bos, TR B 5 1
Z B &% [ (interferon-induced transmembrane protein, IFITM) 5 Ji& 53 3R 18 5 MR 19 & 4 kK B H 5%, H A IFITMI. IFITM2 #1
IFITM3 T IE SE7E B i SRR ity 0 PP 55 22 ol Sk ey v iy 2008, 368 1 V81 42 200 B T SR A0 8 T AR DC B 1 R 7K T, R e s 4
JHL S S AR O s b R R R R T P O R 1, I b R AT AR AR L (R IR A L AR SR AN RS . TFITM =ik
B EE UG A R EM . ARLHRNGE S8 IFITM1 L IFITM2 A IFITM3 18 IFITM 7E 8 2 A48 R v AR L 3 FL 4% L

1] B E 980 2 AT 0 000 45 7 T BRI PR AL 5 R -3 0 BB 12 Wi b e A ANV o7 L s 3RS 1 o
(X827 THFEFSHFHEOAFITM); R 05 52, TG mEW
[FEZZES] R730.2;R730.7 [XEAFRIRRE] A [3ZEZHS] 1007-385X(2021)04-0378-06

N T s ROl 1R 1 DI R N/ S SNBSS LT e
BREFFEA N2 — BN TmaEN. et A7 DAA
Y/ b de I BF 788 (WHO/IARC) R A 1942020 4Bk
JRAE AR T )R, 2018 AFE BRI AL T2 NELZ 95577,
B R REAE I 1 810 77, T £ 2040 45, 4= BRJwhE
BRI BCR RS 2 700 3P TR RO AL 2
HRITHMESE K T RE M R R w5 AR R )
iR 5 AT Bl Ve A UG PR TR A R IR, &R S
Rz W R IT k. TIRESFSFHNFEED
(interferon-induced transmembrane protein, IFITM) %
J S T4 & Cinterferon, IFND il ¥ 1) s 32 e #F , 3
FEHR 5 A AE 2 Fh e 2143 Sl i R b s Rk
AT RS I b 5 2 5 0 A 0
REMER, 5BHETEA RE TS, A3
BB IFITM Z00 i 88 4 i 04 0 L R T AR 2R 55 A4
SEAT NI R FL il R E 5 15 AE D9 - 20T 0 R
CWibR EMFG T AL R RS E AR

1 IFITM R4 5ThEE

1.1 IFITM #9454

IFITM & — K/ 2 R 1, 7258 MESh 5 s
AEAE HBHE RSO, IFITMAE N TR SR REA
S 22 A R A A b g e AR R B T RS —
AN AN T P02 0% B 6 (interferon-stimulated
response element, ISRE) , A 4% [ AN [ 7Y IFN i 3: 3%
AT, N TFITM 4 KA $5 IFITM 1. IFITM2. IFITM3,
IFITM5 FIFITM10, BATAL T 11 5 G i fk b 5 /N B
IFITM # [A IFITM1. IFITM2. IFITM3. IFITMS5.

IFITM6 A TFITM10 £ F 7 5 e A I, IFITM7 fi2 T
16 5 Jetofk ¥, IFITM 3 K 78 A F/N P B A
PEVED S TFITM 5E o7 - 24 i J5 0 pAY 6K AR B2, afg 08 (1) 4
FAARARA , £ 75 R A% (1) N R C AR uity [X 38 DA B2 Hi 41 i P9 30
P 3 B B S P Xl R 2 X3, N g A7 T 400 i )i
H, C i 2 e T 4R M B IR AR
1.2 IFITM %3 fg

XFIFITM [ BARE 57 = AR Hh T P Um s E
TEIREE N RIS, IFTTM 5075 40 e A P 1 5 LA il 5 2
JEER& AT SARS TR 25 (SARS-CoV) i
FH 2R 38 8 B (TAV) A1 B4 JHF 98 995 B (HC V) 55 2 Fif
A0 R B 1 SR YL, TFITM o BE 310 1) 75 753 3 K %
KN A R, AT 5599 35 0 RE T, R AE DU B8
1R,

IFITM 7 S 40 i b Ok 455 B E/E . RO
BE IR YRR 175 5 IR IR TE B 5K 48 A (dendrritic cell,
DC) i IFITM3 581k, FE DC [m) itk B 45184 , F)
T 5 M CDS'T 41 i B & 1) )3 3 IFITMI .
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IFITM2 F1 IFITM3 7E T 40 il 0 Rk, 55 S W1 46
CD4" T 4il ffd 7] Th2 41 f 7 44, = 5 3& B a5
2T L, SR 2% TFITM3 170 LB 41 il . CD4" T 41 i
AP 5 1 CD8 T 4 i (1 2 Ao /b1, Bk iR T
REAN, IFITM3 7E A= FE 240 i U5 S5 R0 i 34 DL S 5 A
e s B E A,

2 IFITM 7EBE R O RIX

KB FCUE L, IFITM 5 53 A T 2 £ 41 21
KA R RIA KR & T IER AR L4l R,
AN[E] A2 IFITM 75 5 2308 20 230 1R IE KPR T IE
WE AR, A8 T BEL-7404 4 i b i) 605 AR T
IEH T (R 1D BARTFITMI Kk Jl b 1 J5U A i
N2 H B U A 4 IFITMI 25 [R5 37 4 1 1
0 H AR X T R A2 IFITM R I8 9800 1) 5
210 T % RE A FEANAE — o s o 4
ARPRIT, B 5 L0 SR I A 7 A 4l i & h
I FE B, DAE T 58 47 1) 45 TFITM 1R IE #ife
Aik H ETBR AN AL R S, IFITM 7E e R IA
ISP 3 A58 1 o

1 IFITM 7£ & F2E B i o B R0k 7k

fi JE IFITM % ik SR
=R IFITM1 1 [15]
IFITM2 1 [16]
IFITM3 1 [17]
FLI IFITM3 i [18]
it et IFITM1 1 [19-20]
IFITM3 1 [21]
iR IFITM1 ! [22]
IFITM3 1 [23-25]
45 H e IFITM1 1 [5]
IFITM3 i [26]
B )5 Jed IFITM1 1 [3]
IFITM3 1 [27]
Sk IFITM1 1 [28]
IFITM3 1 [29]
s o IFITM1 1 [30]
IFITM3 1 [31]
ik 7 IFITM1 1 [32]
et IFITM1 ! [14]
BE IFITM3 i [33-34]
HiI 51 e IFITM3 1 [35]
[ IFITM1 1 [36]

JifRg H TFITM [ 308 1 4% 36 B R A 78 3 5 K1
b PR SCHERURIE , 7E IFITMI = 35 34 B e 4 A e
TR A B AL 5 AR AR ZS , 24 5-aza-2"- L4

Ji T (25 B A GRD AL B S, 1 9 40 3R SNU-216.
SNU-719 F1 MKN-28 1 IFITM1 &34 i1, 1iE 52 )5 5
F HEAG A IFITMI Rk ) B 2T K. 74, 7
JHF 98 AN LIRS A, miR-29a LA & Ras-GTP BT &
SH3 45 ¥ 3§ 45 & & 11 (Ras-GTPase-activating SH3
domain-binding protein, G3BP) ¥ i 5 IFITM mRNA
[ 3'-UTR &5 & , 5 # 70 i % IFITM3 %35, 1M J5 &
1EH W2 IFITMI L IFITM2 FITFITM3 R IE27, 71 %
T F R TR, miR-19 ZX 0% W1 miR-19a 11 miR-19b-1
e R VA 22 Rl R 40 B P IFITM 3255 7K, B L
HI AT

Z %5 5RBEZ 5 MR A IFITM 1) %15 1
o R R AT L e R OR  IFN-o g i 5 5
A TFN-aR 454, 0% JAK-STAT1/2 15 5842, B 5
8 55 9 0 )it B M 52 A W) % O i A T 3 (Brahma-
related gene 1,BRG1) #I IFITM1 % [X] J 5} 1 [X 43§ , ¥
sR HJE s FIE M, B S IFITML 3. BiEA 1
(mucin 1, MUC) [A] £ 18 i 1% 3% 12 4E #F IFITM1 #%
U, TFITM2 #%1A 9 Al B IR & AR AR K B 1
(insulin-like growth factor 1, IGF1) % S, J5 % i@ i
STAT3 ¥ IFITM2 Rk , 7E 42 13 15 J 41 A 1 38 58 A
HRr R EEER. B R, HU EE B
Jei I 70 R & B0, BELIBT Wnt/B-catenin 15 5 18 4% 1 2. 2%
FIH]IFITM3 (3R k. B RN T3 & s A, H
IFITM1.IFITM2 1 IFITM3 f % H A~ [F] 1 3% 15 1 $%
B, 76 i3 248 B Hp o] b R HE Dy R

3 IFITM 7ERhiEE R A9 1E A ALl

3.1 IFITM 5 fas8sh

1E 12815 IFITM [ 988 7, TFITM 35 Be (i i3k Jir 8
HIGTE . YU S A [R] () 15 5T 96 40 B & b i
IFITM1 & BA] , 28 Jf %) 344 5 35) 52 21 B S 4 i), 3
U373MG 4 M #% BH % T GO/G1 H# , H CCND1 Al
CDK2 R IE /b ; USTMG 41 A U] 4% B T G2/M #,
CDK1 [k g/ {H CCND1 # % . 7£ g i Jes 41 i
HH RS SR TETTMUL DUDHs 248 it J&) S BEL T- G1/S 3, [ R
ik CCND1. CDK2 Al CDK4 (] % ik /K Fb9, &
IFITM1 AL, fi B4 TIFTTM3 6 38 3oF [ 45 4 A &) 33470
1) R 240 o g BTS20 L AE T e 4 AR R A
HI IFITM3 ()26 1515, CCND1 Al CDK4 f 232 [F] 1 5
TR AT, R IFITM 1 A IFITM3 7] fg i@ it i g
i JE) A O B SR AR 33 4 i ) B R AR, AT AR gk S
JEAMIIGTE . BRI 40 A I B4, sl A it )
S, FF R 48 B b IFITM3 1] DL MEK1/2 15 5
B AR T B e-Myce K&, i3 — R 3k - 20 A
B .
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3.2 IFITM 5@ fe /A=

IFITM1 B A 46 s T e . 78 D
JE L IFITML R 7R R R A "R & E e 3
(caspase-3) [ FRIEFE 77, 98/> DNA Fi % , A . %
O 20 LR T2 R R R A U SCRE T IR — S5 R
(K IFITM1 RE |38 I T 25 H caspase-3 . caspase-9 Al
Bax 7KF, NI 128 (A Bel-2 K7, AT 3 i 4 il
P T0, LE R T, IFITMI 38 i #0041 STAT 1 3 1
/0 8 T A G R A p21 B IA , HE T A ) 40 A O
T, 527 00 G I 75 5 30U Hela 240 g i R IA
IFITM1 J= 40 B0 T B gl 3G i, 327 IFITM I 7E A [
A g ] BE R I A F VA AT N

IFITM3 R 5T T-AE A, £ % HCCLM3 41
Ji F B ok TRTTMI3 J5 40 B 08 1 56 BH 8 7 o, 76 1E 3 AT
Y] HL-7702 Hid 2635 TFITM3 T A S22 1 s e o
B3 T —FR S5 R, UTER IFITM3 5 55 2R 1E 1 4
Jf 14 2250 (H HARHLEE 2 R IEATIRAW T
3.3 IFITM 5 9813 £ An bt 45

IFITM1 AT IFITM3 A 38 i & 4= 145 5 W 2%
H 7 4 )8 B % (matrix metallo proteinase, MMP) [{]
Ok AGE R, JF R 3E b B2 W) i %% 4K (epithelial
mesenchymal transition, EMT) i # , % 535 il 83 4H Jfd 11
1R e

BIF 58 424 72 SR S SR AN 45 B e
HHIFITM £4) G638 1 36 55 MMIP (1) 2 18 A3 R A i3k
YHRLIR BRI RS . WA S R I, R/ B8 B
1 (caveolin-1, CAVI) A LLVH BR IFITMI 6k 25 51 2 1) 8]
JoR ARk L R DL K MMIP2 F MMP9 2635 i /b , 1k 5
YN ARZEYE . ol & UL, IFITMI ATl K i CAVI
ik, B5E MMP [ 232 A5 M HAZ 3 EMT & 42,
T 184 58 i 98 40 PR A2 28 I e #e e T o AN, TE it
MWt 5% 25 B 5o~ , 383 CAV1 5 EGFR I 1E H
IFITM1 BE 9% #4035 EGFR/SOX2 15 5l i , 4E £F c-Myc
A EL I AR K I A 7 1 Cearly growth response 1,
EGRD) & H 7K A f &5 H 3l B (protein kinase B,
PKB/AKT) #l STAT3 [ % B2 . /K~ , 5 B T EMT K
AR, pl AN, IFITM1-CAV 1-EGFR/SOX2 15 5 i@
BARE R SEMB IR BN — X HEEES
R

TE 5 i A0 S 40 i b B S0 2R B TFITM3
1 HE % 1 5 MMP2 A1 MMPO (1) 2% 15 F135 1t 3 B2 3t
EMT &4, i — 50 70 & B IFITM3 2 i 305 p38/
MAPK & 12 5k L il MMP9 % i& 1), i% & 12 7] fE 2
IFITM3 3K 5)) i (= 28 FH i 5 1) — s 2. BR b
AL AL, IFITM3 A 5 Smad4 45 & KA 32 Smad2/3
B, NI S H RS IR R M XED

(parathyroid hormone-related peptide, PTHrP) 3 i IiX
N E S B4, TGE-B-Smad 15 51 BR 0% 2 1 —
A WG MAPK I % , 75 71 51 i 40 B i 5% 78 b R 45
FEEAE FHY . T AE I AR R B, STAT3 78 IFITM3
7SR R A MR 2R O R e T E A . B
CLEI I 7217 5 L IFITM 2 5 5 2 545 5 i, (1
H Al R 5L 58 #1045 5 N 4, I BRI A% [R] R BK &R
AR — D .
3.4 IFITM 57 A7 SOk

IFITM 2328 7K 0] 68 52 00 Jff I8 o) 80 AT 1 ek
Pho AW, IFITM i 2232 5 L 40 i o)
1 I7 259 A BUK A 9%, IFITMI (E 55 75 4 il 4100 41 771
(aromatase inhibitor, AD i 52 [\] MCF-7 41 il H /55 3%
ik, T AE T AU G MCF-7 4 i h A Rik . A
FURE I 2 IFITM 7E > il e i 52 1) L Bt MCF7/LR
Y1 rp R, FEHLHIPE K IFTTM X AKT 375 14 () 334
SR, A, IFITMI AT g 5 807 1 s o8 410 f 0 7807
AU, 38 i GEO #48 2 73 i 72 IFITM A die
SR OGTE A, 28 SIS AIE SE TP IFITM I 314 1] 1 58 [
Jis 958 CAL27 F TSCC1 4 X X 5 26 i U . H
6T IFTTM 5 8 7 A 7 80 o () 0F 0 s PR T 4
LK, w5 2 FH O 1) A4 P S i LB A )4 WL
AN B, AT ORI T A ]

4 IFITM WIGRMNE

4.1 AN BLWARE S

ESRTI I =P R = oz 1 R A = S T 1 DA
PR T 5 IR S AR AS R TFITMI [ 3R 35 3H4T T/
D, A TFITMI 72 — FhT 0+ 5 A TS 18] 52 b 540
BUSCA Z5WIR A 1E 20 45171 WU < 14 49115 A ]
J5R PAIJRE AT 12 45198 ARG % IFTTMIL A CD 10 HE4T 40
ALK, K BLIFITM1 /& — ANt CD10 545 57 1) F
BR324, A TFITMI 1] B2 48 AR
)1 P L TR SR PR R RN ST LA 98 (A R AR s
B J5 SUN ZEUGI 1 18 451 B 57 5 P IS S i R 3
AT 44 15 T s A1 5 P R AL AR S 4 24 TFITMIL A
CD10 [ R 1& , 62 ] & # v, IFITM1 FH 1% 62
(100.0%) , CD10 BH 4 60 1] (96.8%) , ik — HE B T
IFITM 1 AT A G SLFN 5 i A0 5 P4 B SR 12 T 1) v
FEBUR bR £ o

L IFITM1 AHARL, IFTTM3 #5421 75 -1 5 4 i 5
PrdE A rp Rk, MR IEH 75 WAL R AR
KW, PR A I TFITM AT IFITM3 1] g 2 1 25 P i 1)
R bR B, AT B W R A2 B AT E
J 55 -5 P LI %) DX S A8 1D I R 2 W A 9
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42 HEAWBIRED

IFITM 5 fi 8 (40 1 DR 4 393 0 A A7 0 008 38 A O .
REAEAE T 9195 HY, IFITM 363k _E 1 5 45 B s itk e
g Jam ab i R oA R OCME , B IFITMI 3R IA I B 3%
I[fi R TNM 73 B EE I, 85212 IFITM L %08 B2k
W RIS TG R R o IFITMI Rk th 5 i
10 ML 7 A RGNS AR AR A BRI 0%, o LR e A
BE 1S A4 7 W 2R BRI R TS A B 3 2 KRS
FR0ALATAR A 2 LR kR 41 /AR % e (squamous
cell/adenosquamous carcinoma, SC/ASC) 1 i fH %%
Jig: B PR 4L 40k TFTTML BH P 22 34 7 B 451 1 S 7
7, IFITM1 BH M % A 5 SC/ASC I 3 98 53 11 2
AR N BRI, DL EWF AR B, IFITMI [
PR IS 72 MR B R FE TS A R AR & .

IFITM2 A1 IFITM3 1 32 1k [ B 55 JRs (835 TS
ANRAHK. HAIFITM2 7F B A A mRiEs, 55
a2k FE L = R L AL R B R A SR D
IFITM3 5 %35 5 1 8 il e 1) 40 A R FE 22 b g A
KA A7 2R %, H 2 bk T 45 56 7% 52 J 1 Pt (4]
R, SCERP O HRIE , IFITM3 i 3Rk 5 Sk 20350 6%
e AN PR R A PR s TS S R B A O,
DAL TFITM 38 7K~ B o TN AU 1) — Fh 4 A
X e o S VRl B R .

5 &5 &

Bl 5 6 IFTTM B 5 (RN L7 e v i 7 A 1R
LRI 1o —J7 T, IFITM £ 2 % Me 21 21
FAH i R 3 m R IA , PR FE AN & 3, (2 gk EMT i3k
T2, 2 5 Py 40 f (1) 48 5 L 32 R FN1R 2% , 76 g 11 %
AR R R R AR s 53— J5 T, IFITM 5 i
I PR 23 JH R0 90 f5 %% D) AE O, 5 22 0T e 5% 1 i e 440
ST AT TR RO L 78 iR (132 W AR T Hh By v
BAE. KT IFITMAAELEAR 22 i A3 A R 1) 1) R, 2o
IFITM 7EH0 8 S % o i AR AR I & AL, IFITM
R 425 Jib R R I AT AN BBURS IR 3 T LA A . IX G ]
R AT B TR T R IFITM 5 s gk R o5 &
N IFITM RN IR 2 Wi dE Am B iR 7 0 m dR gt 1 B 22
RS AR , X T3 m R 27 SR B R L.
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