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CMTM ik EYF e R EAERHLF
Biological function and mechanism of CMTM family

TR EEFREFAGNKFERES =ZER WBEMWLT P, LA B LA LT TAEARRFAL T O,
TN K Fmpa b7 A IE L F N 213003)

(8 ZE] CMTM FIEAER— 8 0L R 5005 , 16 28 AR A S 2R 40 U 2 FR (0 R ML R B SR . CMTM R,
CMTMI1 7] 5 4T f 184 5, S 80 & 2 s 5 AR /N9 i fifes (NSCLO) 835 b 7 TN 25 R 1515 A ¢ . CMTM2 iEid AP-1.CREB i#
P — B R LA HIV-1 #5% , RN 7E 53 AR R G h i B BEAE T . CMTM3 S5 07 2 R % 17k B FF A 4 R R 2 el 240 i 348 4 1) 47
PEUEFERE ), & BRI I TS R AR . CMTMA4 18 45 40 ffa J&] 52 e [ Jed 40 B 386 4, 85 %6 PD-L1 [ W [ GR35 5 G e ik ik
CMTMS {EVF 2 IR TR R IE , 2 5 M98 R A R B A SIS S . CMTMG6 Hr A PD-L1 25 6% k3% , &8 /5 1 Sy ia 7 e
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[RHIR]  CMTM KR RIEIRT s TS ; e ; B
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FE A PR 11 4 L PR 1 A TR < B G P A
TR v AR AL A O e SR NIRRT T,
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1), AT BEARVE AR (M B R T HE A
2.1 CMTMI

CMTMI & & {7 75 N R Gs a4k 16q22.1 | [ 5
, cDNA I FE A HH CMTMI Z /0545 23 Rk £ 1
BEEE I WAL, Wi 4 N CMTMI v1-v23. CMTMI v17
M Z MR EEREEAZ T, R -ANEET
SR I AE Fo N BUR B2 A 570 IR B 1 235 A4 Sl 1) 2
o KN CMTMI v17 75 1E 5 5 &1 B 28 29 % il 55
Z PR S Tz Rk (B LR H A IR H A
FIE5, CMTMI_v17 F] A 368 i {1 i3 40 it 50 14 38 5 5 350

JiJeg A AR STAESINS 2 32 A 9T IS 1) 78 45 A /N 4 il
JitiJ (non-small cell lung cancer, NSCLC) £834 #17 4;
T M, RILCMTMI_v17 FIRIA 5 E 2 5 b7 1
FHINSCLC B3 AT TN 25 A4 R 1S A 123 I AH
K. CMTMI_v17 [ 55 223 AT LA & il 8 48 A 11
2B AT JE R L 4L CMTMI v17 RIE/KF
AR B A A A B B KT CMTMI v17 Rk
M8 F . WA KR, CMTML_v17 £ 1897
NSCLC J; T B A — & HIE R E -

#*1 CMTM RE& 2 FHERIE RiRREX

CMTM &R HL

i A 73 3¢ S 3k

CMTMI1 B2 o 3 58 S 808 kA

CMTM2  i#id AP-1 CREB il % — & 72 B 5 i HIV-1 5 3%

E PSR 1 7R A A RS 1 T SE B 7 A

CMTM3 S5 A7k PR 5 7 B ik A ok JFL 9% 5 X 240 i 396 5 14 970

PETERE )

CMTM4 A 40 0 309, 520w i 8 40 i 184 5 5 38 33 %3 PD-L1

Ko A RS 2 5 e ki

CMTMS  fEVFZ MR TR RIE , S 5505 MR ke A2 R Al

K55 M
CMTM6 ¥ PD-L1 % 545 k%
CMTM7  7£NSCLC i it Rab5 % #] EGFR-AKT 18 5 3%

R K s SOX10 3 i 4% CMTM7 520 B & 41 iy

hEEpic

CMTMS  j#id MARVEL [X i 510 EGFR FIAH 5% (5 5 18 % ok

VR 2 20 ) B 3 AL AR T

5 NSCLC B [AbI7 R 25 FUAS B TS 45 0% [5-6]
3 il HIV-1 56 L0058 73 fEAE R I AR b e [7-9]
A

BRSO [ TS $R bR [14-16]

ccRCCIRIT A AL AL, HRFETUE AR [17-20]
lPSly

Pl S UG fabm , WY B2 OB R BRVR T B [21-26]
gy

TETE B S g3 VR T B A [27]
5NSCLCARGEEEMFARMR: 5EHERN  [30-32]
RAEREER

W R R R TR DIR YT B L A [34-37]

NSCLC : FE/N i At s HIV : NS5 ZE BB 5 ccRCC « B 375 WH 200 i S

22 CMTM2

CMTM2 2 hr T N 16 5 G tifk q22.1 B RFHEDA ,
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iK, TE 5 AL SR Rk KPR, LR TE - fE L A R
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CMTM2 0 N 2 G e S B o3 85 3 s (R s, R L AE
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B4 HIV-1 5% 5%, BRIFIX — WL AT B2 R da il
HIV-1 &2 $) 37 KH 10 515 ZHANG Z9F] il %
Mk il 7k R SRR R B, CMTM2 B2k 1~ 16 7= A= Al
. fERE R IR TS RN, TEN
JoT DX s A R g 7K A A5 4 i 2% ) T 2 5 A AT
&4, CMTM2 A7 T~ 4 o7 X 4230 vy R B Ak, R B
¥ 51 1) MARVEL 45 74 5 JI5 € A F 344 B A K
H 5 [ WG B 40 i 0 o () s IS R A B R
o SE A ) PR AR BB . CMTM2 78 42 R ik 2
F A LIRS NV R B RS T AR AR O

YT B & B Hh R EE AR, AN TR B A A A i i
CMTM2 H & i A R
23 CMTM3

CMTM3 i T 16 5 Qe tufk q22.1, A — N &R
PrEEEE AR IR AR 2 Rk . CMTM3 541/
IR FE B AN 3 AR DG, RS A 0 ) 20 PRt 44 B
R 425 20 PR I A% AN ) T AR A YO E 2 Fof e
JRE A CMTM3 [R] 23 2 NS5 L[R]3t 2 X6 4t g
S5 1D A7 1 R A B8 77 AT S5 e R A ) 3
CMTM3 7£ Z AN s 20 o N I E e R PTER R I
1) P et R 5 26 AT 2HL N 3 55 7 VAT R I i
Jo o CMTM3 TR 5 B B 31 F CpG 3L %
PIRIAR G . CMTM3 7 B i 41 23 Hp g FE S AH 0 6
R v, SU 250945 7R 7 CMTM3 £E 5 J8 48 o o 78 g i
SR AL R U D, AR 1 8 A AR I SRR BT ER
e R R B AL U B3 R, 5 B R
KN GRIARIE 4 5%, YUAN ZUVR B, 76 15
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H CMTM3 JE i {2 3 EGFR I B# i , B# 1K EGFR [ 3%
ik, BE T A B CMTM3 1] U2 i B %% . LU
SLEUIESE , CMTM3 & B i VA7 IV e A5 .
24 CMTM4

CMTM4 s 7£ 16q22.1 Je itk b Or 55 B &0
T, B 3 00 RNA 1% £ 1 5 8 19 0 AL, 43 5l 2
CMTM4 v1-v3. HH CMTM4 vi-v2 EE[{RIETE
XRTEZ P ) 2 KI5, #5%H MARVEL 45 14
SRR I 4 IR R EE R . CMTMA 15 B 37 B 41 i
(clear cell renal cell carcinomas, ccRCC) T 3 #i H} fif
JEAMHIE L, AT LAE A ccRCC VR IT 45 2458 07, [A]
N 92 R TG A R 1 fE R R 3=, PLATE 25
FR I, CMTM4 7] 5] 2 G2/M HAZH g HERL, 6 75 8l
55 40 B 98 T R AT 401 HeLa fi 987 40 B 38 5 , 48 7~ HL
TE 21 Y 18 5 R0 4 it A R 4 b () B A . MEZ-
ZADRA 2PV B, 7 i I8 40 21 s CMTM4 %} PD-L1
TEAE T IR ) 9% R , CMTM4 BE 5 2R3 PD-L1
F A 5 A A g ) B A, BEL LB AL AR B 2 4 Rk e
YA BT BR A L IESE 7 CMTMA4 15 098 4 9% VA J7
(1) EEAE A
2.5 CMTMS5

CMTMS5 5& A\ CKLF % IR R i i 2 —, 5
W At il 53 AN [, DR ST e A T AN 14 5 e ik
ql1.2 k. CMTMS Z/DAFAE 6 Pk FE P A,
53 /& CMTMS_v1-v6, LA CMTMS vl JE R E N
F. CMTMS fEIE & HR iz Rk, 78 R
FECARIET B g 2 N PR BB R A . 5 CMTM3
FHIE] IR A2 B A A 500 08 3 T DU BR AT 4 ) L 3Rk
I 2 AR 25 1) ] 52 i 8 4 PR i CMTMES (1) 3%
35, 3T A A bR 40 PR 1 e L R B L B B LIS
FEZE, 1k F K CMTMS X R 41 i R 278 T 1 W
EANHIVER 3278 CMTMS 1T GEAE e 3 PR 7E A
R R R R P AR Y. ZHANG 20 7t K
B, 1 kR 2 P e AT CMTMS 1) 26 3k %5 1) A 9%
CMTMS 7£ 4 4% £ 35 5 H o5 40wt 85 AR L A2 I
PR 1l 568 T35 1 fa b e CMTMS 25 17—k
iR 5 AE R T AE SR RS 5 IR R P, BT R R R R R
IT I — B A
2.6 CMTM6

CMTMG6 JE R 1E & 5 56 PR (1) X 38, 76 N4
ik 3p23 b FEA7AE B A0 H At 5% i i D 2R R
FEPAE A0 E R A, B W AR ) 4 IR A .
CMTMG6 & 40 f 35 i 1) — PP AEHFAE 4 282 5 . BURR
LT i F 42 3 K 41 CRISPR-Cas9 & HHL, 76 1 % fif
JR 40 CMTM6 7] /8 PD-L1 g i N 1, 5
PD-L1 45 & I 4EFp HAE AR I 3215 . PD-L1 /Y

JR AN 75 B CMTMG , {H 7 20 i JI55 416 24 4% /N rh
CMTM6 5 PD-L1 347, CMTM6 BH 11 PD-L1 & A %
Bl AR S P AR A A . PD-L1 AR/ K KRS 1 4k
P 1) e R R S T A MR PR AE A . PD-1/PD-L1
) 770 Be A B0E TT IR, AR PR O 1 K e ek
BT FTATS A 4k 429, CMTMG6 7£ PD-L1 8 HY B
R, A I MHC 1289y T HET PR %R
15, R CMTMG6 AJ LR — MrRE R (176 97 #E 55, 72
—ERESE BIG BN ez . AN, CMTMS6 3£k
18 05 IR e A% B JTH e B8 38 B AR A7 TS A O™
2.7 CMTM7

CMTM7 fiiF 3p22.3 B, 4 AN & T F1 5
ANGNE TR, AT LAY 175 MR EERR, 5 2 AN AT AR
IR S 75)8 CMTM7 v1-v2, BLCMTM7 vl B R
FKIENFE. CMTMTIE&RH R R iz Rk, TfE—
S ST P g P AN 3R BRER GRS A 5 A 2 A R (1 10
HA A, CMTM7 J3 37 XA AL CpG &, JH 3
T HEAZ CMTM7 Ei& TR ALE . CMTM7 7] f#g
TENSCLC W R B rh RIFEEAEH . LIU VR B,
CMTM?7 il i Rab5 % #il EGFR-AKT 15 5 , 7] g N
NSCLC 2 Wi fl G 97 42t — NI E B i . AEXT
180 15l NSCLC Il PR ZH 2305 A #7222 A0 A1 Wb SEZ56: 45
R HEEIR, BERGAAFRE CMTMT R IA
A%, CMTM7 ik J& NSCLC & # £ 1 — AN o
G R E . [ JIN 5205 81, SOX 10 Af L i i 4%
CMTMY7 I 15 K 5 1] 15 Je 24H e 11 165 5 A0 Jv g T ol o
2.8 CMTMS

CMTMS J2& H 173 A2 BB 4 R 1 B et v 4t
IR 7, B R 5 A 78 N2 3 5 Ytk p22.3 [ 3 (R 7%
b, 4K 1185 bptle CMTMS 1E &% 244 h # A [7]
W5, B PR CMTMS v2 2 1 BRI
AR Z—. CMTMS 7 E MARVEL [X 35 fft] 2 i >k
TR PC RS T (1 EGFR M\ 41 3R THIE B , [ I CMTMS
I8 PR A% ERK B R X /K T 521 EGFR /1 3 15 5 il
PREY, o R IA ) CMTMS 3 i 28 7 44 52 i 2 e R &
il ()0, T A T 40 D05 538 % K 175 5 IR 40
T8 12 . CMTMS 5 FF S50, & B 5050, % Bt gt
ccRCCPRAE AR I, 15 J 42 i e g b A= AN e 11 %
Pl 500 %, 2 R 225 R B 97 (BT

3 4% I8

==

CMTM F e H B RMIT N B3 8 56 A BT st 1)
— N AR T HUA S ARG AE SR
A BRIV S5 AR 4 AR AR 4 R B, 5 TR 1
KA R EEYIMSE. CMTM 5% AT 1 4% 40 i A 3
2 558 53 IR e A AR 5 S AT S T R R )
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BE AT 2] P98 A S T 40 PRI 35 2 L DA FELIKT PD-1/
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