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Abstract

Chemokine-like factor superfamily is a novel gene family first reported by Peking University Center
for Human Disease Genomics. In human, the family contained nine genes, CKLF and CKLFSF1~8,in 2005,
CKLFSF1~8 were renamed CKLF-like MARVEL transmembrane domain containing 1~8 (CMTM1~8).
The novel gene family plays multiple roles in a wide range of physiological and pathological processes,
especially in male reproductive and immune systems, and it also plays an important role in the oc-
currence and progression of tumors. Hence, further study on the superfamily has an important the-
oretical value and potential clinical value.
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1. 5|8

LR TR e e A R A B B ) — R AR R 7, S RS E TR . EREGE M P R 4
PSR Y20 i B — S8 i 4 & BRI I — RN T2 K, S FEZ0N 8~14kD, HESHFID REAATL, K2
At EFE5H 4 MRTIENERR, RAE RS BRI A AL E A E, BEF R 5 CXC(a)-
CC(B)~ C(6)~ CX3C()IYMJE . bR+ S HZARTE RAE . B B S B « MR SR i A b R
EAEHI[1]-[3].

2. EBUERRETBHREMAN LI

TR 35 v SCIR S [4] [SIR FHIMHI LR S BOR(SSH)BL PHA HIEM N HT S k24 U937 4l
tester, UL PHA F3[RIRF IL-10 $01 U937 4HMA driver #EATIREL A, 9T IL-10 $I4H]1) U937 4L
IEFEDH, AT BST LWEAPHEE, B RN 7o b T — AN HT 4R 7 - L FER T 1 (chemokine-like factor
1, CKLF1), #—B0F 50 kI CKLF1 A77E 2/ 3 PRI AR 44, 4 il fr 4 9 CKLF2. CKLF3. CKLF4,
HAE CKLF2 R RS (A 7 7 1 2 hli_Fil it BLAST #2081 EST A4S B 2715l RT-PCR
A, AR 75 CKLF BAT FPRME ) 546 8 ANBI LA, 437l 2 it R 78 5Kk 51 1~8 (chem-
okine-like factor superfamily members 1~8, CKLFSF1~8). CKLFSF % [N () gmit P= 4 45/ A sh g BT
TR 7 50 EE I EE (3 2 18], 1 ok B e 40 R R ABL R 8 e 4 g, ELAZ SR K 40 B A AEAEAN ]
B, T H AR R 2 A — R BT A i 7 Y B A MARVEL 4588, [Flik, 2005 4, CKLFSF1~8
B Br N R FER iy 42 A 2% N CMTMI1~8 (CKLF-like MARVEL transmembrane domain containing

members 1~8).
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3. BUERETFRBIREMANERGH RIS R

Han %[ 51%F CKLFSF S i 08 1) G A e 1 SRR T 91 5 1 X 3886 43 K 3L, CKLF Al CKLFSF1~4
TENRGL AR 16221 IR — ML, 1MEET SCYA22. SCYD1 #1 SCYA17 AT 16413,
TM4SF11 5 SCYA22 1Y 102 kb, CKLFSF6~8 £ 3p22.3 £ £ [H#% K 30, CKLFSF5 #lE A7 T 14q11.2.
X} CKLF2. CKLFSF1~8 J TM4SF11 W ZE L7547 LTIt &3, CKLF2. CKLFSF1. CKLFSF2 #l
CKLFSF7, CKLFSF3 #ll CKLFSF5, CKLFSF4 fll CKLFSF6, CKLFSF8 A1 TM4SF11 & 4 Mk,
CKLFSF8 4143 5 TMA4SF (transmembrane 4 super family)Z5 M1k, B 39.5% 1AM . CKLF PUA~E91)
1. 20 3 A IEAS A 2. 4. 1. 3/ NEBAERSEX IR, CKLFSF1~8 1, [ CKLFSF3 A
3 MBI AN,  FAR 0 S5 AR A — AN BTN R A DA TR S IR X, 456 DL BAF AL, 3R
CKLFSF R ALK 7. TMASF11 fEThfg b B — & A .

CKLF1 4= K cDNA .45 530 M, A —Mgmhd 99 N ERR 1 e BT BULIDHESE, M 4 MIMNET
M3 ANNEFHL, SMRTF NG TS EAZAMETTIAE . CKLFL. 2. 3. 4 73 74fi% 99, 152,
67 A1 120 NEIERR, AEILFMRAILMARILN . CKLFL. 2. 3. 4 LFEHAIE T 1 A4, EHFENG
AMEF 2 Al 3, CKLF2 #& CKLF1 f4 2K 724, UL LW 70E B e A 12 R — SE R AN [ 35 D) 20 . CKLF 1~4
HIRIEEE 72, HA CKLF1. 2 fIRIEK PR, CKLF3 FIRIEKFIRAK. @ik CKLF M40 2 A7
Western blot 73047 &I, CKLF1. 3 N/rPEEH, 1 CKLF2. 4 FZEUBL G AL (4] [6].

CKLF1 & 7 KB G 5 MBI Z A (GPGR) CCR4 M, HA LS L B IR KR RS54,
5RiF 16 SYtak ) CC FiE#atb T TARC Ml STCP-1 H KA E I RVENE[6] [7], i H L4 i
WRESGRM . AR S B S S e, 2 538 ON[8] (9] i 4 K S 8 M (1) & AR SRR [10] [11],
AR T B I I 240 P S B R R T TR F[ 12 (131, U 6 B 400 B ) S8 B 0 2 IR IR B B 1 2 W ) 6 [ 141,
Pe i ORI P E Eah Re S SaE A T WA 15]-[17], B /IN Bl 400K 55 P9 B S 3R 970
FNBRHMAE[18], Hl¥ SH-SYSY 48t #izs), AMAERARKEIHETHAGEEEM[19], 25K
SR 48 S5 22 b [ G PR R BE AR [201], % B LA S v LA B B SRR, B R T RE S
5T Sk REREAL A R A2 [21]. CKLF2 /& CKLF1 FI4&R=Y), HS5HBEBREAEKRE -1 IGF-DHEH
FAALL, REAREE/N BB BN C2C12 KO VLR M i i AN 404k, R ch Mk i T, IS Rk
RERIE R A RIEH —E R FR[22] [23].

CMTMI 2KJPHIHE 7 MMETFH 6 NNE T, BAE ARG 07 S0/ 23 ol B 874k, A
(7 ¥ ] AR B R R PR 2 A 36~169 NEIEFRIREE K/ANANEE, 4t =) 2 A CC AT IRHIETE
454, JF5 CCL17/TARC F1 CCL22/STCP-1 f&/K-F[FJi, Northernblot. RT-PCR & Fu i 4 44k 2= 45 1 .
N, HHAREREHAZUALL, CMTMI B3FmRIA T 2 AHL, JUH DA BFAHML (W S0 BEA B AT IR 0 B
YA FALUR, #n CMTMI A RETERS R AE RN E AR & i R Pl 38 A FH [24] [25]. R MitE[26]55
AR, CMTMI-v17 7EERAMIEF TP R ERIA, $ERIn] G828 7L 1 HE 2 52 /K (androgen re-
ceptor, AR) B AR T, 76 AR T B A A S P RIFEEER, N5 AR R B HAE R G5
TSI SR 7 SR T 2 K

CMTM2 Hi 4 MIE T 3 ANE UK, i 248 NRERR, & —FowtEEE R, HRIEEK
A, FESAAT RN BB AT, JUILTERS R B mARk, R TR A R E
BE[27] [28]. CMTM2 K HA LXXLL. FXXLY fl FXXFF &£ M@ R EERALE #y, w51
# %2k (androgen receptor, AR)MHSE &, FEXUE ST ALHE T 1) LNCaP 4HfgH, CMTM2 1] AfE N AR 3t
BOER T, BT NI AR BeiE k28] XIHRELE[29]F LR B, CMTM2 0] R i i =5 [ B & o th
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I, %

T I (StAR) R IE X PUIA W Mt i 5| S 2R B 1k, R E AR T R G b R 3 — @ AR E L, 1R
CMTM2 Al fig /& StAR #R L BE N F9F LR StAR IR, S 524 B StAR A iR R AT it
. Song ZE[30]HFTREH, MM E CMTM2 & H Reisit #1f] AP-1 A1 CREB HiEME, M PR IE T HIV-
1 (S, M HIV-1 R E S, 28 CMTM2 7€ HIV-1 R 3 1 FE s g flid i b B mE8EH, H
5 1 — 0 1) B HL BRI A R LR

CMTM3 4K cDNA J7HIH — Nl 182 ANE TR 1) 76 BT TBORAGHE S, d#h4b b e BEAR <7, 7ES2 .
ARG AR AZ AR . kTR i R, TE B MR T R R g R G B AR [24] [31].

CMTM4 ZEWEFEE T FEFRNRSTFRIR G, 42K cDNA 8133 bp, Zwid 234 DMEIERE, (71E
CMTM4-v1. v2 fl v3 =FPEIE:AA, Hd CMTMA4-v1 fl v2 2 F K, CMTM4-v2 &% K 4K cDNA
FER), {EBALB2/EZ AL ZRIE, T CMTM4-v3 AAFLE T340 B IE AL U IG5 41 21, CMTM4
5 CKLF. CMTM1~3 7E ARGt fk 16922.1 B — DR, H CMTM4-vl. v2 6 SR h
PRzEre, DL AT B K& 2538 CMTMA4 /£ AR B E0E e 7 HZAEH[24] [33].

CMTMS EZMIEFEHL T IH g REFE, 56 6 M1, HEDFE 6 FEfiik, 720h
CMTMS-vi~v6, HH CMTMS-vl 2FEfm. B R —FER, s 156 MR . Li 55[34]
WFFCIESE, CMTMS-v1 & —Fh o sk 2 (%

CMTM7 4K cDNA 1369 bp, 7 5 ANMFMETFI 4 NN ET, A Poly(A) Tail Ml “AATAA” IIEES,
i 175 NEEERE, CMTM7 EEASHEH 4 MEEMBEIXR 1 4~ MARVEL M8k, BB IR T,
TENH LR iz RIE, JUHAE G A0 R 2B /KPR R, X G 92 0 0 P 3% 4 249 6 o 2 (1 T 4 4 I [35]
[36].

CMTMS [37]2&FE KIPH BB R F TR, cDNA 4K 1185 bp, Zwhd 173 MEILFRA
B, AR A 4 MESBEIXR 1 A~ MARVEL 54438, 5 DY B & (A8 5% (transmembrane 4 superfamily,
TMA4SF)H 39.3%M[EVEYE, fEIER AL 12 RIE, FARFERF A5 R 20 23 40 i P ik 5 w38 ]

4. BUREETFBRIEMISHENX R

RESESE[39]RF 9T KL, CKLF-1 7EIEFUPE. R ACBPE G0 EE bR MR o 1 R IEACPAR U &, Bl
MR L S0 BE oy T (RGMERR FESE N, CKLF-1 2K /KA 1S i, A I8 A 5% B8 B A K 1 e
MY, HEBEKVE T A Z R SR KR Z, $&7~% CKLF-1 AlRg5 b5 v op S 1)
KA ARG HR AN RS, BEF[40]KI, TE4. B i CKLF-2 EARE/KFEERT
S 4L BB TE S BRI A 2, SRR BESE SR R B3 N, CKLF-2 IRIA TR, 7E45. ERA L)
KA RS TR, BN T

CMTMI {EFLIE A e St i ) e o R ¥ B 224 . Wang S5[ 4118 7R3, CMTM1_V17
EFLBRE AL AR R P R RIE, B EFARALTARIE, BRIEK CMTML V17 {213 7 3L 40
MO8 5E, IEREFE DU IR IE A F-(TNF-0) 15 S T, $78 CMTMI1_V17 8] DME RN —ASBT I 716 T #E
Ao Song FE[42]WF5ER M, CMTMI ) mRNA 741 ) (hepatocellular carcinoma, HCC)ZH 4R IA I
W, AR, CMTMI ik 40T 40 i s A A7 B 28 40 TR, (Flitk, CMTMI KIRik 5 HCC
BEITEHIC. Si SE[4310F 5 Bor, fEIE/NfafitEH, CMTM1_V17 [ 53R I8 2 BR3P Bk
ST, IR S AR S A A I O™ R . RIS 26 1R ORI, CMTMI-v17 AMUTESE
o IEEETFIRH ERIE, TERTH IR A B S RIAFE, v AR AHRIHT AR R R A R
PRALHT Y B

Z LU FLIE A [44]-[46], CMTM3 fEIE WAL 2 K35, (AHAERTHI e . B e FUE
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R B, BRELRME AL MR T R IR )7 R A, T3 CMTM3 ZERERE TR
PHECANRIE, T3 R R R, W SR SR g (R B9 5 L 3 . IR LSS, #2278 CMTM3
B g B L (1 009 25 DR 7 g P R AR R SR AR R A R A
Plate %5330 FLUEN], CMTM4 fEIEH AL 2 Kk, 5 Sm A 2Vgn R B s A LA, i
FILH) CMTM4 ReiE i FfI AR G2/M BAM Hede, B B Som 4 i A . Li 554713 T BoR,
CMTM4 fE e FIRE AL 35 5 41 B (renal cell carcinoma, RCC)4HAE & 786-0O UK, FrHNH| 40
TR, XERVTREN E SR B AIE T IR L TR A S35, CMTM4 Fl CMTM6 A5 g ik
BE, WOATVEAEYINR SV TN TT T 8N E R B A S iy T (SR i, BT E IR R LA 8 [ 48]
CMTMS 1 F Jiufhk 14q11.2, — MR FpfoRg & AR A 0 B B A 05, W FCIESE CMTMS | 2 Rk T
G LRI RN 2 Bl F H L, AR 53008 [24] AT FIBRAE[49] [50]. MR ARGMIR . UFHUm[51]. 1k
[S2]% Z Rl U A R, RIS 2h 7 H 54k, F8CMTMS BB 8 FRSARE, Witk
FH LA B 2 i B P AL L S Bl L IR 5 AT I i CMITMIS [k, Dk 2 L3 08 SCREAM R i 4 e i 389 3 . 3
. 228, TIHRIERG BRARIR A p o 40 M A B R i R RE 70, HE ST, HEAAE R HLEI AT R 2 d
i EARKBRTE SARE T, 825 T 2N 5RERAE KRR EVIFKIE 5@, G — 2.
K, CMTMS AE— N8 B i PR DR, ] B e 1 B RV 9 B 8 B BB AR [49] [53] 6
CMTM6.CMTM7 Al CMTMS 7E G4 a4k 3p22.3 B R R %, Ifi 3p 24 F Bk K, FEZ 3p12~22,
R FEE FIR R R R BRI E BRI, #2785 CMTM6. CMTM7 il CMTMS 1] g 2 5 2 i i S A . 2
EE RT-PCR W5 KL, CMTM6. CMTM7 Al CMTMS ¥] 2 Fik T IEH HH A &t , (H CMTM7
T S T LS 2 P R A i R b SRR N R ECE KL, H CMTMS HALAE /D H
JAAIM P ARIE . CMTM6 £ —FiiBRIAMEE, 5 PD-L1 &4 LA RmEIE, 7EMEHEE
B EEAEH . B[54 B, Mk CMTM6 Fikfet% il PD-L1, 52 MR T 44
FRIEPEIAEIRE F7, AARRIEN CMTM6 5 PD-L1 A4 &, dnl/bHiz &, K PD-L1 &AM
W], AR LA CMTMG6 5 PD-L1 454, f#37 PD-L1 7E 400 P ARIE IR i 4 32 T BE R B AR . BT FE[241%
B, CMTM7 33811 AN S Tk 2 FE T CMTMT LEUTEMER, KE CMTM7 )Rk,
REA ) fob e 4 R ) B0 0 L SR AR TR TR R, AR LI AT e &2 CMTMT i p27 3RIEH R i CDK2
F1 CDK6 HIZRIE, PHI4nM A Gl/S Ml de#e, 4k, CMTM7 iLEE(ERE EGFR fIP1k, ] AKT 15
S, FH R T R55]. WEAT[56]8a, CMTM7 3 A fr i AT /N g o fii e 6 3 1 AR 3R S B AR
5%, ATREAE AR /NG M it ) — AN TS [« Huang Z5[57 10T 70 & B, FFEH S CMTMT £iE R
FIAK, JE5 TNM BRI IR e 8% SRR OG, ARAMRIGHE— 2D 7 T B, CMTM7 AT #0520 i 1)
AKT 55188, 7520 A HIFH7E GO/GL A, DR, CMTM7 R i i) 40 i Ja) A2 2 78 e R
PR IE R . 25 1, CMTMT AIRe/E N —ASE A B R, e R 7 SR AT IVR 7 #E A
BB SR, CMTMS 1EIEH B /NG 4ot - 25RfHERIE, EEmAgTh, RIEWE
IR RIL, H 5 R A AN R (e B B U DG . Zhang SE[SOIWF TR BN, T ad e VR 4% B IbE S 40
il CMTMS, il A g 5E . TR 2E, FF a0 Lt B EUEtE, Jf H Kaplan-Meier 7347
7N, CMTMS K3k 5 Bt B A AP AR OG. [ CMTMS & AR e oh B B e 2 [, 5
AR RIS e S A L BUE H845 . Hong S5[60]WFTIERH, CMTMS & EGF {5 5k i it i 45 #,
CMTMS il Fik 340 M 3K T EGFR 4 77 138 BR 41 R [ Y EGFR, T8 55 EGFR /5 (145 58 %,
PO E S . AT AI IR S AN R A K, CMTMS 6 AT 38 28 Rk A 5 1038 R 5 5 8 A /K A i ik
AR S 1 AR A2 I IR R G T, kT R R ) R AR R (611, Ui Bl CMTMS £ e % AR it g
RAYET EEMEH.
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5. WWRERE

T Z PR 7 S 3 R A R R O G5 A M B SR D RE,  AERLAAR (0 A BEA G B 5 g R i 7
B Rk BV PRI GEi thee. LA RO SR R R E EAE . TR, Ok
B IR STUE R, R B R S IR R A KRB VIMR, 1EVF 2 A e vh R4 )
YERT, GRS Z A e . BGFR (5 S Il . HWEIE 55 S LS IR R 51238, CMTM
FIRAENRME AL I A b SILH 2 R RIEE, HAF CMTM AR A A KRR
RAEEBIRAF IR, X R st BAT W R R 2N . H AT, CMTM £ vt e 5 5642 1 Thge CA5
FIWIPIRZ, (AR CMTM R R T UL Fdt— DIRAWE T . KBRS FIESE, CMTM %X
TR Iy TAEREAE A e RE Fh s OCHE Ay €, (HILEY B JCIESE B CMTM S 52 1 BRI T L i
I7 B G BEIR YT BRI T . H BTS2 X CMTM A e SR 5 0 A AL A R BN A R - BB B,
PRAE 73 42 (7 A [ CMTM SRR 51 B3O Y L Bah 700 S5 477, A7 ORI e i A R e S e
¥, BLR TR A 4 1] SRS e A B T IR I PR IR T T AR AR FUHIAZ OBl 22 [ . B4, S5
BTt DA CMTM X #5285 S 701 AT P 1 T DT O S B Bt 2 A 5 o e 40 ) 52 4 (1 1 7
BLiilo 5 RERIS, BEXF CMTMA4. CMTMG6 JF 54 5 4 B Lk s/ 7 14750, A B O Se e if T 42
BEAF BT LT 6 56 T SRS -

SE
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