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Research progress on cancer-testicular antigen gene in tumor diagnosis and
immunotherapy

FREIBERAMAERZG GFES FH(ERAE AZEERAFTHRELERE F_ERAREFHLFR T
O, EFAR KA 130033)

(8 ] MR B AT R URIK EORHME R, 2L L2 W FIG 7 2 i X — HERE G G B . i - 52 1L BT A (cancer-testis
antigen, CTA) & — K2 DhAE 8 A 5 MR , 76 55 MRS 1 200 M0 X% b 88 240 M v R e Ak 30 i £ e A Ak BE R 40 i vh o 3Rk . WF T A Bl
CTA Z 5 IR LR » BAR Sy CTA BA S IR, D9 e S Beiayr $R 0 7 T RE . IR 1T Hh LT X CTA Sk b J (3R A
KHUE 1 (MAGED ML 2 BRR b 5 40 1 (NY-ESO- 1D Bt J5 BEAT 2 Tl i Jgg 82 BRI 50, e L 1 — 5 BRI PRI 808 R A4
24 s CTA FE IE 5 AU 88 400 F P 208 22 57 S D REWTE TEAT M T HHE S0 R s 25 0 B 05 328 8T B S BRI T IR KT A e AR SC L

L3R T CTA BIAED =R S JLAE R 2 WA G e iy P AR BT FUdt e

[RBEIA] -2 AT IR DR s R < 2 s S iR T

[FESF2S] R730.4;,R730.51  [XEFRIREE] A [LEHS] 1007-385X(2021)07-0755-06

H A e 2 T Borh [ R RAE T 3 2R A
Z = JEguit b R R LA 430 J5 4138 < g i o 41
1290 3 4511 3 38 g hE SBT3 491, HL 5 4k S 08 K
P, FLRR AR AE R Y T T R R
, EEE R IR E R A AR A IR IT K AR AR R s
22 5 WY U5 e T B AN 58 5 A AR . LT
ISR s 5 A e ) 2 e P P R T O M O e R
A B R RS A BT B, SR R A 1 2 i b
e bR SV AE N 2 LAV BUR TE AN &1, 52 JORE L 1 A 4%
R P 5 M K, TR ok 5 412 W A0 {1 B s 1 e
PrEYAEERE. MR 2 Bl A 21z
AZ3WaT7 WHE A PRIHAE IR 4l i J L AR,
T Ji 988 20 o b e S MRk o i - 52 LB JE (cancer-
testicular antigen, CTA) JE A A4E R & U R IE T 5
PEA BE A A A, 72 N AR 40 D AN 30k B (IR AR
1%, CTA BRI E 2 Fh g b R ik . BF AP0,
CTA Z 540 fu s 58 40 74k 20 i g A2 55 i 450
FEo IR CTA mRIAH SRR M RIS (H
HAHRMERIDLE HANE R . AL FELRHA T CTARH T
RO A DI RECL B AR A i Jed b G 0 R0 B %8 96 97
MBI LR

1 CTA#R

M I 28 — A~ CTA 2t 2R AH ST J5 1
(melanoma associated antigen 1, MAGED)“J4& , i 71
B AMTSOEHER 57702, B B AT EIR I T 200 24
CTAZED, 73 09 44 DN IEDI RS . ARPEIX 2L CTA 2L
(2 IE R AR RIHAT LA AR s (D b 5L A

FEAT X Getfk by () FEAESE N RIL, FEHARIE
WHHLARARIL ; B ZECNZ BRI (DIETFZA
[FZH 2RSSR [ e vh ik H IR EEAN[F] s (5)FE M
Jog JB 3 vh B s SR A FE R R A B AR
SRR JLFE : (1) M2 PR IA K (testis-restricted)
XIECTA AL A 2%, ITMAGEB2.SSX2;
(2) 22 /M 3Z PR 1525 (testis/brain-restricted) , iIXJE CTA
A 52 AL S R ik, i GAGEL .HORMADI;(3)
SEHLIE P IR TR (testis-selective) , 1] 7E 52 H, - R Al
12 M EH AL RIE, i ADAM2.PLACI®, CTA ]
FIL FE IS DNA H R AN 2 B A s 7
[, 75 B4 3 R 1 2 5 SR s CTA 25 R 19 )5 3h 117,
{EASTER I , — %8 CTA ] DU 9 5% R 1R
HoAh CTA®Y,

2 CTAEREEARNEYZFINEE

HAl LA MR8, CTA FIZhEE R 70 N 3 K
I e SRR A 22 5y 24 DR L RE AN AR 15 IR AR A
2.1 CTA T ARIZ AT 8 m it 69 3% T W %

CTA 2 — K Z Uit m i tEPuE , AR KRN &
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HEANFERE AR, HE A AR AR,
PG B A ORI CTA E AT 54 Mt R
B, KL CTA E A AT KM TN AR =4
25 M) 11 6 I 28 [ (intrinsic disordered protein, IDP) .
X LL IDP 7ERI 1 J5 5 T BE A2 B R L B 2. e AL AB 1 , 32
N CTA T RS 5 RN IAE 5 /% S A% . 162005
4, BERNARDS [ BA £ J6# 38 CTA 73 ¥ [ % s i 4%
£, 7EXF PRAME 25 153 /5 91 43 W A R IRAFAEA% %
PR 51 X3, $ R H B A T 2R RS 5 1
IhiE o JaoRWFFEHESE , PRAME 2 1F N4 A TR 52
A B BT, BH L S AR A 3 B0 IR 2k e 41
il K7 22 A B 11 (PeG AR 1) 7] 0 v 22 [RI A 557 1) B2 46 o
X A5 3, PRAME 1] PSS M1 35 R {5 5 4% S 10
i 4 ) A AR o 3T AR ORI 5 K I, MAGE S i
60 2 i 8 (1 4L AR, b 24 Rl e U CTA 1 H
TE 2 P iE P 5 Rk, VP 2 OB R % Kk 1
CTA BB H T IThEE. Hob 2= EH W5 R
MAGE-A1 5# 5 X1 SKIP #H HAF - 5E A 5 G
% AL 1 (histone deacetylase 1, HDAC1) , {2 it #%
A o AE T 25 B FT B B, MAGE KR 1
CTA Ws th 5 p53 [ i R+ AH BLAE il S5 4R
HDAC1 A1 4] p53 5 DNA 45 & 5k i 15 %% 5635
PRI O] F 5 R I, ATAD2 2 5 DNA
ST R, HAT 45 A MY C 58 R 3F 0% o S E
AT A 338 e 98 200 i 1) 384 5 , ATAD2 KGR TE JLFP A6
Jigg vh s, IF B ARIE KT 5 SRR B IR I PR 45
ARG, I CTA 3 3 1 175 i 8 4 P ) 4 s 9 2%
Z 5 RN SO L. HIEERZ CTAH fHE
NG, DAL B oA e e 2 s 2 4
22 CTASSAL5ERAARBE S HEA

WEFRI2R B, Y% CTA W] e B Rt 24
iR TE AE L, b7 10 22 0 240 FR A R B R
YHIRAR . TE I FE IR 1) i o, CTA ] DURH B 4H 2%
H 225y 2P T A 22 fUR H A6 TEX 14, CASCS.
TTK #INUF2 % . CT #iJiX ACRBP Ji# T i 77 NuMA
HEE AR 23k IR /N4 B il 9 (non-small cell lung
cancer, NSCLC) 11 53 £ 5 41 {45 22 43 24 3oL F v &5
P Dy 68, AT I 32E i I8 40 i 38 2, R 4k, —
CTA W Z 5 M43 %4, Hovh CEPS5 2 5L R
BRI B Rl A2 40 A5 23 2 R b AR, 5
—/ CT it Ik MPHOSP1 5 PRC1 AH BAE H S RF B
o A0 Mo 70 24 DA g FL S

W R EHALES, F L CTA B
SPO11.TEX15.SYCP1/3.HORMAD/2 % %} ik %5 43
e b AST] b el g SRR B, CTA SYCP3 5
BRCA2 #H B AE F , 7T BH 1k il 8 41 g DNA #5128 =,

AR ™ E GRS E IR
g} 35 & 1 (bromodomain testis-specific, BRDT) 7&
s BF 20 M2k N B o> R — B B OCHEIE I
BRDT ik = , 20 85 1 B AL FERs 2 HY IR R 5 o I
AR E O BRI S IERE A H R R
JE AR 2, ToiE R & Y. WATKINS 525 71
KIL, B —Fh CT HiJE HORMADI = %15 5 =1k
LR e 20 v s A 4 A7 R A S 1l L A O
FL# NN HORMADI {ig # 1 3 [F] Y K I i 42 , 1X 72
— M 5 KRS I DNA & S8 % , DRI S 8 1 JE R 21
AFRE M. AW, /£ NSCLC ', HORMAD1
AT DU E [F) 95 FE 20, 52 FF DNA & B A4 i 4 2400,
LR 7R B, HORMADI 75 Ji 8 Ff i 6 F 2 28 555
CHSE ), I HL'E AT LUK DNA & S ML = A2 A0 I 1
PEFH 5 AT 52 o928 20 B P A K o

2.3 CTA AT & & R 649 15 vAIE ST 78 47 %)

CT $1J5 MAGE F & H 1 JL i A S 5 #%
SR, Bl MBI 700 3% B 5K % B P U i 98 A
6 25 R R AR T Dy e, A RT a4 e S
T AR R R A . B FTIE B, MAGE-C2
M MAGE-A3 4737 5 E3 72 2 % 4% 1 TRIM28 A H.1E
A, A2 i3k p53 Al AMPK 1 % PN ¥ 2 1 I A4 st 1 B
fif#t, MAGE-A4 1] LA R4 5E E3 72 % #/ RAD18, M
T8 2E 28 F A 1 488 Jor e g 240 L 7 X DINA 453453 (1) R
7184, [FRE, 7E GAGET R B T BLid T 1 Th &g, Bé
WAE TR LA EAE R FHIEARE T X T
PAGE4 £ [ , t BE 0% {5 97 41 i 5 52 B 3815 ST
ZHAO S5 58 & I, 8 IKK MMt g 42 o CT55 1] LA
TV T B ¥ B B p65 A% 8 A7 Sk 1 4% 45 B W
JeE AP KBS TERE /7. DANG 25090 78 K 3L, BAP31 ]
REJE I P — SNSRI E A (R BT
B A SRS 1 OM-RIP 1 SPECCIL) X5 fr, 3k
W T E MR 5%, X AUER T
CTA V75 85 ot i, 25 Mg 4 B 1) S8 5 L 9 T
TR FZ SR, DL R 1) R A R S i 72

3 CTAERAEMBIZEARE AT RSN B

CTA 1€ Ry H B[ — s P st , 764 8] 98 2
JH ek, {HAE TR A SRk A2 B, B A B 1 A
952 JE A, AT LA 7 AR R e A M % R 2 B
F PR G S 8L, BT DA 5 5 A SR ) Ji g e S A
bt , CTA 1E R I8 2 Wt 19 25 0 s ZE A0 S 5 36 97 1Y
S B ARSI
3.1 CTAME R A E e AT

iR P L3 I 5 12 T A e AR K AR A R
(R DB, T - 3 98 12 W 1) e e PR S B A — B L
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Mo 57 119 75925, CTA TE JiJg Rk S 14 22 08 110 4R 1k Ao
A LR R MR 2 W (R R e AR B . A 2R AT
KL, K T A % P 9 (sperm associated antigen 9,
SPAGO) 1 25 H i 38 g dh 23 b s 308, I HL &
L3 A A7 AR £ X SPAGY HI LA , 1 Folt 4704 15 ek g
I PR 20 B R % , DR L 1 % SPAG (144 VG ) 26 1)
AJ DM 998 78 1 25 B W g 53012 W 1) AR b 4
LUO Z5CVE 5 & B, 78 il e 25 23 v 4 5 s 2 TR Tl
k.18 7585 1 (calcium-binding tyrosine-phosphorylation
regulated protein, CABYR) [J5R1A , H HLJliJe £6 2 11
L35 TR I 3 1 4% CABYR PR S 1t i, X T
CABYRE A it 5 BR 2 Wiks S0 7. 2SR
WF 50 A B 5 7F 7L R 1E 55 4 23 R R o5 AR 21 4 P ) ok
JLMAGE-C1 mRNA J & [ )31 , 1fi 78 FL e 20 21
' MAGE-C1 mRNA M1 25 H [H P £ & & 70 5 N
43.3% A1 38.3%, Ut ] MAGE-C1 A ¥ 5y 3L iR 8 B
W2 W R br 8 . % T 1K 5 CTA 7] LLTE 2 Fl i
Je TR Rk, DL BT F0 TR B CTA TEAN [A] 28 84 i g
) I AKFHEAT BRAR, 78 AR SR (11 PR 12 B o v e
FEZ Pl CTA BEAT b 11 F 2
3.2 CTA MG %IZETF F 69 5 R

CTA IR 57 e 2 1 85 2 G 728 i P A8 L i o i
JE PRI I FEARASE . CTARTBAS HLA [ 28A0 11
I G % 2 M 7 A A T e % A R S 2 (ELAN (R Y
CTA I G 28 Ji P RN LE I8 40 B A 1 208 40 A AN )Y
It LA T CTA M8 Sl vy 7 M AL FE DL 34D 3R
CI K H i 8 20 P mh 2 08 1R B AR 800 11 92 i 12k 1)
CTA; (IR B A e B W B 1R IT T R A
Y, AT s (3D IR 22 A M AN N AR I 52 1 B i
HIVE T 77 R, WA B RO R B, TTKONUF2.,
ACRBP.CEP55 f1 MPHOSPH 1 K 5| &2 4 g 5 44 75 5
P N2, R BRI AR N MR S % v 9T BE R A 5
FF B 1) 1% 26 CTA 1/ 43 F- #0771 B ] DA e
AR, I HIRA AT 250 IR AR B . ]
B TR I 7 X R 3 i SRt 9 CTA 2
K 2R 1K Je T BE 1B -3 CTA 1 A g B AE e 2 ¥R 97
B RSAE AR PRI T H AT A — AN AE T 38 55 P 430

1R B LTl R A T % 5P 5
35K F & i MAGE HTNY-ESO-1 47t J5 ik 5 2 14 3k
TEIT S PR . MAGE & H 2 = R TR G R
U5 45 M 5K 0 . MAGE-A3 1 4 5 B 4 928 JE 1 1)
MAGE 5 [ 2 — ANEAE AL FRIE™, NY-ESO-1
YITE B e B R ORI, B J5 R BLAE 22 Fh 2 73 i
Jo A R AW FE — T PR B 7 2w, A8
MAGE-A3 it i 1% ¥ 16 77 28 €0 3008 (8 58 5 g i 3%
IR, JFH XA MR A AR, &

MAGE-A3 BHM: 1) NSCLC & 2 H 34T 1 8 112 1 1l
PRI R B, 5 2B A T, MAGE-A3 S 3% 7697 4
BEK LW AE WA R E KY. fE
FORGHANIFARD 59 78 A, et 7 — Mt = e
9 J5 P CT 41 i MAGE-A4 .NY-ESO-1 fil LAGE-1 41
) kB 7 91 5 AE A Sh G s ik & mRNA 2 DC, df i
DC 5| & TCL X} M 40 B 7= A S e IR OBE o 7 3 9 AR T
RIATARATIG ST T T & 8 SR 40 e 8 b, 45
7 ik & mRNA [ DC BE A %51 K CTL, I 4%t
IR IR B AR . DA T B R CTA JMYRE 2 v &7, VF
ZWF LSRR, 5 S CD4T B I, L
FF CD8*CTL ()3 sh M 4EHF™ . £ KAGEYAMA 551
B Fe T, gk 1 25 i B HEVE 1 B B R R S
5w R WL 5 . IH [E B SZ 8E JE ¥ (cholesterol
amylopectin, CHP) & I T i Je8 2 1 (1) 37 2 e i 3 1%
ARG, o B ) 13 51 R0 12 1) 58 2 2R 100 pg 7200
ug NY-ESO-1 % ([ F1 CHP, 45 5 % 81 200 pg 7 & 41 ]
PAEE A O 5 F 0 OB, o 1 S I AR AL 3
{8 I NY-ESO-1 #7057 2 [k % ¥ W] 1) 3 NY-ESO- 1 7 5+
PE CD8" T 41 i [ 87, {5 i 7% 93 Kk 185 Ao i T AR EY,
PLAE NY-ESO-1 $8 [m) 36 97 8 7 MIKRA 2 1 Jo 9% i
2 T M6 Y7 LA KRG Va7 B U m B iR (9 2 Fh
%, DA NEFR SR (R 7 & B R MIGIR
R4 . 7£ TAKAHASHI S 78, 2 45 iz it
R EFHEEZ T N E B MAGE-A4-4fi B/ 754
H A8 F K Bk (MAGE-A4 helper/killer-hybrid epitope
long peptide, MAGE-A4-H/K-HELP) Bt & OK432 fll
Montanide ISA-51 (1) % i 4 # , MAGE-A4-H/K-
HELP 5 5 7 MAGE-A4 %5 57 #£ Th1 f1 TCL % 3% Jx
L, F T R AR K I EL IR R B R TR
B2, CTA B 5 AT iR A IR 9T & — AN A Rl
S AL A, LG 54097 OT R T A A A
G WIT BUT 5 R T IR ARG G O AE I R R
B T AR M A 45 R, R Hl i i 5 MR
6 F PR i 2 AR T VR B 4 A 1 s B R
JIHI P EAE B,

4 45 15

==

25 LRIk, K 2 0 CTA 2 M8 R A R R h (v 2R
Y ThRE M ANTE 2L 18 7 B BR AR R T A
2 CTA E R b S W S0 I BL I AN CTA 2 5 g ik
FEM) oy T LM . HHT, VF 2 5T CTA BB I R ik
5 KA F 1753535 T e 5 3 IR AR i sE T
(LT 0T R 25 22 PR XE A2 BT ade 5 1Y) CTA 1) G 58 J PEAS ot
AR AL o N T R PRI L R IR, 75 Bt AT
52 (R FC R IR FLAT 15y fe B T R AR 7t 42 110 38
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CTA, ULHIE IR 2 W 201 b S AN e e i T ) A8
#hR. B CTAfE— LBV b (R IE 7K BUIR, H
PR HL 22 T RE 4 G B JEL R A R 12 W 5 4 e iR T T THI
VIR EA T Rl Wt 7T 5

(& £ x #]
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