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Research progress of therapeutic targets for cutaneous squamous cell carcinoma

B mER(GEEEERFY TEZR, L# 200433)

Gl ZE] N LR EE S (508 TR , I 39 R Pk 680K 41 i %2 ( cutaneous squamous cell carcinoma, cSCC) HIVAYT /& S0 75
flE P I R ME R . R ¢SCC IS 767 W1 50 1V 2 557, 50T 4 SR 6 35 0L v ¥ 7 8 JELAth Jof g (V0 7 5 0 2 FRIER N5 ¢ SCC 11 i)
B IT WEAS B R U R AT ST PD-1 I G % i B AT VR A SR UERE NI R R F 5 0% 53— S0 B s A A i 36 0 A K IR =2 A
(EGFRO . ML A B A K R 5244 (VEGFRO  Ji 8 24 A2 K PR 5244 (TGFRO BA B MR Bt St MAGE-A3 85 (197 VA IEAE IR IR UH
TP53.CDKN2A il Notch £ cSCC M % 5275 [ 3L [A], LA K RAS-RAF-MEK-ERK 5 PI3K-AK T-mTOR Z538 B A A5 5 47 F i Aot g

S HAT W R 110 cSCCYRYT FE AT, EF X L8 2 J2 R N 984T 7T B8 ¢SCC IR HR B HT & 1%
[RSEIR] R RBRIR YT MIE ; G B iE YT s BUIRVAR YT s W07 I A s S B R AT A0 ) 71
[FEIZES] R739.5;R730.54 [XEAFRIREE] A [XEZHS] 1007-385X(2020)10-1156-06

B Bk % IR 40 M % ( cutaneous squamous cell
carcinoma, cSCC) A — B i W, (1) I 8 € 3% 089 12 Jik e
(non-melanoma skin cancer, NMSC) , £ /5 57 Jik fif 98
11 20%!, R R K M eSCC 7] L& i F A e Zhif
J7» HAUA <5% 1) ¢SCC & 11 58 & VIR J5 23 R A e
BRI R, (B cSCC 33 LA R IT . ¢SCC
—HRAEER, BB B E 10 FEFRIKT
20%, AL FE# 10 FEAEAF RART 10%. Bl Fe 7%
U R cSCC TR TT BN M A5 i 1 1R I PR M L, L )
BT BRI VR TT R MR 7 B K eSCC B 1Y
8. cSCCHERIYRYT BRI IRIT L) B R BEAE T3k
A BRIT R S . B AT O 2 A ST
N R TR, R BT — IR 1 77 i e
R R R NG IR N o A SCERAR 1 H A 2
AN PR . FH B3 11 cSCC iR I7 3 s DL K BT
() 37 5B B 9T 3R R, W R AH S A AT RN B B A Rt
Sk,

1 FRfElmRNFAEETE R

AR VHE 2E I PRS2 FH 1R eSCC R T R
b PR P PEBE TS %2 44 1 (programmed cell death-1,
PD-1) Hi 44 & ME — 15 56 (B £ 5 25 5 e B 8 LR
(Food and Drug Administration, FDA) #t #H H - II% K
1BIT I3 cSCC HIHE ) G2 #1073 5~ PD-1 W S 2 i
ST 2. PD-1(HFRy CD279) 5 — Filt 5 2 1) S e 41
il 73 ¥, ik T Ttk 40 S i) PD-1 45 #5054, B A] 417
il T 20 R0 1 . B PR AR T A2 A - T AR 1 (pro-
grammed death-ligand 1,PD-L1) /& PD-1{H b 1Y OS5 -
PD-L1 £ 2 F S A48 Clnfififeg  Ji-es 7L e - SCC LA
Je OB B S5 h FFER R, Tl PD-L1 5 T 40l & 1

PD-1 &5 &, 0] T 40 M 1) o R i 456 6 2k 25 7 e i 8
A& f1. #B[7 PD-1E8(PD-L1, BEW PD-1/PD-L1 i %, T
Y1 B T OIS B T DU R 9% Th e 15 213
55 AT I YA T R () H ¥ . #8175 PD-18% PD-L1 /1)

SR SRAFHE IR 2 3R A A BE R I BTAR 2454
P 2K FI) 147 (cemiplimab) ™, FDA F 2018 4£ 9 F 28
F 25 - 74 0 A e 4 R, L vBE L] T e AL iR
R ) TG vk HEAT T R BUBUT 1) eSCC 3 o Al i1k
A7 B — Tl RS e W, 75 108 91 ] cSCC /3 v
BAE AL (n=T75) 8= R ) (n=33) , 2 M L2 fift %
(objective response rate, ORR) N 47% (95%CI=38~
57), 5 4 22 fif (complete response, CR) 24 4%, 8 77
2% f# (partial remission, PR) %N 44%. 75 B # % P
¢SCC 4 111 ORR M 47%(95%CI=35~59) , Jq i i 1A
I3 AL ORR N 49%(95%CI=31~67) . Cemiplimab
FR) 5 L RIAE B 65 57 B2 MRS , ] 5 ke 1
B S S A A AN RSOSE, A A T % 45 M 4% 2 A

(EemB]  Lifgl ZARTHRIE T 2 0 2 B 254 R 4 %
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73 WA LA B 2 TR s R 8 AR . 7R B I e
1, 59 451l 42 57 cemiplimab ¥4 77 IR R P cSCC g
A 28 11l (1) IR i N B % A AR IR B 47 %, B AR
#ill 2 (disease control rate, DCR) N 61%; 24 {7 & &
PR, 4 &% CR. 58 WA R SAETE (27%)
I 57 (24%) B0 (17%) EF (15%) FEZ 2 (15%)
A 3G BFIET AR P

% [H FDA T 2020 7 6 H 24 H & An fit B VD 2R
4y &) 11 PD-1 411 571 YR 48 2. 4§ (pembrolizumab) 4™ &
ERNE, TR T A el F R BRI T I K
B ¢SCC B, iX 2 #8 7] PD-1 1 75—~ PD-1
B . Z2holmRikmss LR, 251G KR
56 1 105 5] ¢SCC % ORR A 34% (95%CI=25~44) .
CR 4% PR N 31%. TEIELRAMIIEFF,69% 1)
BB O i 2215 8] (duration of response, DOR)6 /™ H
o SE K ). AR BE DT 9.5 N H A » AL DOR 4 A IA
FQIM3INMHY . AT, cSCC EE AR
J% ¥ 5 pembrolizumab H1 24 75 I HE €4 25 98 B Ak /N
i i A AELARA , A A AL v 11 A AR EL 4 k2> 4

2 EANERIXARETTER

i T PD-1 76 2 AR i y7 A B K 7, B
AE T AR S5V T TR PR = S AN TR I, 40 H 48 Ono
A FEIE R AR 25 90 BT (nivolumab) BAK R K
il 24 B Sk 28 9 R AR CEE A T R PR 24 )
REGN2810 1EAEZEAT 1T I AR, A 0 T iX L
P il TR YT eSCC AN Rk & H AT IELETF I
PR F T ¢SCC ¥R 97 1 HoAh B 55 = B G R IR JL

;’éo

21 REAEER

T S A A R R B A R ) S R B0 )
BE 5 1S AN [R]85 B0 G A 7 e 400 1 79 B O iR
IT S R I # o H A B X eSCC B A i IR I
FH R 25 32 AL HE PD-L1 A2 i 25 T bk 22 40 i A 5%
P14 (cytotoxic T lymphocyte-associated antigen-4,
CTLA-4).
2.1.1 PD-L1 %:T-PD-15PD-L1fEHR, #E PD-L1
697 R BLHE cSCC AR VI RE B A R4 H B2 H A ¢ .
P R e R B BB AF K 1K) PD-L1 7 4 ] 4 & B 1
(avelumab) F B 5 7 % & B 40 (cetuximab) B
JT O 4 FDA L #E (NCT03944941.NCT03737721) i
N LI R EG 76 97 ¢SCC. Cetuximab J& T itk A 11
IgG1 850 B HAK , 7y T30 MO R A KR 1 32 4K
(epidermal growth factor receptor, EGFR) . 1% % Jil i
B P 2023 4F 10 H M6 H 5. Ak, d13EE
i A 55097 12 > 7] (Checkpoint Therapeutics Inc.) fff &

) ¥ = PD-L1 3t & CK-301 & # FDA #t
(NCT03212404) i3 A T JHIlmRIAEIEST cSCCo 1%
H & ZLEF X & Fh SCC (L 4E SCO) #EAT WF 78, Tl it
2022410 H5E . % RHEA 1) PD-L1 Bk py 52k
H1. 377 (atezolizumab) t 4 FDA It #f (NCT03901573
NCT03108131) 5 Neolmmune 44 1] 24 2 5 #F & 1)
KRN IL-7T(NT-17) BA Je—Fh oA i £ 4 MEK 1 41 1
77 L E J2 (cobimetinib) A TR IREE C T b/ 1Ta i)
1BIT SCCo X MANITH 3 A E 2020 45 7 H 12024
F2 A%/ A —T i HZ Rakuten Medical 23 @)
fiff /< () ASP-1929 Jt; % 9% J7 ¥ 55 pembrolizumab 5§
cemiplimab I B FH V6 97 7% 78 505 R 1) 3k 20030 6 IR
YT B e TR PR 8 , 604 Sk 335 cSCCO Il AR IR 56 FfF
FL (NCT04305795) , H 7 i AR 4548 %5« ASP-1929
& 1 cetuximab 5 IRDye700DX ¥ i ) Bt 1< 18 B¢ 24
Yo WA — WIE R R A K A P64K
B A 2H Rk 1Y i e 9% B CIMAvax 5 nivolumab 5k
pembrolizumab 7557 JE /N A e 2 2 # B8R ke 1 Sk
SR G IE AT R, TE 2023 42 6 H 58 e
2.1.2 CTLA-4 CTLA-4 X 4 CD152,/& T4iHu 11
— I B2 IR, 5 CD28 LRI B7 /0¥ Bi#& , T CTLA-4
5B70 SRS TAM AR, $MS5 5% KR
NG E T . BT CTLA-4 1EH , T LA 23 5L
WP s Thie . B a0 E I S B A R AR
)91 CTLA-4 2= NI AL LA B UL 51457t (pilimumab)
201143 H 25 H#% FDA H T-¥6 97 B S8 (0 8 1A
J7eN, WA —INZ P H TR 9T B (LG cSCO)
() T I R R 56 (NCT03816332) IEAE#E4T 2, i%
PRI T 2021 45 H 5. B4R ipilimumab £ 48 4
FH A 2 68 25080 1A 4 Bh YR T BRER AR 9T (H o —
4R 2 7B ] cSCC X ipilimumab 14 [ ji¥, 7£
IR R, 200 4 A B 0 ipilimumab 1697, 8
H ¥y Jc i3t g 4= 47 B (progression-free survival, PFS) P
cSCC &5 715 1 1 F AT A0 bk EL /K TG i 22, B H
— B MG R IEIT AR -
22 wmfekamAKETF AR

P -2 K PR 78 R 20 P 1 e A R B i R Ok
VR EEAE M, B, A OC AR K R S 3L 32 A ALk
FEAE T 0G5 5 550 7 BUOR IR R 7 B 1E AR AR
X T eSCC, H A AR ik H % 2 1) 2 ¥ 7] EGFR 1) 24
Yy, WA T I N R 40 A AR K IR 7 324 2 (vascular
endothelial growth factor receptor 2, VEGFR2) . Jifi &
A KA 75244 (insulin-like growth factor receptor,
IGFRO {1418 .
22.1 EGFR fE N5 £ A c-erb-B1- 1 R I ¥,
EGFR & & 2 R T 5452 PR F0 i I 7 SRk
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5 HER2/neu.HER3 fll HER4 % . EGFR Al L fit 4 &%
GRS FE R, B T a0 N BRI & G
T 1 5 AT C R i 1) T 2 PR e R W R AL, v AL
% Bl R Ui 5 £, 75 RasRaf DL &2 PI3K £5, /T HAE

Z MR b A (HO RAE , S BULE 5 SE
A S A, AR T iR T ) R T T A5 4 i A
KR P aBAE . 1 m EGFR 3EN I AR 09 254 3
FA7 398, A AT AR AR I H A 11 ICGE D

#* 1 #E EGFRATT ¢SCC WIIEKIR IS

Hids YRIT JT R 25 i MAE IR Bt IRIIRAS 58 B 7]
NCT00240682  Cetuximab A B KM cSCC 11 1 C5E 2009-04
NCT04163952  Panitumumab (112 H47)+ MR 2 KA eSCC I HHEF 2024-09

talimogene laherparepvec
NCTO01129154  Panitumumab ARETFARIGITHI cSCC 113 AH - 2012-07
NCT03082534 Pembrolizumab + cetuximab TR B R S 0 e 11 H# KEn 2020-05
NCT04305795  Pembrolizumab 5§ cetuximab+ #4585 % M Sk 3 98 [ b/ FARHEE 2024-06

ASP-1929 W5 597 7%
NCT02955290  CIMAvax + nivolumab 5{

BN e SR R B R M SRS B 1 /1 HHE 2023-06

pembrolizumab
NCTO01198028  Erlotinib (JEI% # JE) R EUE KA cSCC 1T 347 E5E 2019-05
NCT01059305  Erlotinib R aE K cSCC 1T 347 E5EM  2016-03
NCT00054691  Iressa (5 Ei¥b) a8 K csCC 1T 447 25E 2012-10
NCT00126555  Iressa ZIRT A/BLT ARG BIR 28 M S 305 cSCC 1T 447 E5EM  2013-02
NCT02268747  Dacomitinib (it 75 % J&) o E KM csCC 1T 447 FKHE 2016-11

5] A https://clinicaltrials.gov/

(DPLAAZGY)  ¥E17 EGER HUk i/ I E T4 7
PERLIR 7 I 45 & EGFR U4 X, FH BT C 44 % EGFR 1)
WS AR FH s AT i 25 4 R 3E EGFR 1 9 & 1m0 fih
IR0 20 P LR THI 1) EGFR #5025 1gG 1 B puidcids n] a3 7t
IMGARI - I4HHE 52 4 H (antibody dependent cell
mediated cytotoxicity, ADCC) ELE R AA AL .
1 H ImClone Systems 2 &) W /& [ cetuximab & & —
ANEABRZ AN E R uE F T ¥ A 4/ T EGFR (1)
IgG1 ¥ g BE PR, 2004 22 H 12 H 3 [E FDA B AT it
WL T CUR A #6721 B W B e B8 3 109897 . %
PUARZIY) T 2005 45 10 H RAELE IR IR 1T 5 V6 77
cSCC(NCT00240682) , %5 H T\ T 2009 4F- 4 H 58 %
S5 R KR, 36 19135 I £ 1 DCR 4 69% (25 4] , H
H, 8 5 PR A2 5] CR. 3451t AR DG 7™ B A ) 4
045 25 4 DAV B AN 1451 3 % 1) o 1k Bl » 78%
(1) 2 I 1~2 U IERE 292, 3T 5 PRS IE KA 56 .
5025 AR B, cetuximab 1E AN AT ) Bk ¢SCC 1 — 2k
BIT T REA N AR R, BH—THZAE 2020 4E 5
H 5 i B A N A cetuximab A pembrolizumab 75 ¥
¢SCC 1 11 1l AR IR 56 (NCT03082534) , £ 4 K RER:
RENH G5 RARIE . BEAh, 22t & Abgenix /A F]
LR BIF & IR0 JE 54T (panitumumab) J& — F 1gG2 42
NI TEERTA, 5 EGFR B A g Al , L3k
T4ilaiayy. HariEEIF R M —TT 2020 4E 1 A

B FFEE T T I ARS8 (NCT04163952) , 72K panitu-
mumab 5 % K] & 1fi (1) ¥ 98 7 ¥ talimogene laher-
parepvec k& VA JT , talimogene laherparepvec #& — Ff
L4 - 5k 24 PR 5 7 TR 38 B - i ERMAE A T 28 B
JEZR . %0 H Wit 2024 £ 9 A58k, HAE I
V1% (E 2012 4 5 Ji ¥ 5 S A panitumumab 76 97
cSCC 1 11 1l AR IR 56 (NCT01129154) , (H R fE#G &
FIH G s 4 Rk

(2)EGFR [ 2 & ¥ 1§ 410 41 771 (EGFR tyrosine
kinase inhibitor, EGFR-TKI) /N4 T 4L H# 24 ¥)
EGFR-TKI i& i 4111 EGFR 1% %2 8 18l il 1 & 41, , ik 3]
BEL YT i A 5 368 i o o e R AR K R L X E R
# W EGFRYAYT MR i 2 1 — K24 A ZMiair
cSCC I RS , o, B 2 ICA =] B K () erlotinib
T 2011 5 FF 4 7 ¥R 97 ¢SCC 1 1T # Il PR K 56
(NCTO01198028)", 39 51| 42 52y 47 1) B & A 29 4
ALY TT 2%, B BER N 10%(3/29) , # PR, PR+
SEHIDCR N 72%(21/29) . H{7 PFS 4.7 A ;s Hifs
SAETE ] Coverall survival, OS) N 13D H , R AL E
HhEETE . BIF T A, erlotinib 15 7T XA T ¢SCC 2
ALAT IR, B SR 5] 10% 38 PR, SR AN ELEEAR . Xt
FiZ 251l R R B VA JT ¢SCC 1 55— 100 11 3911 PR 56
W72 (NCT01059305) T 2016 4 45 0 J5 A WG 97 Uk
MFRIE . 3 PIANLE T BRI PR X (R 100 H 2 R 7 1) e
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HF & 1) iressa, J: H, NCT00054691 1 H 7E 58 il F 58
J& R DL AR 15, NCT00126555 3 H 697 1 23 513k
HHE cSCC f 3, Horp 22 i £ 35 o] VAL T 2 18.2%
(1) B35 3519 CR, 27.3% H &% PR. TEVRIT L FEH,
59.1% M i I 2~3 R @1 OB o 24 OS & R
R 5 PR AR A7 2 0 PFS 2 43 5l R 72.1%- 72.1% Al
63.6%. ZHF I N, EGFR-TKI 1577 12 281 ¢SCC
BRFRNTEF, HeAh, NAZAE 2016 4F 58 B 1) B
B BF % 11032 50 5 JE (dacomitinib) T~ 2014 £E 7 45 11 31
7 SACTIEAE it SIS
222 VEGFR AEJy—F e i b Jeg i 26 i 557 1 B 1)
KK 1, I N B AR K Rl (vascular endothelial
growth factor, VEGF) ¢ H. 32 /& (VEGFR)H H B Jli Ny
JIRE 96 97 A R SEFRYY . VEGF & VEGFR-1. VEG-
FR-2 M1 VEGFR-3 =M 5244 , 5 — i 4L [n] VEGFR-2 74
I e S ke 1 1T HT I PR 056 20 48 58 B, i AT A
K H 69T #5497 57 Jé (semaxanib) & VEGFR-2
V% 2 I TR 5 R S B/ N 20— R R o i TR 7T
Hh 32 5 B R S TBOT , vk 18 45 [R] I 32 Ak
7, 12 B BB E R R a8 2 AT . % 31 4 B 2 11
Y897 RN AT T VRAE L A 1R 2 SO A 14 R AU
N ZEIBIANN, RE semaxanib 1897 Sk 3051 R 22 4
AIAT AR BT AN =
223 IGFR IGFR %/ T IGF [R5 1t , 2 1 2 21
ST B P 18 5 434 S B R T DA R R R AR R R
BRI T IGFR 1 & — M B A R 16y 7 i 71 s H
2 [E OSI il 24 2 =) FF & 1 1 Al bt i 983 24 #k it % Je
(linsitinib) iy — Ffi /N5 7 IGF-1 52 7K Flfift &% & 52 44
(insulin receptor, IR) XU E i 71|, 0] S VL5 & T
AR ATP 25660 5, 0 B S B R Ak, JEH X
IGF-1 324850 B A e e A0 & M . T 2010 SR R 1
— I linsitinib ¢ & EGFR #)11] 7] erlotinib B80T V6 I7
Sk S0 iR AL HE ¢SCC (111 PRI T 2013 4F 58 ik
T, H ARG R B J5 S2 0 T4 R ARE . 55— T
F linsitinib 5 77 J5 0 M6 I BS0FE A% M B b I R e
A5 FAT TTL 30 M AR Ak 6 25 SRS, Timsitinib V6 97 ¢SCC
AT IR -
23 MWBRERF

V4 B IR 0 TR ) 4 R T RN B A Y T VR A
I FH 2 SO AL AR SR S P e 8 8 S N 1 R
3, BT 0k H A0A B FATT cSCC I i 8 2% i IEE T
JEIG AR« o — 00 2020 46 1 S iR 25
85 717 Ji 98 90 L MAGEA3 % 117 B% 75 pembrolizumab &
IT 1B 9T ¢SCC 1Y T 3l IR Bl 45 (NCT03773744) ,
MAGEA3 /& & 4 2 9% Bt i & [l (melanoma antigen
gene, MAGE) ZX 5 i 12—, #VriiF 7i 36 MAGE-A3

58 10 A A R F AT 5 D AR OGS B i R ) 4
S A BRSO O DU AR G I8 4R e M B
MR e 5T 2020 SETF 4G T JII AR 3R 56 1) e
IR % 1 /2 TFx-Hu2.0 (NCT04160065) , 1% ¥ 1 1) Ji 3
ST AEAR A1 8 1 i PR TR 4 R 1) % 1R 485 7 1 i P S 2K
emm55 JE K] (1) ) KL DNA ¥ 71, emmS5 /& —Fffb ik
PEBEBR A I3 20 B PR 1% PR AT OR MUK SR 21
Ak R RN RN . BT 55— 0 C 58 S
ZORE WO T R MR AR KRR
(NCT03655756) % FAR &f, b FH %% Wi ¥R J7 ¢SCC
R AE 75 BA A0, 1 A, Sirnaomics B ] () [F] IS #E 7]
TGF-B1 A1 COX-2 2 A 11 /N T RNA (siRNAD 6 J7
25 STP705 £ 11 B R 15 (NCT04293679) H1 4. X
37 LR AR RO (B 19 A

3 RBANRBNNETTER

B 1 bk g B B A T Il PR A A,
H Ak &5 7 — 28 BA N H #7110 cSCCIRIT R
Mo
31 MERTHAR

*F cSCCIRAZ 3 HTEE AR , TP53.CDKN2A
F1 Notch &5 /& cSCC %% Ay 4l % T AL 1) 43 T2,
TP53 s& — Fi My # il 85 1, ¢SCC H R AZ 2 Ky
54%~95%; CDKN2A A& — A~ 5 5 2 1) e it
VAZFEE KRG pl6 Al pl4 B, W AP R i@
FE ] 5 CDK4 A1 p53, M 2 il 4i g A G1 3
2SI, iz R R AR Bl sk 2k 5 2 s AH oG,
21%~62% 1] cSCC AF-AE R A PEBR 2R B R RAR , T AE
35%~78% I 9 B 47 1E CDKN2A J& 8l - 5 H At
P27 Noteh {5 5 /& VF 2 B 215 5 18 2% 19 521
R A DL E A M A s 1) B B B % 2 — , AHAD
21 Jifa 1] 38 ok Noteh SZ AL 35815 5, v] LA 715 41 i
B4 IR TS, ) 2 S 5% MR R A4
K, A= 28 14 B cSCC H A 42%~75%
Notchl [ 2<% BE Z2 AR, IX #64) 4R v fE N
cSCC B [7] V67 I HT HE £ o
32 ERREF@EHKAMXLST

¢ (8 15 5% 7 1 /&2 RAS-RAF-MEK-ERK A1
PI3K-AKT-mTOR 1# % tH X {8 5 450 . O Al
RAS-RAF-MEK-ERK 15 5 i i 75 7 ik 22 (A 35 %
IR FRERRIEH B E T REH . Hxk
B PR IR O 4 A S2 AR IS 2 IR B (receptor
tyrosine kinase, RTK) [] EGFR 8¢ MET [X 1, &
JEPGE GTPase 2% 4 RAS ; i P GTP-RAS E &4
{233 RAF SRR i, 1% RAF — B4 Ja it i
A I30E MEK-ERK 225X s ERK 55 22 4 41 fifa o #
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s R JEC A7) 0 475 S5 T < &4 1 2R 2 1 RN e st [
TR EAE R, M52 M 20 I A7 0 B8 5 < 4k
ER I AR Rl RN Y £ i ER 8 A5, PI3K-
AKT-mTOR Jf % — H % , PI3K 24 PIP2 # i
N PIP3, AT 3 B 22 & TR £ & TR I g AKT 115K
i, 3E— 250 mTOR ; mTOR il i 2 i3F RNA #1
PEANER A5 & Bk I g i o A K. 354
cSCCAFAEIX LLA5E 5 4y T W RAL , ix e 7y 7R A]
AEA cSCC #E M1y 7 ) 4 2201
3.3 FmkiBE

hi R — PR E A E AT, BT R
& 35 b sk DNA #5751 (TTAGGG) £ 5 i
WL R 2 5 o it R g L R I i A2 461 2 (e 3E
IR AR . Sk 1 hTERT 2 DK 2 ) 1) 33 54 55
Mg (TERT) &% [ 4143 A1 78 4 vii b DNA & AR 1)
RNA 4143 (hTERCO A A% H 7 T A H El1-
Bl Sxof i ot TR (4] 35 ) S R 4 38 A2 IR B oI 2 21
BT, 7E 31.6% ¥ ¢SCC H A HL | TERT J& 8 1 5%
AR 3 B iy Rr A T B A& cSCC YR T 1 18 7 41

Jyvn\ O
4 % 15

JAEAEARZ IR T cSCC I J I BIF FE I F AR
52 B B RVE S (EAE AN WA I A ek R A A 5 R
TR 5 N BT eSCCHE s I PRI ST Bl 2
A — Lo m] S p st , I T — SR A VA S H
r B a7 HE L X X S 5 R N AT AR 7T
IR AT BELE ¢SCC AT LS B 2 A A A 5F AL
fie IR, BEE AL EME B Tk
AREEFBLL GHr R GH SR 0T A A SR, A BLHT
[RIHL A cSCC IR YT 4L I ARt BBl k. AR15
RKA EZHE A cSCC HIRIT Z3MHENIRIR , Y
cSCC IR IR I 2 ik .

[& £ 3 #f]
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