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Progress of Targeted Therapy for Anaplastic Thyroid Cancer
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Abstract: Anaplastic thyroid cancer, an extremely rare malignant tumor of the thyroid gland, is a major cause
of mortality in thyroid cancer because of its aggressiveness and poor prognosis. Anaplastic thyroid cancer is
typically challenging to treat surgically, and the efficacy of traditional radiotherapy and chemotherapy
remains unclear. Meanwhile, the emergence of targeted therapy has radically transformed the traditional mode
of tumor treatment. Anti-tumor effects can be achieved by specifically targeting tumor-associated molecules
and signaling pathways. Compared with conventional chemotherapy, targeted therapy is able to more
precisely target tumor cells while minimizing damage to normal cells. With the advancement of clinical trials
on targeted therapy, the use of targeted drugs has been observed to significantly improve overall survival of
patients with anaplastic thyroid cancer. Targeted therapy and tumor-related signaling pathways have emerged
as research hotspots in the treatment of anaplastic thyroid cancer. This article offers an overview of the
progress of targeted therapy for anaplastic thyroid cancer, incorporating current research on targeted drugs in
the treatment of this condition.
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BB, %A ARL, Fedis s T VA B A A sk
M9 Gm AEL, SR Y TR IR ARG . K E P d g 0T I R
IR, KILE A Jeis 25438 57 A3 & F AR R 54K
FEFEEABIMANIHR, RETABNMNBEAAXSE S
BILBETRA T IRBEA SR G TR AEZ—, AL
AN et 25 T R R LSS F @A AT,
S HR AL RS Fe ®) 6 I 6 RAE— S

KB FRBASNKE, EBFTF; 1558
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FUIRBR A 40198 (anaplastic thyroid cancer, AT-
C) TERERHUR BRI &9 7 LOARARY, (H i T3
AR HARZE R, b A BT T oA e, e
TNMA I ATC—IF AV P, BLA 9T s,
ATCHFE {7 B EAE (overall survival, OS ) f[E{Y
STH, VAEOSHEN20%, SeAa n AR BRI TSt
12 A 5 & BRI 90% LA 531k
TR FFRR A 38 SR BB AR 3R SRR, £
BATCRATEM IS AR R TFARIEGY, HE
X HUIR R 7 AR D2 TR AR SE, ATTHEATCHY
BRI T T 22 1) BE DR AR S A B g ) MR 2R AR R
ff, RT3 T8 RATCKR A & JEH KI5 518
H, IR IT T X X s 2E iR T LS R AR
R A NIRATI R H T e A ok 2 i # m) 259 H
TATCHIARFIHEBIARGARYT , A SCREHT B HTH
ARIEAR AR R )R Y 7 HE R AE—IR T

1 BEEEREEEHDHIF

ik 22 B VA £ DT AL 2 T A BT EREE Y
P A PR EEWEIR AL, PP TR b R A E i yeg 200 A 1Y
WrE . o, IR EAEEEN, ERERREEE
57 ( tyrosine kinase inhibitor, TKI ) A L4 i 411 il
LTEPE R BH BT X — P A2
1.1 FP A s 2 R T I o 51
111 REAERKBEF2ZRMGGRN R K2
& ( epidermal growth factor receptor, EGFR ) f &
RIRRECTWeF Z R 10, (EdF ARG s 14
e T, HAEE e & BT B A R EMEGFR
IR, Schif T & ILI83% I ATCLL L i
TEEGFRid ik, K AR5 e vl A & il ATC
YHAIETH , FEATCHE BRI B bR B W25 1 ht
R o — I AR JE Y T I TR il br 28 i ek
A TSHIATCEA , HPh AR BwmERE (sta-

ble disease, SD ) , HIR T LR JEIAIT ATCHIIG IR
SPRURAE, HIN 2 3 R AR 2 B AR
A PR FE A B e 7% A1 JE AFEGFRM 57 X ATC
BE TR A
1.1.2 /MR AEAE R RS2 AR IR MR A
HAKHF (platelet-derived growth factor, PDGF )
e R IR L P R 2 R e 4 i A e A A A
240 ffa = AE A K . PDGF 3 22 i 5 PDGF A7
& ( platelet-derived growth factor receptor, PDGFR )
4G, WG Z SRNG5S LR, T 540
MUsegE . D SGER AR AE Y. PSR
A RBCN T2 BIPDGFRITEIF , FEIR T 12 PEHE
P L S R T AR TR, Ha%E A
HTNBIATCEE , AT ARG EHIF, 107
8JE i 5B 4> 2% fi% ( partial response, PR ) % A25%,
SD#H H50%, 5¢4%f# ( complete response, CR )
N0, FiTke ™ H ICi e 4EAF ( progression-free
survival, PFS ) % Fl1 % WL 2% fif % ( objective respo-
nse rate, ORR ) 33 °h27%M146%. & ULI3HAS
BL Iz Rk i, o HO R4 0AS B o RIS B A 24
BT, A, AR e 5RO
28 (EGERAN il 71 35 9 8 J& BE 0 L B i i %oF
ATCHIM A4 3 B BT s S, BRI
R B R JEXTATCEE BT ACA R, HEH
25 ER T 5 58 T RESE AR BIBIFFE T 1) 22—
113 AN BRI 732 (R s N B A
£ A ¥ ( vascular endothelial growth factor, VEGF )
EFOCHMESEN, @I N A K2
& (vascular endothelial growth factor receptor, VEG-
FR) SR MEE &, SEE0H s e som A i
A . Bible 5 HRE 1Y — WU XTI A TCHY Z
O ARG, BIVEE VEGFRA I 77 A me A J& 78 5+
FRES AR A v b7t T e v 1, (R sl JE X
ZIRATCHE H W BT R, AL 2 Jie i [a]
(time to progress, TTP ) {X66°K . AR FHMAMENAJE )
BEREIWARRNINZ ) (73%) . IRE (53%)
FETS (47% ) 5. Isham%E"WF5T A& BRI JE
REYETR SR A BV, G 2 he s
SRAKINFIR NHTATCHIIAL N . Di Desidero®E! i
5 R ) SN B HIXTATC A R HA i
EPNEIBOE AR, AT EE R 258 i R R
RIS D . BRI ST 45 SR AR 7 B — 1 i ek s JE X
ATCITRONME, AR K85 HA 25 ik ain 7
T
1.2 Z200 RSO R T 1 51
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121 #fideJe  #EHidEJe & LIBRAF. c-Kit.
RET. VEGFRFIPGDFR A #5517 Y 22§ 15 TKI,
A 368 Aok O i e 4 A 0 e i A A BT & HEAE
MM FERIRAT s sl e, P AR Je il 1
ATCH L R AR KT & T S50 s A7 G R 1,
TESavvidesZ5 I i pg— 201 1T 11k R 50, 204
ez RPARCIRYY (BRI R400 mg, FERPEIK )
FATCHRE ™, APFSIUA1.9H, —4FO0SE N
20%, AUPEIEEIAFIPR, Tto5 e —I7 11 3 R
I A T 1061 H A< J5) &5 e B 5l 4% B 1 ATC R
F, FROR400 mgRPAEE, BRFEIK, 10
PFSH2.8 1 H, Hi0SHS A, LRl R If
RMEEBNEPAER I RAFITRL, SR Chen¥ ! BFSY
KB, RPARE A H OO R, R >R
e, AT A 808/ 0 ATCANME & B 3678 e H:
MAEMATCT A A . ik, KRR 5 HAD
29I RGBT T SRAEAT I — 2D 5R .

122 Rt R JEXTVEGFRHIEGFREA
Z R SAER L B A ] i i A A= U, Schll-
umberger I R — T T EARAENL . XH . 2
TG C R SR AR JE TR T BTG 1R 20 Ak 780 HH R i ges
( radioiodine refractory-differentiated thyroid cancer,
RAIR-DTC ) M7t 7 J1ukEdE . Iwasaki%™
IR IESE R, W AR EATCE A BA R
UF R P 2L AR AE % . Huang PR AR
JEIRITATCRE T RGHAT T 2526001, AT
F2254F Y TOIUAF G I RS, TS 45 2R R
PRZE . SDZ FlI¥%E 5 ¥ # ( disease control rate,
DCR) 43 015% . 42%F163%, ek WWEA KX
N2 I (56.6% ) « IR (32.6% ) F19% 55
(32%) o IR, SR JEXTATCIYIG
RITRCA B B A BR . ARIETTEH AT RIEA
FAIT SR BIRES, H R JETEATCH Y
T RORN 2 AP T 8 o i PRI -

123 ZF¥e ZHECHEEHTEGFR, VE-
GFR. PDGFRHIc-Kit fH ik L3 B ke, T4
ATCHIMIIETE , i SRR T IFIHIERE™, 2021
Jit o I DR g 27 25 oA R FRAR B2y T4 e )
W2 %% E e T8 K/ FVERAIR-DTCIHY R G630
7o Ruan GRS 8 Je rTHNHI ATCHY 4 Al
W67, FFErT A S AR A R e /N BRI AE K
ZhengZ5PE [ N FF T — Tl R B0 PEAR DL
B e AR AT 7 R SR e s R HEATC i
BT, PR ABI2SHIATCHE R & H N LS 5
Je12 mgM 2=/ —Fh b7 254, 148 # 5 3ICR,

1445 #.# 5 FPR, HefEORRFIDCR K 60%F188%,
RIS} R IR T 2R B AT 2 M. Ak
T BT 2 WG PRI 25 B 2 B B e 2l ol
B X ATC B BT 7 RORN 2 4ok o

1.2.4 JUERE  FLEEERJCAE N —Fh i Rk
iz, AE4FSEMEH TEGFR, RET, VEGFR%
BLRE, R A1 3 R 24 i W B R A v
TI6 97 W 1 HE DR B B A s 0 B 19 25 W) Ferrari
SECIE oY B LAEARR JE 3l L I I ATC B H EGFR
AKTHI ERK Y 8 2 £k A1 T 8 41 i J5 8 25 LI DR
ik, PR S ANRE T AR ATCA A EE | iE
BRRZERE S, [N 5T A A BRI R A 78 e
LR Je FT LA BRI 1 48 %85 B2 FIVEGF-A R 3k JF
S LA g A e, FLAERR e TR RSN RI ARy 206t
ATCHN I B T KA A Bt B3 A ol 48 A i 1o
P, TR T I KA A I R IR B0 — 2 S
JFRL

1.2.5 FEMRERIE  Ems e S LA ) AR PR Ik LR e
(‘anaplastic lymphoma kinase, ALK ) . ROS1#c-
Met A 1E FHIHE 25 A TKI,  # FDASLE 5 #LH F ALK
A (8 ) ROSTRHM: it 6 Il /N 240 B it i £8 8 190362
J7 . Godbert g YKARE T — % 5e b Je iRy 7
RVARFER ALK EHE BB EATC A, B ATA
T HE R e e AR s 8 2 A% b o A b 1) 2L S BRI ol
SRR RS T P T ALK 263k, IR
o FIER A RN e e (RR250 mg) , iR
Y734 F64 B CTAS A B UE 52 T 32 f8 35 i
FERS IR X v JE VR YT  RAT ONE, IF HR
XPZ T B2 BT, AR LA KIATCE
FHATIFASALKEHER R B2, IFEIRRATCHEH
R IF RS R TR RIS, DA o 41
M A o s JE 7E ATCHE [AAYT Th B9 7

2 BRAF/MAPKI&E &N #HI5]

o 2R FNG LR I ( MAPK ) {5538 [
REEADE TN T EE R —, &M
JEANMIIEE . Ak TITO R SCEE SE i . ER A
RO HUR M . AR/ S5 2 e S A
H BRI 381 T % B Y SR OEET, H BTBRAF/
MAPK I #4551 2253 W BRAFIHIFH] . MEKH)
HIFFTERKANHIF
2.1 BRAFHIIF

BRAFH # L2225 :0 W BRAF V600EZE AR
X — A HBRAFER (G EHE RSl MU
ERK, AR TCRRIGTE RN /5L, %A a5 31
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Hil 7 2R e R . Hyman 5P 741 £
F BRAF V600EZ 2B ATCH:Z 9N A —T 4% JE 8
HERIFSE, 4598 BRORRN29%, Hid 44 14)
B IR TCRHIPR, Prager®s: ™l | —fFilfEA
BRAF V600EZ A [ ATCH & X 4% A1 Je i FF 42
MAIk61E . EFIBRAF V600EZE S K Az 2 1
FERL, BRAFHIHGAASRNS — H o2 g i 1] 25 )
IR ST P o
2.2 MEKIMHIH

MEKJ& —FiRe S Pk il , 32 B AR S R
FEFRERK , A28 5 AR (R 750 LA S5
Je MR, FEIRIR b B ADRIA T B . Ml
. HURBR AR LSS . SubbiahZEPOE201 74 1)
W5, MEKH 5 Hh 268 Jé 5 BRAFII A
PR B YT LR EEBRAF V600EZE ZE Y ATC %
A WM TRL, BE R IRMIK150 mg
PR R AI—R2 mgf M SE e, TRIT BN N
69%, —FOSFEN80%, JaRFDAfUERHZEL AT
2 HFIRIT L F AR EBRAF V60OERZEJATC
B, 20224F, Subbiah¥ECVEH T I IF AR 2
WSS ECHTIG RE G, ZFFE A T 36610 F-AR
WS PEATCER A, TEZ6AFERYIREREIN, ORR
KF 56%, A3l E BRI TCR, A50%M B4
MAF T 1240 H WFREE G s ] o Je i DL R OB
R (47% ) . Frii (36% ) FIERCFRE (33%) .
DI A I R0 UE 52, MEKH0 #1570 ih 56 82 e
I56A BRAFHI I 774 77 BRAF V600EZS 728 B ATCH
A WM ACR AT g, 2023 [ HDIR AR
FERMIESIT LR IGN T Rz % (hhiE
e+t 82 ) 6725 W BRAF V600E
RAFFIATCH
2.3 ERKIMHIH

W5 2~ ERKA il 55 E 5 4 A4 FH T BRAF/MA-
PKAF 538 i, [W] I RE 6% A 2 % i ii# BRAF
MEK 248 i B i 24544574, H BTERKIN #1571 1
5T BT AL TR B, 2EREE N L%
Y BT, (EAEREAE, e MAYIT A
FYERKHI i 5 HH2710E. F20194F- 3k 3& E FDA Y i
PRI AT, S F LR FIEMAPKE 538
FESEIR S8 B TRYT . HRTAEE NS E T
J& TR RHZAM RIS T/ 80 AR (I PR 156
HEMHS-CTR20200790 , NCT04198818 )

3 PI3K/Akt/mTORIE EHP 7
PI3K/Akt/mTORIHE H #IA hy 2 1 25 4 i AR 5t

HIGE . AR EEAEEGT RS M RIS
mTOR— ELJ& 1% I (W 5E 4 . mTORSE—Fj 22
AR AR, Frelid BEROE 2 4 MGk oF
Thimr, PEdEAnpREa s 2k b, T B
6] 32175 & JERY . H RE 338 E FDASIL #E Y 11 iR
mTOR il FI K4k 55 =] G 15 40 Jfd P 2 (1 FKBP- 1245
A, JEM I mTORFABGE 4, L BEFE K VEGFZR
Ik, S bR A AR Y Hanna%E MU A
TTBIATCE R . 3341 4 fh 1Y HAR Bt i85 A 10451)
HURBRBERE S R, IPA IR A 5 Rl FEAR 2B PR G
PEHUR AR TP RYIT R, TEATCYIY, 16 E A
PR, PFSKiK17.91H, 7 1B FH MR IERRE
T26H . WagleZF™ AL THIATCHRE AT YE 5
AT, HApl#E 184 H JLFAFICR, (HREE -
AT 25 Ve B BLE R, BEJS R BZ R E
Jo8 41 43 TP BRI L I TS C2.08: A= AR 40 it G L 28738
S RIEmTORM % . ARTHFZHE L& FmTOR
TR R 25U T . Feng % — R4
Il PRI SY & BEVEGFRAN il 71 B A Jé i@ 1 AKT/
mTORIE % F ¥ p-AKTHlp-mTOR(E 5, HEMiiES
ATCAME A AW AR T, FLZAEH EAA A
i TR A o ] s BT JE 5 A DR P 24t
AR BT RS SR i SR ATCAN M T, T ] W
751 G A A P A K T e BT R JE X AT C BT
TAVER, ATCRE AR e WX P B 25 28
Hiik g

4 RERESIMHEF

o S5 A 2 AU 00 4 AL 2 T A i A A
S, AR SRR AN G RGE I, RS R
H B RN R B e, (RIS B Y ey
RGTEYE, B7 1S 2R G000 B Sy i Be 1 2
PSS D A e g A A A5 ) ) 32 AT CTLA-
4 ( YA R BRI Tl 4R AR AR DGR 14 ) #ifilsR . PD-
1 (FEFFPESET-H A1) MEIFIAIPD-L1 ( BTt
T-EABOARL) IS

HETTEATCHEH rhid ek £ 1) 322 PD-1/PD-
LURRHIFR], Horr i BT ATCRAR 36 2584 P A 2k
B, TR ERBR AP . AWFR R,
ATCZH U1 I Jeg 58 78 17 fif FIPD-L 15K 3k 5t (i 35 4
/&, PD-1/PD-L 14 51 38 3 1 ] PD-1/PD-L 13 %
WAL, T 0 B T M S At S e A, AT
AL F A5 bz A M g 7 T, SE EINCCN HEAR B
95 I TR 48 3 K PD-1/PD-L 1417 #hi] ) ey 17 1) 2k 2 4t
YERIR T 1o I Jed 98 78 171 1o FCAR Bt ga 1 — iy 7 o7
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2, DierksFF XS 6 Bl ATCHRE RIUT AR AK,
BRBRA IR ER BRI TR, SR e R
LT AR PR AR FAK T o 1 80 kgist & 4120 mgmki24
mg, TEVRYT IR — BP0 5 R = HF—K 200 mg
PR ER T, B R AIPFS 1650 H , H
A 4 53R 3] T CR, HatashimaZ6P A T K=
ST LG 1345y BB e S S B AT C IR SR PPA s
AT SN HIFIXTATC R E BTFRL, 1241 R A
BREABT (28 kT 51240 mgk A 478 # ke 5
480 mg ) , VIR AR YT (B35 F Ik 455200
mgak 45 65 H Kk 1 5400 mg ) o X 2L H B AL
PESH1.9MH , H{0SH4.44H . CapdevilaZs:t!
TE— 3007 EL R BR BB A9 11 359 BA S BIF 5% v 4 A 4241
SRR B B PEATCHR %, iR 4R B Ik e
1400 mgllr UIRBR ST, TAPFSHL7AH,
HIOSHSINH, fes WEIRIT AN R 2R
5 (12%)  EIE (12%) . 57 (7% ) KK
(7% ) o REFEHZ WL IR PD-L 1455
PE, ELPD-L1PHM: 5 1Y 0 22K 5 T PD-L1 M AR
Ho Ui, GrayFEPIWE ST A I A0 M 1) B R 43 5 -1
(intercellular cell adhesion molecule-1, ICAM-1)
HIPD-LITEATCHE s34, Jf HATCAH A
TEIFNyHI] 38 T LLIAK2AK #1477 X375 S PD-L1AN
ICAMIRY 235, fJa A/ B AL IE 52 5k ] PD-
1/PD-L I AT LU S ICAM-1 ) CAR-TA I AL
JIEE AR, 3K S S IR AR AE I IR FHICAM-
1 CAR-TJT B HIPD-1/PD-L LI BE S8 P IO AT 47
PESRAE T BIRERE. HRETHAFREM, PD-1/PD-
LU FRIFEIR YT ATCHE R g 98728 4 17 3 I s 1
R PR RO, IF Bl e 76 I R L3S IICAM-1/1Y
CAR-TIFIERIT R BRI ATCR 4
JRE G A A IR %) N7 28 AR AR AT, (T i
A IR A I 2, B R E N SR
HAE R G A RARTT £,

5 Py I ERIAF

SIER AL, MR 2000 A8 A g A
L, WEIRIIE ZH A A8 T AR R A R e T
D9 &L SR ERIE L 1K= 037 S ) -Sis el R o
TR AT LA G B e T, T A% PN R 4
EAMMEEYE, X A BA A . Y
Bk RIS AT AR o P B A iad s e, 2t T
L VE-cadherin/B-catenin/Akt{5 518 1 il PN Kz 41 it
IEREFIEANE TR, AT SO ) 0 A ke i
IR RFEST, T 3im RIS & 252 T HXTATCZ

MR TR VE S, i MooneyZ¢™F & i 1T 1
G RIRIGIIAN T 26IATCHE , T HEt B T HR
ZHE, TAIOSHATN A, A 34%8 2 E A A
WRBF T H, 4EOSE HN23%, [FIFATCHE
XoF SR B T AR M AT A2 1 R . SosaZE T
T —I 5 F RS AT B IR — AN A S A2 RAA
YT RIATCH) & AR U RTREERT S, 25T
AT 8O RSTEATCHE, 451 BRBkS
6 BRI B VT B R — 4N, TP OSHTT4FEOSH
4.0 H M9%HE T+ 2524 H M126%, JFHZ TR R
A R B2

6 HAEAXZEBALERNHIF

HEE A F CIRALEEN S (Chistone deacetylase
inhibitor, HDACI ) & —ZJEHis5t) " [ 3 m 254,
LI e R I R Xt 2 I 5 S5 1y 28 S i
TrhOmAl, AT B R, 75 R A A
K pshir . s AR T RS R — Rz T
A4 LR 988 7 PN P SIS AR e sl 9 o 9 9 1)
HDACI, C#FDAHLHE TI0) 75 28 B Ak 2
JEMZ KV E B AP . Luong % AR AR L 1
b AT LA I AR 2R 4H 2R A HA ATHA 2 kAL, 1 i 40 i
ATCAIME R W AE R IR T, JF B R4 .
23 b BRI AZ B S AL B AT 25 )i AT LA 5y
2, [RIISHAR ST vt AT DA ] S e e b /)N BRUSEARL Hh B
FE R B A2 4 s Borbone S5 P AIFSY & BLAH 25 1 25
CBAERBEATC R IR 2, HAHHE M 2 LMk
I R B A A 7] T 38 A TR ATL 38 B 7 {2 i
ATCHHAE A T rh R W RIAEH] . Catalano®5P T i
T T Z rhut BEHLX IR /R, S E 4 & B
1 CTRALBERII P BRI G SEAZ BRI ATCIYYY
B, X HETME— 1T NIRRT ATCRYIG AR
5, RIS AR SN SRR R AR A
ORI T Bk i A0, (R BA5HE
MR RAFR %4k, tAh, HDACLA R i 41
JH %R AT BN BUR, PeronaZ5 W RIFSESE Y, 1EII
IRESEFIET, TR T LAEE = ATCAM R 1R 5T
TR, G T R S S A A R T DN A 7

7 Hfth

2 R-EAMHARGEANR IR . RAEA
K LA B3t SR Ak 0 Tt A 334 5 - A2 Ay i sl ) s
G AR 1) 2506 IR YT ATCRYBIFSE RS T — e it
J&, (HEBLB BEX e 2 ) RIS AT A PR AU S0 A
F, RRTEFE RN KRG R IRk 5
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HEHXFATC R YT RBOR 4t
7.1 ZR-EARHAR G HIF

A A 17 57 A 200 I P 2 R AR I 2
Bi, FEIEERHT, SOOI IZ R bR
ICRYEE I BORAERR A0 N A SRR FIZh RE . AR
IR AL RS T, R AR D RE SR T e
PR LR AHERE , OIS A 1 50058 i
Tl 2R Y AR (4355 P SR 4 20 PN 1 B 1 K TR )
fiE. Mitsiades "R I, LI oK ALFH48 W
ATCHNAE R AAE R FERALT40%, Altmanna5©
WE5E & BN A oK AT LLiFS SEATCAN i 2 1 A= KA
il BT MIG,-MAH R R I fE . o AR FE A
R R AR A R e A AT A2
P, Mehta%8 I FI/N BB BAIE T R ARAK
XFATCHITTIRTETE
7.2 i SE A BRI S - S Ay Bl

W5 A i SA AL WA BE 5 -0 2 ARy (pe-
roxisome proliferator activated receptor y, PPARy )
) TS A4 IR 8 1 9 B8 22 R R A 98 20 i
PAT IR HAT R ™Y . ChinSE R BIF5E 45 2R
W, ARG PP ARy Sl 7R S 1 BRI 5 ety T
T AT A2 B A K I T B ATCAR M
Pt EBRE 61 (Cyr6l ) BYERIL, W RIPHATC
YL ERS . ZhongFEC G LB, A S R F1IE
AT TR G AT T LU (2R 4R A S e Go/Gy
SR AT e G5, (DI (2 A S AR A AR v 4
7.3 MR EDURI

B A DU R A AR Y, AEIE R 2N
AFFAER)— s B U B A= e JsinT LAd i
AL IR 2R, W SR | S ok
AR RIS AR T b BEHE RS o BT AR
JEA R A A Y 22 SRS K (major hist-
ocompatibility complex, MHC ) i# & I3 A 4R R PET
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