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Abstract

Primary gallbladder carcinoma (PGC) is a
common malignant tumor of the digestive
system. As PGC has a high degree of ma-
lignancy, it has long posed a serious threat
to human health. Early diagnosis and treat-
ment of PGC is important in improving the
prognosis of the disease. At present, some
achievements have been made in elucidating
the pathogenesis of PGC and exploring its
early diagnosis and treatment at the genetic
level. In this article, we will summarize the
recent advances in research on oncogenes and
tumor suppressor genes, metastasis-, progno-
sis- and treatment-related genes, and tumor
markers that are associated with PGC.
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JUR M IH 28 9% (primary gallbladder carcinoma,
PGC) /& HIE 2R G8H ILIR) Wk i g, S PR
BN AETH . A 22, DISLIG R R I A 28,
GRS R A e RAH L, RS
L PR HE . DRI, o] 4 v Dt e P E 3 9 1)
W2 WK, h IH g 1) R VE 7 6138 41—
HEIE AT G I i) . B = 2= i S B
o SRR R s R AT A, HRAE K
Ji& RS BT T ¥ g e DR R A s R DA ) 58 AR
AHOC. BRI R AE . R R i IRl i
W 22 e B DRURT 09 B DT 1R 54, A1 i TR 2%
KV B IR S A AT N, A B T
HEE-R AR ) U TY IR S G NS B URG RS 3
FE] A AT R R DAL L s PR Je HL R TA P W
JHAESE IS W, IR . YU IR A5 D7 1
(RIRIEFEMER T T

| SIEEELY. ARBXNVER

1.1 ras ras3EPAlE— AN L R N 0%, 4
k-ras. n-rasfllh-ras. W50, rasdt R0 %
152 IR R AR R, k-rasHE R AT B 2 TOK
T AR (1) R, HOR SR B 12% 1, D EAE
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B3 ¥ krasHmfidP21E A, SARAKA
BV G, L BH 20 1 I S 1 B v, TS
7202 Yukawa et al W FH S AL AE TR R I
FUN A thras LD Yip2 1 BH P 2 511k 95%,
Ui Wrashe K2 5 T e i) g AR I A2

1.2 src c-sredE K4t =4 460 kuff) 8 i, B
A e PR I S R VG TS R D B, e 4 i i)
1A FIEAS | Tatsumoto et al™ UKL  c-sre
DA, I6A A Je AR SUm N IR 329 40 i, BFFTR A
JUF S 9 240 P 1) B0 98 i 5 c-s e BE RAH O AR 5
WA B VIR R

1.3 bel-2 bel-252 BRI T ANHIFED, Tl H 4
=y Bel-2 8 (1R HEE BT g, Mikami er a/™
Ky Db ¢ 1-2 K5 D7 I 5 Bt v (1) S SE F0 A0 i 1
B, 5 IRAH M T4 HbE S I B b g A AR
FE R BRI, 5 PS3RIE R AKX, bel-2
k55 JIH 9 A1 L o Ak 5 IE AR DG, 78R MR
(R A VR .

1.4 bax bax R JgEbel-2A0 K, BATH HiBcl-2
E A, PEIE T . Saetta er al R B, IHFESE
HbaxPFHYE AR . R S AT RS 4L 5
TR AR R A

myc KR K5 N B i fimye.
C-myc, N-mycML-myc., P-myc. R-myc.
S-mycHB-myc, BIEAL TN, AW
. Comyce hy JEFaSEIN, 4 185 Y i A,
GAYP62EE 1, Z 5 40 M A I 4 . 4H i Y
B AT ROR AR R, fEVF 2 MR I R AR
e EEAEH. X et al™RILHFESE
C-my ¥ BHPE W]  m T IE W IHZEH 2L, Ui W]
JH 235 16 & A2 VT e S C-my o FE DR ) 06 K.
Wang et al® R IR BESRE A E P P62 8 (iR 1A,
RIAE by B I B g 42 22 VE (R i b, A IH 285 1)
W W AR T Pt 5%

1.6 survivin 5540 T2 D)AH G 1 34 3k A
KA FEbcl-25 05 caspase 5 i M T
(inhibitor of apoptosis, IAP)ZKJi%. survivini& it
RIVTAPI G DA 2 —, HA MR Py A,
ANHIG/MIAZE R TS, IR TR,
TR AT 22 4y F40 3 e A A i S i . Y
KW survivinds (A7 IEE R8BS TR
TN St H B 8 A 2R, HL5 I e R 1
PEG L AERS L MR RN IR S A
B IGR, $ernsurvivin ] G i 40 JIH 35 4 i
JHT, SIREEE N R A RERFEEEH, HE
JIF 3 e 1) R Je ok R v, e A A AR R TR DA Y

1.5 myc

i SRR
1.7 caspase-3 caspaseZK & — 4t M, 241
T IHAT#, caspase-37& 1 1T-4L Tk i Rl
R A, A0 R T 1 R AT, caspase-3
()35 Ao 4 B AR AR B . EIH
Pgmrh, caspase-3RIATE . LA K Nevin
SHT L I A m TG 4] K Nevin 4y 31
V. VA4, #75caspase-3[A iHFE R0 7330
ﬁ‘%[ll].
1.8 cyclin D cyclin E 40 it i 45 & 42 thi 4
M B BA 25 (cyclin) 4 o ) HH 25 408 2 101 T
(cyclin-dependent kinase, CDK)A14H ffd J& 144 4t
PEZE (B4 FI)(CDK inhibitor, CDKI)= Xk
R A RGP 4L, 4 B 3 2R 0 R 1
ST A0 A IR AL A% 0. CDK4. CDK6Y
cyclin D1, D2, D3%i& 2G Wisfr it 24
. Ticyclin E55CDK245 4, JE Hicyclin E-CDK2
BEY), 7 sOOE V2 A0 i R A OGS L,
B NSH, & SHAJA it L B4 PE

Hui et al"™ R IRA1% [ I BES FI6 7% [ fIH 7
IR K Acyclin D1at ik, 1 (EH IHFE I B2 1
JHEERRAUAE P oeyelin D1RIA, £ Wcyclin D1
1N P v 1R o 08 J2 I 3 A el R ) —
A FHISAE, S0 MR AR RT
WMEER . TNMI ISETE K. cyclin BYEJRUR M
JEL 3 g v 1) B TR AR R B v TR B RV
A%, If Heyclin EXENHZERR K414 55 IH 350 41
PCNATREUM %, M iteyclin BRI IA 5 H 4 5% 40
Mo AR vE PEAR — 3K, cyclin BRI IA @R nk
20 0 0 2 S, R JIE S g A i e B A, AR
FEI (1) R A R e b R ke g R 4 U,
1.9 TGF-B TGF-B—RKHAAGZMAEY = Tie
M2 IRREKE Y, ZH5WARMAERL. 2
oo T R AR Y Re, ReRS A2 Rl bR U E
I geE AR ML ) ZE A, WESER I TGEF-BAE 8 h R
T W T HEE R,
1.10 DPC4 DPCAWFRIBeS G R IE DR, A 95
FEN, BT U0 4R18q21.1, 4ifid2E 1B Smad
K, DPCAJETGF-BAI M 15 5 1% T X
41, 2 50 NG5 Ak, BIFSE R W IR 4
DPC4/ =) ik BT Rk RH R4 21,
1.11 Fas Fas [1JETNF AR K A 01, HFasL&h
JE L IL-1 B A B SE R A S A e T I 3%
TP Fas PPk 5 IR 389 (1) 73 AR B S e R AT
16l
1.12 p53 p535& MBI (PR RN 2 —, sE A T %
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ik 17p13.17, HIER A HL163.3%, & AK
Jiggg v R A e DR AR S AR e v R R TR, S
g ) R RPN Wistuba er al® WY Kk
WA S5 hps3 5L K A G PEBR K (loss of hetero-
zygosity, LOH)X90%, HA M HRIE KT
T, YeoRps3EEILOHAT A B T+ H 4
Je L2 T

1.13 p21 p21 BRI 2 —, P21E ARG,
IO oW R R ST b ¢ Kk 7/ R E T B4
Flicyclin-CDKE G iis vk, LABH -4 ik A S
19, HoCuig MOnT 455 41 R S BE A% PR (proliferating
cell nuclear antigen, PCNA)LLFHWIDNAK .
P217E IR rh Rk PRI, 2 988 % AR 1 35
FOP, B HEIEE TR FERE . . %
5 AR S U DA G,

1.14 p27 p27;2CDKIHE K Cip/KipFK Bl i1 2 —,
2 Ly B BEL VT 40 M S SRR, o 4 P
Hui et a/l" 765250 7 % 143 % 1 IH 295995 f51] o
P27RIEAR, P27HE MK A IE & IH F i A A2 i 7
R — AN S, BRI A g
R TNMZ I DA G,

1.15 p16 pl672: tp21 T 58 [ g I L R, b
FRoh 2 B I R (m TS 1), J& T-CDKAFH]
(inhibitors of CDK4, INK4)%k [R5k, 7541 g 4
MRy B mEMER. pl6 3 R &
PRI DA RIS, B2 hai s, mhik
L, TE ISP BT A8 T, T AF A Ep L6 LRI
HeRIP2 GO, pl6FER AR A IR 8 rh R A %
AR 51, Krlp 7 6 5L PR J LB 1 3 TR 0] 3 v I 2
P SIS W7 28 B Ak v BB AR A I )y R
[ 7 S22,

1.16 p73 p733L N JKaghad et a/*"19974E & BIL ()
PIFEERIZIR IS — B s, AT 1P36, p73
5 DR IR 33 v ey 3R, O 15 I 3 41 2L 2%
AT O, AR L b B R iy, $oRp 73 5L A
SH R AR R A R R AR AR Y
1.17 Rb RbFHE[RE 55— ANl v e s JE I, o
fi-F13q14, H=PIRb 15 55 40 5 31 o 4,
BTl A 5 R b R ek sl S AR, K 5 34 i
HEN AR IE B SETER A, HEim 7 A2 R Rb&R (14
JE B 14 PP 2 T, 5 1 38 o AL R 1 Ik
DA K A3 A 0. Rba I ISR 2 et 0 e 9
2 P 484 5 1) 2 IR 3R, RbJE DR L O H A2 I 2
i R TR S =R

1.18 MUC %% 1 (nucin, MUQC)J& &1 5
WERERIRE B, FEAAAE T BiE . WPIRE .
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WA PR A R T A TR0 0 e LAy WA R R, R AR
PORE AT DI REAE, 182 5 40 MR R B JE T
VBN 40 M 52 PR 55 2 PP o e, IHZE bR 20 b vl
SRUARE A, MRV A R R A R
Wongkham et a/"" R iE %55 FIMUCSACHE HE
FE A2 Ak, IR B M MUCSACTE
. MUCATEH §8 9 b 208 W3 T, IS5
PRI 22 5y PO VIAOR, [R50 7R
MUC4 5erbB2 Al fA 75— M FL 3 A HAE G R,
A AR A R e () B0 A R A T
FEAEHI,

1.19 LAPTMA4B ¥ Bl 44 OC 196 % 5 85 11 48
(lysosome-associated protein transmembrane,
LAPTMA4B)ENL T G0 148¢22.1, 4435 kDa.
24 kDa 2P 1. LAPTMAR-357EH 3w p it %
ik, BRI AR WRERIE . I hb
Bov e o 0 Koo RERE . DIBRJE IR AR A7 R 2%
DIAHOG, LAPTMABYE b —Flug (1 BE R/ 2 A 4 i)
B, R FER () R AR R A 4 B
YEH, At n] G A e~ HILAPTM4B-358 1
iR SRR, BHLAPTMAB-355 HoAh 4>+
cyclin DUPEAAGTIN, X0 & i JIH 58 9 (1) Tt T 7
IK =i

1.20 hoGG1 8-F2 Ak & N A 2 M B FL G, i
o —Fh R R, 25Kk 5k
AT DN A ¥ 8- k- Jlid 45 & W08 (R D s 5.
hoGGl1 ser326cys H A7 cys/cysali & 13 K R R4~
RS ) e g A 3,

1.21 CYP7AI1 JH[EE7-0J21b B, HATCYPTAL
5 DRI C CH R 70 R0 C 48 A7 35 R 2 I 8 A e 1 —
ANMERRE, ARG EER G 74T, X
Tl S 865 2 0t — 20 18 =,

1.22 Heparanse 28 i 2= iy L4 A SE 5 V2 iR
A HMR 2847 G, At T LA 3E ifi /8 1) i A
IR FE A, A 3E g A . AR AL 5
R IR 2% A ) ) vy LA 0 5 e 4 R 1)
WEAEAR 28, Heparanse O 48 I ARG T )
AN LA S R,

1.23 B-raf Saetta et a/" K il JH ZESE bR A K BAT
{EB-rafE KA 5, HAR @ 7 T4 811567 /i 1
(R F B B 1~ 59947 14, 5 7 B-rafn] it 55 JH 3E g
(1 RS B DI AR K.

1.24 b-FGF b-FGF}:HRA7 T N EE S Jetafh |,
B DU IR, JLERIA P2 4)b-F GF AR [ )& T LK)
A 250 2T, M2 BEREMSUNIE S
[A7B8, JH 3 4 20 b-F GE Ik BH R R B iy
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THAGPENRFER A2, L W]b-FGEXJIH 45 1) 4 1L
EWrE —E e

1.25 c-fos  c-jun c-fos5 c-junm T RI %I 309 R ¢
FE[X (immediate early response gene), W& Zrfid 1)
AR EENZE R T, P e R
AIRPLHE L Lhe-fos/c-junZe i 2R, Blic-jun
Al SR AR TE A AL 1 21(AP21), Z 5 2 A
LD PR B s Y, 20 A0 M R G S AR T, AE
VFZ R e-fos. c-junfi (AT 5 ik
JH#EREH 2P e-fos c-juntk (A BHPERIE R B
FWaE, $EoRc-fos. c-jun 5 IHERSE 1R B L,
c-fos c-junfy Pl FRIL R E KR ED), I
[Fi] 25 B TR 0 s 1 T,

1.26 PTTG HAARIR I (pituitary tumor-
transforming gene, PTTG) & M T4 83 41l ffa
I3 B ORI — R U SR DY, e AL T 55 e a4k
5q331X. WFFE RN RGO ARSqIX 5 filige 25 2
FlitgRg 52 A7 DG, PTT GAE HG HE I B 0 15+ 41
28, nsE AR R b ek, FEE . FLI
e Al L FORIRE . OF BRSO R
2t I e S5 IR A 2R o B RO IR B 41 2
PTTGIBHPE I [F] e 7 3443 147 5%, 7 Nevin
IV, VIR g A A rp LB R R T 1 -
MR 3ESE 4120. PT TG RIA IE 55 IH 385 ¥k
CLERE A G, RHPTTGH) S ik 5 IR 1)
KA RS AR B R DA O,

1.27 KAIl KATIHH )& T TM4SF XK %
(transmembrane 4 superfamily or tetraspanin super-
family, TM4SF)J b1, KI5 /=9 CD82M ), &5
KL —A IR e B A R . K ATTRE PR 4
FIFCABTMASF e U2 HAH S5 45— ke o7, A
FURI, B B g g R 1) 2 e, KATLE PR )
PERIE B T %, HKATIIER A BRI R
5 IR M TNM A 9 2 5 o6, A&
K TS A I 8 A B I T, R A Tk
KT PRI 2R 1150 S5 e fIEL 348 1) T A A ),
KATLEERIZE T A B e i WA E ] S 243 20 A
A, PRLICHEN, 785U PR3 b, KATIHED] A
A R R A1 .

1.28 OPN “H Hi 8 1O PN & — il iy JE i R A Al
BEREAC R i R 1, W S EROR, fEAR 2
P b S 208 I HL IR M AR B AL RS A
2%, OPNIW T e 0 5540 J R M FL#e . A e il
/S O AN 1 N (1 R 5 = R R S
KT et alJFFTUESE, THEE)E T OPNFKIA K
- TR S IS 21, $R7S OPNAE I TA i 789 1)

A R AEAE I HLRAT A O 50 112 Wi b i
710N DA e

2 5pEEERR. MioaxiIER

2.1 C-erbB2 C-erbB2j¢:— Pl LA, Y FKNeunk
HER-2, &AL T NGtk 1721 b, GadAtxs 7+
R 185 kDalfJE5 A 8 (1, S FKP185, H
A M 2 R VS 1, R B A A R R AR R,
C-erbB2MRIE 5 M b B L Til)sf
O, LR BH P 26 B IH e 1) 40 AR 2 R AT
BT, Kiguchi er al e HE R B0 5256
LS 2lerbB2id ERIA T H100% ) 55K A3
VU K A e e, I 1e) JIE AV A R

2.2 CD44 CDA4FKIEIEFE N 72 1, A F115 4
A, 1 F B 507 B TR 52 A, o Js 4 i
PAFRIE R BE I I PE R 2 —. CD449HE
AP S R(CD44 splice variants, CD44v)3Rix, H il
JEVOIIRIA S Z R I (045 B e T & 45 W
e AR PRI AT 2. YRDOR et al™ W9k
BLCDA4V 671 fH 5 v iy 238, 75 JIE 3 Jee 40 L )
BGE . AR R i R b PR AR,

B JIEL A P T A ) e A S IR PR R 2R e
HAT AL

2.3 nm23 nm234 MR LR IR R, B
A Mo A 5 A R B DRE, 5 P R e A% G
REY), JLRIBAKF55 2 B0 b6 40 i 1) 5 4% v
e A OC. nm23 R T4 4k 17921.3, 7
nmH1-6 64N HY, Zfith =4 — W IR A% 1 S
(NDPK)5TE R A GHERAN TG &3,
A0 L5 LA A T S8 B IR JE TR 1 %
SR A OC. IR Fam23 RIAK TN EE R
PEALER, 55 IR FE () 9bk (A R AH 51, Jl a6t
JH#EHE FInm23-H13E K D17S39647 4 DN AT
HEAREEMSHFILOHK M, % BLHFE5 241
2D 17839647 i (R ast AL AN FE e P 55 N 289 1) K
AL RIESEYIMISE, D17S39647 FMSTA] 1 H)
U7 L BB 7 G A A bR EEL R A R FTLf 1) W )
fabr, A MSTRAE R 732 Wi bR &
E 5256 v B A e () AL Rk RS, LOHM K
AR g, DRI, LOH PR b I 8 4
I L3 B RTIL IS B U 1) T R W FR A BT LR
M S TATL O H AT G ik A [7) 1) 170 1 428 IH 22 s
(1) & A R A ),

2.4 hMLHI hMSH2 hMLHIMhMSH2%
DN ASE L& 5 FE X (MMR) 5K i 52210 A A,
hMLH1FIhM SH2EE N (1) 5848 I D e ik bea, 43
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AH N 1) 4 i 2 [ 2R 08 7K P B ek o, = 350
Jo )RR B IH B TR R R B N R
R 1R A, hMLHIRhM SH2 8 1 %1k H 31
N S > Rk Bk, TERT RES S IE S ) K
/EE&)%[SS-W].

2.5 FHIT FHITFRRMEME 4 2 — Bk (fragile
histidine triad, FHIT)J A, T-19964F FHMasa-
taka er /™ [T 43 BT AT T Y 4R3P14.2, Ny
2 P IRe A S s SE DR IR TP FHI TR A
AR R Bl 2R, L R SRR 1) 40 9 Sk L 2
HAL B VIR, R mT BE L 0 2 — D2
()0 1B 309 JE DXL, A W] REAE Ry — Tl 1 I 3
T M 0 g )

2.6 i b A — PR A% R O, E RO
JERNAMNIEE 5T, FATIS R SBETE, 540 i
oy WA BV KR, (60095 H 21
i R R 2 AT HH 2R = 8 0%, bt IH s i 7 JIH
PERE IR A I i T AR .

2.7 MMP-2 ££ 54> J& £ (4 B§2(matrix metallopro-
teinase 2, MMP-2):2& X 43 it i 72 kulf) IV
PRt P AN e Pl P D At A o ot A A TV
R I, T SR 308 v il DX LAA) e ik 98 40 i 4% )
(R . MM P-2 75 (P i ML 7 1o A v il 3
BAEH, MMP-2[1 54814 55 10 58 9 48 1 (1) 434k
FERE . A8 R g A e,

2.8 TIMP-2 MMP-241 il K F-(tissue inhibi-
tors of metallo proteinase-2, TIMP-2), 5MMP-2
— 7L 5% W) 0 ) A/ R R B T e T, 2 5
PR IR 6 8%. MMP-2 5 TIMP-2.2 [ ) LE 451 2%
i, LASITIMP-2A% /2 LA HTMMP-2 [ 35 14 7T g
S R e R B . WU B TIMP-2 BE g
A S R I 98 (e P, mT B A DAy 0 i I
S HRIE B S R,

2.9 COX-2 COX-2M 4 A lfi(cyclooxygenase,
COX-2), XFrai# Iz Y& elly, 246k
DU s B A 5 BT 21 i 3% (P G 2 v S B g B
. G AP, COX-18 4 B PR,
i, Kk TIEFEHURAZ T, oA h 5 IE
A0 AR BRI BEAR OC. W AERICOX-27E K2 H
TE AU AR AT I 2, {H AT DL L 26 5 A
JiigRr 2. I3 4 2 COX-2BH M RIA R 1 3%
IR AL, H PR IE 5 R TNMSy
WAL ke AR AR O

2.10 E-cadherin E-Cadje —F{KHiGa” 1 [ F=r
M 40 1) 6 B 237, 2 dEHRR IR R bR e s
FURRAE () s BSH £ 11, 5 I Rd 1 5 7% R A

www. wjgnet.com

K. E-CadlBED & A7 T4tk 169221, KJEH
100 kb, 16447, E-Cad(f) I BRI, 41
JH0 1) P66 B O T B, 3 i A L B 43 HECTD 1) AR
B4 K, B-Cad eI ZES (1 PH Rk R
FACT IR R AU 5 A0 21, H BEH 35 1)
G PR RIUAR £ 5 R 1 188 o i A A

2.11 i-NOS 5 8! — 4 b A & (inducible nitric
oxide synthase, i-NOS), 7 [ ifin 55 AF il e
FAEH. i-NOSH] 5 377 AENO, NO = i J& I R 4%
20 it B T R A R T T A R
A 2k Jib e 4 A5 5 e AR IS A oy 1, 2
5575 55 2 i 386 A DG 1) R DR 0k, 1 i g
Mk, Rk e A, AT IERE R I A 12
RS . TR R AU N, 1-NOS
FIBIY i, PR I BE 41 YN OAL TR /K P,
2.12 Maspin Maspin A ) 22 i 8 5 5 1 02, J& T
HREAHIFE R, Maspind&ik s 2K 3 B0 41
MR BATIR I8 B RS R 55 AE iy 0
MaspinfE 8 F IH 2 4 R 18 il nlRgs:
()MaspinfE A [F) 28 781 (1 41 i b A7 AN [\ 1R 3 B
AT A5 P A5 40 1 vh H At 1K) 5 Maspin 2 H.AE H
A %, (2)MaspinffE 48 i e 76 T H D fg
EEPEAER], 7540 f A% € A7 IfMaspin ] fig K
FEARTF N BE. Maspin it ik 2 5 s KL A,
7 NE B g e A% 1k B b A7 S S, AT RO IR
TEI RS T RN 701 — A 48 43717,

2.13 VEGF I W B AE K K 7 (vascular endothe-
lial growth factor, VEGF) 21T F K IH LA %
T 7. 24 1) 22 K S 4 Jf DX 1=, At vy LB 42 SR
B A A B, B v A P, 5 R A B
& VM. VEGFER S ()R B B T
N NRRE . IR RE 5, HIA 5N 8w kA7 A
A%, ML A RIS VM) H 3 VEGF K ik
W AR T VM) 380, VMA BT g skg 2
MR, 328 VEGFR] 1 4 3 v M(+) i
9o L WG S A (1) B AR bR, JE R VA I B e
Nevin/: . RIHRRE . A Tok O 45 A R IE
Ry, JIWTE UG . IR, UG 22,
FARDIERZAR, ) HFE P M A AU S (VM) IX
— VAR AU AU BIEST, A RT E A I DR JIE 4
e RE L f e [HI P Cotel

2.14 PCNA S5 40 i i 5t )R (proliferating cell
nuclear antigen, PCNA)INZIE K & -5 4N ki
Vi R #5455 2. PCNAFRICTR e 08w 41
AU T R AR 2, WFE R IHIPCNA R #
1K PR I HE T 0L AN R, AT s 8 JIH e 1) AE ) 27

w @ R
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2.15 GluT1 %% B4z 4 F11(glucose transporter
1, GIuT1) 240 S s b 15 pi a 11, A~ 340N
A (031 25 B LA S A 3 1 O A B s S
RIFNHIGIuTT mRNAT] LA b8 40 i (1) 2
KU GluTI1/E B3 4 20 b i Rk, 550 2898
(kA 25 D) G ZR, AT AR Sy 40 B I 0 s 93 (1)
— I AR,

2.16 EGFR K FAKKH 75k (epidermal
growth factor receptor, EGFR)J& —Fl4% 57 1k iF5
JEORH A 1 24K, Al AN RE RIOE bR 4 s
B, T LT 35 40 fio 3 T 454 5 A 8 O S T 4
BEE R, AR AR 5 9 40 M AR ) 447 D Rl
PRI BRFAE A AR DI G 2R . PGCAM R FE
K, RAIHR LR, EGFRBGE, AT/E HPGCE
T PTG AT R bR

2.17 PTEN PTENZ H A7 I /i Wi 2 Py I
L, A7 11092347 55, JEPR 421200 kb, (5594
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