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AR 1% R G MR R R A TR [ S B TR R
RGBS R AT AR BT F A5 45 A I A 15 A 2
(A5G 04 R 75 186 4 7 G 8 2L A B 0 L 4 B JEL A i 2 2 2
K I IEF RIS HE . AR S A s A e B
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1.1 FHFHEERENRBALEEY KB HE
S HHP O 20 98 (renal cell carcinoma, RCC) f# W,
RCC # KA MATER , H H T LR & — 2 5= UL AL, fnk
e JERE DS, 2Rk RCC WIE B WAR K, K it
BRI AR R IR s W PR B, o Acw
FHAYZ PAXS,

PAXS8 J&—A~Hl 415 AZ AR 4 8 e sk [, 72 B 1Y)
S BRI RE PR A, 2 [ B PR BRI 2 (ISUP) 4
TERE T F S Ve s Wi AR R = — " . PAX8
Fk TILF A 1Y RCC, fudE JiLL PE RCC ML M RCC,
TESEPR TAE Pl B A : (1) PAXS FEIE B /NE B4
Feik , AIVE N BE I A X IR 5 (2) PAXS /R AT L 3RGA T 5 da i)
PREEFENR 5 (3) 24 20% 11 - R 8% i 2003 PR ¥ | 5 9 (urotheli-
al carcinoma, UC) n] £ Jajkt ok 7k {8 PAX8 Fik; (4) PAXS
FER T Lo T A R G R AR

[FR 7 — A B /NE B AR Y PAX2 AT LIE R — 2k
PUARH] (B BUSPERAR . HAE RIS ARSI RC-
Cma ,CD10 FiI Ksp-cadherin W45 SEPEEEAIL
1.2 FHTFREAMESMESLXMNEREY RCC A FZALRR
5S4 RCC L FL KRk RCC Ak (414 RCC, =Fh RCC
di BT RCC (19 90% LA |, KRZE RCC AR #1227 aT LA
T L HE Je €T A, (B0 T BEXER 1, 24 i B 25 7 it
B LU RHEAT T B BUR TRV AL AR AS I, S s5e 44k 1 i
X IER LR 3 TR T 1 o RCC HA 7R A i g 25 TR

AT LAEA 35 W 40 | 8 18 1 240 0 il LSk 254 , 512 Wl ok [
Yoo IS BIBUR A 3 2 % 2 W v n] LA R A 4 98 4 4k
bR

1.2.1 B RFBRME R BI04 g iz & BN
AR B AL 0 FR 7E e WL I LR B e S 3 h A — 22
Bl 2SR I/ NE FR 124245 CD10 ,RCCma FlI vimen-
tin, F 35 F BB 40 M RCC Fnzl 3tk RCC, T # A 2235 F ik
Pk RCC RIS RRANMIIE . 75 2 0E A5 /2, CD10 7ERT P &
AP PR 7RSS P& — W B (B IR <5t B )R &L
MLBT PR o s/ NE FR iDL 4§ CD117 Hi1 Ksp-cadherin, 3% ik
Tttt RCC RG240 I8 , 1132 W 40 il RCC AL Stk
RCC KA,

1.2.2 B 0 fm Bk A B RF 95 50T 04 S R ABAL AR &
Bk T B i WL IE B AT M RCC A1, R 28 B g 4 ml LA s BHLiFs
WA, 453 P 41 i RCC L ZL 3k 4R RCC B €A RCC MIT
KAtk RCC AL A 145 T 1 LG 5 97 (angiomyoli-
poma, AML) , #E4# 0 Fl — 41 bR : CA-IX ,CK7 ,AMACR |
CD117 ;TFE3/TFEB 1l HMB45 I % Melan-A 347 % 5112 Wi
(F1),

®1 EFEHERMNEMENREALER

p— BN BN e MITF A R
RCC  FJHRRCC  RCC RCC AML
AKX +(AFR) + () - /s -
CK7 -/ + + + - -
AMACR -/ + - - -/ + -
CD117 - - + - _
TFE3/TFEB - - - + — /B TFE3 +
HMB45 - - - /- n
CK(34BE12) - + - - -
€DIo b /R /R 4 ,
Cathepsin K - - - +/ - /4

BEWIAH RCC e H CA-IX5: 8 bR Aty 20 o J5E 57k i o P A6
o CK7 F AMACR 38§ BIPEs R kR B, CK7 B £ 20
ARG BV I, IR RE Y 22 b7 315 I 4 i
B MR A 22 W, CA-IXBH T, JF H. CK7 7R & FE

BEIRAEFL AR RCC )& WHO (2016 JiRt) I8 /R 2R 481 28
HUSGR IS, 30 SRR B e X x4l
ZUE MR A FHEPER) RCC 28HY . 4141 | MR
LT R N R FLRARES Y, T ARSI AR S5 o A
Je8 20 I M Sz W], R AR , 2 8 R, ARML T 5 il o 0
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T ENEE, bR IR iR 25k CA-IX, B4
FUERBH PR, RIS @, AR T3 B4 A RCC 9 &tk
FRPERE S . 2R IRE e 5 CDI10 BH P sl R kL B, CK7 ki A
%, AMACR Bk, CK(34BE12) R , #8535 7116 7] 33k GA-
TA3, THEFEREM S/ H06EH 4N RCC H A A5z BH 41 g 7L
IR RCC M B T AR FRAE A s 70

Bt Pk RCC 5 RCC [ 5% , HUAFAE 2 240 1 S5 BRI b, i
% 84 . BTSN i AR S B R
CA-IX .CD117 1l CK7, i % Bfa 4 RCC i CK7 1 CD117
LRI B, ANk CA-IX. 1% W 41 RCC A B 41 i
FL KK RCC 2y CD117 B,

MIT ZZji% 5y fvitk RCC J& 30 4 Sk i 55 85 £ 1) — 2% RCC,
HIE 248 R G 2 2L AT o 1A P2 R 0 18 R i A
VT 5 0 ZEE A L A A T 2 R Xpl 1 B
RCC 1 t(6;11) 5 fii# RCC, Xpll 5 {ii ¢ RCC B4 TFE3
FEPE Gy 7, SRR 1) ZH 2R 4 R 2 H BB 0 B 40 M 1 7L sk
4EH4  F23k TFE3 B . t(6;11) B0 RCC A5 MALATI -
TFEB 3L H LA, o WL A U R E R SO BB A, th 8
MRFRC A L B 4N, Ho /N L B R AT R RS 5 AR IR
PR, Fe3k TFEB B5 [ o IEAFE R & B3 4 28 e 1) T 285 24 T
DI Z, o] DU T2 B I 41 RCC 2Ltk RCC 45 fh
JIE A . TFE3 1 TFEB & fnc s i 45 57 3 RE K 55 1o RCC
L HAZE RCC %50 1) ey 4 kb5 & ¥ . Cathepsin K F1
HMB-45 Melan-A J& TFE3 TFEB {4 F {7 iF [ & #4845, Ca-
thepsin K &I 43Rk & UL /R 2 01 RCC 1) —A B U
FraEM, 225 FWi4 9 TFEB RCC . PRCC-TFE3 RCC . RBM10-
TFE3 RCC MEDI5-TFE3 RCC Fl#k 4148 ASPS, {HH 535 1% M
B FREFAL, #5532 Mtk RCC v] LA GA B AR E
4n HMB45 1 Melan-A, T b B P45 2 9 4n T 3% fh 25 3 0
EMA 7E 5, fitk RCC i iR Bl KRR, X T Z 0tk
RCC Wiz, JE I I p it —247 TFE3 8¢ TFEB ) FISH £l
LI#12 . 253 FISH il I 4F 100% 5 57, A — 48/ L
&L, 4n TFE3 FISH fa: il X 3 o (48 4y 5 07 i 25 ) 3R
FHE s 4 ) NONO-TFE3 RCC B} 45 H 3L 515 55 & i
RBMI10-TFE3 RCC il GRIPAPI-TFE3 RCC A4 t B 52 4= B
PERIES , LA ARSI B AR T I A8 I S A 52

Rz AR AML (i 4B 2 MY, BR ORLPE L BUR 1Y
WE R I i WY M 5T, A B 23 5 i W4 RCC AR WG . L
L W40 RCC AR /2, AML R 335 AR &, [ )
PAX8 .CA-IX .CD10 F1 AMACR BH:, i ik B (0 Zhr &4,
A5 Melan-A MiTF . HMB-45 FiI Mart-1, D) F 315 WL kR ic
SMA, TFEFBEMREBORIREY T LR E S Rkt H
P, B N BB R =2 MR E I TS W, 4R 240 AML
i) TFE3 F1 TFEB 5% 4= [ : , AT LRI Z) it RCC %551,
1.2.3  cgmdk WAb G4 e ek iR &4 F S B INE
HBAT LARIE AR (PG IR ML , HEUB B ZHE . X
PR e () it — 20 43 2 B g 2 e . AR B
IR A% 1) — 2 W P e e - g 3 40 L TP 784 ) e €, RCC

WETR 20 Mg VB IR PE SR FL Sk R RCC #1 SDH i 2 RCC
(3R2) UK HA SR — A g WP R BB 40 RCC
PMERR AR R | T RFL Sk RCC B b AML(3£3), 7]
DL — 2H P A1 45 CD117 .CK7 . CA-IX . AMACR . HMB-45
1 SDHB 174 70112 7

R2 EERBRMEMRNERNEMENREALES

P Btk RCC &R R SDHB
e AT AR SURRCC BRRATE RCC
CD117 + + - -

CK7 + —/HFE R+ JRk + -
AMACR - - + -
SDHB + + + -

®3 AERBRMEMRNERNEMENREALER

o— L e Ol FLAR Rt
RCC RCC AML
CK7 -/ + +/ - -
CA-IX + - -
AMACR -/ + + -
HMB45 - - +

Xof I A 200 I 9 R T 240 IV B e €51 RCC i) 551 2
WIRBYEFAR G H Iz Wb 2 BB AR, 4 24
R NNV Ty 3 SRR 8 S0 W03 S A AR 9 L 15 H AR 1k
B ERFREW IR E CKT, 4R ZEta 7t RCC 3R18 %
Ik CK7 , LA = 5 0 W8 R 200 e 3 o CK7 B B AN AR
TR R LRIV . IRFEBRAH LU 2R e — 0,
TEMR P RCC Hh 52 9018 T W €0 S ), T V8 TR 4 i e Hh 2
3, (H A of 75 I T2 200 Lt T 52 ki e W 0 S i i Jmy A
WS, TR 25 A R e o IF HX R Qe FoR 2454
HIRZ I A, PR 5 L AR i I B2 PR o 4Rk 75—
WIS A B T P 2 % 500 /Y 5 52 ZH AL AR 75 ) J2 S100A1,
S100A1 52 — i 5 25 & & 1, A S-100 FK &k W il Z —.
ST00AT 71 2 4 96 v 1) BH 1 2R 24 2y 95% , i A ik €
RCC i BPEARSAAR T BV B D e A sg BT A A T
Yo Fe B PEREIR LN W A 41 M S (hybrid oncocytic/
chromophobe tumor, HOCT) Jz: 5 W& i 21 1fo I3 11 15 € 40 i 982 40,
LUEIE R H B V5B (9 WG IR 1 g 2853, B AiT7E WHO (2016
JiR ) B WE PR 432 b T FE et RCC H SR, 55 W8 1R 4N e
J3H1 Birt-Hogg-Dube ( BHD) £ A4 fiE A S . 74141 b o] W,
PRI TE TR A s A TAEAE , LA SCBRCTE 437 R8BI 0 ML, 41
JEFAL | CD117 (CK7 KRR B, o5 45 G i R LA B i BE I 11y
FLCN IR R K LAB) BHD 2GRS

VFZ B WA RCC, 5512 i 200 it g vl AEAT Rkt
B ARG IR URL P 5T, IS RA i (P RCC, X0 I B
AW EMFREYE CK7 .CD11T 1 CA-IX . Mttt RCCEH
CK7 F1 CD117 PR, 1 CA-IX BATE. 5 2Z AH I, i W] 41 g
RCC j#li % CK7 #1 CD117 BAYE, 1 CA-IXBHYE. Rk AML
O R RE IRV A  HE R AR Vs A A e A T2
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LR, R ERAZ AL HMB4S Hl Melan-A B,
S UUARIC SMA FHTE, B /NEFRIC PAXS BAPETT A B T %
il

SDH # i A RCC & WHO (2016 Jiz) ' g v i) 20 UL B
25 4145 SDHB . SDHC .SDHD A1 SDHA {51, H.A+ SDHB
BB RCC LA L, Ja = Rl iR 55 00" . SDH 45 7. 780 £ fike
Fa#R 2> 3 B0 SDHB Rk B2k, T SDHA 3% 3k sk & HAUR
SDHA 7. 5E kB . SDHB Gl A RCC B2 |5 g BR 20 i 4y
TR BB TR 1A T e, i 8 AT 2 2 R 2 e 4 i e it
T RGN AR S, A R A4 0 A Y e A R A
LI PPN G N iR 232 S 0 T o 3 R A an e
41y SDHB [ , T Jo Bl ' 4 2 L R e 1 Jfr g v A A /)
SR ORLAR N T FFE o 3 e A X Mg BT % 4] D o 8
MBI IR R E 2, SR ET RN RN T RAEY
JE B B , R RE HE B AR S R B0 bR AR W A, A A
SDHB [, M5 S 7E M 24> XA T4
1.2.4 3Lk K B AP I8 35 W B2 501 0 Se R 4B AL AT &
B T FLIOIR RCC Z A0, 313k S5 A0 n] LA T35 W] 41l g RCC
PEBFL SRR A I L B 40 i 5L Sk R RCCOMIT S35 5 o
RCC LUK /b WL 4 33 A% P F- 9 JLJRE 5 A1 RCC 2545 Mk AH G4
RCC ( hereditary leiomyomatosis and RCC syndrome-associated
RCC, HLRCC) . AJRAREH—41f24F CA-IX ,CK7 ,CD10 ,AM-
ACR TFE3/TFEB HMB-45 il FH 76 P4 47 359 HEAT % 597
(#4).

*4 REHRILLEMBEMENREANLESR

ooy BUIRN B MIT K HLRCC ZRG1E
R Recq Uk Bl R
&S RCC RCC RCC
CA-IX - (AT +GRER) -/ -
CK7 +/2 ] - - + - +
CDI10 + + -/ Akt + + -
AMACR + -/ + - -/ + +
TFE3/TFEB - - - + -
HMB-45 - - - +/ - -
FH + + + + -

AMACR J£7L k4R RCC WRUBARIC , 52 9k 18 14 ffd o Sk
KM, CKT AE T AIFLR RCC Ay sk 2 + T &7
3tk RCC, 220 AT FH . CD10 A FL3K AR RCC i
WEHME . B AN RCC A B il T 40 i B 7% T2 B 2L Sk &5
¥4, CA-IX A4 52 0K 104 4t R 5/ i BE 7 , AMACR. 7] LA
ANTR)FR BE B BRI, 17 CK7 30 3 B, MIT Z k5 (it RCC
Ao 1 W W FLK A5 AL, TRE3 s TFEB B4R fH B A
RS W DLE— 5 ) TFE3 5 TFEB 1) FISH £ I
2. HLRCC j& WHO (2016 i) 42537 Hm RCC 32 L 28
BB PR KRR T B 10 2 kT WU T 1 LR .
FHIENY RCC 2R R FLI R G5 20 A, 9 4 M B A =F s 1 18
PRV RIS, ) 40 5 L 09 o R M A% A LA Bk S s 2, R T
FAUMfR, HLRCC W r] B AR A R AL 2540, i

TR e R, B S 22, I TIE S 4R
BT FH e 2B A G @, b A B o e vl 5 A4 12 1B
FRUESRAT FH B 225 R ) o

1.2.5 —3 0 LB B 534 07 o) ok Az &4 (1)
A/ VBRI R S 018 I 8 S 2H AR S - R IR IR
(metanephric adenoma, MA) J&—Ff d1 JR 46 19 )5 '8 B /NE 40
L g A A T 5 D R T IR R R HE
PR BT 2, s T AR s S il % 5 b
Jz RBFBE A 987 ( epithelial-predominant Wilms tumor, e-WT)
FISE AL SRR RCC %51, 6 H A A BRAY B iR 2 Hil AR
A, MA JOAE, 4 M TE 2508 A e-WT B AL, 748 57 2
PERE AL ES M, B RHR 2 0 SRR 5
J R RCC vy WL AL, 20 e S R0 1k WY 8, BB, A VUK
YA, Sl 1 MA $y35K CD57, FL7E Ao T 4t i Bt sl 48
MG, RER sy 723k WT1, 45%57 1 17 ( Cadherin 17, CDH17)
XFRA RS R A AR R HOR 2 B MA 5 B Uk
PR S HOBR ) TE B R B b B P e o (SR A 31 FH A o
BEANHTRE I FE UESE 2 90% (1) MA f77E BRAF V60OE %878, K
3k — A5 A 5 278 B R S ME PR (VEL) A7 B T2 W, 18
67% 1) MA vh VEL B yRIE TR BT B, T e-WT {04
W2k, AT FL AR RCCARFRIR (£ S) o (2) B
s T2 vy B AL AR R IRE 112 W e e 2H A bR AR - g i
FARIRERY R & — IR PEARTE 48 0 T AR G B (collec-
ting duct carcinoma, CDC) F1% WL & B B i , I dHER
A, B IO, BAT S R REEL Sk, A — e
JSE 1 ) B0 52 7 R 48 A LI 0T o ) B 5 B S 0 Y A AR iR L 4
FZNAYFL LR RCC AU AEAE E d iy UC, FidiiE 100% fy
B A INI-1 Blde, SMARCBI/INI-1 % [K /& SWI/SNF
Yoo ST I SR A BAFAT HURBEAEAS I 1238 (K] 11y
Yo A SCHERIRIE 15% 1) CDC L] INI-1 AR . 3R
WFT 0 B R 8 3 7T LA T 4 M 5% s IR OCT4 1y 3 5%
KL MAILT CDCo T8 A A 1y b R s 1) 53], T LA
N GATA3 1 p63, FEZIERMJE PAXS JFAE A, a2
ik 20% () PRSP LLIPE . S TRAEOEL RS

BB PR P B AR CDC AR B, AN 235 1 B
Jﬁ“:‘_’;o

RS EBHENMERESHENREANLES

P& MA e-WT TR RCC
CD57 + — R+ — R+

CK7 - -

AMACR — /IR + -

WT-1 + + -

CDH17 + — /5 + -

VEIL KREH+ —/DE+ -

2 BERLAMEIZET AL RIS BT ) R R B RS
2.1 FIWTPREE bR SRIREIERABMIREY (LHHI IR
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B Rz 3 AR B AR A W 3% CK7 . CK20, &5 2> TR M E A
[HMWCK ,CK(34BE12) ] .p63 1 CK5/6, UC /45 [y JLA-
CK7 H CK20 JE [l 22 35 1 i 2 —, AT WL T 50% ~ 62% 1)
UC, BB EH LB 14% KEH5) UC A3k CKT 8,
CK20, GATA3 J2& ISUP #E## 1M & PR E% 7L — LR i) o
FLA T W 20 A% G 15, 80% 1 = 93] UC 323k, GATA3 fE
Y R ZH0 RCC oy B, A HiR B R 1 RCC IS 1R 44 i 8
EB/RATBAYE . BR T IREE b B A, GATA3 TEFL IR IR 0 B,
T2 R 2RO & B e B, 7 BB BE RS A0 % 7= 4
okraNT i AN N ORI DR N R U2 s I R
Ko IR GATAS3 7E HA TR AR M AV Ay R 90
WP B, & — AT RE IR 208 UC 1Y G 3 4l A6 A B
S100P( placental ) W & J AR L BRAY FR B E B2 by, vl 0L T
ift 80% ) UC,, uroplakin2 Fil uroplakin3 43 5445 , {H U4
/1A

2.2 S5 5 R AS BB 8 A A0 BR 8% b B7 R L% ( carcinoma
in situ, CIS) W BANIREY JREE L1 CIS 2 —Fhim 4k
SRR S A% TR G G K, 2T B RE 2.
S PEAS ARG A 5 I IDE J N R TR IR T (A A R Bl
BRI B TIBASA 2, 935 1 5 502 PR I Fbr A
R BB — D ME R RIS SR S AR 7 AT
JG e, B CK20 pS3 Fl CDA4 (14 458 2H A4 A 0 X 45
Wi —E A — 2B UHLGUB A AR (R 6)
CK20 7 S w7 4 9 742 v A3 <= 4 i R4 , Tilg K 22 %5 CIS T L
CK20 42, P53 78 SN PR A% Ay B 1 i Jmy BR T 5
JIGJZ 20 SRk B , 76 22 B CIS wh Sy AN [ A B2 ) 42 )2 B A o
CD44 2 — ARG RE 0, AR SRR AR I AN 552, W LA
JE SRRk ) S A L B 4 , AT A kT8 11 4 )2 B 5 (H AR 48
KRZH CIS o ATE. Ki-67 /EFIA KR, HAE CIS Fil b ¥
eI RB AV RES, A, Rl T X5
R A CIS WA 3 1

R6 KREERAREET CIS WERENLLER

bRy EH# SR PEAS G A CIS
CK20 AR IRTE A2 B 2R RE
p33 - - G+
Ch44 SRANM + PR RN -

2.3 KFIBEBLREER TN R RENREY BN
ARG UC PEBRAE 51k 20 D0 00 I I i & 1 o a0k R e
i (R8T A Y 110 M e o S SR A I I % D 11 2 A5 1
) WAMER — 45112 Wi sl T PE IR 28 1) Rk
AR, Ak R MR R T ORI T45 80 R AR 8 SR
BUTEDLT BFLIR B AR R R IbE Y i Y e S e S 1
SEBRRE SN 2 W, TR RS/ W R R
Ry CDX2 villin L M7 i v F #%) STAB2 ( special AT-rich
sequence-binding protein 2) #8 0] LL7E W & th F ik, TR &
S, B-catenin {55 (62 (A — & B E 81 % 45 4 e 3R
K JEETT LA B B-catenin (4% 9% €4, T JB D Jit % 14k 98

I BB RIS P LI Ao 9 50 32 W7 32 AR S ek R ke A
ARSI, AR L AR R

B TR R — o R P0G A M AR, 22 LTI e, R
HIRIE KRB T W 18 B /NVEIR IR FL 3k
AR FAREE 1 , WL B ZE S 7 SURAE AR b R, 40 i e L
R, AT DURERT RN, A7 I R B I o 1R] K B, A5 AN [ e
JE RS AN o B DRI AR T S 8 Bt R 3 ) A
TS o B IR R 23k PAXS I PAX2 X BN HFR IR Y
B dr G, BRK 3k PSUAS, AR E A FREMEAM
p63 , 4 v 22 L i S i PRI TN, i AR X A e A
TERIBEBE o 75552 W 20 i e ) 48 51 v, p33 1 Ki-67 A —
TER D B URPEIRIR U Dt R kb ps3 K (8, Ki-67 S4B 4
B 17 7 B 40 M B R pS3 5 BH M, Ki-67 3 5 45 B0 .
HNF1B( hepatocyte nuclear factor 1) /&3 4F 4 i F F &tk A4:
FELIE 7 B A0 2 W D BR AS  AN IR R , HAE I e PR
TE 375 B A0 B TP A BRE A B T2 (HOR R X 43 S
IR (R T) o
2.4 KFFERMREARMENEREALEESY B
TE 4 e Jiigg A0 45 R IR AE UC S8 0E M DL ET 48 1 2 i I (-
flammatory myofibroblastic tumor, IMT) {5 P98 AE LT 4 E40
M A SF-TE LA AR SO P . TEREAT BRIVIF LT,
T LT S AR IR AR 3% CK . p63 & 73 M)
HH 1 .CK5/6 SMA ALK .desmin Z£L) B2 W (5 8) .

FAE TE AR UC Hh i3 35 m] LA [) B BERRAIG, i 22
] s 2 LA A 2 B AR IC , 45 0l i 20 7 A 2 LR
CK5/6, FAn I p63 B, W SR Py REAE UC Y2 W, IMT #Y
FHE /2 SMA 3 [, &% R A T 1% CK[ W CK (AEL/
AE3) ], ALK-1 7B £ P (80% %5 ) 5% FISH-ALKI jiE 5247
TE5 AT B T IX 43 IMT FUHAB AR TE A0 M b o 73 LI
JREIRIEFIE actin M (EL) desmin, 1 2 FUE H FIE, WAl A )5
SEECs B S 2 A AR R p63 BAPE . BEEUIL Y myo-
genin 2 MyOD1 & [H¥E, HAFAFE L& 2 K THERE AN,

R RS
3 HISIRBESH SIS R R AL TS

3.1 FIERISIARSRIRR REALIREY  AHEMN R RS
W) PSA FI PSAP 159K |12 I FH 7 5% 8 3B A7 1 5 i 37 i
SRR, 1 25 O R S 4 5, AR v 1 i 40 e
PAAE AR, 24 PSA B s 0 25 S R B A isf, AT DA e %
3 — i A R e S R AR AR B PSO1S R TIE S i 41 AR R .
NKX3. 1 J&F homeobox # [, 7EHTFI AR . S LA FLIR T AT
FrSetEmm il . A BFITIESE NKX3. 1 fRic i 51 R o i
JEPEAALTF PSA 1 PSO1S, R AL B M il 51 e 19 SO AH
RLFPSAFIPSAP Pl I NKX3. 12 35 45 3 4 45 1 FH HIE 55 717 571
BRI —RFREY o AEAS D BRI FH 1) AT 91 B e
PUIF (PSMA ) Ja— 7055 55 14 i 57 Bt 1= B2 40 PR 26 1, E 48 K
ZRETYI IR RO R b Rk o R HAE = 2O A 5 R
SR 235 B0 LU 9 = T PSA |, {H PSMA 1] D) 3% 3K F 22 Fl i 983
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x7T BERBREEREHRREANER

S e A CK7 CK20 CDX2 B-catenin p63 HMWCK  AMACR PAX8/PAX2  PSA HNF1B
UC PEIRFESM b + +/ - - / + + —/+ - _ _
JERPEB AR +/ - + + JLHE L + / / +/ - - - _
25 H s - + + Mk + / / +/ - . - /
B IR R + - / / - -/ + + + - -
TS R AR - - / / - - + - + y
i W] 240 B + +/ - / / - -/ + + - - +
/7 AN3E

®8 BEMRTAMMENREANES

AR A SMA  ALK-1 desmin ek p63  HMWCK
(AE1/AE3)

IMT + +/-  +/- + - -

PIRERE UC -/ + - - + +/ - +/ -

T LA + - + - - -

BB + -/ + + - - -

A A14E RCC L g Wi 1 UC, {545 PSMA 1 Jy i 51 i 20
SURRSFPERRICA IR Z IR . 5 B R AT AR 41 4
b SRR YR BTG S RZH SR 9 e v B ek, R Rk
FHF X AT g1 BRI BB A2
3.2 HWBENSWTHISIBRE M R ANAREY
3.2.1 AJRfmMAREY LA BLS RIS MRS
M — KSR . B M SRR AN bR S = o T MR
H CK(34BE12) 5% CK5/6 F1 p63, Hij P & J M5 % €4, p63
A B R R IR AR AT R A 2 R AR AR B
ST R AN AR o TEZH LR AT BE R S v, R
FEJEC A0 ML B DU S 5 i 80 Mg (IS W o T ) 11 2 I
YNNI IRTT WL T 5% ~23% (1 BL PR 725 , 435 B 4 1 25
g5 B . BUICH SRR A Bk — SRR 2 L2
HIF RS, A LA HE 5980 Fr AL, J6 ISR A 28 il i A
HAEAR /NI DL T o AR, A3 T 51 Bt des s 1) £ S Rk
p63 , B R A BT 51 i i 1 > ek oy TR AR
SR8 BRI A R A FH RT LA = 12 B R
3.2.2 AEWIIME P ARGARES WAL P504S Y
1) AMACR 243 4 (6 1) 5 91 s A i 0 o e 263k vl I F
83% ~ 100% IR HI ISR , A8 Gleason ¥F43 W], A1y, AM-
ACR PFHH: A0 5 40 BA A T LA 3R 3592 BTl 50 g 14 s o
fRJ& AMACR Jf R 45 5, B 78 & 200 i 50 B b B2 N 98 %
(prostatic intraepithelial neoplasia, PIN) H fH 4, F H 7 — L&
AL T8 1) B M A5 , Qs 43k 22 45 L o R TR g o
AT PHE o 33— a7 Sl R e R R R 2 1) 2 R AR 12 B
TEI T, R AMACR & 2 T8 A & 1A
p63 BRA AL XY R B4, 2 Wi [ 2208 T LA FRid
B4 BRI L L R A K B E e R il A i A L
TMPRSS2-ERG J2: 1if 51 fi g5 F fe 6 DL 1 il 45 6 D91, ) AL
F BRI ABEL 50% 1RSI IRAE , WU AR 3 20% 1 RS
RRIEFNZ) 20% W 400 PIN A5 %1k, ERG L@l & S 308
JLHERAT Y ERG B (74, # AL AHT ERG LA REE K6 1)

i FIRM ERG A, 0 LIE R ERG ZE N HE MBS pR
Wy AR BT REAR, 78 2 0 R RT3 Mg i A vt T 2
PR, Rt ERG AR , 0 LS 76 W R h B AR Y
U BRI T ARSI IR 2 W Ml 53— 7T, B
TR, a0 AR 2 AR A b i A B b B A B 4
DS HEHT S R A2 T

3.2.3 U5 Z 45 ALE T AR E Ao UC 84 iR B4 AR &40

225 LB TS BRI A UC 22 I 14 8 B0 bR B A 58 R
B E BB — 2R #12 BA NI IR FIRYT
B NF—415 &M T LA 5o i) — 6 5wk 445 1 12
Wi(39). HkMPREY S PSA (4 F &M & 1 p63,
SR —A Bl PSA 5% BRI, 1M /5 PO b B9 BA 2, SR A T
UM o AR —hRd PSA B, T 5 P9 1A i 4 BH A, )
H Rk UC, CK7 F1 CK20 A5 —E MM EL, 550 e 5 1
MR ARZEk CK7 A1 CK20, i UC i % CK7 A, CK20 A3
GrBAME . AR LA PR AE R ], i AT A AR
P501S \NKX3.1 il GATA3, AR.P501S f1 (&) NKX3.1 B
P, 1 GATA3 [ 94 32 35 4y Hif ) Bt 95 ; GATA3 BH P, 1 AR,
P501 1 () NKX3. 1 B N2 W 22 3 ki UC,

F9 RSURIETFIERET UC M RZ AN LR
JEAEHM PSA PSMA NKX3.1 GATA3 HMWCK p63 SI0OP AR

HIPIRIRE  + + + - - - .
uc - - - + + + 0+ -
3.2.4  EAVRT R AR A m AR A B SR 69 7T 5 IR IR 49 S JE 4R

PeAR &M T BRI A A A, S T 5 T R 1
0.5% ~1% , BLRI/NAT A , T DA SRLSETE 25 24 U 2 T .
TRA RS2 A X LIAE HE |5 8 000 10 1 51 B 4
B, TP TR AL RRIC LIRS, B TS AT FI S
L TEN /IR 2 2R H P A2 N 4 I BRI «
CgA Syn il CD56, 90% F)/INAH ML Jgs vh & /0 — A~ L il w
EWBRPE, FIFIEFRE YA PSA (PSOLS 7 17% ~25% K/
A PR 8 R R AR B . SR PSA i PSAP 5 fH
P, DU i e O T8 B i AR /N AR o BRAREE 1/3 BT
B B/ INA g T AR5 p63 i 40T FA BRI, M FE RIS
it vh AR S B

JE R P /IR 38 N R /N A R 0 e SR B I
I Py /N AT A 1 6 ) G A A AR A B . TTFI 1 353k
A WLTF 50% LA LAY RTS AL/ NS . TMPRSS2-ERG [l &
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HEPIRT WL T2 50% BTSN  EAT ARG R S ie 4L Ak
afg FISH S, BH DU S5 i 900 JR Dt A /N 240 O 88 o 3 2R Il
PR S AR 2

4 FEHMEIZEFIERS T RBENLIRE

IR AL ANSEBME MR Y 1% (HAE R T4
B EA G o KERGr S AL AT LAAE HE AR 12 07,
(TR MBI, e AT R B E AR . JF HIPNIR
A TEA SN M (germ cell tumor, GCT) H AN ] B
TepeHALAR T A R B . SEALMIR 43 S GCT (PR ZR] 5T i |
TR P A B 2 A 2R ) S5 e e A 2 2 g
4.1 ZH GCT REZEAHUIREY SALIA (spalt-like tran-
scription factor 4) JE—fZ 56L& WG F T, 20
I GCT S U AR &5 W, TE46 K 250 GCT 20 1 i A% BH 1 o
OCT4 (i Fx g OCT3/4) J&—Fhoxt T W Jif T4t M 2 v fiE 1) 4k
R OCH SRR o HCTERS 5 A R RV I 1 e o B
TE A B A0 M AL I 988 ( germ cell neoplasia in situ, GCNIS)
IR B, TITE O B 920 RS 3 200 A P R 8 I 1 9
B . A SRS GCNIS =l g 4 110 AS ML 78 (7 2 i 240
JH0, #E7 IH OCT4 1 3 3F SALLA, (K2 SALLA A] fE 7L M #
thgIk . ORI BAT S R — /b L AR RS, T RE
AR GCT AR . AFP Al Glypican3 (GPC3 ) & B 8 %%
FIRFEMER S bric . GPC3 g AFP BE R iUsk, &2 — ik
G A A G LA 1, BT AR T 40 1 1% A= 4 0 4 4 Rk

TENT A RS L EE A TR0 M0 AR 20 B b S B £
$& CK(AE1/AE3) . CD30 F1 CD117 7€ P9 i) — 4147 9 1] LA
A RCHCKORE S A0 R AR AR PR 001 . CD30 e g vl
HJR kLB . GATA3 W] LA RGHAE GCT syl i & (k% 5%
ML LSy o GATAS TR 3 BR B 4E0 vl LABHA: , 1007 K
IR R R P g vh A B . GATA3 i B-HCG 1y BH M S +F
REE s GATAS 75 25 UL I 52 LA 35 38 057 10
FRANMUIIRE RN b B R TR AR IR B (2 10) .
4.2 %5 GCT ERZRERMBHNREALREY £
Bk 2R 0] B RERS 72 AL HE U1 ) EASCE 12 W, (0 A I 1R
KI5 GCT AL 533, X 75 247 e 414k
i o 4514024 Sertoli 20 i Jf 52 9k 18 R A5 44 , HAT 75 B B4 M0 o
FNGE S AIAZAZ , FR1 A Ik 2 A0 R I, 23 3E 5 AR B T RS i
AN S 2 HAT WY SR/ N IR 45 4 BOHS e A R 2 S P R )
FIRTE R o 5 28 ZORANAE RS0 1 Sertoli 2 L 25 5 2%
TRV . BAT BN Leydig ZNIIRARLT U0 8 4608 5 LA
Lo FAG T A 8 A 58 240 ) e 2R ) B e 2 2% i 21T 4 1R 2R
SELARML — 1 2% 18] S5 A £ 12 W

SALLA ZEPEZR 0] 5T 87 Hh B o % S8 MU B9 1R R 1) ot
IR, AL G2 R b5 75 ) 4 a-inhibin F1 calretinin i B 3 10 2
REZEL Leydig 40 I 22 3K 53X W MR Ic, (HAUAH —/INEf o3
Sertoli ZJH I A W& Y ZRIK o PRI i 2 — BT R AR S oK S
FH2 W, I 4F A HE A7 1 T A SFL (2K [ B A % X 1 steroido-
genic factor 1) , XFRIEE F IR 4 4546 % 1 (adrenal4 binding

F10 ZH GCT MRBEAKES
R MRtk PR SUBRE R RRRM

PER OO ey W R b B R
SALIA + + + + + +/ - +
Oct4 + + + - - —/+ _
CD117 + + -/+ /4 - - -/ +
CD30 - - + - - - -
Glypican3 - - -/+ o+ 4= - -
D240 - e /R - - - -
CK(AE1/AE3) - By YU + + _
Jakt +
B-HCG - - - - + - -
AFP - - - -/ - _
GATA3 - - - +/ = + -/ 4+ -

W TR ) S BB AT A SR T HE 5 RO R 5 GCNIS « A 240 A e

protein) , S PAEE BRI b RIS I8 A R A% S A SR
T AR T RIINAR B IR R AR B AR TR R ] R
i TeE r e ) SO AR AR AR B L AN RIK T GCT. B-
catenin {E 63% [ Sertoli ZfI LI AT L BHE , X4 RS W AT
—ERHB(F11) .

®11 £3 GCT i EK B RMERN R R AN LR

bR GCT PEZR )5
SALIA + -

Oct4 + -
Glypican-3 + -
a-inhibin, calretinin - +/ -

SF-1 - +

GCT ] LU BAE ¥ & 1A% 57 )2 412, 7T B-HCG | Glypican3 1
GATA3 [T

4.3 %5 GCT 5XAMKBENEEALREY 2
BRI R G AR A IR R 1% ~2% 5 B AL
JEM 1% ~9% o YRR B 20 Mk EL IR 2 S Uk B v o
W2 A . B A i SALLA [ CD45 ,CD20 11 CD30 ZH i 1 h i
Yol A S GOT 55 4 B bk U 90 A 2 o 8 ) S 0
AT REFE B SALLA W] LAEREYE (1 M Ik 0 B 200 B P b L2
SRR ARPE R B4 B bk C 8 rh s BB M W] RAb 78 g A
OCT4 .CK( AE1/AE3) 2545 B R i 2 127 o

AT R SRR VR 5 A A A R AN I S B, %
MERT B BT, e 4L AR R EL R 046 T B, 34 Wb IR 5B
PR AE B 72 G I8 () A 2 2828 3 TR T S e LAk 35
VAR S AL R N T — B AT S 2 3L al, 45 & R
I RAR ., — 7 30 Bl PN B S 02 W 2% R P P . A B
SCoRHREREE N H H TAEA 5 1), WA 12z A 1 )], Bp
e e & T A AAARIE T, 58 203 4 g M LA B 12 5 4y
T, B AR A A 2 R 3 IR 2 B B R 12 BORS o 49 L
Wl 43 A2 P A0 0 PRI M A 5 2R 0 g v )R g R, R
TS S 2 M (8 1 G2 AR 54 B0 45 ) 1
Heo
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AMRERERARR (BBRRIFTAF) % £ ER M EBRRRKFEFRAREF AT R85, PLURER
i B IR R IRAL R AR R EA K F MBS — E RBP4, m K F 4B E BRI RER, EINTFTARERRBE
A RE ERGEENRFESTRAREL ERE ETTRESF—WEERBEA BAR, B EEEXF S —WEBEERR
AL S, LI RFEW MG ERmEA AR, S B ERARES B ERBEA FEN, PEARMXEEERR
A REF, THAARERBREAS S LAXFFLERAFAEM TER, LT RFEFRRERA/ LT RXES ZER
A ERE AR FRE T LERBEA  EAE, RIEEFEMEERBEHR; ZE2M, AMNKEH —MEERREFH,;
5 FEERERFBTERBEA 50, TMEHXFHMBERREA; 2753, HREAXFE —HEERBEAM; £
EHEHBXERBEERBEA; XR, LERBREWE L FERBEM SR, PEEAXEWES —ERBEA; EEH K,
RAEHRFF —HEERBEA K, PEARBAEHREERBEA R R, AHRERAKRF T X E KRB B
A MIRFEFRWES —ERBEM; ORL PRAEHAXRFHEEATERBE AEE 3 XS —WEERKE
AT P HBERFRAFEZERERFERBEAR; ZLR, ARKXFPHERREH; LE45 REFEAKRFSF K
Ko/ R ETREIFFRAREE; LR, WBHEHKFSE _ERBEA, T4 LT RXFARERBEA L2 5, 5N K
FHEWEERBREA, LEF HIXFEFRMES —ERREA, T LR, TRFTEARES M F.O; T4 d, T X F
WEERREF; LXH BREEHXFRESF —ERBE ZAK REEHRXFWER —ERBEA; ZwW4eL A RIE
EHXPWES —ERBREF; AR, PEAARBREHTEERBEM; H L, LB XFWEBLRBERBEM; § 7, %
BHRARERFBEMN, E@, AR RERBEM AR, A TARERBEA AR, LLFREREFREWEE KRR
B HER, ERRES ZERBEA T F, ) OEMXFHEMN G ERBEH; Fah PhXPhiEERmEH F
EEBERREREENE; TR, FHRFWBEERREA; AR E, PAARMAERMNEERBREH; 244, H=
REXFRGERBIEA; EEK,HE G ERREF R, A ES 401 ERBEAREF, TLEALTIAER
FREAF R IR T AE P ERRIEAL R, T AR E BB IR B, B AR E R R A 4P B R, A Tk T
FMARERRBEA AL, AITRFWRES —ERBEA AR, N XFLEBERBEA; ARE, PTEARBAESTE
EZmEA,
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A
EPCR 8 13 i 16 PAR-1 fie i/ A\ FL R 9 MCF-7 2 fifd 3 5
N iE

VE RIS S WV I Y T

HE BN W ERMIEE S C 2K (endothelial protein C receptor, EPCR) %L I8 5 1T M 150 LALHIIIIE . Fik

R JH siRNA HOR BT MCF-7 4l g b EPCR 9335 s 5 ndt PAR-1 HTARFILIET PAR-1 /1T, R J5 R I CCK-8 A6 46l i )
H4FHRES) Transwell K2 IIERHE )\ Cell-ELISA £l EPCR X} PAR-1 {G TR . 58 EPCR TG, 525 A0 4L ek
JFFIAAR L, EPCR T-i2H MCF-7 20 a3 5 S iT A% RE Ty 2 W AR (P <0.05) o 47T PAR-1 HLiRAE B, 5525 FX IRLAAR I
PAR-1 friA4b BREH 20 L ity 94 FE A% RE D W R AIR (P <0. 05) o Jf H. Cell-ELISA 452 7% EPCR T H4H AR ZUARIE L 1Y) PAR-1

PUASS SR B TR (P <0.05), £5i8  EPCR Al L@ 5L PAR-1 fg#E NFLIRE MCF-7 40 I 5T 75

KR FLIRIE s EPCR; PAR-1; 3458 5 3T 75
HESZES R 73-3;R 737.9 XERIRERG A
doi;10. 13315/]. enki. cjcep. 2018. 03. 002

M H C 344 (endothelial protein C receptor,
EPCR) fie 5# H C(protein C, PC) ¥ L4545, il
PC AR RS 4 ~20 1%, G L Y& H C(activated
protein C, APC) 2411 1% 1k 25 1 B 0E 52 44 1 (prote-
ase-activated receptor 1, PAR-1),Jf H APC 5 H 4§
HFHEE S —RFEMEEENE -+ Va FVlla, AT T4
EE AL 2 SRR I S R Y eI ATIA
i EPCR B N AL RIS N A b 4ok
WF9E & B EPCR 754 L8 )i 2H 4 rp A 3Rk, o 3
Sk e TR e ) B R AL AR,
EPCR 7EZL e b o)k e AR i oK BB . AR S
L MCF-7 4fiffitk W WF 580 4, & RNAL SR PTE
NFLIREA I MCF-7 o EPCR B3k, sd i 750
Pt PAR-1 HTIRBH B PAR-1 {54k, R J5 K ] CCK-8
Transwell /]38 SIS | B8 240 i i) 44 5 ST RS g
J1o FKH] Cell-ELISA HZ ARKG M EPCR 2 35 2i 722 Xf
PAR-1 23 AL 52 i, LR E EPCR 2 5 ] DL
P PAR-L 3 £ DA 52 Wi 7L, 1t g 40 i 44 58 K% i

%
1 #MR5ET*

L1 ek AFLIE MCE-7 40l 3 o =5}

52 H17.2018 -01 - 09

FEWH : FER A RFEE R4 (81101493)

VEF AL AR BB R = B B 22, 2RI 221004

YEZ R AT, 2, W F5E 4 o E-mail; 714347662@ qq. com
TR, Lo, @l Bz, W A S 00, Gl R AE . E-mail

yuyqing@ hotmail. com

STEHS 1001 —7399(2018)03 —0244 — 04

e ML T, EPCR siRNA - BX | Lipofectamine 2000
(Invitrogen /A 7] ) '*', DMEM & B 15 % 3L ( Gibeo 24
A]) R g (LN U235 A A)) , CCK-8 35| &
( H AR AL =A%), TRIzol ,qRT-PCR 1277 &
(TaKaRa 23] ) , BT A EPCR B 5 BEHUAR RGBT
GAPDH HFEREHT I (Abcam 24 H]) , BUR BEARIC 1L
FPUN TG BEPUIA B BEARIC L1 F- 5T A 1eG F&
PR (AL P2 S M AR o BURSRUHEL PAR-1 41
{RZEHE Abgent Biotechnology 7y &) B i1 Il 8% o

1.2 ZWHE

1.2.1 @wmiesd MCF-T 40 & 10% a4 i v
) DMEM i s 52 5, T 37 °C 5% CO, fa i 5 5%
TN B 3%, EPCR siRNA %5 4t J#2 BR Lipofectamine
2000 #EAEBEITEET

1.2.2 ¢RT-PCR %18 TRIzol 37 & 1d HH 45 2 BX
& RNA SR 5 1 B0 & U0 B A3 ) 45 cDNA B g
£ H:50 C 15 min; 85 C 2 min, #X 5 7F ABI
StepOnePlus 17 E & PCR [, W A2 R :95 C
FiAE M 30 5,40 NP HEFEER (95 C 10 5,60 C
30 s). EPCR 5149y L i J¥ 51 Hy: 5'-ACCCTGCAG-
CAGCTCAATG-3’, F i J¥ %1 : 5'-CAGGAATTC-
CCGCAGTTCAT-3", GAPDH 3|¥) FiE 5 M. 5 -
AACGACCCCTTCATTGAC-3"; T % /¢ 51 B 5'-TC-
CACGACATACTCAGCAC-3',

1.2.3  mpasggise el OSBRI A,
JHAE AN R Ry 2.0 x 10° A/ FL, 3R 2= 96 FLAR, 15
24 48 72 h, 4EfLANA 10 pl CCK-8 %83 ,37 C ¥
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A 2 h, BRI 450 nm LEEMOGEE{E (OD {H) .
1.2.4 @it Atenl  BOSHE RN 40IE,
PR AN BE Ry 3 x 10° 4~/ FL, Rl 7E Transwell /)
FLEE, TEMAE 2SR 600 pL, 4 3 &
flo 557 24 h J U Transwell /%, Y H B [ @
30 min, 45 i 2L YL 4 25 min, T E R AUBTAA
FRITEL( x200) , B4~/ NEEREHLHL 10 SHLET

1.2.5 Cell-ELISA A% 405N 3 x 10° -4
MuER£L, HFh 2 96 fLAR , B4 6 K £L,37 °C,5% CO,
Hife it . PBS ¥ 3 i J5 4% 2 5 F R == i [ 10
mim, 1% BSA FiRE ] 1 h JFIIA—$137 CHH
1 h, PBS ¥t 3 i, I A ZHEW|BEF 1 ho A
TMB I 8 2 5 20 min, fIT AL L2 1R, R
Ja A 450 nm () OD {H .

1.2.6 Western blot #4&m  $2HUS & H, #47 SDS-
PAGE ik, SR J5 5% EN 3| PVDF %, 5% i i 2F 1% ¢
M2 h,—hr4 CHEFLIR, “HERME 2 h, AR5
F ECL 37k H i 257 .

1.3 Zeit=#abiE  RA SPSS 16. 0 F i tr4eit,
FERVPORER A x x5 R s A Y B L BER FH ST A
A1 K5 2R RCR FH B R R 7 22 5341 ( One-
way ANOVA) , Hrp P LR g R s DA o =
0. 05 A3 7K HE

2 #HR

2.1 EPCR F# R LT ¥ EPCR siRNA $ 4t
FLIRIEE MCF-7 20 jfl )5, 2% Al Western blot 11 qRT-
PCR £ EPCR 4835, 525 X BEHFTC T )
AH L, EPCR T4 EPCR mRNA Fl# [ 3Rk K F-
PO R, 225 A et (P <0.05, & 1) ;%8
X RR A 5 T 56 7 51 40 A5 L, EPCR T4 4] EPCR
mRNA FI#E F 3R IK K22 R TG 7 8 (P >

0.05)
2.2 T MCF-7 4158 EPCR Ri& Xt g 5E . iE
A

2.2.1 F# MCF-7 Zn g EPCR % ik x| 4m feL 3% 78 64
#ra 7E 24 .48.72 h EPCR T-HLZH i 241 ffl OD,5 fEL
WA TICOCP I e a5 IR RR A, 22 R B A Seit
SR SL(P <0.05) 117 G 5 3 41 2H F1 5 1 %) BR 2 4
il OD s (E 25 R JC B PE (B 2) o 45 SR Ui T4k
EPCR A L] MCF-7 20 st

2.2.2 F# MCF-7 2g e EPCR % ik 3t 2m pi it 5 9
#r Transwell 52525 SR W], 3 20 Y460 1) A A
] % & (%) MCF-7 41 Jfl % 3 PET JBE |8 pm /N AL,

A

1.0

EPCR mRNA /K

*#

0.0 I_-_|

Con NC siEPCR

B oy
(X A T
0.6 F

o
0.4

EPCRZE £k

02

0.0

Con NC siEPCR

E1 3B MCF-7 ffith EPCR FHisi B LR

A. qRT-PCR Kl MCF-7 Zjfif? EPCR mRNA {1335 :B. West-
ern blot ¥l MCF-7 il Jfi tf EPCR & [ B 323k ; Con. 25 [ 4 FA 4
NC. JEJeJ¥81%E Y ;siEPCR. EPCR siRNA L2l ; 155 BRALAR L,
" P <0.05; 5IRIFHIMLL, P <0.05

20

-# Con
—A— NC
—e— siEPCR

OD{(450 nm)

INF 8] (h)
E2 AELIEE MCF-7 RRIETHETER
Con. %5 FAXTIRAL ;NC. T35 5155 YL 41 ; siEPCR. EPCR siRNA
U] ST HRAUMLL, P <0.05; 5 T8I L, P <0.05

EPCR T4 2E 5 PET | 8 pum /ML IS 240 455
BICKIP N Y20 5 25 o0 BRAAH e X B R i /b,
R BAG R (P <0.05) ;1 JC K7 51 e Gt
HEZEAN AR, 75 PET i E 8 um /LAY
Mg 22 oW EM (B 3) . ZRUWH T
EPCR ik nf LI i MCF-7 40 iYL .

2.3 i PAR-1 Hi{&pEET PAR-1 {E A3t MCF-7 48
Bt 5E GER R

2.3.1 ey PAR-1 4E 8 5f MCF-7 4m .38 74 69 %5 vf)
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¥ 10 pe/mL Hi PAR-1 $p1AR4b B MCF-7 41 24
48 .72 h J5, OD, EHE B FXI A (K 4) , 227 H
AHit2#E (P <0.05),

4001

300F —T —T

200

A

*#
100F ’——‘
0 -
Con NC siEPCR
3 FEALIEHA MCF-7 HAiTERER
Con. 25 (XTARL;NC. JoK 755 Y4 ; siEPCR. EPCR siRNA
Beyed] s S IRAIAIEL, © P <0. 0555 NC 4ifi L, *P <0.05

4r —— Con
- Anti-PAR-1

OD{}(450 nm)
(3] w

—_

24 48 72
N [ (h)
E4 FELLIEEA MCF-7 fRERHEIETER
Con. 75 FIXTHE4L; Anti-PAR-1. Ht PAR-1 LKA FELL 5 5530 B4
L, * P<0.05

2.3.2 3 PAR-1 4k el PAR-1 488 2 MCF-7 4m
Jo it a9 % 10 wg/mL 3 PAR-1 HU{A 4L HE MCF-
7 4ifjf)E , 20k PET B 1 8 wm /NFLAY AR L Z H B

b, 2R BA G (P <0.05,45)
400

300 | o
<;
E 200 |
F

*
100 |
0
Con Anti-PAR-1

5 RE4AIELA MCF-7 TR 1ER
Con. 75 AR HRZH ; Anti-PAR-1. 47 PAR-1 HipfAc kb B4 5 5% B
AL, * P <0.05

2.4 F#t EPCR 3f MCF-7 401 % & PAR-1 Zf#
EHEI T3 EPCR £ikJ5, >k Cell-ELISA
FE ARG 240 it 25 T A9 A S 05 A6 PAR-1 DA B2
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Endothelial cell protein C receptor promotes human breast cancer cell

MCF-7 proliferation and migration by activating PAR-1
TANG Yang-yang, XU Yan-yan, YANG Hong-li, ZHUO Qian, WANG Qing-ling
( Department of Pathology, Xuzhou Medical University, Xuzhou 221004, China)

ABSTRACT Purpose To investigate the effect of EPCR on
the proliferation and migration, and to explore the molecular
mechanism of EPCR affecting the tumor growth and metastasis in
human breast cancer cell line MCF-7. Methods MCF-7 cell
was transfected with EPCR siRNA and treated with anti-PAR-1
antibody. Then CCK-8 assay was performed to determine the
proliferation of MCF-7 cell. Transwell migration assay was em-
ployed to determine the cell” s migration. Cell-ELISA was used
to detect the activation of PAR-1 on the membranes of MCF-7.
Result After EPCR siRNA transfection, the proliferation and mi-
gration ability of the MCF-7 in the interference of EPCR gene

group was significantly decreased compared with the negative

control and untreated control group. After treated with anti-PAR-
1 antibody, the proliferation and migration of ability of MCF-7
were decreased significantly compared with the negative control
group and the untreated control group. Cell-ELISA assay indica-
ted that the activation of PAR-1 in the cells surface of MCF-7
cell in the EPCR gene interference group was mitigated versus
the negative control and untreated control group. Conclusion
EPCR may promote the proliferation and migration of MCF-7 cell
by activating PAR-1.

Key words: breast neoplasm; EPCR; PAR-1; proliferation;

migration
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Expression of MAP3K3 mRNA and its prognosis in human ovarian carcinoma
YIN Can', ZHANG Ying', DONG Yu-ling' , TAO Lin', ZOU Hong' , LIANG Wei-hua', ZHAO Jin', LI Feng'?, JIA Wei'
(! Department of Pathology, Shihezi University Medical School, Shihezi 832002, China;

? Department of Pathology, Beijing Chaoyang Hospital , Beijing 100020, China)

ABSTRACT Purpose To investigate the expression of mito-
gen-activated protein kinase kinase kinase 3 (MAP3K3) mRNA
in ovarian carcinoma patients and to explore the correlation a-
mong its expression, clinicopathological features and prognosis.
Methods The expression of MAP3K3 mRNA in ovarian carci-
noma and fallopian tube tissues were detected by qRT-PCR, and
the correlation between MAP3K3 mRNA expression and clinico-
pathological features was also analyzed. Whether MAP3K3 mR-
NA expression could be used as an independent predictor of
prognosis for patients with ovarian carcinoma was further deter-
mined. Results The expression of MAP3K3 mRNA in ovarian
carcinoma was significantly higher than that in fallopian tube tis-
sues (P <0.05). High expression of MAP3K3 mRNA was sig-
nificantly correlated with FIGO stage and Challenge model of o-

varian carcinoma (P <0.05). Kaplan-Meier survival analysis
showed that the disease-free survival time and overall survival
time of patients with high MAP3K3 mRNA expression were shor-
ter than those with low expression ( 34 months vs 52. 2 months,
P <0.05. 38.6 months vs 52. 5 months, P <0.05). Univariate
analysis showed that high expression of MAP3K3 mRNA was a
risk factor for poor prognosis of ovarian carcinoma patients ( HR
=4.198,95%CI. 1.711 ~10.302, P <0.05). Conclusion
MAP3K3 mRNA is highly expressed in ovarian carcinoma tis-
sues. lts high expression is associated with FIGO stage, Chal-
lenge model and poor prognosis of ovarian carcinoma, which may
involve in the malignant transformation of ovarian carcinoma.

Key words: ovarian neoplasm; MAP3K3; mRNA; prognosis
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1 H ~2009 4 4 FARYIER B A 0 a3 45 R
AP FLIRLH4T UDH 15 4], ADH 15 {5 \DCIS 15 {3
FIIDC 55 5], Yo IDC f8F5 Hi RR BE O, 4%
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Jiis HER-2 fa 5 ma) ™ .
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Comparison of differences of Notchl gene methylation between hyperplastic

lesions tissues and breast cancer tissues in Uyghur women
LI Wei', ZHANG Na'*, WANG Liu-hua', CHEN Xiao-wen', LIANG Wei-hua', SUN Zhen-zhu®, CAO Yu-wen'

(! Department of Pathology, Shihezi University School of Medicine/Department of Pathology, First Affiliated Hospital, Shihezi University
School of Medicine, Shihezi 832000, China; ° Department of Pathology, Xiangyang Central Hospital, Xiangyang 441021, China;
? Department of Pathology, Xinjiang Uygur Autonomous Region People’ s Hospital, Urumgi 830002, China)
ABSTRACT Purpose

To compare the difference of Notchl Notchl gene in Uyghur breast tissues including usual ductal hy-

methylation in the breast cancer and hyperplastic lesions tissue perplasia( UDH) , atypical ductal hyperplasia (ADH ), ductal

from Uyghur in Xinjiang. Methods  The methylation level of carcinoma in situ( DCIS) , and invasive ductal carcinoma(IDC)
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were detected by MALDI-TOF-MS technique. The association of
the methylation level with clinical pathological characteristics of
patients was analyzed. The expression of Notchl protein was de-
tected by immunohistochemistry. The relationship between the
methylation status and expression was assay. Results  The
methylation rate of Notchl gene in UDH, ADH, DCIS, and IDC
group was gradually decreased (P <0.05). The 9 CpG sites

methylation level of 13 CpG sites are statistically lower in cancer

tissues (P <0.05). The hypomethylation are accompanied with
low differentiation, lymph node metastasis and high stage of TNM
(P <0.05). The lower DNA methylation is negatively correlated
with the expression of Notchl (P <0.05). Conclusion There
was a differences of the expression and methylation rate of
Notchl between breast cancer and hyperplastic lesions tissue,
and its biological significances needs to be further studied.

Key words: breast neoplasm; Notchl; methylation
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A retrospective analysis of clinical characteristics and

prognostic factors for primary breast diffuse large B cell lymphoma
ZHU Xiu, YIN Wen-juan, WU Mei-juan, CHENG Guo-ping, SUN Wen-yong, NI Xing-hao
( Department of Pathology, Zhejiang Cancer Hospital, Hangzhou 310032, China)

ABSTRACT Purpose To study the clinical features, immu-
nophenotypes and prognostic factors of primary breast diffuse
large B-celllymphoma ( PBDLBCL). Methods The clinical
pathological data of 49 cases of PBDLBCL during January 2006
to December 2016 were retrospectively analysed, and the basic
clinical and pathologic data, pathologic types and the immuno-
histochemical slides by EnVision method for staining were sum-
marized. Results 47 cases were women and 2 cases were men.
The age ranged from 24 to 79 year old with the median age of 48
year old. On microscopic observation, tumor cells were large to
medium-sized which characterized as diffuse infiltration between
the lobules of mammary gland, around the duct, interstitial and
fat tissue, some were single file cord pattern. The immunopheno-
type showed 37 cases were of non-GCB, 12 cases were GCB
type. Ki-67 index were greater than 40% . According to Ann Ar-
bor staging, 16 cases were stage | EA, 28 cases were stage [
EA, 5 cases were stage [V E. IPI score: 30 cases with 0 ~ 1

score, 10 cases with 2 score, 9 cases with 3 score. Patients

were followed up from 5 to 146 months, The 3-year overall sur-
vival (0S) rate was 51.2% and 5-year OS rate was 36.7%.
Single factor analysis showed that there were statistically signifi-
cant difference in clinical stage, levels of LDH, IPI score, BCL-
2 protein expression, and BCL-6 protein expression in 3 and 5
years of OS rate. The multiple factor analysis of Cox regression
showed that the increase of IPI risk classification was the inde-
pendent adverse prognostic factor of primary breast diffuse large
B-cell lymphoma. Conclusion The diagnosis of PBDLBCL is
confirmed by pathological biopsy and immunohistochemical
markers. The immunophenotype was mainly non-GCB type.
Comprehensive treatment including surgery, chemotherapy and
radiotherapy is appropriate. The prognosis should be comprehen-
sively evaluated by multiple factors. IPI increase risk classifica-
tion is the independent adverse prognostic factor.

Key words: lymphoma; diffuse large B cell lymphoma; immu-

nohistochemistry ; clinical characteristics
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2 R ZREAT T DNA R i Bl e e O A
701 BREAT TG 23K A A1 o

1.2 HlR$E  RANGEETIRER - Wb 40 i

52 H 1#1:2018 -01 —09
BT H ¢ [H R THZEZ TER & RUFE H (W2014GJ10)
PEFH0r " R R B 3R, A8 230021
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s SR 2 R s D) BRI R AT B o JF R Feul-
gen Yo (G iR, 22 s il BETr 2B R G AT IR
Al D) B 10% i /R S AR[E R 28 5 mol/L HCL £
27 COKff 1 h, F{f ] Feulgen QLA 1 h, 2818 K
PRVE 1S min, A5 EHURI

1.3 ZHfE DNA {547 FT A DNA Q@ f 4
F 3h4i e DNA & /o R 40 [ 22 v Wl (JE1T) B2
JrSWT R GEA BRA AL BT] AT 40 5Kl A
13t 8 000 4~ LA_E 4%, AR SR 3 A [ 4l i A% B
HA A FRRIES L A Shoe A s At 2.
mr, DNA S 9 R/ M A 2 DNA #5840 ( DNA index,
DI) o MR H B 55 3 40 i 1) DI i b AN K02 W 4
4y (1) FAME:DI=2.5 MR H A1 5 =3 1,
SR ZA I EG B R T A  ERY 10% |, 8 B el
A TARDIFEL T ~1.8 8(2.2 ~2.5 Za]);(2)
AJEE:DI=2.5 )53 W ALK ~2 A, s s Al
HELLBITE 5% ~10% Z[a); (3) BItE: R WL DI=2.5
OS5 H A DNA A5 (A A ok i 5 Jo e 4 ol ™ A
i 1 ESACP (BRI 73 Br 40 Jfa g Rl B2 ) ol 2 19 4
FERIE R T

1.4 Zit=7miE  Prf Bk A SPSS 20. 0 i
PEATHET A B S ECRORL BB, SR O3 FEROR,
I BHRR A X K5, LA P <0.05 N2 A GETHF

2 HR

2.1 DNA-ICM #EER AR 4 402 filbrA,
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Bk 22 PRI RAR B0 A 1 A S SR A6 T (R R A A1, 36 3 304
Bil#EFT T DNA-ICM &l 7 18 45 502 Wi i i X
BT 200 ANSAHEA G LA, B 411 4], AR
S 177 49, B 2 698 Bl (1)

®1 DNABGAMERRESE

e DNA fA TR 74 ait
SULHRS R B DNA GRS A>3 1) 3%
s AN (>10% ) 2
LS 13
DRGRRHS TR DNA RSB -2 1) 177
sk
RIEESHR I DNA iS4l 269
sk

FRAANI & T DNA i 5% 400, 1 B AN A A2 1
T EEILS A I AR Rk il — P A

R DL DNA A5 4t 0, 48 Mgk H w0, 3 B2 14
U5 A W R R Al — 4

AN EEAR 2
AR A A 2 1
it 3304

ARG PR 38 V5 E 701 ], B R T PR bR 223 491
(31.8% ) (LASSJ i N A ) L R BRI
PERIEE 88 ] (12. 6% ) ( FZ R R JE A AL 1] BE ok
ANBH B W MR B RS S ), IR T M ko 390 i)
(55.6% ) (3% 18 14 4 E 5 P T A5 99 14 1 A8
H AL EEGEE) (F2),

FR LA ZURF AT 43 R WU 5 il 2 4R AR 369
1] (A S I EE 42 W IR 4 4, TR il
440, £4F 3 il EBUS 1E /G414 %) (5 BB Ui s
52.6% , M 2E AR AR 253 1 (i IS i BT 58 T 4
SERRAR) 1 36. 1% , HAB A LURFEFR AR 79 6, 5

11.3% (%£2),

2.2 DNA-ICM 2 Wi REMIE SN LAIGA 4SS
SAE RN AR UETEH DNA G2 B 45 SR 112 W i fig
(£23), AT UL DNA f5 AR5 #7285 SR 7E A R AR A R U5 1)
FHME R (41% ,19% \38% ) 57 ki & B 11 580 %
(61% 19% 47% ) fFHE— i — 8. i —F 5t
HCAJURE A S | B SO BRI A S, 5 OR
7R DNA EUG BT B H 8 s ) AR S e B 39
5 (92% 87% ) , 45351 RE U ELAE 41 fg 2% 12 FH 7 1
B R B RS L BHE T | B
AR T3% 93% 11% 94% , ] B 3= 22 15 4l i 2%
B AR X A0 T 2 I R S5 R S8 A G

2.3 AEIGEFKFEHIES DNA EHAEERY
XARREERS  H—PxF—2ngE5 | DNA £5
PRAKSPAR A s il R 26, nAp it 251 AL SUR IR 4,
PEAG B AR AR AR LY OR i, FRAS &4 HT B,
HIR G AR 5| KA AR S0 AN B RS B TR
PER AR SR A 2 A8 B N B oR R AR S
PEBINT DNA AT H 22 R 0B EH (X 4) . Hi,
I 2 5 DNA fE IR S0 52 I AR e

3 itig

TE 20 % P g 200 1 A A S BRI A A
DNA S50 S o S A R IR AR 1, s A IR 2
ECBAZ AR A o, BE T HEPA DNA 55 i i 22 L i
JBE 553 AR RE i T AR o SRR W R A . Rk,
A HHBE DNA 554 5 500 iy sl Ak 49 00 1) 240
BOH S8 22, 20T RIS AL 4 81U S M A2 1 T
T EARAE 4 DNA PR 5 53 #7 4 AR i st

x2 FREAFREFHES DNA FEREERZEKXE (%) ]

TP B DNA fip b7 X fks S
2 KRS HEIAE (%) PEBERESIEAE (%) RIUBERESHEE%)  PE BB P
95 %k 178(25) 54(8) 469 (67)

SRR (%)

W (hrAfE) 63(12.9) 57.0(13.4) 56.0(16.8) <0.001

AR TE L (95% CI) 61 ~65 54 ~61 54 ~57

PE5

5 123(26) 35(7) 310(66) 0.707

ks 54(23) 19(8) 157(68)

FEHLURIE

GRS ERS)TE R 117(32) 36(10) 216(59)

il a2 39(15) 10(4) 204(81) 0.002

oAb LU 22(28) 8(10) 49(62)

SR AT UL AR MR B M AR

HBA 12 W A T 119(53) 27(12) 77(35)

R W A AN TR AR 35(40) 21(24) 32(36) <0.001  <0.001
A R AR 24(6) 6(2) 360(92)
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%3 EHBEYES DNA-ICM 3¢5 45 R & &1EN

FRA T
MRS AN HoAd
TR S 7 - AN

Bl SR

TG B DR
Z%L 701 369 253 79
R 311 226 48 37
SIS 44% 61% 19% 47%
A B EL 390 143 205 42
DNA-ICM #5:3ill
DNA-ICM [ 5 % 178 117 39 22
DNA-ICM ] & f5il%e 54 36 10 8
DNA-ICM [ 5 %% 469 216 204 49
DNA-ICM 1 & pH 2= 3%  41% 19%  38%
LA TR
FLPHPE 5 202 142 35 25
TR 65%  63% 3%  68%
LR M %L 360 132 191 37
1 5 N2%  N% 93% 88%
EARSR (T 57% 55% 66% 56%
P 5 ) 4 87% 93% 71% 83%
PR T (i 50%  90% 2% 2%
I3 1 T (i 7% 61% 949% 76%

a. BN AT SR 2 2, WA R 2, RNl A4 £F 32
BEEX EBUS Jif K 2 2055 5 b, 32 %8 g S B s B (M i oy 32) WUk 2
MU2EARAS s . B WS IEAS | I RE Js | B R A A A e g, HROER AR, LR
S E SR, G, B, s, AR IEA R 2 d. &
TS BT 12 W R R B LA SR B 2 W 0 T S S A LA
T HoAb A BRI AE e, DNA-ICM &3 1 ~ 2 A5 4 57 40 i A
5% ~10% 34 (5] ; £ DNA-ICM FF4:55 1) 55 1T 5 95 0] 14 A0 o
A SRR BB 5 o S A A R BH TS T BT BB (B L d)
tp ICM 2 W FRPESPT BE A6 ] h. DNA-TCM 4 Wk e (£ AN B
TP A WA 25 1)) B 1tk B ] BE 32 W A9 TE A 3R ;1. DNA-ICM ]
Wt B 12 W PE IR N B AN BB 491 ) B 12 8 O 55 AT B ) 19 1E
B

x4 REERTRG

R SHE WBRE" OR OR(95% CI) P
AR M

EWAT(L) <60 >60  0.616  0.447~0.848  0.003
el S il 0.912  0.651~1.278  0.5%
i s F L KI 22.239 14,333 ~34.506  <0.001
Z 57 (Logistic

=15

HERA (%) <60 >60  1.026  0.671~1.568  0.906
e e s 1,126 0.721~1.758  0.603
R A K 23.236 14.757 ~36.588 <0.001

* SHE A RHAESER I E TR, faR M % R AR AR %
THIEA

AR RO VR, PR AT DNA S a1
I RN it e T 20 b T A B A3

S BILIR A, (g B2 R AL BRI S iR B ) T
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Sk L BH Y A L BH 2 A 4350 65% 92%
50% 77% . T DNA E1G 53 b4 A F A 5] ok 51t
KA W 2B 3850 87% , s %3 AR B 5
B EL. o, B PR I 5 i 2 2R 1
TR Ry 63% , Sk R 92% , FH 1 T (K
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TURAE A 3% , 5 5 A 93% , BH P 700 A N
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(VR 41 i 2% ) 32 W 17 SR M (63.4% ) | FF 5 1
(81.9% ) . FH 1 350 I {H (78.5% ) . ¥ 1 351 Ml 1
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RESLOE 0 AN 244 . FAZEE AR T4
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FEML F T . B, 40 DNA &5 5 #r £
ARAEMIE Rz, BA T 2 W e
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Study of a novel diagnostic assay for thoracic malignant

tumor based on DNA image cytometry
XU Jian-ping' , YE Wei', ZHAO Jie-ting' , SONG Rong-rong' , NIE Kun', LU Li-ping'
(' Department of Pathology, Anhui Chest Hopsital, Hefei 230021, China;
? Xiamen Mike Audi Medical Laboratory, Xiamen 361006, China)

ABSTRACT Purpose To explore the effects of ploidy analy-
sis on thoracic neoplasms based on DNA image cytometry
(DNA-ICM), and to look for a meaningful novel diagnostic as-
say for tumor patients. Methods 4 402 patients who were diag-
nosed with thoracic disease were recruited in 2 years. By the

DNA-ICM analysis, all the specimens were diagnosed as three

types positive, equivocal and negative ones. The results of
701 specimens were compared with biopsy and clinical follow-
DNA aneuploidy detected by DNA-ICM were

65% in confirmed malignant samples, 64% in equivocal malig-

up. Results

nancy, and 8% in non-malignant diseases. The comprehensive
performance of DNA-ICM in malignancy was 73%, 93% ,
71% , 94% respectively for sensitivity, specificity, positive pre-
dictive value and negative predictive value. OR analysis found
that the risk ratio of aneuploidy in malignancy was 23. 236 com-
pared to non-malignancy. Conclusion DNA-ICM can be ap-
plied in thoracic malignancy and have more potential values to be
explored in oncology.

Key words: thoracic tumor; DNA-ICM; ploidy analysis
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5 T A T TNF-a P8 45 UUO /DN EUE 2 C3 18 B 8] i
£ 4k Ak A 19V R AL

=\
W 7N

WE:BH R TNF-o S E5ELRFE UU0 /MRS /IME L AL #MA 3 (complement 3, C3) 7K A5 5 (8] BT £F 44k ( renal in-
terstitial fibrosis, RIF) KAHSCHLH, 1M TNF-o SZARFEHL 25 565 (etanercept) BE A5 HT TNF-o E AR RIF, Fik  HEFA A
(wide type, WT) 5 C3 £ ER (C3 knock out, C3KO) /INER 43515 B TF-A (Sham ) 2H |, B4 bR 48 4541 (unilateral ureteral ob-
struction, UUO) 4 ; B4M, 4 WT UUO BUIE 1 51 R [R] e B etanercept, WiE WT UUO % C3KO UUO FREF 414+ TNF-o . C3
MZEIK S TNF-o 533k C3 B/NE ARG B RIF R WLEE etanercept AL I WT UUO U5 % 2405 /ME E 4R 3K TNF-o
Z AR (TNF-a receptor, TNFR) \NF-«kB p65 \'\§/NE C3 ik K RIF 2, &R UUO RBLLULT A B/ME LRz 4 fush 3=
ik TNF-a 52 {4 (TNF-a receptor, TNFR) & UUO J5 B 41 45 355 TNF-o, 5550 1B /IME B 4323k C3, 355 C3 B/ NERIEA
9 S PEF 3k TNF-o 483541 ; C3KO UUO £H RIF FLEF4E WT UUO AH5% (P <0.01) ;2 etanercept ZbFE WT UUO B, 5 /N& C3
FIEF 4140 NF-kB p65 ik B T (P <0.01) ,RIF JH# (P <0.01) , & UUO ARJ5 TNF-.C3 ¥y 5 RIF, TNF-o 7] fE
JE R/ NE LR M SRR T NF-kB p65 (FRBEN T F/NME LR A C3 7242 5 RIF, i etanercept 7] REFEHT TNF-o 9

12 RIF,

KR B TLT AL s TNF-o s #MA 3 NF-kB p65
RESES:R692  XEFRERSG:A
doi;10. 13315/j. cnki. cjcep. 2018. 03. 007

"B ] i 21 44 (renal interstitial fibrosis, RIF) J&
Tl B G T R I I RS R
TR R 22 14 B0 ) S 9 B 5 52, 5 () 5 A8 E A RMA
b5 RIF G674 TNF-a BREEMLHF, F
B A B AH it 4y b, 1 AMA 3 (complement 3,
C3) & —Fh SVt SO 2 1, ™ AR 5 RE PR 85
TNF-a, IL-18 3¢ % 25 §)° ") INF-o"' ™ Jp
C3'5 - g nl A G A B BN 2 5 RIF, 44
WFFE & B, UUO Jg5 B 20 41 rp Al o S5 a5 488 & €3,
TNF-o? 7 H KB A AT SEIE S, TNF-o 25 48
K+ 7] fig 8 i 3% fk C3 mRNA J3 3 i 217 5
PPRE'" NF-kB'*' Z£ 1] 5 PPAR«a . NF-kB p50/65
PRI SRR T4 A AL TR S C3 Rik, PLE
L5 N FAT#E UUO X — L HLBFFY RIF gl 44
B TNF-o J& il 4 B 4140 C3 2 5 RIF $24it
TH[RE. Z AP TNF-o filiG 8 11 Q0 LA L9 o | 4 3%
PR TSP TNF-o £EFH, ©AEIG IR B 32 0 FH F
FE R T R 55 KR 25 48 2V IR YT , F 2
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BUS I B 78k o SR TNF-o 2 UUO J5'%
INE R C3 /K2 5 RIF, etanercept fE & 45
Bt TNF-o 9805 RIF 522k — D90, R, A0
TR TNF-o B UUO /N /MG L Rz 20
Ml C3 7KF- BARSEHLH, B2 TNF-o Z K45 H0H] etan-
ercept REEHT TNF-o T 95 /NE E R4 C3 K
S AR RIF, A3k etanercept /& 15 A FF RIF 1697
I R B2 fit S B AR

1 #MR5ETZE

L1 R8s Wi CSTBL/6 B A 7Y
(wide type, WT) /NER.. C3 LR Ak C57BL/6 /)N i
(C3KO) , H155 =42 & K 2 i 280 BIF 5 e 52 2 % 0
KR 18 ~25 ¢

1.2 UUO/MRIRBEI KRS E Hebrifi UUO 3
Wity 3, 3 RN 7 Sham 4, FA D5 A UUO
(AL 85— % DR, AN gL R ) o WT I
C3KO 432 2] :Sham 2 (n =6) .UUO 4H(n=6), 5
A, WT X33 2H.UUO 2H(n =6) ,UUO + L-etaner-
cept ZH (4K 0.9 mg/kg) (n =6) ,UUO + H-etaner-
cept H (£ K 1.8 mg/kg) (n =6) , etanercept %%
ORI I . A BN ZEAR RS 10
RALFEFFBARMI'E HL
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1.3 BHAREWREK Masson & YIH2 mm
B Y], R T AT R 41 R i 18 2 20 min;
0.5% FEHEE (A pH 2.5),37 CEE 20 min;
10% 9 1fiL375 55 P41 60 min ; 7353 il TNF-oc(1 2 100) |
C3(1 : 100) ,anti-TNFR 1I (1 : 100), NF-kB p65
(1:50),TNF-a(1:100) +C3(1 :100),4 CIFH
TR, P43 0 0 P PR ¢ 56 —Ht (1 : 800) ,
WG R 30 min, SR ML Masson 34 (4, 40 BEZH
LY. ¥IH] Image Pro Plus 6. 0 Z{F 3144, I A
10D {H K area, #R4E Aod ( Bl I0D/area) f Masson ¢
(EN L AN E R A a1 (BB < =L T2 0 v

1.4 1% C3 7kF Elisa il WT UUO 41 . WT
UUO + L-etanercept \WT UUO + H-etanercept 2H , i Jf
Wik, 73l B BUMAEAS , UG B+ C3 1R & il
WA R vk 1 H AR C3 MR

1.5 Zit#4bhi8 e Bl Br R A SPSS 22,0
AT g b L TR B L, « £ s FOR 4]
FEBCR FH BRI 3R J5 22707 ( One-way ANOVA)

2 HR

2.1 BHLAH TNF-a IRIE TNF-a FETOLE
/R, WT K C3KO UUO 41 B 41435 n] WL 4 e 9k
TNF-o, FZ4 T B 05T ; WT 2 C3KO Sham 23 7]
OB 40 R AR R E RS SR 0 TNF-o (B 1) .

Sham

2.2 BHALAH CIHFRIE C REHLER,WT
UUO H'EHZU R WAR I3 B /NS b e 4B e ak s 21
{65% 3 C3 ;Sham 2 n] WL A R AR R R PE G 4 (4
9 C3;C3KO Sham 4 5 UUO 4 JL-F- K W41 t8%¢
JEC3 RB(E 1),

2.3 BHALAH TNF-a5 C3%XE TNF-o 5 C3
PE(E 1) : WT UUO 4] 1] WAE 41 4 56 1 B /N
JEih A gt TNF-oo 323K ; WT Sham 24 7] Ui 2H 21
gk 5 B AR S IR B AR (0 98 ; C3KO Sham 41 324
A UL A 2 R S A B 6,951 C3KO UUO 4 W]
DL [R5 A 2 B ook, i J L /N R AR R S
PEIRE B8 4% (45 . ] Tmage pro plus6. 0 4K {4 Xf
TNF-o \C3 5868 B AOD {HHEAT 50112 A, 45 21
7% UUO 4 TNF-o 223500 3% F Sham 41, UUO 4
C3 FiABH B3R T Sham 4H(P <0.01)

2.4 C3 7 RIF hy/EA  WT UUO 41 ] i v
DR o WA 2t 0 I I 27 4 AR, C3KO UUO 4 ' ] Joie
W 0 Ji i 1 4 U AR T BB B /0 WT UUO 4,
WT Sham 2 % C3KO Sham ZH {3 U, 5 [a] 5 1 45 B 30
BIRGOSLIZLTHE (B 2) o H Image pro plus 6. 0 %X
% 45 2 o (0 R D DU R T B T 43 EL A T T2 4%
Hr:WT UUO 41 .C3 KO UUO 4 ik & 0 s S Ui F
FE 4 b WT Sham 2 . C3KO Sham ZH B E (P <
0.01) ; HWT UUOZ i & €5 e Jit i AR i AR A 43 Ll

Sham

1 RPEVOLIERINA A TNF- (C3 HA7EF AP RIRIE  sp 00O TNF-o, ZLEDOBER C3



Vo R S Ih R IR 4k

J Clin Exp Pathol 2018 Mar;34(3) - 269 -

# €3 KO UUO A HJ i (P <0.01); WT Sham £ 5
C3KO Sham ZH i) # & (4 Ji5 J5L 0B AR 1 0 L 22 57
TG 2FE X (P >0.05),

2.5 TNFR 7 UUO RAMEHAFRRIZE TN-
FR G500 LGt o Brai Ran T /e WT UUO 4
WT UUO + L-etanercept , WT UUO + H-etanercept 2 ,
JUT A B /NG i 240 i JE 45 3k & 2,5 TN-
FR, F Image pro plus 6.0 &% TNFR %% 5% i
AOD {H#ATGE 1274387 : WT UUO 41 \WT UUO + L-
etanercept 21 A1 WT UUO + H-etanercept 4 2 [H] 25 5+
TGETH R (P >0.05,3)

2.6 TNF-a 55454 C3 #1 NF-kB p65 RiEH) %
7 RETORSE SR WT UUO 41, WT UUO + L-
etanercept 2 . WT UUO + H-etanercept 21 C3 ,NF-«kB
p65 FEiE MG RN : WT UUO 4 0] I3 4 B
/N b B 20 B L B SR 4T .50 €35 WT UUO + L-
etanercept ZHANA /DB B 20 M M T 3R TR 41 (8 9k
C3 19'B /& ; WT UUO + H-etanercept 21 4 L |- F7 21
JL BB LT A 5 C3 1Y B /IVE s WT UUO 4 LR
HR B/ INVE T B A DB R] A R IR AR (0 5
WT UUO + L-etanercept ZH{X WLER20 B /NS _E Rz 2 g

WT
Sham Uuuo

TR FH A5G NF-kB p65 ; WT UUO + H-etanercept
ALY R DL B /NG T B A 2 ik 2 5,5 NF-kB
p65., H Image pro plus 6.0 Z 4%} NF-kB p65 ., C3
9SG AOD {H #4748 1127 70 B : NF-kB p65 ,C3
TEZ AR IR 22 A BFPE(P <0.01) , Horp WT
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Mechanisms of complement 3 expression via etanercept-mediated

TNF-« in UUO mice renal tubular fibrosis
DONG Fu-xing
( Provincial Institute of Clinical Medicine, Fujian Medical University/ Fujian Provincial Hospital, Fuzhou 350001, China)

ABSTRACT Purpose

could regulate C3 expression in tubular epithelial cell which in-

In order to explore whether TNF-a

duced renal interstitial fibrosis after unilateral ureteral obstruc-
tion, while whether TNF-a receptor antagonist etanercept could
reduce C3 expression in renal tubular epithelial cell which could
Wide type ( WT)
and C3 knock out (C3KO) mice were separately established to

alleviate renal interstitial fibrosis. Methods

set up sham group and UUO group. Moreover, WT UUO mice
were intraperitoneal injected with different concentrations of et-
anercept. Observed TNF-a and C3 expression in operated kid-
ney after UUO in WT mice and C3KO mice, the correlation be-
tween TNF-a expression in operated kidney and C3 positive re-
nal tubules, degree of operated kidney renal interstitial fibrosis.
Observed TNFR, NF-kB p65, C3 expression in kidney tubular
epithelial cell cytomembrane and degree of renal interstitial fi-
brosis after intraperitoneal injected with different concentrations
of etanercept. Results Nearly all of kidney tubular epithelial

cells cytomembrane were TNFR positive, some of kidney tubular

epithelial cells cytomembrane were C3 positive, operated kidney
was TNF-a strongly positive in WT and C3KO mice after UUO,
and C3 positive renal tubules were strongly correlated with TNF-
a positive cells which were infiltrated in renal insterium. Degree
of renal interstitial fibrosis in C3KO UUO mice were alleviated
when compared to WT UUO mice (P <0.01). Expression of
C3, NF-kB p65 in kidney tubular epithelial cells were reduced
(P <0.01)and degree of renal interstitial fibrosis were allevia-
ted( P <0.01) after etanercept treated in WT UUO mice. Con-
clusion After UUO, TNF-a and C3 were both participated in
renal interstitial fibrosis. TNF-a regulated renal tubular epitheli-
al cell C3 expression via renal tubule epithelial cell transcription
factor NF-kB p65 which was involved in renal interstitial fibro-
sis, while the TNF-a receptor antagonism etanercept may block
the pathway, and degree of renal interstitial fibrosis pathological
changes were alleviated at last.

Key words: renal interstitial fibrosis; renal interstitial fibrosis

tumor necrosis factor alpha; complement 3; NF-kB p65
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Ganglioglioma : a clinicopathological study of 19 cases
LIANG Le', FU Jing', LI Da-sheng’, LENG Hui', LIU Yong-ling', YAO Xiao-xiang', GE Ri-le', LI Yun-lin®, MA Kang-ping’
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ABSTRACT Purpose
tures of ganglioglioma. Methods The clinicopathologic data of

To study the clinicopathologic fea-

the cases pathologically diagnosed as ganglioglioma that under-

went resection of epileptic focus were retrospectively analyzed.
Results In the 19 cases studied, the mean onset age was 9. 1

years, and the duration of disease was 9.3 years. MRI images
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showed abnormal signals. The majority of the site was temporal
lobe (14/19, 73.7% ).
often accompanied by focal cortical dysplasias
68.4% ).
in 18 cases, Nestin positive in 16 cases, and BRAF-V600E pos-

The tumors showed heterogeneity and
(13719,

Immunohistochemical staining showed CD34 positive

itive in 6 case. The positive expression rate of CD34 and Nestin

did not have significant differences. Conclusion The diagnosis

of ganglioglioma relies on pathological observations combined
with clinical features and neuroradiological examinations. Differ-
ential diagnosis should be done from other tumors or cortical dys-
plasia. Immunohistochemical staining of CD34 and Nestin can
help diagnosis.

Key words: brain neoplasm; ganglioglioma; focal cortical dys-

plasia
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Clinicopathological features and prognosis of dedifferentiated

chondrosarcoma: an analysis of 40 cases
YANG Ting-ting, HUANG Wen-tao, ZHANG Hui-zhen
( Department of Pathology, Shanghai Jiaotong University Affiliated Sixth People’ s Hospital, Shanghai 200233, China)

ABSTRACT  Purpose
pathologic features and diagnosis, treatment and prognosis of
dedifferentiated chondrosarcoma (DDCS). Methods Forty ca-
ses of DDCS confirmed by pathologists were collected from

To explore the clinical, imaging,

Shanghai Jiaotong University Affiliated Sixth People’ s Hospital
from January 2005 to August 2017, including clinical,, imaging,
pathologic and follow-up data. HE, immunohistochemistry and
statistical methods were used with review of the related litera-
ture. Results There were 21 males and 19 females in 40 cases
of DDCS, with an average age of 51 years. The tumors were lo-
cated in hip, proximal femur, humerus, sternum, tibia, shoul-
der, finger, and thoracic cavity. The main clinical manifesta-
tions were local pain, swelling, limited mobility and so on. Typ-
ical radiographic manifestations are " bimorphic features" , which
showed two manifestations of dot or circular like calcification of
chondrosarcoma, and invasive soft tissue masses. Histologically,

clearly defined well-differentiated chondrosarcoma components

juxtaposed highly malignant dedifferentiation components, which
can display as follows: osteosarcoma, fibrosarcoma, malignant
fibrous histiocytoma, and spindle cell sarcoma that could not be
clearly classified. The dedifferentiated components might also be
low-grade tumors such as giant cell tumor of bone or low grade
osteosarcoma. The proportions of these two ingredients were un-
certain. Preoperative biopsy was performed in 34 cases, of whom
only 9 (26.5% ) were correctly diagnosed as DDCS. The aver-
age survival time of patients with metastasis at first visit was sig-
nificantly shorter than the patient without metastasis. Conclu-
sion Diagnosis of DDCS should be combined with clinical fea-
tures, imaging and histological morphology. As their histological
morphology complex, and preoperative puncture biopsy limita-
tions, its diagnosis is very difficult. Patients with metastases at
the time of initial diagnosis have a worse prognosis.

Key words: chondrosarcoma; dedifferentiate; clinical patholo-

gy; diagnosis; prognosis
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Clinicopathological study of pituicytoma and its rare ependymal variant
ST Hai-peng' , WANG Jian-rong' , ZHANG Yi-fen' , WANG Zhen’ , ZHANG Zhi-hong’
(! Department of Pathology , the Affiliated Hospital of Nanjing University of TCM , Nanjing 210029, China;
? Department of Pathology , the First Affiliated Hospital of Nanjing Medical University, Nanjing 210029, China)

ABSTRACT Purpose To study the clinicopathological , im-
munophynotypic features of pituicytoma and its rare ependymal
variant with discussion of its diagnosis and differential diagnosis.
Methods 7 cases of pituicytoma, including 6 conventional pi-
tuicytomas and 1 ependymal variant tumor, were evaluated by
HE staining and immunohistochemistry, and the relevant litera-

tures were reviewed. Results Microscopically, the tumors

were composed of closely packed plump spindle cells arranged in
short fascicle and storiform pattern in 6 conventional pituicyto-
mas, and whorl and papillary architecture with obvious perivas-
cular rosette formation in the ependymal variant tumor. Immuno-
histochemically, all tumor cells were diffuse positive for S-100
and TTF-1, but negative for IDH1 R132H, Olig-2, CD34, NF,
Syn, CgA, and pituitary hormones. Ki-67 proliferation index
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ER 5 #1560 N+ 5 WA JEC 4 fii - ERa . ERB .
pS7 " FEIk I

e E AL AER IMA, 2k

BE BB %I R 21K (estrogen receptor, ER) 5 Hi 7% A 75 N IR ALSE ( endometrioid carcinoma, EC)JEC 40 ( Hp 4y
k) ER WY ERa ERB J 577" Fik W54, sk 4r B MIFY ER F5405 [ fth 524 35 (Tamoxifen, TAM) (10° mol/L) |
SR4E T (Faslodex, TCT182780) (10~ mol/L) ] Fz i — 5 ( B-Estradiol, E,) (10 ~° mol/L) T4k JEC 4l , {4 5h 5535 24 48 72 h
J& , MTT 32058 JEC 41 i) AR I il 28 5 8 15 i B L 2% JEC 41 i A9 FE A48 4k ; Western blot 48  JEC 41 igh ERa \ERB &

pST B EIFGAIEAL, SR MTT 455505, 50k IRAL JEC 400 e B, 17 01 42305 JEC 41HIRESE , 1CT182780 5l 4 )
JEC A1 ATHH (P <0.05) 5 55 E, 410k E, + ICT182780 41 JEC ZHMR4H A F1 1 B WA (P <0.05) ., T 4522 s , 15 3k W41

Fbdss B, AL 40 A 2 B 4 R A B s B A% 424 B WL, TCI182780 4L 4 2 e i/ N W s 5 B, 4 HL4% LB, + TAM 415 K, +
1CI182780 £ 21 i 2 & 445 FITUsi/IN , 4% 3 P44 A 5 .. Western blot 25 5 @ - 50 BT HL 4 B, 41 ERB 8 (1 k38 i, p57%°
HERIKFFIT(P <0.05) ;1C1182780 415 TAM 41 ERB # [1 3k B FRAIG, pS7% & 11 1k 1438 i , (X 1C1182780 4125 A7 4%
o X (P<0.05), 5 E, 41H4,E, +1C1182780 4115 E, + TAM 41 ERB & (4 % ik BRI, pS7"7 8 (1 A 3 55 (AL E,
+ICI182780 122 A Ge it 27 L (P <0.05) . SLH AL Koo IR 41 JEC 40l 3 6 ERa 2B R IL. & JEC 4R £
ERa [, 1C1182780 A %3 i HrMEM 2 4 T, AT REITSS F  JEC 40 rh ERB BB 1335, S pST B I £k, RIEH
RELYHF 200 J) 9 1 A )V R, DTG 0 sk e 40 B 26 < s TAM U JEC 41 AR KA 3059 M MES R AR E . BG4I ERa \ERB .,

pST U A7E EC sy 23k, 4 EC 4 A ITAIT I ML P T S50
SRRIA T E IR s MR 2B s ERo ERB 5 ST ; TAM; 1C1182780

HESES:R737.33 XEIRERAD:A
doi:10. 13315/j. enki. cjeep. 2018. 03. 011
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EHVE, B R RS A, R WHO (2014)
OISR, T E N BR A 2 B0y Dy - E N A
J& ( endometrioid carcinoma, EC) . %5 ¥ M & . 3

B H 12017 12 22

B E SN E R B H [ BEHS SY 5£(2013)3011 ] FtM 4
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PR GBI SE, DL EC IR W 2 . B R
PRI R AR RS Lo N A IR UG, P
S R K- O ISR R LR AR R R e
F' . ER GO T SR S ER S5 SO0,
PN B ER A0 (4 MR X a2 e 200 i 44 4 ) 4
Mo fthZEH 7% (Tamoxifen, TAM) j& —Ff ER $54i¢
R Bz TR N 2 R T S iy (A
W A IR T 5 OB R A Y fE e 2 g )
% (Faslodex, ICI182780) &% —Fh ER #5Hi7, H i
KRB AU B A L pST S 4 b
Jl A28 RS P 5 0 1) P 7 ( eyelin-dependent ki-
nase inhibitors, CKI) # Cip/Kip &M — G, BF5E
KB pSTYAEAR Z2 g AR Ik, BN e —
PR SEIA (DA SR AL IO s R B ps 7" 1

was less than 2% in all cases. GFAP and EMA were only focally
positive in conventional pituicytomas, whereas GFAP was diffuse
positive in ependymal variant tumor with EMA dot-like staining
in more than half of tumor cells. Conclusion Pituicytoma is a

rare low grade glioma derived from neurohypophysis. To study

helps recognition of extending morphological spectrum of pituicy-
toma and its new variant, which is important for its differential
diagnosis consideration and clinical therapy.

Key words: pituicytoma; ependymal; immunophenotype; diag-

nosis; differential
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B ARSI T B s 5 A R A 5E e — B, 1K
5 MER IR 5 . ARSI I RN SR
EC 410 (400 ) AT I 2 % 32 PR s 47 ) 45 2
W1, I MITT 32 U052 40 i 1 A K i 2%, P e &%
HLBE WLEE AN i 9T 25784k, T Weestern blot K60 4
ffis ERa \ERB J& p57"" 2 4 i # ik K F, LRI
ER 550505 5 40 M0 B 45, L 5 EC Rk K
JEHIFF

1 #R57%

1.1 ## A EC dhrfb JEC 4k (35 B2 B
WAEY Bt 524t ) B, (db 48R A w]) , TAM
( 2 Sigma-Aldrich /2 5] ) , IC1182780 ( 35 [F Sigma-
Aldrich 2y @] ), MTT 58] ( dt 5% Solarbio 2% %] ),
ERa \ERB F T A 55 BE LA (SE [ Santa Cruz 23
), pST " bt NPT REPLIR (3 Abcam A7) o

1.2 {4z J0ss R4 A 56 [E Thermo Fisher £}
o8 v 5] R s (CKX41SF) 19 § H 4 OLYM-
PUS 2\ ], 3% 5 B 2 % ( H-7650) W 5 H A H ~7
ow] @Y AL(EM UC6) I 3 18 [ Leica 23 #],
Western blot #6280 F BIO-RAD /A ] .

1.3 7%

1.3.1 mpaxs  F RPMI-1640 #5575 (5 10%
G-I ) , 7€ 37 C 5% CO, 1 RN BE 45 1 i 15 57
FATPRSNEE SR JEC 4 M, O 804 K 09 0 240 e ik 1 7
EL7/ 0L

1.3.2 #Hysm LKA 5A E,(107° mol/L) |
TAM ( 10™° mol/L) , IC1182780 ( 10 ™® mol/L) | E,
(10 ° mol/L) + TAM(10 ~° mol/L) .E, (10 ~° mol/L)
+ICI182780( 10 ~° mol/L) [ 3% 35 JL HEAT 40 Bl 155 57
X REZH - A5 AN 5 AT A0] 24 ) 1 i o B AT A 835
Fro

1.3.3 MTT MR mheey £ K& BEXHAEK
W1 JEC 40 B i) VR B2 Ry 5 % 10° AR 2 T B4
MBI, HeFh T 96 fLAl, e Al ( R & ki aRt) |
SEYRAH X R, AL S R AL, B SR 24 .48 .72 .96
h J5 PBS i &AL, B LA 20 pL MTT,4 h J5 1%
JRMTT FF4&FLIMA 100 pL —H FEFAK (DMSO) ,
FHBGEFRASCRIN JEC 40 7E 490 nm {5 4 40 (1) W 6 )
fH(ODfH) ., SL¥REA 3 IR,

1.3.4 B EIMENRmpe A KENL 6 LI
FEAE JEC Hiif, i S Al S5 AL, f 4 3 R AL,
TSR 24 48 72 h g AR E AR T LA AN i i A=
KAFOL, LI T 3 IR,

1.3.5 ZHeENEminnBMEN 454 JEC
AN A G 3% 8 A W Ak L B0 A A i A
SEVRE A2, K R R A, D) A L
B R Y )E R E S B T TR
1.3.6 Western blot %4 M| 4w fo ¥ ERa, ERB &
pSTY R & e Rk NG SC BG4 5 0T R A A0 M s R
24 48 72 h J5, 2r BIREUCAN M R A T . AR R H
P18 B8 F A 0 R/ e R TR e 1. T =5 T il A4 57 Fr)
YIS S MRARIG . FEAN AR FRE S I AR 1 e
MR (LB 4 2 1) WK EIR 5 ming K& 4
AR i N 22 e 4 I 45 A LS 7E 80 VLR R LI,
2915 min J5 , RERE T VRS I, K i D)4 3 120
VHK D h, #BHWEA S FRY) T HXIEY
Oy R R I, 5 % F NG Tk i DA 2 TR A PAT2 ho i
NS F) — 0 B T R BT ARG B 4 °C #B IR 7]
TBST Yl 3 W, DG i 8 v e HU AR B
FEOEIEE 2 h, TBST YR, Bt

1.4 SitESH SCREBUEYRA SPSS 17.0 4k
PEHEAT G240 0T , 2 B R 28 T 25 40 B it A7 55
AbFE L ZESR v £ s FRoR, WUBEHLAS B R B AR S % 4
M RN B30T, 452 18 o =0. 05 BYR B KU, P <
0.05 HEFAGIFE Lo

2 HR

2.1 MTT M JEC MpapyEKmsg  MIEE
FRBTH] E %5 . 5 X6 B AT LUK, £ 48 72,96 h, E, 4]
JEC 20 5 fig 1 | 1C1182780 4 JEC 4 it $ 4
REJIREAR, 2R A ST 8 L (P <0.05), TAM 4
JEC 235 ae Jydh g A 22 R g 24 L (P >
0.05) ;5 E, 4148, #F 48 .72 .96 h,E, + ICI182780
4 JEC A3t sane IR, 2R A gt X (P <
0.05) ,E, + TAM 4 JEC 20 a4 78 8 7 A%, (0 2% 5
TGt L (P >0.05) , MIE 259504 4. il
2 0E R B8] (4 ZE K, X BE 2H 5 256 4% 4 JEC 4]
WY 5E RE ) ¥ g b o, Horh & U AR 24 48 .72 h
ZIHER, Z 58 A G EE L (P <0.05,% 1),
2.2 BIERMEWEJEC AMMEKIER Bk
72 h 5, WHRAL JEC 41 it 208 K BRIE R L
T, J s 240 Pl B B s AR 4854 o I 3 15 7 I (1] 1) 2B
1, 0] HEZE 240 B % B i K, HLAE D s M M T
55X RRZH b, B, 2 240 2% B 15 K, ICT182780 2H 44
L% BE DN, HEA 2% 2 40 i 3% B A AN I R 5 K,
HILE:E, + TAM 415 E, + IC1182780 ZH 4 Jfu %5 Jif
BN S A A SR B (E 1) o
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#1 JECHMESREHSFRE24.48.72.96 h BERE (%)

EaL il 24 h 48 h 72 h 96 h

Xf B2 10.52 +2.31 17.23 £1.20 29.92 +2.05 30.50 £1.01
E, 44 10.34 +1.57 20.41 +1.85 33.21 +1.69 33.14 +0.91
TAM 2H 11.08 +1.79 17.37 £2.20 31.43 +1.45 31.53 +0.64
ICI182780 414 10.91 +1.41 14.05 +0. 89 26.95 +0.35 26.93 +1.08
E, + TAM 4 11.10 2. 16 17.73 +2.13 31.37 +1.87 31.83 +0.58
E, +ICI182780 41* 10.85 +2.62 15.74 +1.67 30.09 +1.82 29.80 £1.12

TE48.72 .96 h 5X[ A Hie, A P <0.05,75 48 .72.96 h 5 E, 4 [b48, * P <0.05

B 1 JEC HifIseih 415X ME4L 72 h A KB B A XTRBZE B, E,41;C. TAM 41;D. ICI182780 41;E. E, + TAM 41;F. E, +ICI182780 4]

2.3 BHEETWR JEC A8 HMEHaTH
K32 72 h i, %t BRAL JEC 41 52 [ sl R, &
A NG, M3 AT RLRRE AR | P 5 I | 5 R A
B URGANMES 38 T WK A WA, 73 WA B
B LG A EAFNIE A 5. S5 IR R,
E, 4140 s BEMEAZ 73 545 5 UL s ICT182780 41 3R 434
MEEREZHE, 5E, 4K, E, + TAM 45 E,
+ 1CI1182780 44N MLy BRE:AZ 345/ UL (] 2) 6
2.4 Western blot ;%4 JEC 20 ERa. ERB,
P57 EAHRIE

2.4.1 &2 JEC mie¥ ERa Gt kik LK
20 5 %F BRA JEC 047G ERac 2 103K (£ 2,
3~5),

2.4.2 %4 JEC smfeF ERB & awh ik HEME
FHBF ] F A S0 BRA LA, ERB R A 7E E, 41335
Whn, 78 TAM 4 5 ICI182780 41 ik ¥/, H
IC1182780 ZHydi/L ¥ B2 , AL AE 48 72 h E, 415
IC1182780 4 433l 5 % MR 4l =z [ FE ik b #%, £ 72 h

TAM 45X A Z M FRBLE, ZRAGITFE X
(P<0.05,32,K3~5), 5E, 4IE L ERB HITTE
E, + TAM 41 5 E, + IC1182780 415k i/, H E, +
IC1182780 g /b s B &, P4l 437l 7E 48 72 h 5 E,
HZAIFER R, 2 RA G F R L (P <0.05)
AHIE 259 5320 HO A < Wt 2450V P 8] 7 2B 4
ERB H[7E E, L1361, 7 TAM 41 5 1C1182780
HEIRWD HALE, 47E 24 h 572 h Z[EKIK L
B, TAM ZH7E 24 h 4350 5 48 72 h Z [ RIE K,
IC1182780 Z17E 24 h 5 72 h Z[A]KIK LK, Z 7 A
Gt (P <0.05,%2,K 3 ~5),
2.4.3 ZAJEC i pST" B G e &k A
A IR L5 - 5 %0 BE 41 He#%e, pS75" 36 14 76 E, 4
FiRW D, 7E TAM 41 5 IC1182780 4 F ik, A
ICI182780 434N sE B i, {HANAE 48 .72 h E, 415
IC1182780 £ 2 [alF2ik b4k, 71 72 h TAM 4 5 %} ig
HZMFRIRIK, ZRA G FE L (P <0.05,3%
2,3 ~5), 5 E, 414, pST" EATE E, + TAM
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2 JEC 4550420 S X IREE 72 h WA H (bar =5.0 wm) ;A XFTHRZH ;B. E,4H;C. TAM #;D. ICII82780 #1;E. E, + TAM #4{;F. E, +

ICI182780 41

H5 E, + ICI182780 4 £ ik 8 m, H E, +
ICT182780 434 mur B e , Wil r5I7E 48 72 h 5 E,
HZ IR, A gt E (P <0.05)
AR 259 53 20 LA < B 240V T ) A B4
pST"™ & [ 1 E, 4 £ KW >, £ TAM 41 5
ICT182780 41 A3 fn, (HAL E, 4175 24 h 73515
48 72 h Z[8) ik L, TAM 475 72 h 43515 24 |
48 h Z A5 s, IC1182780 417E 24 h 4y 315 48 |
72 h RIB A, ZERA SR (P <0.05, 3%
2,E3~5),
2.4.4 ER ### F#J5 JEC a0+ ERB,p57""
FakkegaEE s (1) TAM T35 : Pearson
FSCHE M85 S B /R, ERB . p5S7 " B ik 2 I 4
AR HKFR(r=-0.507,P =0.032) , ARAGL M 1]
H53 07, #% « =0.05 f 5K #E, 7] LAk ERB 5
pS7T R A Z A PR A E R (¢ = -2.353,
P=0.032), RN ¥ =0.211 - 1.216X,
(2)IC1182780 T4k J5 : #R 4l Pearson AH 3¢ M: 73 B 45
iR, ERB . pS7T" EH A FRR Z A AR (r = -
0.737,P <0.001) . MM T3 Hr & R B,
ERB 5 p57T"E R B Z A LMERIERR (1= -
4.365,P <0.001), B H ) FE X K. ¥ =0.237 -
1. 791X,

®2 JEC BHXKEHSITHRA 24.48.72 h ERa,

ERp 71 p57" B QKR
il ERB p57%ir ERa
24 h
X B ZH 4.37 +0.23 15.73 £0.92 -
E, 4 4.68 £1.24 14.61 +1.04* -
TAM 4 4.40 +0.44" 15.86 £0.69 -
IC1182780 21 4.18£0.37® 16.52 +£0.33% -
E, + TAM 4 4.60 £0.35 14.96 +2.07 -
E, + ICI182780 41  4.21 £0.51 15.80 £2.18 -
48 h
o B ZH 4.32 +0.40 15.45 +0.78 -
E, 414 5.90 +0.53 13.01 £0. 19 -
TAM 41 3.73 £0.12 16.12 £1.06 -
ICT182780 £ 4 3.50 +0.35 18.07 £0. 40 -
E, + TAM 41 * 4.57 +0.17 15.18 £0. 64 -
E, + ICI182780 4™ 4.32 +0.61 16.85 £0.37 -
72 h
pOgiE| 4.37 +0.45 15.40 +1.16 -
E, 41* 6.25+0.797 12.65 £0.77 -
TAM 41 ¢ 3.48 +0.36 17.90 £0.55A -
ICT182780 40 ¢ 3.17 0. 41 18.38 0. 64 -
E, + TAM 4 ° 5.07 £0.15 15.52 =1.41 -
E, + ICI182780 41° 4.25 +0.47 17.03 +0. 62 -

A48 h AR LLES, * 5 72 h W FBAL IS, ¥ 5 48 h E, 411
B, 572 hE, 1, Y 524 h B, 41105, Y548 h.72 h TAM 41
oA, ® 572 h IC1182780 41Hu4:, * 548 h.72 h E, 41Hi4s, 524
h 48 h TAM 21 14, % 5 48 .72 h IC1182780 41 4%, P <0. 05
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A. XFIE4H;B. E,41;C. TAM 41;D. ICI182780 41;E. E, +
TAM 41;F. E, + ICI182780 41

B-actin

II |

B4 Western blot ;%46 & 40 JEC Zf At 48 h B
ERa, ERB.p57"" B BRI R
A. XPREZE;B. E, 41 C. TAM 41;D. ICI182780 #41;E. E, +
TAM 41;F. E, + ICI182780 4
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B 5 Western blot i%#& &40 JEC 40ff1 72 h Bt
ERo.ERB,p57"" & B 5%
A, PR B. E,41;C. TAM 41;D. ICI182780 41;E. E, +

TAM 41:F. E, + ICII82780 41
3 itig
AV KT MR RO T8 B A LR Y

FIEHNEZ —, MR FEETS ER 4568 i
R - ZIRZ AR B i 5, e o 15 N
s g S . ER 5 H0R AT LA T M ER K
VL FEPUHE R ME . WESE R B, TAM 7647 350410 1l
LI A 3 A ) e R v v S B R R R
AN TAM AT RE B FEPTMERC R SIS HE R R XL
TR, 76 T 5 P 2 20 rp vl % 45 55 ME S R RE AR
Y. AT BT S & BR, ICT182780 AJ A7 4% 1 i %F
TAM it 2] 35 23 AR A 1 L B e A M 1 A, 3 mT 1
Tl 77 PN BSR40 M 1) 34 5, AHL 1 R e LA HE D R
RO ARScEe gk R R, 5 X IR e E,
AT AR E TEC 20 8 B0 434 5, 2000 P B A 2 2R
%5 WL, TAM X JEC 4 i 384 58 A7 ¢ 55 i A2 e E
ICT182780 I w B 8 #0%) JEC 40 Ml fy384 585 5 E, 40
oA, TAM 5 IC1182780 Wl 454 E, X JEC 21 s 5t
AT HEVE T , EL ICT182780 BytS 4t /E I8 il i, E,
+TAM 45 E, + ICI182780 £ 21 i v B A% 43 50
GRS, X AR R 7E JEC 41 h, 1C1182780 Hy
TAM F5HTMEREE A9 /E RS 3, AT B S 400 1] g 44 i
HABH s TAM 76 &% ER $5H5051E 0y Rl 8 HA 55
WS A D DT R i 200 i — 2 B 384 3 o
FEMFLEh Y b & B ER 7 (R 7Y = Z A3
ERa 1 ERB, Wi & G5 M AH L, Dhfie LA — 2 22 7o
AR LM, ERa 5 E, 456 J5 H % 3G PER0eE
ATE e A B A 3 5, 5 ER FEBURISS G s Wk
BT, T TG 3 A 5 38 25 1) 402 309 1 1
ERB 55 ERa MfiJZ, 5 E, 2545 RAESOG# %, 5
TAM 254 J5 AT 0 % ok s (B A DH 9 R W1, ERB 7E
J& ERac 2635 O 0 T AT 408 1 2L 00 40 e 194 44 5
A2 Zhang %Y HFSEIN N, ERa JE TAM 5
ICI182780 A& ¥4 MfE i R #5 b F i B sz 4, (H
Niu 25" gRIFFE I % B, ERB FHE 2 3 7T 84 o 5L
S0 B0 TAM B SO e, I8 A BT H , ERa 78
FE W P RBC T IER e AR rg R
ik, ERw/ERB [ HLIEFEAR 5 B W M % A
SO R ER TR TR P IS A 1 ) 2
Tirfie 578 HoAth o8 4 g b JF A 58 42— 34, H ERa,
ERB TEM b 094 A A 43, AT i 5 ERa,ERB
P A7 (A7 UL g v i AN ) 2838 56, AT RE AT
TEARMK Z 0 ER 7575 MBS e . Ase
AR B R E, 41 JEC 4iffih ERB & 3Rk &,
TAM 205 1C1182780 £ | ERB & 1 KB FEK, LA
ICI182780 41 fE F S HA b ; 584l E, 2 LL%L L E, +
TAM 4H .E, + ICI182780 24 ERpB FH kBRI,
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{H E, + IC1182780 ZH /E AT o B {8 5 Xof B4 K 5 9 4%
41 JEC 4liff1 3478 ERa 353835 $27R, 76 JEC 4ii i
H TAM 5 ICI182780 W] Tl ERB & [k, I Al 44
Pt E, L ERB HAFAMIER , H IC1182780 fy1E
FHTE SR JEC 240 ERa 2R 11 3834 B 2 1 40 i ik
TAM Y IC1182780 T4 BIIA RS FH KA,

pS7 " EBIAE G, -S ) K B 1 45 40 i 300 4
VER. VFZ 098 & B pS7% 75 JIF o 3L AR
I5 0 R SR 22 TR 2 2R 1 2R AR T X B IE
H ALY, pSTHY R g ) AT A1 ] e 4T ) 48 5
PRI $f 00, pS 7 S B 4 i g 0 i 3 I 2 —
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Effects of estrogen receptor antagonist on the expressions of ERa, ERB and

p57“* in JEC cells of human endometrial carcinoma
LIU Meng-meng'*, YUAN Dan', ZHOU Zheng-ping’, SUN Xiao-jie', LIU Jun-jiang'
(" Department of Pathology , ° Electron Microscope Laboratory of Basic Medical College, Zunyi Medical
University, Zunyi 563003, China; ’ Department of Pathology, Binzhou People’ s Hospital , Binzhou 256610, China)

ABSTRACT Purpose To explore the effects of estrogen re-
ceptor antagonist on the expression of estrogen receptor subtype
(ERa, ERB), and p57 % protein in human endometrioid carci-
noma cells named JEC. Methods The JEC cells ( moderately
differentiated EC cells) cultured in vitro were treated with B-Es-
tradiol (E,) (107° mol/L) and two types of estrogen receptor
antagonists, tamoxifen ( TAM ) and fulvestrant ( ICI1182780 )
(107° mol/L). After 24, 48, 72 h, MTT was used to detect the
growth condition of JEC cells, and the light microscopy and elec-
tron microscopy were used to observe the growth condition and
morphological changes of cells, Western blot was used to detect
the expression of ERa, ERB, PR-A, PR-B and pS7"" protein
in JEC cells. Results
group, E, could promote the proliferation of JEC cells signifi-
cantly (P <0.05), and ICI182780 could inhibit the prolifera-
tion of JEC cells obviously (P <0.05). Compared with the E,
group, the proliferation ability of JEC cells in E, + ICI182780

MTT results; Compared with the control

group were lower( P <0.05). Morphological change: Compared
with the control group, the cells density of E, group increased
obviously, and the pathologic mitosis was easy to seen in some
The cells density decreased obviously in ICI182780
group. Compared with E, group, the cells density of E, + TAM

cells.

group and E, + ICI182780 group were decreased, and pathologi-

cal mitotic figures were difficult to seen. Western blot results:

yke yke ¥ ¥

UL &

Compared with the control group, the expression of ERB protein
increased, and the expression of p5S7""” protein decreased in E,
group (P <0.05). The expression of ERB protein decreased,
and the expression of p57"" protein increased in ICI182780
group and TAM group, and the difference was statistically signif-
icant between ICI182780 group and control group (P <0.05).
Compared with the E, group, the expression of ERB protein de-
creased, and the expression of p57"%
ICI182780 group and E, + TAM group, and the difference was
statistically significant between E, + ICI182780 group and E,
group (P <0.05). ERa protein of JEC cells did not expressed

in experimental group or control group. Conclusion ER« pro-

protein increased in E, +

tein are not expressed in JEC cells. 1CI182780 have a stronger
role in antagonizing estrogen, and may induce the expression of
pS7" protein by down-regulating the expression of ERB protein
in JEC cells, block the cell cycle progression and inhibit the
growth of tumor cells. TAM has a weaker estrogen like effect on
the growth of JEC cells. It is possible that combined detection of

kip2

the expression of ERa and p57™"” protein in EC has an important
reference value for individualized selection of endocrine therapy
for EC patients.

Key words: endometrial carcinoma; estrogen receptor antago-

nist; ERa; ERB; pS7"™; TAM; ICI182780
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Kaposiform hemangioendothelioma: a clinicopathological analysis of 29 cases
ZHANG Lei', WEI Jian-guo®, HOU Meng' , KONG Ling-fei'
(! Department of Pathology, Henan Provincial People’ s Hospital, Zhengzhou 450003, China;

? Department of Pathology, Shaoxing People’ s Hospital, Shaoxing 312000, China)

ABSTRACT Purpose

tures, diagnosis and differential diagnosis of Kaposiform heman-

To explore the clinicopathologic fea-
gioendothelioma. Methods To reported the histopathological
and immunohistochemical features in 29 cases of Kaposiform he-
mangioendothelioma, combined with the clinical data and the lit-
erature review. Results  Of the 29 patients, 15 were male and
14 were female, almost all patients were no more than 1 year
old, except one patient aged 25 years. 28 cases occurred in su-
perficial skin, including 15 cases in limbs, 5 cases in head and
neck, 4 cases in trunk, 1 case in armpit, 3 cases were multiple
sites, and 1 case in pelvic cavity. The clinical manifestations
were limited or diffuse skin painless plaque, and 16 cases with
Kabasach-Merritt phenomenon. Microscopically, the tumor was
composed of proliferating small blood vessels and spindle cells,
with irregular nodular or lobulated distribution, and invasive

growth. Spindle cells were arranged in bundles, with epithelioid

cells and spindle cells arranged in nests, and glomerulus-like
structures, and the latter with crescent shaped vascular fissures.
Immunohistochemically, the tumor cells were strongly positive
for VEGFR-3, CD31, CD34 and ERG. Partial tumor cells were
positive for SMA and D2-40, but negative for CK, Glut-1 and
HHVS. Conclusion Kaposiform hemangioendothelioma is a
rare, intermediate, locally aggressive angiogenic tumor, mainly
occurring in infants and young adults. The diagnosis relies on its
unique morphology and immunophenotype, and it should be dif-
ferentiated from tufted angioma, infantile hemangioma, congeni-
tal hemangioma, spindle cell hemangioma, verrucous venous
malformation and Kaposi sarcoma. Extended resection is the best
way to treat Kaposiform hemangioendothelioma.

Key words: Kaposiform hemangioendothelioma; Kabasach-Mer-

ritt phenomenon; diagnosis and differential diagnosis
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Effect of 173-estradiol on renal tubular cells apoptosis and inflammation

induced by renal ischemia /reperfusion injury in rats
ZHOU Ao-fei, NI Zhao, LI Qiang, WANG Xin-min, QIAN Biao, LI Li, WANG Qing-zhang, LI Ying-long
( Department of Urology, the First Affiliated Hospital of Shihezi University Medical College, Shihezi 832000, China)

ABSTRACT Purpose To investigate the effects and mecha-
nism of 17B-estradiol on the apoptosis and inflammation of renal
tubular cells in rats with renal ischemia/reperfusion injury.
Methods

mized and randomly divided into four groups: Control group,

All the female Sprague-Dawley rats were ovariecto-

Sham group, I/R group and estrogen plus I/R (E, + I/R)
group (n =8). Right kidney of the rat was excised and artery of
the left kidney was blockaded for 45 min. 24 h after the reperfu-
sion, we collected the blood and nephridial tissue of each group.
An automatic biochemical analyzer was used to measure the ex-
pression level of BUN and Cr in blood. Hematoxylin-eosin

(HE) staining was used to observe the pathological changes and

the degree of inflammatory reaction of the ischemia/reperfusion
injury kidney. Terminal deoxynucleotidyl transferase-mediated
dUTP nick-end labeling ( TUNEL) method was used to detect
the apoptosis of renal tubular cells. The expression levels of
Cleaved-Caspase-3 protein were measured by Western blot,
while the numbers of CD4" T lymphocyte infiltration in each
group were tested by immunofluorescence (IF). Results Com-
pared with the Sham group, expression level of BUN, Cr and
Cleaved-Caspase-3 in I/R group significantly increased (P <
0.05) as well as the number of apoptotic cells (P <0.05). In
the meantime, inflammatory reaction significantly aggravated

(P<0.05) and the number of CD4* T lymphocytes increased
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R AN ) S0 5 T B A ) GCT-0404 4t i e A= 1) A
W[ 7, 3 BT I 8 [ I X GCT-0404 241 Jifd 38 4 411 il
IVE R, itk — 2B w58 A W AE GCT-0404 4 Jifd (1)
FEHIRLI S L3R 7 30 A PR i

1 #MR5T*

1.1 ##

L1.1 %imie SR A GCT-0404 41 i ity H
HRHBE b T 2

1.1.2 2 XA 5% flEFR5E EMEM g
HERRR AR (R A0) 24 W), JIG 4R 1K 0. 25% R
Mg B b 25 A AR )20\ HRP ARICHY —HT . CCK-8
20 it 2 7 46 )32 77 A& . BCATM Protein Assay Kit [
B S REY A, bR Z bR LC3 Bt
R (12741) bt KB STREDTIA Beclin 1(3495) (H
SEREPUIA GAPDH(5174) g H 3& [ CST 4w, B A%
R AN H 3 Sigma 23w 8 E B0 SO0 R
154 EH H A< Olympus 2 ), ififn{Y SpectraMax 190 I

remarkably (P <0.05). However, expression level of BUN, Cr
and Cleaved-Caspase-3 in E, + /R group decreased significantly
(P <0.05) and the pathological damage in the kidney was alle-
viated (P <0.05) compared with I/R group. furthermore, the
number of apoptotic cells decreased (P <0.05) compared with
I/R group. The inflammatory reaction significantly blunted (P <
0.05) and the infiltration of CD4 ™ T lymphocytes decreased re-
markably (P <0.05) compared with I/R group. Conclusion

Estrogen can inhibit the expression of Cleaved-Caspase-3 in renal
tissue during ischemia/reperfusion injury and reduce the apopto-
sis of renal tubular cells. It can also reduce the infiltration of
CD4 " T lymphocytes, thus playing a protective role on renal is-
chemia/reperfusion injury.

Key words: 17B-estradiol; renal ischemia/reperfusion injury;

Cleaved-Caspase-3; CD4 " T lymphocytes
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Characteristics of autophagy and its effect on cell

proliferation in giant cell tumor of bone
ZHANG Pan-pan' , LU Rong-zhu>, HAO Yan-ming’ , FANG Ling-na*, HE Da-wei’, LI Chong’

(! Department of Clinical Laboratory, * Department of Orthopaedics, * Department of Endocrinology ,
> Clinical Research & Lab Center , Affiliated Kunshan Hospital , Jiangsu University, Suzhou 215000, China;

? Department of Preventive Medicine and Public Health Laboratory Sciences, Jiangsu University, Zhenjiang 212013, China)

ABSTRACT Purpose To investigate the autophagy charac-
teristics of giant cell tumor of bone and its effect on cell prolifer-
ation. Methods Giant cell tumors of bone ( GCT-0404 cells)
were cultured in vitro and treated with serum-starvation, rapamy-
cin and inhibitor chloroquine. Western blot analysis was per-
formed to detect the autophagic markers LC3 and Beclin 1 ex-
pression. Immunofluorescence method was used to show intracel-
lular autophagy formation. Inverted microscope was used to ob-
serve the cell morphology. CCK-8 assays were used to detect the

cell viability. Results Green fluorescent spots that represented

the transformation level of LC3-1 to LC3-1I increased signifi-

cantly (P <0.05) by serum-starvation, rapamycin and inhibitor
chloroquine respectively, but the expression level of Beclin 1
was not raised. In addition, the cell morphology changed signifi-
cantly, and cell proliferation was inhibited after serum-starva-
tion, and treatment with rapamycin and inhibitor chloroquine (P
<0.05). Conclusion The changes of autophagy caused by
serum starvation, rapamycin and inhibitor chloroquine in GCT-
0404 cells may be involved in the down-regulation of cell prolif-
eration.

Key words: bone neoplasm; autophagy; giant cell tumor of

bone; cell proliferation
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/N 18 16 2 4.083 0.043* 17 ! 4.523 0.033*
e/ g 54 32 22 35 19
*P<0.05

1 Survivin 7EJENG7K 3%, HEAZ RS 2 FHAE , EnVision 34
B2 Survivin 7E/NH NI G K 205 MR 5 B4, EnVision i
B3 Ki-67 75 MK sk, fu i 2 B, EnVision 1%

B4 Ki-67 7/ MK sh ik, M 5 B, EnVision %

2.3 Survivin Ki-67 7£/)\ ¢ Bl 5 5 HE /)N 40 B 9 B vk th gy 3R
5% Survivin ZE/NH M FIAE /N 20 BRI 7K Fp SH PR 2R 4 1) A

88.9% (16/18) F159.3% (32/54) , W4 6] lL X 22 S G & 3%
PE(P <0.05) . Ki-67 7E/INH i g R A /N 48 Ff g e 7K wp BA2
BAYHIH 94. 4% (17/18) F1 64. 8% (35/54) , Wil 2= F A4
BEM(P<0.05,5%1),

2.4 EHgsk b Survivin, Ki-67 RiZHIEX R Survivin
Ki-67 70 M fe K v 45 45 2 [) BA M, 17 461 3 W) B 44, R A
Spearman SF R AHIC /AT, PIE Z [ 238 B IEAHIE (r =0. 680,
P<0.001,%2),

%2 Survivin 5 Ki-67 7E75 MRk sh RE A X
Ki-67
Survivin ! &1t r {8 P
- +
- 17 7 24
+ 3 45 48 0.680 <0.001
ot 20 52 72

Survivin X FR NG 2, R T & [ (inhibitor of ap-
optosis protection, IAP) Z 1% Hh BB i 51 , H A B ol A PT 40 i
JHT-TIRE, B 142 MR IEBR A, g 3k R e v F AN
ik 17q25" 5 3 DA TR 4 ASME T Survivin 76 1E
BT R T B IRIR (5200 0 W 75 N, R 5

Mo 2R T TR IR, HL R 2OKF 5 @ iR R A G,
TN Ay S 0 T g S A R T AR A T R 4R

Survivin ZRINHFFY 2 2R KT 2 2005 # R H:  H7 , Bl AN A 2
H B & 3 TUAT 38 ) R T 960 08 Y 9 8 T S5 A AR Al Sur-
vivin'® ™7 AT A R L2 W B R (. T R
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RIS 98 FR 1 — A LI S, 56 T s B Survivin
FIRIITF B WL, ¥R i ELISA 5§ RT-PCR K0 , {H
TPk B Z . AN S R 2N B 45 4 G 55 44K EnVision
et LA Survivin 25 (1 F05, [E AAM R AR B . A%
25 L] 72 (99 T ST s B R A 48 0 B T R
PERBUR R Fe ik , BRI ME R e 28 A Gi 2478 L (P <
0..001 ), [ b, 240 Bl 245 5 6 2 2L A e €20 7 A 0 ST ki e AR
Hh Survivin FEik , A A IR 2 BT G AT SRR RS, JC LS T
RS S P LA P P P T G v T R B3 R 2 4 1
F . Survivin FK 5 B VE R AE W A Sk B 45 Ko b
RS PR PR AE B AR G SRE R 2 (H R R —Y
ARSI A R HAGK IR B R A B RS, T
I PR BRAAE TG W S AR 56 4, 26 W Survivin 7776 i & 2
A B, AT R A Wi A 5005 0 6 45 bR o Gorgiin 4510 1) ]
ELISA AP g /K H Survivin 19358 3K K, I W i 6
RS BE A UG A 5, (E A0 M 45 5 S LA K ) Sur-
vivin 2 2K R T E AT G 1 T HE— 0

ARG R ZE0F 58 AR Survivin 32 5 38 05 76 21 it Jo 7, {H.
BHT I 02 W G AT R 20 PR RS 3 35k B BRI
AT AR S E 48 i Survivin PR A 35 4
(72.9% ) e AN 3k, A% 13 BIE IR M ik, H
B IA S — e, Nk Survivin 4R 2 75 1
B E UG, T R REAR B — E 52, B4, AR &
77 Survivin 757N IS A B 2 B 8 25 TR/ A0 g 4
P IA] He 2% 57 B8 3 M (P < 0.001) , 5k 424 il —
B, AR TN R 5 T /N 20 R A e R R TR
How: RS

PRI S e R AN S R A Tl 2 A 5 T LS 4R i
SEHRBEAT . Ki-67 PSR T A0S M 5 A, RE T 5210
IR EE AR TE Gy HILAANI A 40 JE S AR [l R g
ik, PRI 22 Rl R 1 2R 2 L R B8 B R RITUG A 55 A
UM Ki-67 FEGMEN K i 460k, T IR TE/ N I
BRIk Sk A RS A 56 R Ki-67 532 15 2 Ml
ENESEREBINZ , Survivin 5 Ki-67 KX Z AR A F
B S S M AR T R R R T — B, AR S
61 PR 7K 200 D e 45 5 S 90 20 A B 0 T A T SRR AT
Spearman ZE 255 43T S B 20 S s R P i K R
S IEAI (r =0. 680, P <0.001) , /5 Wi & 2 il n] REA7 16
IREAE R 4005 B 2 O T, S A S 4 2L, R
(R L R, LR SRR A 1 Tk

25 b N H S B SR R A 5 v G 7K % 7 200 S Sur-
vivin Fl Ki-67 15 i 5 B2 T v A — 5 I R 78, T A
Ay S R s RO R B R WA G . Survivin A1 Ki-67 78
Al K v 2 2 R TE AR 96, T T R I I AR O 4
R,

Sk
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ARMS G E DR EGFR K& DAL 5 A 18] ity e &8 P 23 b

MR-, i e, 3808 & U, vt K,

FE: B S0 B 24 R4 (ARMS) L4571 EGFR
SEEARF SR R AR R R T, Ak BB
ARMS #: % JE /N 40 o Bili %% ( non-small cell lung cancer,
NSCLC) 3 S 3 2 ZUhR A EGFR FE A 4 37 55 58748 J 29 {if
SRAKIENL . &% ARMS 3L NSCLC EGFR ZEH
(19.20 21 54 GEF) 4 M KA 5 AR F N 29. 14% , EG-
FR SL[A (18,19 20 21 SAMEF)29 {37 5 5848 ok 44. 60%
NSCLC H EGFR J:RI RS HRTE 4 i 5529 iS5 R BH B
(P <0.001) ; EGFR e[ 4 fi s #£ NSCLC i iy 58
AR Ny 32.23% , 1M1 29 v g IR AR N 46. 88% , W # 58 A8
FREFAREM(P <0.001) ;{0 19Del 55 L858R 45548 %
H AE BRI [ 57 s BRG] Hh NSCLC €78 56 T it 28 75 ¢
ZR TG ERE (P >0.05) . EGFR 29 i 5 15 46 I o
THBRESEHBRENREERERAERIT¥E L (P <
0.001) {H 4 {7 R FALI 22 F RG24 Z L (P >0.05) ;
BPEBF R EGFR L 29 SRR G T 4 L H R4
R MEEREFHITFEX(P>0.05), LW EHFRPILER
MR, H 29 fim 5 4 i RAEREFF WEME(P <
0.001), £t LB AR EGFR JEP 29 Fke il v S 7
NSCLC sgfism sl otk B i 2828 S B 1 5 T EGFR SE[F 4
A5 GEARAE [ ] , FAT T A3 AN [ S SRS ) ST 4
WANFRIZASR 2 0 B F AR 0L AR FLEE EGFR 38
RIS S AR, B R I R R

SRR R 5 AR/INAE M9 s EGFR ; ARMS
hESES R734.2 XHEKFREAD:B

LEHS 1001 —7399(2018)03 - 0322 - 04

doi:10. 13315/]. enki. cjcep. 2018. 03.019

EGFR Bl oy 2 Ay R4 il g B8 i 2 — , B — i 5 4
JORERE S 1, T I R U , JFC 2R A R i Rk 15 e A
FROSETE TG Sl R KGR R ZR R LU T R I A AR
Ko AR, AR AR ( Gefitinib) Sy 2 M) s W 4l
T AE B /N i i 9 ( non-small cell lung cancer, NSCLC)
L ) 25 A e B KR T B AR Y R TR
Aok LA EGFR JE R 15 1 fi5 5 14 58 B 72 NSCLC 24 &

HZ H1:2018 -01 - 12

FEETH ARV T FARBL =564 (272012]33)

A3 LA« A A R R 2 I R M 1T S B R, T8 363000

VEZRIA BRIBOT-, 5, £, E-mail; 471231682@ qq. com
NG, 2, B FAE BT, B IRAE . E-mail: sujin000064
@163. com

JEHLHIR ARG . H BRI EGFR 3 PR 28 A5 R 25 i 1A 7
Tz b I R, HORE AT DA 85chs 5 43 7 0 ) 25 4 1) fi
FH A n] LR il & A ML ST 58 & EGFR 3% R 28 28 IR 0 2
MEENEE . B EGFR X K 548 46 7 B 3
FEIHEE Tl R EGFR JEPE 84846, 7677 4 A5 2 PR T
A7 p s 7 R I R A, B EGFR JE R 4 {7 55 & 29 fif
SR HT R 2 AR, UG o AR (HA A R 2 . A
[5] Ji5i 3 Afr NSCLC A7 B A 3 41 20 ARMS 7245 EGFR 3 [H ¢
ASFENL S AE TR 18 EGFR 3L 4 {37 45 &% 29 {7 Sk #) %
AR F ) 2 Tk DM I IR S

1 ST

L1 &8 WM EE B 2015 45 5 H ~2016 4F 12 H 4T
Ji 52 i T AR V0 B kT A 37 5 A 0 s 4] 373 3] L ep 5
247 1], 2o 126 ] AR 30 ~ 83 B, LAY 57 &, AT
EGFR E:[A 4 {7 sifarillpg 4 151 45,47 EGFR B[ 29 {7 s f:
M1 222 1), BT ARAS I 2 10% P28 wh s IR AR IE 2
HALA A PSSR (1) 47 EGFR &R 4 f7 s A5 9o
s PR AL 4G i i 121 ) (L4 Ao g ) et 18
1], Bgaas 9 191, M 22 43 IAdE 3 15 (2) 17 EGFR & 29 i
SR B8] ¥R S AL 45 - Tt AR 192 481) (L A8 D Btds )
It 95 15 451, BBt 10 4], w2 8 43l 5 il

1.2 EFZERFSMEE  DNA B & (T 3EEA )
J EGFR 4 B 5EAE kil 57 £ K EGFR 29 Fifr 58 A5 Ay il 32
A& (EITAEAT]) o Cobas Z480 PCR 4 ; i 7 T2 fE 1R
#+(GY2101) ; ND2000 {784 55 b 43S FEAR o

1.3 Ak

1.3.1 DNA 2B ™5 I8 DNA $2BGLF & UL A58,
EHN IR RN SR IORE AR DNA ) 40 B RNk B2, 40 B8 4
1.8 ~2.0 Z A FEAN T,

1.3.2 ARMS % R EGFR B[R 578 4 Fh Az 29 Ffdd: izt
Fla (EIT3CAEAT)  $RH DNA P2 Y B, DNA 7 R ik
JER 2 ~3 ng/ul; Hrp EGFR H: A #8745 4 Fh (145 EG-
FR JF R 19.20 J 21 M8 T, {7 5414 Ex19 Del (2235-
2249dell5 . 2236-2250del15 ) . Ex20-T790M J% Ex21-1.858R 4
MRS EGFR J: [H 58 48 29 i &1, A1 4% EGFR £ A fY
18.19 20 & 21 4N F, (i AL &0 T &7 2235-2249del15
1 2236-2250del15, 6 75 Hfth 17 Ff' Ex19Del L) 2 Ex20-
T790M , Ex21-1858R . 3 Fl Ex20-ins, Ex18-G719X ( G719A |
G719S .G719C) \Ex20-S7681 Ex21-1861Q % 29 flizes , Hik
Bl AEAE Ak e Cosmic ID AT LASZ BTG . 4 Fhk gi 5848 K& 29
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FHRASEREL (i FAM {55457, 4% 1 HEX(VIC) {5 5457,
SMEE HH FAM {5 5467 ; BTy SEB 2 3BT BP0 BE S EGFR
iy PCR S W A2 :95 °C 5 min, 1 MEFF;95 °C 25 5,64 °C 20
5,72 °C 20 5,15 PEFR;93 °C 25 5,64 °C 35 s(CREWL) ,
72 C 20 5,31 MR,

1.4 Z5R¥E (1) EGFR JEPIRARERAE - M4 il
G UL TR R S 4 R BT

L5 SitEsik N SPSS 17.0 FAF#EAT 52 20 #r,
YU B} K2, Lh P <0.05 2 A e Lo

2 #X

2.1 EGFR EF4 fImfillfER NSCLC A hg A gt
il 151 5], ARMS 452 AR il EGFR £[F (19,20 .21 b F)
4 {37 55845 %K 29, 14% (44/151) , Hirp 19Del 1 L858R 5
GAR 4y B 5 13.25% (20/151) F1 14.57% (22/151) ;2 i
L858R Fl T790M X Z7%, 151 5] NSCLC H figtses Ay 121 f], &
AR Hy 32.23% (39/121) , 4335 19 Del 45 18 fi, 2845 3K g
14.88% (18/121) ,1858R 2745 19 #i], 5345 %k 15. 70% ( 19/
121) , LA K% 2 f3i] L858R F1 T790M XL 5845 ; il fi 18 {5i] 58 75 %
JyOCE 1) 59 Bl 1 45 19 Del,3 fi] L858R ZE7F ; 443
W 3 5 1 48] 19 Del,

5.226q) P

4.726H P

4.226H /

3.726H Vi
3.226H /

T 2.726H

it

= 2.226] /

3 1.726H /

¥ 1.226H /

0.726H /
0.226

465~510)

RN R AT ATINCIE 14151617 18192021 22232425 2627 28293031
TEIHL

E1 EGFREFNEFFER, FIGHER

£ S BSMEY g4, ARMS &

6.1781
5.578H
49781
43781
3.778H
3.178H
2,578}
1.978}
13784
0.778H
0.178 =

PG (465~510)

2 4 6 8 10 12 14 16 18 20 22 24 26 28 30
A

E2 EGFREENREY 5 iEMLs

2 S WMERHAS L, ARMS %

5.462
4.962
4.462
3.962 H
3.462 H
2.962
2.462
1.962 H
1.462 H
0.962
0.462

PR (465~510)

0 12 14 16 18 20 22 24 26 28 30
TR

2 4 6 81

3 EGFR EFAWRETE,JiEMEsE
2 S BISMER 2 FHARY L, ARMS %

2.2 EGFR E[F29 i m#MiEMR NSCLC £ 41 4]
3t 222 5], ARMS 3 #3ll NSCLC 7 #4337 41 41 EGFR [
(18.19 20 21 #MEF)29 i S5 AS % h 44. 60% (99/222)
Hir 19Del 1 L858R 4 58 A8 4% Bl (5 16.22% (36/222) Fi
22.07% (49/222) s F A 575 H 4. 95% (11/222) (E2) , 222
1) NSCLC s hy 192 441, 22745 325k 46. 88% (90/192) , 41
16 32 f] 19 Del 1 47 5] I858R pi 278, 22748 & 43 5l y
16.67% (32/192) 24.48% (47/192) ,4 fi] GT19X Z45 3 i
20-ins,1 ] G719X Fil 20-ins X ZE 25 (€ 3), 1 fi] 19Del Al
T790M XUZEAE 2 ] L858R Fll T790M XU FE 7L ; i 15 ], 5
AR# 5 20% (3/15) 445 2 15 19 Del, 1 5] 20-ins; 10 1] i
I, 5y 5 ), £ 4E 2 9] 19Del 2 5] T858R 2275, 1 4] 20-
ins ;5 (il N Zr MR R AE 2R 0,

2.3 EGFR EEA#MAEMNENL XTI EREEZRE
EGFR 2 A 4 i & 4L 45 ) NSCLC 151 fi], & 58 45 2
29. 14% ;29 {3 g SLAG I 222 5], 6 548 2K Sy 44. 60% ; EGFR
N R ARETMHE D 2R BA R FME(44.60% s
29.14% ,x* =9.08,P <0.001) ; EGFR %L [ 4 {37 f5 £ I 48 58
ARREN 32.23% 529 FLaHGEAEHNy 46. 88% , BT AL 25 7
LA 2 (46. 88% vs 32.23% ,x° =15.96,P <0.001) ;{H
19Del 5 L858R f5 5845 4% [ £ P Bl A [ A3 s 2l 7l A I v 7
NSCLC 2878 % J fitJim 2 A8 Ferp 22 R R Gt 3 L (P >
0.05,%12),

EGFR 29 i s il A6 I vp 2z 1 6 5 5 55 1 28 ) 58 7
RIEFAGIE L ( =18.12,P <0.001) {5 4 {7 ik K]
WA Ve 5 M E R EGRR kP A8 622 5 TR 4 2
BX(X' =3.48,P>0.05) ; LMK ECFR 2 A 29 fif
MRERRT 4 MR R HEFTGIH X (34.69%
vs 24.00% ,x* =3.21,P>0.05) , & EERMBEED
AR H.29 i 5 4 AR R R W M (39. 22%
vs 64.86% ,x* =8.57,P <0.001,%:3),

3 it

ECFRJE TR E A KN T RKIK (erbBKIE) LKW ALIE
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&1 EGFREFE®N4 S5 29 LmRERMLE

BGEE e BRAEH(% ) X fH P

19Del 8755 (% )

XMt P ISSSREZER(%) P Pl

4 151 29.14(44/151)

9.08 <0.001

13.25(20/151)

14.57(22/151)

0.62 0.43 3.28 0.07

29 222 44.60(99/222) 16.22(36/222) 22.07(49/222)
#*2 EGFREFE4{If529 &7 NSCLC ERBPRTENER

. EGFR 4 i ¢4 J M5 H.(% ) EGFR 29 fiL i # J A A4 (% )

TS no GAEER(%) 19Del( % ) L858R (% ) no GUER(%)  19Del(%) 1858R(%) WA KAL (%)
[ 121 32.23 14.88 15.70 192 46.88 16. 67 24.48 4.17
s 18 0 0 0 15 20.00 13.33 0 6.67
i s 8 9 44.44 .11 33.3 10 50.00 20.00 20.00 10. 00
WARSWE 3 33.33 33.33 0 5 0 0 0 0

Esy

AR T 19Del 15 18S8R 5¢5M %48

#3 EGFREF®N4MR529 mBSxBERTRMILR

K a8 5 n RAER (% ) X AH P
4 55100 24.00(247100) 4 40 06
4 5l 39.22(20/51)

29 547 34.69(51/714T) e 15 _0 001
75 64.00(48/75)

EGFR Cerb-2( HER-2) ,Cerb-3 \Cerb-4'4J o EGFR Vi T A7
S AR R | R — i 20 R T RO 1 2 0, LA
RIS R U L, R ENE L 5 S A
A, T 5 0 A 1A 5 DR S K TG T, i KSR 1Y
BEINTT 5 AT WA S AL i R S, 5 A 2 AR K Bk
L A A7 S K [0 o 40 R T, 45 e 10 2 e B
Ja A BAATT RS RI o HRTE P EGFR 2848 1 K 75
WA, HAATRR G, EL 0N 1 EGFR 6 R 2 A5 46 1l 14
ShRuE, R BRI S 2%, A K, R RAR . Bk R RT-
PCR i ARKI EGFR H PR Ay i R A 7 v , [ P ) 1]
SLAEN T BB R B ARMS 2 ,3%07 R LT PCR
T3 S5 R B R SR R T RD A, LLGS B X A 272
RIS RR I RE J | ELIZ 7 o b A e 240 Py 50 D Jo
SRR, AT RO ARE 1% By57s 7, HARMERME, B i
K HF E IR EGFR SN, 2 8% 7 1= 12 i 24 i B
TSR (SFDA) LI Tl R EGFR J K 2 A8 Kl .
AL AMRS 3 1 SEAG I NSCLC A7 1 42 34 4 4155 f51
373 {5, HATHE EGFR P 3 AN T 4 7 5 58 4 ) 151
{F1 EGFR J£[H 4 M- 29 {37 5 A8 K 222 il . A
RALFN 29. 14 %o | JG B IRALHRN 4. 60% | Bj &4 AL RIER
HA B #4E (P <0.001) , #2275 EGFR JE[K 29 £ 5 K6 i it 71
BARAS R G 8T 4 A SR MEK I B 58 %, EGFR 3%
29 {3f S K 19Del 1 1858R 2248, 43 51 5 16.22% Fi
22.07% , 5 4 73R M LE, 19Del 55 L8S8R ) 58 748 R AH %)
5 HE S LA FE (P >0.05) , a1 EGFR £ 29
{575 19 Del T 2235-2249dell5 I 2236-2250del15 7 Fir
A, g AE A 5 EGFR LR 4 £ SR rp 2 Fh okt 28 45 11
19Del K HE R R 2 HH 2 3% , B HoAts 17 Fir Del 848 K
HRIFARE o 29 (A KIS B IR B8 T 47 19Del \L8S8R [

SMO TR A 2 AR 11 ], R AR R 4.95% , 7 B9 AR R
11.11% (11/99) , A Ah5E 2 7R 222 4] NSCLC 29 {3 5 6]
Yy 192 f5i], 5 AR 2R Ny 46. 88% , (U4 32 4] 19 Del 1 47
1) L858R 5245, 58 AR Z43 Jji| y 16. 67% \24. 48% ; T A 5 74%
BN 4. 17% o EGFR FGAI A r5 4G I3 750 A ) 285 SR S5 /s 7 i
Jeith 19 Del Fl L858R g A h R R A% E L., H
X AL S ARG 45 SR IR 88 EGFR 6 [H 28 78 20 {8 1%
FE oA R A kg R S T B M, S TSR A — B, A
FISESCHRARAE ™ o[RS EGFR B 4 37 i 358 70 46 55
MBS LMERE RAEREF G FEL (X =3.48,P >
0.05,33) , 3R 4 ALE R 5 2 s BRI R A R 2 7
TCG T2 7 S 2o R I AE 29 A7 A A T DU 3% IR B v o8 AR
K%, 5 FEG 7 X (39.22% vs 64.86% ,x° =8.57,
P <0.001) , [R]B 55 PEAGI 29 o7 55 b 5 PRI 4 43 55 2 AR K
e B2 RTLHE = E L (P >0.05), #i W] NSCLC
EGFR 75y 575 28 1) 2 14 S8 25 0 I8 R0 38 T O 32 3 A 00 467 A5
BEINSE A RN , 2RAT B R I S AR L2y o

25 bR, i 1 % 3 A b EGFR KX 4 A 5 K 29 fif
R LS, T LAA B T2 1 X PR [ AL s Rl i
FATARER AN [R) 28 A8 4G o, AR [R) 1 00 A 6] AR EG-
FR 0 SARNZEFR PR AL T 808 S5, B BRI R o

Sk
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T30 Mullerian 5P % 1 B3 S0k 52 3)

YR R KRBT

ME:BH T E D Mullerian [l P8 19 I R BLRFAE
TR 3R o Tt iR 2 WS e i, ik X
1 {3175 31 Mullerian fif P57 3E7 T A U0 22 L5 e pric
Mo, JF i SIS0k, BR TEDIRE R &
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SEFRB O NORLIR s Ki-67 FHPEYL (8 (0 T A A, S A
AR, EBER JF7 A 22 B G 8 AL T AR, RARKE 4
L5 mitFEAE A EdlE SPSS 16. 0 BAfF#E4T Cox [
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SV S kI | [T A M R AL i R AR B 5 5
K IR B4 B 5 £ HBV JERYL A HAt G AE |, 1 R 43301
I~ IV 3, AN Bl &, 38 e B2k, i T KAAR Y O 32
(1),

2.2 Gt AR BB SR/ NBI R LR 2 I TR
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Tt S AR T S | R R R A S b B R 1
FI5E! 7 1994 AR 5T A 4 4 B PG (TARC) %
HP B ASE— KB IN T 4R, KHE M BF S8 £ W] HP &
Pe 5 EEAISEN L DR IR b X HP R A G 0 5
TENTEE, ASLRiE L HE Yo Y6 Y (War-
th-Starry, WS) 435 20 214k 2%~ (immunohistochemica, THC) %t
ETERI FBR A HP (1% 5405 5 8 At )3 , g HP
I R AR I St 5%

1 #¥5F*%

L1 &8 BENLZEIRAL T R XA RS B 2016 4E 1 ~6
Rk HP BAPEFN B M09 B RIS KR A & 100 4, HP
FHPH R0 PP 40 o o S B i DR 25 U6 A C 13, C 14 BRI
35 334 BAPE B R4S

1.2 A& (1)HE Qe X REMES B AT 542 4 ~5 pm B
YIR #T% W HE Jefa, (2) SEHE Y 6 35 1 4 (4 e il -
BIER 1 g SEHEE 1 ¢ % T 100 mL Z£187K , 4445 ~ 10 min, 7K
Ve, KT J5 R T T o A 0 25 SR i R - 1 Wl T TR 1 2
W, B oA, (3)WS Jufa: Juyg Be il , B K (L
75187K 100 mL, JZ A 1% FI#%ER R pH 4. 0) , 1% R R R
(1 g AIRA IR 7K 100 mL) ,2% AHFRER (2 g A ERER IR
47K 100 mL) ,5% BH G /K R (B 5 g inER 7K 100 mL) ,
0. 15% St 4 Z Wy K B W (X2 21 0. 15 ¢ iR 1 7K 100
mL) . B A BY) 2B KA FEIR KR 3 IR, 1% E R
KR 43 CIE 2 ~4 h,2% RS ER 4R 0. 15% X} 2K —
W S% WAcHE 12 2 2 4 IR S eI v £ 2 ~8 s
(DR BEaR®RmE6) , ZWK0E 2 I, ZEEBK %R
B PR T AT 2 AR A TR T R AR

5% H99:2017 - 11 - 06
fEgBpr " AT % KR ER R ER, Jbs 102600

T EESER MR AL AR E B AL, JbET 100730
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o, IR G, (4)THC. AR &bk KL, %1
FE TG RR PSS 2 min, [ 2881, PBS o
ks TN 50 WL BP AR HP BT A B 58 BT 1A (MXO014, 451
BHAT) ,ZEWMEE 1 h, PBS Wik 3 min x 33350 50 L B
JHZY MaxVision 3 ZHiknill REE (FRIMNAHT A W) , ZiREE
30 min, PBS M 3 min x 333§ /i1 50 WL DAB {435 (4 2
BIAHED) EIRIFE 5 min, PBS ik 3 min x 35 ANEZ YL
PBS iR Wi R B MK (375 BHIGE B | PR e ]

1.3 ZitZEAE BEREYL x5 FoR, R SPSS
20. 0 BAFHEATHETTA AT . 2221 1) L AR B R 3 25 43
B, Z 418 W P L EOR 0 K56, P <0.05 M A Gl

2 #E

HE Je (75 WA HP 2 R E , i A7 5 2 Bt i 5
@, PIIRXERLIX 23, 7 W AE BT T A7 4000 A 1 Of 14 B ¢
RO KNSR (+) 5 RO HP R Sy L i 6, Y
WRAE L DX, 505 8 i A 5 A7 A WL, At Ok 1 T AR B
D KR (+) WS Jets HP ARG, R AR G,
it T R AP AT 2SS ) H R F) T R SR O 4 22 A
SR (+) sTHC et HP BARM (), 15 S I 6, BRI
SEUEXT LS, PR AR 2 WL , ELAGIN ok i B (A K 2
KM AR (H) (B 1) o 4 e @75 354N HP ) R
R B R B 22 S O e 24 L (P >0.05, % 1) .

3 itig

HP AEAF T AR S WA 1AL, 2 H R AT R BE A2 8
AP —f . HP 25 AR 7 B R 20 ,67% ~ 80%
19 5 W5 F95% 1)+ a8 it ik i HP 5L/, H
T HP A E 1 v B L 3 B T A 5 06 £ K ) 10
H. i HP (rik AR %, FEA ME%R .C13 Fi C14
PG | B A B RAEE R R I SR A 4 O e
TG R ik A A 22 QYL 8 HE L 1 48 5% ( Giemsa )
Yetn, FiEYe WS Yet THC Yot , BEE N BB 2 0
FH L HP AU I OB B RGN H , Bk, R —Fh il
TR RS MR DRI iR L B

ASCR A HE £ 5 WS THC YL 4 Fpoyyk kel 1 HP
FHEE 1 BF 95 4] 45 100 3], 285 5 SR 7, 4 b s ik 1 SUsR 4 )
BHK 94% 93% 97% 100% ; 45 5 B 43 51 A 100% . 100% |
D% 100% 5 WEHGFE 4> 3897 % .96. 53% 98% ,100%
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R1 4G HP REBFENREE HREMEREXTL

Hp . HE 68 KB WS Jefs HC J 8
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+ 100 94 6 93 7 97 3 100 0
- 100 0 100 0 100 1 99 0 100
HUREE (%) 94 93 97 100
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1 EFBAL HP Y I af o A B HE Yo ( +);B. B
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Horh  HE B0 P BRIGT B ARAT I )5 A IR, (2L 8 6 43
B, X 6 Il G Y HP ol b , Ay Mg, Ll
BRI JC s AW oA e G )L 3R N AR I B AN 2
TREE S TR (E 7 B, X T s
HP B ffeb , A5 g, ok 6 il 5 HE Be @ EBITERY 6 i
HF . WS AR — Bt (] BA g 212 W HP (19 S hnifE” , WS
FROEIORL I LR I, SR 5 X 7y U B R L (H
ZoR IR IR K 2, SRR — R, R g™
AE BB B , AR SEEG KGN 100 51 HP AP A 1 s
PATE. T E WS B AR I, 150 B2 5t 48 AR JRRST L 75 BT B
FH X AR R B R, THC Je e 5 13k 3 R ik L,
R R A ol f5 2 3t B8 5 e I 18] EL R R A A0 it SRR
JE RS B UER 3 Fe i, 3400 100% , BHAEAR 57 4 W, 471 B AL

T 4 FhI7 LSRN BH AR 8 9] 24 v, BERILAh 3OS BH
TP, NS WIE R LR 4 ksl 7 kB B (2 HE Qe @ 8
ANFPEEE RN (+) SRR GO (+) , WS R (+4) , THC
ey (H) , Horp  THC Je @ i A Bt ie %, LIRS
AL OV, W5 W HE Jr ik B AR REAS I 21 1 4,
(EURSEIN A B A A Al 2, ELTR PR 5 SR B B AR — A, 7 i
TR TE 250K X 00, A oy WL o A g s B 453 473 2
000 5] HP 5 I FRAS , F 4K 4 FhJ7 ik i SRR BE 5 5 B2 G
JE 22 S TG S BIRIZ BRS Toe X R R IR
IR BLRL AR R G o

Lig IR 4 Ry ik A B, THC S (U UREE 5 57
YR L e, BT B 1, ok B0 ) /K S 2R R AR, S0 7
HR BTN R
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TEH FR S W AEOR TAE o, RATE R 2l Bl R R
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FT2 M, NG BRI ] 1, i PR A e 45 2R ity 2EAE PR AR 22 i
(] o Sy 4 86 s DA S5 A BEA2 W ) I 1), AR 2 FEZH TR VR VT
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1 HE5HE

L1 #reb WesRtm g BBl 2 B T 00 T B2 5 2016 4R
FERUSC A A v PR L R SRR g 181 41 8], ARG R KA o L
T L TR IR 29 8], oA D L R e 461 12 48]

1.2 FZFEKH (1) 1% SR e E . SR 1 g, 28K
100 mL, 5 R T 4 CokAh 4. (2) Schiff L& :
PPN ET 1 g 2810 7K 200 mL, VR ERWR 2 mlL, i = V. 47 1R 4
3 g, RIH 3 go JeHF 200 mL ZEIR K E B, A KA, A
1 g Bl S 2T P80 1 min S8 K FFREIE 50 CHIIMA 2 mL
WARTR  FFV H 2 35 CHIMA 3 g B WARER . 73R
BHIA 3 g Rk 2RI, AR R T340, T
4 CUKFENFH

1.3 FEiZ#& LEICA CM1950 BRI HHL.YT-6C A 420
LU R,

1.4 BRPASEE HARGKNMYAIES ~6 pm, Y5
SR 95% ZBEE & 30 s AKYE 13 s 7EY) A LN 1% &
MR E T 50 CHERE H Bl 3 min (L4 A= IR Y410 ~20
min) , 7&K PE 1 3 ;31 1 mL Schiff i & F 50 °C ks 1AL
NG AL NS 5 min ({58 5 & R YL (4 10 min) ; FAK L2 ~
3 min(2 min J5 575 58 T WA G IUREE, 20 B0 AT A 3 B
[E]) s SR ARG YL (5 10 s; To/K SEEWLAK s R E WS R
JirEz i
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VR AL AR BERL R E B 8N T R Be R 363000

VEZ T B, 8,3, E-mail; yang6657188@ 163. com
IR, L, W, B AR BN, @ IHAEE . E-mail: su-
jin000064@ 163. com

;xuzzﬁﬁTme
FXAN S L

1.6 GEHHSEAHT  HUHERIT SPSS 18.0 Bk PR SEi 0
BT, BEXE X K, P <0.05 2 AT Heita 8 X

2 #X

R PAS Gt H m] L R 2T I RE TR AL 8, A A
NI AL, AN 2 1, L R s T B, L
M) % 10 ~ 11 min, FEE5 5 HE Qe T8 35 al 4045 1 X 5 B 5
B L) BT (18 2) BBk (18] 3) %%

X 41 5] BE BRI I R YR AW i PAS B (B 5%
HATEEY) R PAS Je (%) BB 2 W Rl i Ge it 22 0 B, R TR
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®1 41 GIFMARRET R PAS 2E5XF A
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- 2 10
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95% ZLIIE E , G 1 ORI 3 ) 40 M — I o B AL B g Y
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3 3t AR e TR G B AL G619 0. 5% $2 T+ 5 1% , [ Bib i 24
O LA IR IR VB T 50 °C BRERS L kAT
F T Rl T o R 5 e I 43 A AR S RONE
Y25 AT B IR P, A I 2 3 5 22 Tk S0 v PR A
JHBSE ], 4R 2R 5 A5 Y I [R] UL AR 1 10 min /2 %8 3 min
HF AR S S e, Y SO R e R o

Schiff I 5 1 HE MR 72 73 o (6 80 B, G 64 B (] Fn
JS N AR e 0 R R P BB AR T e (0 BRI 1 R T
Mo 4L 36 ) Schiff /E FBTIA], B F 50 CHERE F AL S Ak m 35 5
min Schiff & VE BT 055 , R UE TS R R0, 32 8 R B A0R
WA I ]
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FESEH, T 5 W, M LA Ge A W5 U0 - PAS Ye ik, il A i
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FHEERRAS T AT RGN T R 25 (ESD) AR FRAR [ 5 W (10%
TP iR R AR, A A D) HA B AR (A Y BbR
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J& -, A B A SR AR A 52 4 [ & TR AR b, 4 2L THT )
TR T EE W P, S g b F S LRGSR A
PR 1.0 em FE—NHITT T AR )5 &5 , DA PRIIE [ & W 58 40 19
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W, 8 PN R R R R TR AL S R LZE A A 42 2 B
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[ WINPT E) 0 2H ST T E B K £ ST R
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Jin =5 AR R /N 2 T 40 AT [ R Dl o 7K s v Xor 2 27
ke AR R B PR AL ER 2 B K A B i SR b TR
BB ARG N BCEH RSO T 4 4
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in| L sJ1/

%l (min) () . B
10% P PEAE R bk 90 37 I i
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90% 7.7 60 37 WIE Fh ki
95% . 60 37 W ik
95% Z, [ 90 37 ¥ b
ToK LT 60 37 IR LRBT
Jok B 90 37 WE ok
ZHRIT 30 37 w ik
ZHZET 60 37 H i
TR 90 37 R i
AT 30 65 TEER i
AT 90 65 LS i
AT 90 65 3D i
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R L AR R ARG SO/ L AT BT AN SRR
TR A S 1 A DY TR 172 A7, Je B S A
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T PR S A AR AL ] — /K T b, PR UCTE 3 1 08, F5 % A s
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H875% LA ALIE ESD bR o (] - (L HLREH T8 A A7 5, 22 T
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2 #X
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Y BRI V) THT B , A S WL 8 X DR T P AR A0 S 5 DR 1Y
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TP B SRARAS B B I i 2, BB TR 0.3 ~ 0.5 em, ZHZUEIK
P PRSR IR B DL 37 ~45 °C Ry, B K ALK G Jos 350 1B ¥ 1
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S BRI R BEAS i AR ) O BE B A 1) T2 e, e
PP TS W 1 50 5 45 1 2L 2 25 4 5 W s B U0 7, R 5
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941.

(2] K&, B0, Rz, % BB 48 FIR IR U A i
SERFELT ). R S LR AR 24, 2013,29(3) 343 - 344,

(3] FEflm, s SHRARBFREARIM]. JL5t: hE P
BERF R At , 201219 -61.



Vo R S Ih R IR 4k

J Clin Exp Pathol 2018 Mar;34(3) - 347 -

] 25 1 R BT 1A] :2018 —=3 =29 14:00 M % i1 iR H ik c hitp://kns. enki. net/kems/detail/34. 1073. R. 20180329. 1400. 028. html

BB B D B B AT EOR T TR O

i
B4 AR, 4

KBRS 5 M HLOM 5 5 ik itk
FESES R332 XEKIREE:B

X EHS 1001 -7399(2018)03 - 0347 - 02
doi; 10. 13315/]. cnki. cjcep. 2018. 03. 028

LWIHERIE AR 2RIAR) R4 BB I 75
LeF B SUE B e B2 BT A2y 77 ik 2T A R 41
QR BB WIS AR A . SR, 78 H 3 O i e A
2 18 B 16 2 B2 B RR AR v ZH A 0 (P R L AL
FIATE LR, TCIE R 5 SCRE AR AR IR R o 4 i g, (HL 22
A A B AT AL , BN B WiE L SE I,
S5 AR W R B % 2 () Y S o Ay et AR 55
TR FNEE AR I TR AR IR, I X
PARAS BB T iR BEA TR AR, U B S0OR , A5 ) SRR WL
[F) 24008 , A 4T

1 #¥5F*%

L1 &8 de2016 451 F ~ 11 A R M E R e =
BELABHRAS 2 TR A Bl RYORE .l FAXAR FIFEBE AL 455 -
RAFEGOHL S50 mL B0 BT Ir 9 20 A e B K
& WIS PR ARAT o

1.2 i SEIGRASRJC TR AT 4180, L EUR
R AR ALY B PR R B0V TE [ E O . AR A AL B
(1) 5P & SN0 18 W R A BB D N, — e B
50 mL B0 5 (2) MR O A TR AR AR IR B o
IRABOG I 150 B A TEF- 5 (3) {1 3 500 1/min B> S min,
Ab BRI ARAS BOHORE « (1) B0 A9 bR AS [ 2 -5 ) ) 2
ORZARES Bl LT, BT s (2) A UL B Ry
U B2 A 2 B HEA T 2 YORHIT , P8 S b A 9 X 4T
£0.5 em 4b i ABS AT IIRES, FEIR BORE D0 ) A e 20
A b RS B AT 3% B A 07 1) Sl T 1, i
ARG 5 (3) A DT e 22, W ATAs Pk th sl 8 A il 4K
RCER Y AP A AL BE A B G 5 (4) AR S R 2 4K
i b T WL RE 5 (5) S5 40 BRIE IR H W A SUbR A Ak 3

7 H#E:2017 -12 =30

Ve B BRI E I g R S B BERL , 7 BH - 421002

fEE RISk 20,4 Wit , BIRE, E-mail: hyriagh@ qq. com
WO, B, AR, B2, MIRERE . E-mail ; blk415@
163. com

XD
IR

MEEEAT .
1.3 itz Fra Sl A SPSS 17. 0 Bk gt fr gt 24
Br, 7 ¥R ] Friedman x° #556

2 #X

LIRS I2 RIRR A S R 7T} 387 3], Jorpr 23 4] )
AL AR A T TC AT R A TR AL R R 4
AR LU IS T 2 0 R I 4 4 05 FHGE
JERMEARA HEAR FENBIGR, g mREs 2
TbRA I D E A3 LB i, 3% 60% , H O 4848 )5 9138 I
B, 37.5% . S E AR ER AR FRE X
(P<0.05,% 1), fif 23 BligHlbrasid g il b, 4 2
JE L 12 1, 5 H52% o

G LRALUS DR A (B 1) &80 085, B0
B P LR SRR Y /NGRS (18] 2) |, 5 IR 5 288 J
KA YR, AL s A i 4 P JGIR AR s i 4E B
S YO TR M, X LB AT (81 3) T BR A 4 1 Py ] A4
RSB AIEES , RS 76 BUR FR 2 W7 .

1 REBRETERA, PERXELULBI A L, s B 2
BLDAL R B R AT LA ZUEER , Jy (R 3 UM
Mo g TR AR sl g AR, G (I M, X LG R A



- 348 - BRE R REERE

J Clin Exp Pathol 2018 Mar;34(3)

R1 387 PIEARSRHARE RIS
LAY 5 Friedman i

B W () P P
ASHR U] BHE o P 211 4 1.9

B AL 750 0
SRS 45 0

LA AL T 18750 0.005
2 228 )5 [13H H I 32 12 37.5

T P R 1m 2 18.2
AZEMNKFEL AN 8 2 25

B AGE 5 3 60

it 387 23 5.9

3 it

RIS B B AR I i 1 SV A 42U
I REARAS SO PR B T 27 35 i — A R B 1
SfF AR B SERE . A 23 IR AL 24 A Y2 T
11, HAZ B R 2350 g AN DU B 3L 0L 268 i B3 o a5
BN H 23K RN B R, B ROk
B ISR LUS DLR s, ik 60% 5 YR 25
LB, b7 37.5% o B K E 2R i T E AT
ARECE WS Z TR IR AE P NI HeF e 4l
GURR, T4 25 10 T8 N BRIR 2 4R B s i
BRI LV IR , A 3% Zof BRI AR A TEAE AN 3 T S HC
M TR . BT LA WL ARAS o R B2 i S A 40 5
ALBRYFIXIEARAS o TR LATEAR IS AR AR H A 24 2
DA 9k X FITEA S BRATE AL HA A LE N Y
AR AR AT RE 2 i 1 20 A W HR 25 2k SR B AE 20 A1 1 Je ik
SHIP, S8 S IS A TR A7 A AR LD 2T AR M52 W V) e, A7
Db S 5 R 2 0 g BR300 R R U 2 [ A OF Je o
SRR Z 1 B A AR R B R A Hh R S
WA R4, 42t R F PDCA JRER A SOIRGEIED it

AR B O TT ik K B A RS A B2 TR A
FTACTE, B0 N L SN ORE S A0 H T B9 O A T AR
BLOAIR, TR ITRE M B I TLIE W) R I 20 A s 4R
AR A VR SRR D) A R e A
SERIE I, Y CRCRAF I LT EA TG00 A, o T AR B o 22
e difeie ta, SR AYI R i Jo 22 5, w] LASE U B
BT IR B BRI B VE o CHRAR 7 15 5, SRR
AT AR sl A 32 nT RE B JH T BRI T, 3l
T ARG T S B JCk R B G (AR . o %L
TERAGRE : (1) kA s A i b AU A% X S8 1 4 AR AR, Bl
TR (2) BB Al — E B0 , B LEARAR 195 375 35
(3) BN I AT X EARA — 5 B S 1= B A i, )L AT RE
PRAIHL 7RI RS DL S T R AR 2 1 P R R
# 1 PR ARAE GBI P 2286 A AL 1A & 212, 5 1 il Bl
FAEAR T e IR AR B [N e B A 285 3
M, R AT LA 1] Jr BT 00 , 24 IE A L Rg sk e iRk i2 e
AT T I Rl RS BT AR Z [ S Rl

B, B0 IEAL BERAS 20 5 /0 e T R 112 )
BRAS | BEAE di BRI 3t B BB AR H ) L GURN A, 7 8 i B 5
MR EIY) R AT A OR R SE I, RS R B, 4 28 ] 4 252
DI Arsepedife, Jenl ) s ik

%30k

(1] miee, 2. AL AREERRGER ], pEH
ARG R R, 2012,28(9) 1657 - 659.

[2] Tarig M U, Idrees R, Raheem A, et al. Spectrum of Histopatho-
logical Findings in Postmenopausal Bleeding[ J]. J Coll Physicians
Surg Pak, 2015,25(11) :794 -797.

[3] XU=5%, B #%, B¥ b, 5. PDCA JRIFEFELAR s BEL) F
PERARLT]. RS SR B, 2017,33(4) 460 —461.

SE ALk Pk S8 P 3 A i e 14
Tl )4 43 B

Gondim D D, Ulbright T M, Cheng L, et al. Primary cystic
trophoblastic tumor of the testis: a study of 14 cases. Am J Surg
Pathol, 2017,41(6) ;788 —794.

SEAUAE SR AN PR S8 AT i T MR I bk L 45 A T
WG TR AR (CTT) o CTT SR AR L, ZEA &
HAt R ARG AT B — 2897 . TR R AETE S AL
TR CTT WHGE . EETTE 14 FIS20 CTTs ¥R R A 1A
SHANMINRE o 4 BIRFHZIRTT,9 BIRERZIRTT 1 IR
THEE . BEFEM 15 ~43 2 (P A4FERR 25 ), CIT L)
PSR (0 ~10% ) , 14 F13 5 A iR ey, 7 0 A G
PR, T B AT IR B R, S AR S A R, 9 A R

- [ SIS -

BT WV R A 2 8 A B S YIBR R R R 2
e £EAE CTT R IGIE . KiAK 2 CTTs 3% AW &,
{AAE AR T T ISR ST 2 b, e bl R A A A R
JBT, ERE PN AT BRAZORE I TR 2 Ve % 1) ot 4 Y, G 5 3 o S 3
R, B 2T, e TR B R . S
FEARIC hCG(6/6) |inhibin(6/6) Fl p63 (2/6) JRikl:FAYE, CTT
B KA R S8 TR . NG R ZIRIT R,
H AL AT REAEAE CTT, 4 240 CTT W] e 48 6 s 1) —
TR AL F I, 5 I 2R 6 MR 1) W G R 7 AL i — s TR 28
2R

(R FNE, R R i EBX TR CER
da A B3t 31203057 it BB TARERREA, B
3 312000)



Vo R 5tk 78 5 2k &

J Clin Exp Pathol 2018 Mar;34(3) + 349 .

[ 25 B R BT 1A] :2018 -3 =29 14:00 M % 31 iR Hu ik hitp://kns. enki. net/kems/detail/34. 1073. R. 20180329. 1400. 029. html

H3 K27M R & B3R & o & R E 1 ]

0 F L AR E, EWA AP

SRERIA IR PR s H3 K2TM G I AR s BT
HESES R 739.41 SRR S B

X EHS 1001 -7399(2018)03 - 0349 - 02

doi; 10. 13315/]. cnki. cjcep. 2018. 03. 029

BETE,37 %3 A H AT A7 N A 58 A 0 e R
AT SR AR ERRA, WOKAT 0%, JEAR SR, TGk 2 3K T o
WEAE A, Joo W S o MRS - I SR 160/100 mmHg, YR58
PR , P TR WU S5, G B SR A SO AR 1
e, B CHRBT, PBL T ILSK I R BRAEC - ) o R
TSk PO -4 B it A il (PR 1) i A i 22 5 5 550 i
KAV AR bR, FF [0 A AT /N BV SEE ], TTWT L2415
T2WI L)L} T2-FLAIR 5 {5 5, DWI SRR 5 AL 1 48
LRk S FE MIME S , 38 3 4R DS AL, 2815 5 492
] S A DL e, 65 7 i = % /0 ik 851 968 2 s o2 5 R i
BEJZTF R 8] e AT W22 Ok 5 R T2W @55, 3
Skt FLAIR SR 55, Fe E a0 25 04 nT il i
DL eI, h &AM fE b o IR S RS S W
JEJIRG P TR P A, DIIRZR ) I 588 P L 8 R e sl bk mT e
R I AR U o AT AN R IS A, AR, A S A=
AR RS, TR PR AN GE o B IR T AR KU K, A 4
g s R o B N A S N = S = INC I
o MIABEAT I AST 6T 5 Sk TR 3 55 4 4 ( JE12) < il

1 ORHIRLREIE S8 AT R - i AS B0 B, 39 588 4 il R DL A, /1
i 5158 52 s B AR 2 JRARYT 5 RN S AT T A S
175508 B T P S 480N, /A 81 8 2 65 TS0 P A 0

P HH.2017 - 11 =13
ez st Kok E PREE BeR BERL, Jb st 102206

Y HER R R B R, LR 100053
VEZERIA X 3,4, FIGEN . E-mail: leids_l@ hotmail. com

- R B HRIE -

T o 7 A5 5 R B 40 /0N 5 Mg oA R AL 55 D
I 2 B I8 B | 8 52 T 5 S0 Y 408 8 o

fRIBME IR ALK A U, SRR 1.0
em x0.6 cm x0.5 cm, Fi3, HELIMEM . Bike . Efa b
HFERIIKA L, M A ki R AR G R R B (18] 3),
BB ol WA Ry R 5 2 M LT YRR S5 ), bl 22
BEER A OREE TR AR B 5%, UL/ B A Wi 2 L, 18 DL B A7 ol
20, S g BRI AR . SR AL H3 K27M
(+) (& 4),ATRX ({4 ) ,Olig2 ,vimentin F1 S-100 ¥ ( + ),
GFAP(&BJ) +) ,NeuN( £ TC + ), Syn (i85 + ) , NF (Al
CALFYE + ), MBP (55 + ), PMP22 (B6#5 + ) , CD68 (/4
+),CD34( % +),p53 IDHRI32H Fl EMA #( - ) ,Ki-67
HETHAR RN 15% .

B3 Jmanyrig R4 K, R B4 4L H3
K27M #%BH 1 , EnVision 3

SIS W : (T ) SEARE 1) 16 A 45 B i 15 e fagse 4
fEFRIC H3 K27M SLAPE (51 T H3 K27M 8748 Bk 18 rh 4%
JEE BT, WHO IVZR., B0 B AT H3 36 R 05 LA B o 3k
SETR

e WHO(2016) X i 4 R 48 I 4 25 FE R 18 BB
24 60 012 5 52 I A e o b H3 K27M 8 AR Tk i rh 2
JR e, H3 K2TM AR H w18 v 2 Jie IR 2 1 A 4 2 1
H3 K27M 5748 BRI A 1O I B0, i T P 4 4549 (I
TR RE) L 2 ULAE =2 T R A SRR AN , AT
PG 0 I 2 10 % ) T i 2 283231, 288 R i Fse 5 8 v
Mo T B RIE S, FR kA L A LT, AR
15 ~ 11 %5 B AL & AR R P24 7 4 el i
RAARIR T2 11 % RO 2 KA TR o i B
FRIIE (1 ~2 AR, F WLAGESE & 2 ot 20 K RAE, 3t
P B SIS/ R AT R A T



- 350 - BRE R REERE

J Clin Exp Pathol 2018 Mar;34(3)

A5 T2 S5 5, %) HUA oS JRPEER M AT (B , 0 5
B ML i 5 % i 2L 2R v A L o A e R 5 T A
T, BE AR BB SCHk A IR K , IR A KR %8 I
PRATIRIR 2, 515 K6 2 X 10 2 e (00 B B R AR AR B T
WAL

H3 K27M 825 T/ 18 v 28 e it AH SV A e — 9
AR RN, 25 0 0 TR A, AT /A 5 5% 440 s I
EWNIIES 21| Y F NP & 2 (WIN | KT
W RRFE AT L, o AT e 2 %4 G N I A SR
A KR A ST T LD A 244 (EL/IN A G 2
FRBCIA AR, % 1 32 i R IO B A1) A 3 6 K A i 8 Py
FFEAE o AR () B 4 4 2l A T A 15 40 L R B2 i
TR SOWURE LI S50 ol 28 S PR 2 I e X0, o 28 R 25
1 B AN B R RT3 BERE X | AR RE A Rl 284 40
AL S 2T B B T AN R IR . 42 4 Gt
W B 7 T U

H3 K27M 5745 Rk i vp 28 1 B 22 LA 2L 26 19 4 T 2
H3F3A 5 HISTIH3B/C 2545 4h , 24 50% ¥ {4i] TPS3 545 |
15% 5] ATRX 28251 s 414k %3k H3 K27M ,Olig2 . S-
100, 1] GFAP ik R —, A 4 fbric H3 K27M [
Pk, 5350 TPS3 TG SL%AE B ATRX ke, BARAGIRTT
SEPR K, fH 2 4LUbRAS B H3 K2TM f R 0 -5 i R 70 4
WXL WA —2E

H3 K27M 5745 7R a7 18 v 28 i SS9 114 40 I ke D58 12 S i
5 Nestin Olig2 () ¢ iA 42 7% 1 RESK A1 I T T an '™ .
SRR 1) L S U ARG B s G 3 T L (ELAE 24 T
Jg Ak (ICD-0:3) , FiJ5 271, WHO 43 IV 9%, F A HE
PASERCYIRE , B3 WU ARIT 2 4R AR AR RANF 10% o A
5B T AT T B D74 — B 0 0 T AR R R, A
TRIKEEREL

2% PRIk H3 K27M % 7458 T 0k 18 v 28 I B 1912 KT ol
B S L BT A S o g BBV AF , G op G 2 AL AR
it H3 K27M S35 e 5 H e 2RI e e 5132 Wi f) T K
i o

(ARB) AL T A BT X5 B IR E RS R BT

IR BE B A BL B )

S 30k :

(1]

[10]

Louis D N, Ohgaki H, Wiestler O D, et al. World Health Organi-
zation classification of tumours of the central nervous system[ M].
Lyon: IARC Press, 2016:57 —59.

Solomon D A, Wood M D, Tihan T, et al. Diffuse midline gliomas
with Histone H3-K27M mutation ; a series of 47 cases assessing the
spectmm of morphologic variation and associated genetic alterations
[J]. Brain Pathol, 2016,26(5) :569 - 580.

Kramm C M, Butenhoff S, Rausche U, et al. Thalamic high-grade
gliomas in children; a distinct clinical subset? [J]. Neuro On-
col, 2011,13(6) :680 - 689.

Warren K E. Diffuse intrinsic pontine glioma: poised for progress
[J]. Front Oncol, 2012,2:205.

Aboian M S, Solomon D A, Felton E, et al. Imaging characteris-
tics of pediatric diffuse midline gliomas with histone H3 K27M mu-
tation[ J]. Am J Neuroradiol, 2017 ,38(4) :795 - 800.
Herrlinger U, Jones D T W, Glas M, et al. Gliomatosis cerebri:
no evidence for a separate brain tumor entity [ J]. Acta Neuro-
pathol, 2016,131(2) :309 -319.

Bechet D, Gielen G G, Korshunov A, et al. Specific detection of
methionine 27 mutation in histone 3 variants ( H3K27M) in fixed
tissue from high-grade astrocytomas[ J]. Acta Neuropathol, 2014,
128(5) :733 - 741.

Monje M, Mitra S S, Freret M E, et al. Hedgehog-responsive can-
didate cell of origin for diffuse intrinsic pontine glioma[ J]. Proc
Natl Acad Sci USA, 2011,108(11) ;4453 —4458.

Buczkowicz P, Bartels U, Bouffet E, et al . Histopathological
spectrum of paediatric diffuse intrinsic pontine glioma: diagnostic
and therapeutic implications [ J ]. Acta Neuropathol, 2014, 128
(4):573 -581.

Khuong-Quang D A, Buczkowicz P, Rakopoulos P, et al. K27M
mutation in histone H3. 3 defines clinically and biologically distinct
subgroups of pediatric diffuse intrinsic pontine gliomas[ J]. Acta

Neuropathol, 2012,124(3) :439 —447.

WEEE

VWO 23 B0 R AR B R DL, SR B O W B e A P B Ak B R AR [ B0 €07 AR L, LA S 8 o iy e R A
o BAGERUR 36X R S LB AR B U oL, A SR CE, T U o W B U 2 B A T S SRR



o RS LhmE i s

J Clin Exp Pathol 2018 Mar;34(3) - 351 -

) 45 1 R BT 18] :2018 -3 —29 14:00 M % iH iR H ik c hitp://kns. enki. net/kems/detail/34. 1073. R. 20180329. 1400. 030. html

BRERGERRAEREL A

AT

SRR : R ; TR AR AR 5 ISURAE s 4G
HESTES R 597 +.2 EkFRERS B
XEHHS 1001 -7399(2018)03 - 0351 -02
doi;10. 13315/]. cnki. cjcep. 2018. 03. 030

BETNE,56 5 RIERFFEL0m 4 A RABE. 1
FOSLALTF AU A AR . /NASE T TR U
Kifm R B . IR T LA NEHAI R BB, &
Bt —J1 i PR RF 0 P 00 B I ARG, B D RE : JULIRF 122
pmol/L, FREZ 446 wmol/L, WHRHMRSFIRYT 5 & 45 B
FNRZAR Gt , BATIE IS B R A AR , TARYI R 7E |1 , 12
G, ZJABE TV BB BIE 2 R0E% 815 Mk
FORBE R BE . O ILRE - LER IS 21 U/L, BNP 2 269. 4 pg/
mL, O ER R ;5 BERG R AHAUURE [T 7 O HL T A IR R R
W, 2% IBTEMREARE R O LT e LG LTS, E AR 4
Y, PRAG:24 h BREE M 216 mg/24 hy B/NEIIREE IR B2
(R B 1 4.68 pe/mL, JE k%R 4E 0.01 mg/L, JR N B2 4E
84. 89 mg/L, K2 589 wmol/L, JRAL B EELE & 8 T IE# , IRAS
JAE A, feReme kN B M B H FHYE, EEER M R
HEME . R Gt s RN T IRE 240, S 51 2 B 280
TR, A Z SRR 1A H @ WA T MP (B ik + i KAL)
ATT o BB 20 27 A A - R BB A R R BT P R A B
BB SRR o Wi AR ARk Bl

REWRE (1) FARYRMHRE R HAL, R %5

B—B, K 69 cm, 545 2. 8 om, I EBERRAS A P B K 2
om [T BEPERRAS B BERS IR BIBIGIE M. Gk A2 X
RO AR M S , A B e 22 R AR R BHZ Y AL, B 7SI
IR BT TR 4 B R 2 HE A T R IV J5T 5 I A B PR A
PIAIHCR P B TR (& 1) o Rk g o WIR 21 3 6 BH P ([
2), (2) B Y. IR BB MEREMNRRE.
Gk R AR PR AR 1 48 RN A IR AT LA G AT HOR
Y(E 3) o R MR LG8 8 FR M 5 S e % 7 : Kappa  Lambda
FRME. (3) KPRz ko IR L. SOAES B . B A0 2
LR, R BT WO Y ATHOIR By , BB £ 40 A AL
R WERZLR AP 4) o (4) /NBIE KRR Z W R 2L g

P52 F 912017 09 — 14

FGIH R W H (2013-054)

VER BT g KR = E B LR, Kb 410013

VEE SR N, 2, B BF5E A o E-mail: 1150292826@ qq. com
BRIRLL, L 8% 2R S0, AT BRI, IR E#
E-mail ; 1203396535@ qq. com

GHIZTER RS, 41800 R A7 i ROt AU BE AR 7, 45 2R
7 TEBRE TR IR T R BURIR ARG (E5) o (5) ¥
TR A IR R BERGAL ZR R O RE R TR LB B R B
AT A 22 2R ALCTE IR (1 6) o

Bl BT IRETYE S P 250 Az i BE 1) J5 R o 7 BE 1A L3 24t oy A
BORPBRICR B2 R R BE R A A BRI 2R
LR E B3 RIEEMERERIEE R BN R
A RAIECRY) B4 R B G RECT WL R e 1
Yok, R ZNIRA R O RGBS EHRETIEY
iRt T EBUFIRISER S E6 WM FEATIB BT R
B A BT e L R B A L F AR



- 352 - BRE R REERE

J Clin Exp Pathol 2018 Mar;34(3)

SIS JE R R TE AR

THE  JEMREAR M h 2 D R 2 o O R 2 1 7
A P 25 T 4L 2400 B PR A LR, 4T 5 | 32 B T RE S T
TR —FPIGIRZE B AE . TR B 4 R LR 6] i b2
P AR O AE R [ (amyloid L, AL) JEMFERE A
(amyloid A, AA) S5 M REAR PR 912 Wi A 0 T 4140 2%
FEEE T M TEMAEY it HE Yoo 22 2 R 2T e I HeR Y ik,
WIS LT e o n] 2 21 Hof e S R B IEHOL T R 4L
6, T RROE T REE | s METEM R BRI A
AL YL L2 Y DT s D3 MR BR 8 % F X 43 AL 7Y
TEMFEER R AA RIGE R RS 1A B0, AL A& SR
PG WSR2 e 8 2 th BRI B2l etk iy AA B A 4L s
WIRAT Je i A2 IR AEPE R B L AL JEMREASME B i 1
FE [ BT I VRS 1 B 4 5% (serum free light chain, sFLC) , J&
SRR AL WA MR L, sFLC Rl B T R s .
BUANFIA T4 R IR B A 15 S5 80 0 P TS R & 4 T (8, 9
FLBHPER Y AE 40% VA& s S e o R 0 sh [ AT
DA T A COE SR R AR R A I 0L o R R G
TERTRARPE B I I, WG R 2 B B S | S i L AR R
BT SRS TR R AL R N AR R, KA
ML SE R EEY R UL H B AW B A U2 805 I 2 A &
DNl R B DT AR A R L IR R Ay 1 K 3% IR A S8 I 3l
) T R SR R B R 8 T R R A —
K 2R 2R DA 505 ] B PR 2 I el A, 5 3 Ry e A
) IR LRI AN TR, 5 TR YT A TS SR AN TR, SR I R 2= 0
TEAL I I 2 IR AN i, s A8 B W R BB 1 1275 T 30 i
REVEM AR T RE . AL, B v PR o BR AR R B T
BRI , B R DUAR ) B #L HE Yoo 25 S8 ok e AT
R B JEZ S T B 2 A 0 — 5 B LRI
RPN, B T A S RN RS, AL JER AR
AP BE A I B HE O B, KGR 2, R 2
MP( Hhik 2% + Hb KN ) fby7 sk B i I T 40 A% 4 mT BH
BREAEGTRY . AGEETLIE T UL MP LT,

TGS, FRT AR & UMb AR 52 o IR 12 1 R
HRT 7T e I 1 AR G R B AL T R Y TS G
HE,

S5 3Lk -

[1] Choi J H, Ko B M, Kim C, et al. A case of localized amyloid
light-chain amyloidosis in the small intestine [ J]. Intest Res,
2014,12(3) ;245 -250.

[2] Groisman G M, Cohen H I. Small intestinal amyloidosis; a rare
cause of diverticular disease[ J]. Case Rep Pathol, 2014,2014 .
362835.

(3] #heds, KB, WITE. JEMRE ARk V00 I PR BT 5%
(1], RS et gk, 2006,22(2) ;165 - 168.

(4] # W, R P KRB 6 AN A B T2 R R T AR
GErLRREEE M AR YE (T]. Sl A A Ak, 2012,20
(5):1251 - 1255.

(5] B, Bk, EEN, % JFRERGEM MR L
RGGIRFIAMZW[T]. BHREY:, 2006,11(7) :404 -407.

[6] Cacciapuoti F. The role of echocardiography in the non-invasive
diagnosis of cardiac amyloidosis [ J]. J Echocardiogr, 2015, 13
(3):84 -89.

[7] Gaduputi V, Badipatla K, Patel H, et al. Primary systemic amy-
loidosis with extensive gastrointestinal involvement[ J]. Case Rep
Gastroenterol, 2013,7(3) :511 -515.

[8] Koppelman R N, Stollman N H, Baigorri F, et al. Acute small
bowel pseudo-obstruction due to AL amyloidosis: a case report and
literature review[ J]. Am J Gastroenterol, 2000,95 (1) :294 —
296.

(97 WA VRIS 1], BT A
5, 2013,20(6) 1321 -325.

[10]  #iife, & 0, SV, % JFRMERG RSN
e R fam A L], B RN 5B AT B AR Zk Ak, 2012,
21(4) 1304 - 310.

ZITFNSHEEX

et 455 4% GB/T 3358. 1-1993( et 244 1l A5 ) IALE —HERAIRHAHEED . (1) BEA I AR B DESONE o, o
BB M5 (2) B2 BSOS 55 G)AREBRISESUN 5.5 (4) e BSOS 5 (5) F R HIZESCRS F;(6) R R
WA SUNE x5 (1) MR RBHSESUNG 15 (8) ¢ KB HHESUNE g5 (9) BERAIBESCORS PP A RTRL4 Hh BARA S5 (5, I ¢
{6 F HA) 5 (10) FU{E L HIZESCRS OR; (11)95% AT IX A1 ] 95% CI 375



BRE R REERE

J Clin Exp Pathol 2018 Mar;34(3) - 353 -

) 25 1 R BT 18] :2018 -3 =29 14:00 M % i1 iR H ik hitp://kns. enki. net/kems/detail/34. 1073. R. 20180329. 1400. 031. html

B R KR R 2

¥ R FHEIEEX B

S SRR « AR 5 i i i P2 B R 5 O3V 5 o BT
HESES R734.2 X EkR SRS B

XEHS 1001 -7399(2018)03 - 0353 - 02

doi;10. 13315/j. cnki. cjcep. 2018. 03. 031

2 PIBFE R A, AR 230 Ry 46 .54 & KR 1M %
WK B9 SRR A L ¢ BT L i o, S AT il - DD R A
M CT Rl 2 it b -2 )5 Be WL HeR 8 B2 5. ikt
HIGE L S B 5 1 0 W A A, PR % 5 TR0 i 1 43 L %
WhT , 2l b SCAURE AR A 32 (BT 1), 2 ) 24 T L b B 25
R AT IR + R R AS TR AR A O e g o T il 52
JEN L, KNV 6.0 em x3.0 cm x4.0 ¢cm 1 8 em X7 ¢m
x7 em, e 4, BEFUE AL, B .

WRIERE MO0 MR A G, B2, B 206, i
WIS, SR AR, Bt A, 1] 2 Tt DI BRARAS b P g 1 i 26
R, BT, K/NT7.0 em x7.0 em x5. 0 cm, YJ i LK
HRr DX I SR BT A LRI A, By B, K, DX
AR (&1 2) o BEAS: : e 4 0 52 SR K 5 RoRHES ), B R
A 1ML IRBE 5935 200 L E R 0 R 2, B4 0 7 A B R
TR RA0N . SR TR Z MR 20T /R, B4 SR
& RBUN M BIR G % BUE , AT v e, A B I s 5 (A1
FRIZ AR BRI A KON, s ST vg R AR AL T, vl LK
HEZAM R 2 E A, RN 2 (E3.4),
RN .2 {5 e 40 Jf 5 2 38 B-HCG (B 5) (.CK(& 6) |
CD10 SALLA, /b % 5 A% 200 i 2% 57 40 o % 3k p63; A 3K ik
PLAP vimentin ,CD117 ,.CD30 , TTF-1 i Naspin A % ;Ki-67 1
FETEEL >T70% o

o RIS W - il J5UR P28 B R (primary pulmonary chorio-
carcinoma, PPC) P Ji] FEIH L 2556 5

Wit SRR R B-HCG 1) BB AEE 7 40
Mg o — I8 AT o3 S A YR AR AR R A, R Z BB K
TR AT IR GO, B Ak T TE 8 B AR R A 10 5
Tt B WL AR IR R SRR IR R MR, &
WF AR o Bl R, (8 Bk 0 B
PRI — BRI TR, A op SLRT L, PR AN R SE
PRSI B O, , B R AR AE ML PR, i AR

P2 H 2017 - 11 - 10
P B T S R B R B IR 230001
EERIN 2 M, 20, M, FIEEEI, E-mail: pengyan321 @ 163.

com

R I S A A A R AT R A

PPC BHFAEHE 6 AN H ~T71 DA AR 2 il B F
K 46 .54 % o EEA R B SCHR T ARGE Y PPC, fiE L
AR RS I 0% 1ML DS PR R X B T Dk e
BHERERMI G LT RIS AR, PRI 1)
B-HCG (T A BY T W o % TR E A% %o, 5k
AT L B-HCG PSR Gk E B-HCG {E43 710
98.8 I 3.46, FAQER A K BURT IS 2 &AL T2 0K B
I IRFE, $E7m PPC TR, IR b il I & o 28 B IS8 22l 2
KRR, Ko A I, Se A B 1l IR BT, V) T o
KNG 2 AR (s B8 {6, PPC J2 py B 40 ( 2 2%
FRZE RIS A AN BNk AR A 1A 3% A0 i A B g — A~
NUREE IbRE 3 09 ek oy 22 ) DL Kt il SR AE . A R T
TR LA G, B 6 1 55 TR €4 30 g U6 1k B I
WS AN WA SR . BRI R AR AN
[RIR /N 2 AR 8, P T 55 B B D TR T M BT, A LA A R
WATTEHE Yoo SRR , AR B AU E HL A IR R A . —
FEAS H BRLIA] 27 4 2 4 08 A R A o e A Y 6 A i
FRANML B-HCG A1 CK #( + ),

75 PPC B G2 Wis 28 A . (1) £ B-HCG Jt i By fifi 5
R AR /N R 1Y) — A~ DS B i v BT R,
HFEREES AT R B B-HCG /KT, TE A2 RN R B
L E I FRIL B-HCG, B4 2% B A i e
FRBUE F L, PPC TR/, S A B B, i B
B EAA KRR AN 5, e Ak bRic v 5k TTF-1 K
CEA, PPC 21EH M AIRFE Y 15 5 B A5 /0 o A M 0 5 2 4
LN PR32 5% 2 40 MO RE T 265 1) JP 9o A MR o e A fb e
o R A 3 55 HCG \SALLA & CK, A3k CEA il TTF-1,
() IS Ak g OIS FL SR AN R | S0 e A0 PR R )
A5 Koz SR i, B A I A B B A, R
SRR 5 IR FR3E , SO B IR ARG o )5 & s 40 i
FR TG g 5 | A % (i) ST 2 2 404 2, B A7 14 e 200 AL
BETRAER A th MR FEAL 2R b, Gy 20 bR 0 i 2 S5 0R 40 i
Jii CK5/6 .p40 .p63( + ) , s : TTF-1 Napsin A( + ) ; LB
TR HERRIE HCG( + ) B TR B2 W . (3) PRIk Aa bk
SRV A% 2 < S A 0 A A A R B S 4R B A R
BRMTE BTN, A Lric CD30 fil AFP( +),
S CD30 1 AFP ¥ ( =), (4) G R P40 6 I i - 4%
B f UL K AR FR AR A A R G, HAAAS B (AN K
MRS ) hAE A& A, 2 ilad i 38 & AR Il | DI Ry 25 & 5
162 JO S EAT 25 I AE Bl R S A AT R A G TR R



- 354 - VRS Fhma e & ] Clin Exp Pathol 2018 Mar;34(3)

--

B 1 e s 2l b 2 B UL A etk e % B2 g b A L300 , 25100k, R S AR €0, 40 K B, TR B3 ikt
AT UL R S IR SRR S, S R0 1% e A ., 30 5 LSS A7 9 1E S 2 21 [ 4 AW{?L?*FFQHH@DEE U 9 NS IS Sa gy i) )
5 R4 B-HCG( + ) ,EnVision 3 B 6 Mt CK( + ) ,EnVision 3

Pkt . (5) B &7 B 41 A — L8 Iigs , a0 it 9ISz M 21 4 vk (2] B4HM, 5k R, SRk, % JLEEIRLE ORS00 I A7 B4y
TR 25k A 9 R0 S e B8 7 27 4 LR B BELI]. WTHISMRR AL, 2015,21(5) 7 -9
W B AR S, L SRR R B 4 B o gy 31 B AL K ISR, S JRUR TR YR S U
AEM SRR, 16 F ST AR, 25 4 I B 9L i 1 L SRS, 2013 .31(5) 1395 =396,
BeER RS S s R T R ) [4] ZhuR, Jia C, Yan J, et al. Primary pulmonary choriocarcinomain

a male that was successfully diagnosed and treated: a case report

PPCERERE =, By AL IS , 510 Jo) | e L E AR A A o .
and review of the literature[ J |. Medicine, 2016,95(52) :e5693.

BT S R R e R e

WA SRS, FRRRTT RS AR BRATIR )y e g g R 4 GRS R
TR + WA k97, PPC H TR TR R0 9 1L e 2017 do(1) 75 71

WIS ATHUE ™ o 2 LREIATIE DI + MEEEAR . (61 Sy, mehm, w g6 % IR | I

1 BEFFRVIBRHABIZEE 4 A Gt 6 2 85I SCERVE 0], R G SR R A 2 A L 2006,22(6) s 703 —
TR AT ARG RV, R )G 3 1~ H & £ 1l B-HCG {H 706.
786. 54, $ER G K FNERE (7] W W, RE, #hFHE, 5. BEmRE A EEE 3 Bl

PRAFBEER R[], ZWPREESA AR, 2008,15(1) -8 ~11.
Kamata S, Sakurada A, Sato N, et al. A case of primary pulmona-

(1] BRREL RS IEE M. 2 B dEat AL IR ry choriocarcinoma successfully treated by surgery[ J]. Gen Thorac
IR He. 1z WA - . . e 3
. 2010.378 379 Cardiovasc Surg, 2017,65(6) ;361 —364.

yke yke A yke ¥ A yke ¥

k3P AT, R AT I, WR R A 5 26-54
W) R IT T AAEIL A R KT 4 B R AT, BR & 9% :0551-65161102



