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[ Abstract] Background and objective Pulmonary sclerosing pneumocytoma (PSP) is rare benign lung tumor
which usually develops in middle-aged women without typical clinical and imaging findings. PSP consists of two basic
cell types (surface cubic epithelial cells and round mesenchymal cells) and four histological types (hemorrhagic, sclerotic,
solid and papillary). It grows slowly, but it can metastasize to distant organs. The pathology before surgery is easily mis-
diagnosed. This study aims to improve clinicians' understanding of PSP by discussing the clinical characteristics of the
disease. Methods This represents a retrospective study of thirty-five patients diagnosed with pulmonary sclerosing pneu-
mocytoma by pathological examination from January 2011 to December 2019. Results A total of 35 patients in this study,
12 cases were male and 23 cases were female, the average age is 51 years old. 7 cases were discovered accidentally by physi-
cal examination or routine chest computed tomography (CT), and 28 cases were found due to symptoms such as cough,
sputum, hemoptysis and chest pain. The imaging changes is mainly featured with isolated or clear circular or round-like
single nodule and lump in the lungs. In this group, 12 cases underwent percutaneous lung biopsy, only 7 cases were di-
agnosed with PSP. A total of 28 patients underwent surgery, 24 cases underwent rapid frozen pathological biopsy, only 5
cases diagnosed with PSP. Postoperative pathological examination results shows that 1 case was diagnosed with keratotic
squamous cell carcinoma with partial PSP, and the rest were diagnosed with PSP. The surgical and non-surgical patients
were followed up for 1 to 8 years after discharge, and the overall recovery was good. The patients were no recurrence and
metastasis on chest CT review. Conclusion PSP is a clinically rare benign lung tumor, which is more common in middle-
aged women. The clinical manifestations and imaging features are lack of significance. Percutaneous lung puncture patho-
logical examination and intraoperative rapid frozen pathological sections often leads to misdiagnosis. Final diagnosis

relies on postoperative pathological work-up for most cases.
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A Al 14 fili 76 21 9 9% (pulmonary sclerosing pneumo-
cytoma, PSP) S AR LA XD U ) A fii g, 11 R Z2 0
SR ZRE SR, HOLREIRAT UK 0% L M | P AE, DL
RIVA NI K INEE, WA A B TCREIR T T AR A
SRR o %0 B S AR A 3 B Ry i s A Y I 2
B S5 T BhHsE, Tohe st ARHT IS LIWZ 4

(computed tomography, CT) f & X AR vk - B iR
LR, BT TARVIERG 7w B & LIV i2 W
ASBIF S 38 5 [ P 53 BT 3S I PS PRI PRAFFAIE , LASE i R
RIS BRI o

1 BR5HEE

L1 RGO AWFE s HpsPE R, Fivk126, Lik23
1, B h1:1.92; 4162714, SFHs18, R1FEE
W T35 BIPSPIICTHFIE .

L2 IRRFRIL ANZ %37, AN, 008 Bk 2
BLai], P MR B, FEA AR 21, AR A 2 1, £F
A a4, FEA RS Bl DU B A R LI
L FRB; AN A 5 S R B6 Bl el B g 149, Mg
PRI RAE LB T SRR A 1015 ABe s BUATHTECT
S R BT 5 S AR 6 51, AN S ST RIAT SR 21 1
1.3 HHEK A ALURTTA 16647 L35 MR br s G A
U FEFEPUR (carcinoembryonic antigen, CEA) . R 4
JEAAK PR (squamous cell carcinoma antigen, SCC) . F il
RBUKATIAR (pro-gastrin-releasing peptide, Pro-GRP) | fif
22 TTM Rl (neuron-specific enolase, NSE) | I A& 119
HAT i PE BB (cytokeratin 19 fragment, CYRA21-1) FJ4 L
S AWTFE3SHIRE M ERCTH B (&1-184) |, e
K tEAE Ze 200 (_Ert7 4, R4, Bl | Aitis
1 (b4, dtefdl, FrEsfl) 5 4361 E R A2 il
25, 2 AR R UUIN 22 /NG, LRSS SR 41
200 CTRI N TR RIS RIE LY | IR, 6
(91 B R AN KLU s 5 A 11 2 P 38 5, R K3 50
$EEA N1 mm-54 mm, VA EAZZY34 mm. FEA RN
Jazk 8, XA N7k 251, DNBRIfR L 4538 4B A7
CTHYSRAAMIL 116, 43R A L), HARR o) P

fbo A CTE RAUH 34 /R PSP, 704 /R, 46147~
RAEIAE, VLR S E REIMATREVE R, 10175 TR 451X ER,
RGP G TV A

1.4 ARENZW TR ARG 12000 AR FIAT 28 5 i 28 5
HEVURIIGRAR , A 7012 WA PSP (L 15 52 7 i i 968
AREHERR) | SHilER 7R RYERGAZE . ABIETE 2 851 J 7 dic 46
T FARIGIT, 24007 AR AP PV AR5 212U SR A
XS BilE7RPSP, 24 i, 1] RBAEARBEHE , 115142
ARV, 15O 7R AR AL 25T TR, 3491
I AR 210147 il i AL DI BR AR, s 4T it 17
BRA, VBT TR DIBR A, 10058 il e e A T NS | il
MR BER TR S5 o 7R T TGS [ ity &
B i 2 BB IZ PSPI 4 s Il Bt AN REHERR , 15 A S5 1L
W2 544 (emission CT, ECT) $& /R A& B 0 BT
FARIGYY, WP 1A THE PRI =P BE R T ARG, R
JEiis B2 W e 45 PSP, #5812 W MBI BUSRIB
5 619128 K it 2 IR I2 TS 2 - Bt | o

2.1 B A LR A 282 TAIBI T, R
JE 9 BREE SRS W i Ak AL e A1 SR PSP, AR IGIZ W
PSP, AL HAG A 2H 2125 (JBS) BT AL AR
SEARPE | BEA K H PEARION [R) e BEE AL, 2 /DA AR A
22 AL E o B TR A0 3 B AR A T LR
SER RN T b Je A AN, TSR XS RO S5 H =2
] B[R] ST AN sl Z2 R A 1406047 S ie 2H 4 UL
5 A K2 WA PSP (Kl6) , A 6F HURIREL s[5 51 (thyroid
transcription factor-1, TTF-1) . PSR (epithelial
membrane antigen, EMA) . JFEEH (Vimentin) . REH,
FREE FIEA (novel aspartie proteinase A, Napsin A) | 347
PrMrki-67 (proliferation marker ki67, Ki67) . M fasE A
(cytokeratin, CK) | AL fAEE 17 (cytokeratin 7, CK7) . B-
HEFE M (B-catenin) , £ ILFR2,
2.2 FUE MBEVS ARAFT TR TR E BUS: 3UIBEVI14E, 4
WIRET24E, 2BIRETT34E, 6BIRETISAE, 4BIFRETT 74, 3IkE
VisHF, RIG IR R4, Y¥TI0E R MER; 15]FETS 4,
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Tab 1 CT characteristics of pulmonary sclerosing pneumocytoma

Patient No. Age (yr) Gender Site Tumor number Tumoredge  Tumor size (mm) Conclusion

1 62 F LLL 1 Clear 50%37 LN

2 63 M LLL 1 Blur 54%49 Ca

3 48 F RLL 1 Clear 29x25 LN

4 44 F LLL 1 Clear 20%19 LN

5 66 F LUL 1 Clear 15X12 LN

6 54 F RUL 2 Clear 45%36 LN

7 47 F RML 1 Clear 15X16 LN

8 53 F LLL 1 Clear 19%22 LN

9 61 F LLL 1 Clear 35x40 PSP

10 48 M LUL 1 Clear 52%36 Ca

1 70 M LLL 1 Blur 45X30 Inflammatory lumps
12 58 F RLL 1 Clear 38%35 LN

13 43 F LUL 1 Clear 18X15 LN

14 16 M LUL 1 Clear 33X30 8B

15 66 F RUL 1 Clear 49X50 LN

16 54 M RLL 1 Blur 45X22 Ca

17 71 F LLL 1 Clear NA Inflammatory lesions
18 50 F RML 2 Clear 30%25 PSP

19 54 F RML 1 Clear 35%35 PSP

20 58 M LUL >2 Blur NA LN

21 45 M LUL 1 Clear 52X41 LN

22 60 M LUL 1 Blur 38%36 Ca

23 39 F LLH 1 Clear NA Bronchocyst

24 59 F LLL 1 Clear 51X50 Ca

25 60 F LLL 1 Clear NA LN

26 56 M RLL 1 Blur 33X45 Inflammatory lesions
27 4 M RUL >2 Clear NA LN

28 33 F RUL 1 Clear 29%25 LN

29 52 F LLL 1 Clear 40%31 LN

30 45 F LLL 1 Clear 49%37 LN

31 50 F RLL 1 Clear 40%31 Inflammatory lesions
32 46 F RML 1 Clear 15X12 LN

33 43 M RML 2 Clear 13X11 LN

34 69 M RML 1 Clear 54X51 Ca

35 41 F LLL 1 Clear 38%39 Ca

F: female; M: male; LLL: left lower lobe; RLL: right lower lobe; LUL: left upper lobe; RUL: right upper lobe; RML: right middle lobe; LLH: left lung
hilum; NA: not available; LN: lung nodules; Ca: cancer; CT: computed tomography; TB: tuberculosis.
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B 1 KaERCT: fRktsa®, Al B. C. DAR—EE: AL R—XKERMR, DB, ARSRGLE, ERECTRAESSEK, B FAR—EE (F
HERECT) : ARPHREANNET, BRFRE, BERSRGL,

Fig 1 Chest CT: lesions are typical. A, B, Cand D are the same patient: A round mass is seen in the left upper lobe, with a clear boundary, punctate cal-
cifications are seen inside, and the enhanced scan is evenly enhanced; E and F are the same patient (F is thin-slice CT): Two small nodules with clear

boundaries and spotted calcifications on the edges are seen in the right middle lobe .

=2 RRALER
Tab 2 Immunohistochemical results

Immune marker Epithelial cell positive Interstitial cell positive

TTF-1 14 14
EMA 14 14
Vimentin 8 12
Napsin-A 8 0
B-catenin 5 6
CK 6 5
CK7 8 0
Ki67 (1%-+) 6 6
Ki67 (2%-+) 1 0

TTF-1: thyroid transcription factor-1; EMA: epithelial membrane

antigen; Napsin-A: novel aspartie proteinase A; CK: cytokeratin; Ki67:

proliferation marker ki67.
2 MRERCT: fRETER]. AL B. C. DAR—RBE: EMITRR—ZE
EEHRY, BRRE.
Fig 2 Chest CT: lesions in the lung hilum. A, B, C and D are the same
patient: A high density mass shadow was seen in the left hilar area, and

the boundary was clear.
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3 MERCT: WA TREE, AL BAR—BE: EMEHRAFTRANAFREEESS, RAEDRREER,; G D. EAR—EE: A THREMKS
HELARRKZEEESY, 24K, AEREER, HEAEAREL, F. 6. HAR—EE: A THR—THNFRSEES, EEAKRERHES
BHERML; | JAR—BE: EMTHERREERRAL—=AMRALAME, BEXHAS, BRLRE AFSELSK. RIRREZER, K LAR—2
. AR THEBRR—REALME, FABEA54mmX49mm, BRFRE, BEXHAL,

Fig 3 Chest CT: lesion boundary is unclear. A and B are the same patient: An irregular high density flake shadow with small low density area is
showed in the left upper lobe; C, D and E are the same patient: CT showed a high density mass shadow in the posterior base segment of the right
lower lobe, with unclear boundary, lobular shape, short burr around, enhanced CT scans significantly enhance; F, G and H are the same patient: An
irregular high density flake shadow is showed in the right lower lobe, the enhanced scan is unevenly lightly moderately reinforced; | and J are the
same patient: A triangular soft tissue lump shadow with multiple dots and flaky low density shadow was found in the dorsal and posterior basal seg-
ments of the left lower lobe, the density of lump shadow is uneven, the boundary is unclear; K and L are the same patient: A soft tissue lump shadow

in the dorsal segment of left lower lobe, the maximum cross section size is about 54 mm X 49 mm, the boundary is unclear and density is uneven.
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Bl 5 mEERA. ILRREHE (A) . BiLsgs B) . HMK (O . %

#X (D) (HE%eE&, X400) .
B4 ECT: WS LMmE. AETHE. A B. ¢ DAR—BE: Lhi Fig 5 Pathological picture. Papillary structure (A), sclerotic structure (B),

EMER. EHAXABERSY, BREH, BETH, AFRRE hemorrhagic area (C) and solid structure (D) (HE staining, X 400).

E¥, fWMASLARAREEESY (UeEMERL , ANIVE
BEFRAH.

Fig 4 Chest CT: multiple lesions and unclear edges. A, B, C, D are the

ASS

same patient: A large high density flake shadow with small pieces of
low density shadow is showed in the rear section and tongue of left
lung upper, boundary blur, uneven density, the remaining double
lungs see multiple spots high density shadow (red circle area), a small
amount of chest fluid on the left.

" g B WL
P V. i -
e sy E1E Ao

-

R i

T el et

B 6 WmEER. A: TIF-1EEFERAME (+) ; B: EMALEFEIRMAME (+) ; C Napsin ALEAA (+) ; D: vimentinE 548 (+) ; E: CK-7
AR (+) o F: CKERMA (+) (SRBALEE, X400)

Fig 6 Pathological picture. A: TTF-1 epithelial cell and interstitial cell (+); B: EMA epithelial cell and interstitial cell (+); C: Napsin A epithelial cell (+); D:
vimentin interstitial cell (+); E: CK-7 epithelial cell (+); F: CK epithelial cell (+) (immunohistochemistry staining, X 400).

JiRJE 5 T PSP, BEVI2AETC R K M ets s 11k T5 . HiLiebowMIHubbell 1 U #2 Hi M, i3 il W I T I B il
AL, BeFRA B A 1188 (pulmonary sclerosing
3 iTif hemangioma, PSH) ", J5 £ S AL A RAE L PSP IF T

I AERIRTI TE E Rz Y (TR AR ) | 201 AR LTI AR
3.1 ImRESA PSP —F /D ULl S R R, 7E19564F 4141 (World Health Organization, WHO ) ELH“BE AL 14
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T XA TEEHT A R I AR, T I
TIRIER, PSPAE4AX 708 Y AT RE KN, Wf R TN AR IR A
HAEL bk, B R B 5B AR B A 212, AT
RE AN B BRI A G, PSPl TEA T MLAAR A4
AR A B, T3 R T L R A | IR
i . B P S5 AR R S AR AR, 8 L Al R R I &
I WNZhouSE WA 1135 % Lotk A 1] BvE A AR AR,
M CTEE R A G2 K B A5, SWAIERE, B A), 1T
Filirh - PIBRARTRYY, ARG HREIZWOAPSP, TARIGITIE &
A TR IIER

PSP RAVE R, A s HAT A% 2= HAL AR Az, dnfifg
AR HS | BHeR AR IR SRR, LK
LRSI, BB R R 2%-4%00; A A E | MR H
HPIL . SuzukiFEEHR & 1 PSP I M 5% A ] 1457]
S7H LB HEA T CTAS A /s A il T W —E4£2.5 cmif)
i, 23 R TERRBER IR I, IR AT 0T A
RN UIBRA , B A5 BEIESE g PSHA 5% 15
BaeSFCHGE1BIPSPE S = HH, HEUCRIRALITS,
BE 15 347 T g ek A 1 218, 1B N BE R 25715 /IR LIV Y
A Kim 5 OHRIE 11673 2 LT TRCT SR A it T
HIRSZ B I HE , P IR LS53R, 28 15 it 25 o) LT
KiJe, 2WiPSH, 34FJRFRRAT CT H1H0 /s i i s
RIS JE B N B 22 R R L 28597, A5 v T i 4
R AR Kk B2 WA AR5 5 BEAG A2 W PSP, Horfris ik
LLAE P AT 3R L S5 e RS, RS UMK L S Y ZH S A i
HAUL AR S IR IR AR, 6 DG, BEITEHER I
iﬂ[:ﬁﬁ‘j{% (magnetic resonance imaging, MRI) kfﬂﬂ%ﬁﬁl’{‘,
Franst s AT LV | S HEUL - e (ki A S5 PSPl
RURFEARAT, B2 TL2-S2 B FER LT, F20034F4 0%
JHRRETT 2201 S4F TR K o FHILRT DL, PSPRIE AT 4475 2 H:
M AL g E, (B AR KRB 2218, SRR =R I,
P S PRI Ay 2 i 38 B iR . PSP AL B ML H FiT TS AN
TR, A2 PSP L 5 F A% FTREG AR 1% | M1 |
Ji 25 e S MM IR /NS G, AR e RS B T RE R A T
AR BRI EARBCR MR R R AT A
NVimentin7E b B2 40T R ML 22t 3 B 2 AAEHT,
PSPHH T fiE 5 Vimentin Z IR YR KA 5K 0 SunfF4A R
I 40 RT RE TR F AR A M Y b Ke-18) FE B4 16 (epithelial-
mesenchymal transition, EMT) , EMTH] GE5 % I ei 5542
VIS, Wang 550Uk U RSV kb 32 2 i BDE 4R i 20
Ji, B, PSPREFEHLHI ITAE SEMTAHIC . Cho ol Ay
Ji4: JEE 9 (matrix metalloproteinase-9, MMP-9 ) 7E fiili

PSPHIERIARY T} AT RE SRS sl A G

PSP [ ] & I H Al S AL Jti A i gg 5k 20 W o A
19114538 B AP SHAFAE T[] — N4 5 I, 4571970
AT YRSy, ol SR SR B PSP AR A 4 21
FAIED, LuLul® 4238 7160742 1) ot SR B AE R — i 47
I [ i i A 2 T2 LR, 0ot e IR S ) A il ekl PR
¥4 (pulmonary sarcomatoid carcinoma, PSC) FlA5fili s i
PSP, Wang 5 OHIGH 115147 S Ayt i [R)in % A= i PSP
il o S L S ARI AP SP AL AT AR & A2 B0V, AR5
TR AT 2091 PSP 2L M SR e R BEAZ W 23 il 5 D il £
P FIRIEE o F AT PSP HA il 3 e e S A7 O AL
ATEHRE . PSPH]E S fili i A7 AR AR R Y 23 7 BE A kg, 58
P 1] A —E B OCHREY, AHERR G — A L RIAAERY
BEREERY, B2, MR EITEISIRIZIN I, T2 5 PSPlH]
AP I A AR AR T RE
3.2 JEBIRREL PSPALAG I FPSEA S R IR 40 A . i
S5 b B AR MR R E 6] S 40 i ( 2 AR ) B2, g B
b AR D (LRI S BRI, LX)
PSPE /D2 FhE #H 2 R b XA 5 4 B, K2 3Fh
VLB B o e HAME 2 S5 R R T TE-1HIEMAYY
DBPER), AL 14007 T S e ARG A, TTF-1, EMATE [
e AR AP EIBAM:, CK7 MINapsin-ATE 2 1 37 7 AR
O BEE, T (BT R S A M O B, 5 SR AR TE AR AT
Ao YangZF N[l /4T TSOBIPSPR I, A A Y
CWHERR R N 44.1%, T8 AR Rk IR R AW RS
W, S TR UKRYLA R PSP IRIZ 1951 B B
B 455 IR A ML 5 B S A | IRAE A R L T R A UG A AR A
b BERTTEIRFE AN S B . B2, 2 WTPSPRYSCHEZ
P e v XA AR, BT <7 4 R[5 T i) 5 240
[ PSPHY ST T BB AN A o A Rk (Toss
of heterozygosity, LOH ) 737 Y AF5¢ BIR PSP 5 41 3 U4
i 9% (bronchioloalveolar carcinoma, BAC) e I SEYIV
R Bl AR A L . SqAI10q4L FILOH LA K p164 AL iy
LOH ; X RhARMMFE— 25515 1 I P2 g A [l U
R, (HIFAREIERI PSP A I . 25 F1IEEB (protein
kinase B, Aktl) J&—Fh 222 1R/ IR 2 FR A TG, PTG 2 Flii
SEFH SR, GLAR A5 AF I AR IS, Nasr S5 RsHR
UAIPSP)LEEAT W IR i FI15K 1 & 1 [R5 (phosphatase and
tensin homolog deleted on chromosome, PTEN) F:[K 5875,
% PTENKE PRI 1 X 0w i 1t LI 3 - D g/ 4 11 e B/ 7
7 Z U 1 (phosphatidylinositol-3-kinase/protein kinase
B/mammalian target of rapamyoin, PI3K/AKT/mTOR ) ifi
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BEVRTT A AR o Jung FFRIXF44 BIPSPHEAT TR AR 4241
IR, K4S 6% B GIEAKRTIF R AR RN
M7 (B8 DU ), i R B AKTI p.E17KRE
A5, IR FT RS2 IE MU P SPAY fi i WL R B S L PP U8, 53
F4.5% 19 1 5l 7R B-cateninZE A% . Sl AHLL, PSPIE
PRIZH AN AL B — AN BK B BRI 58748 (AKT18B-catenin) , iX [
AE N T AP SHLAR R A= )~ AR e R 1) 22 S ik P 2
R LA ZR . Fan 5270l i 4400 720 I 7y % € 11451
Z RN PSP LI A 1S A L i 58 8 KRR . 227l
R K AT RELE #I3 B 16 (multiple epidermal growth
factor-like domains protein 6, MEGF6) | 8l JE IR E
HE (dynein axonemal heavy chain, DNAH) . AKT1.G&EH
WA RAERKIE Y2 (G-protein-regulated inducer
of neurite growth 2, GPRIN2) . R {ILEE-3- B4 fEr i
1 (phosphoinositol-3-kinase adaptor protein 1, PIK3API) .
F-box 4081 (F-box 40 protein, FBX040) | {Z RiEH i &
F11 (ubiquitin ligase protein 1, HERCI) | LR /TR &
PRI %16 (vacuole protein sorting 16, VPS16) . i b7 & A3
%U%%%EI (membrane occupation and recognition nexus
protein 1, MORNI) . $#¥4§474 (zinc finger 474, ZNF474) | i%
M F1B1 (catenin B1, CTNNBI) . ZNF251, &5 5tk &
411 (tuberous sclerosis complex 1, TSC1) . I LIAEH
[(IREETN S I (ataxia-telangiectasia mutant, ATM) . {4
I AB A5 3244 (kinase-insert domain-containing receptor,
KDR) &K ; i #% 3B R WIPI3K /AK TR = 8 vl e A7
TECTNNBI, AKTI, TSCIHYZRAL, {4 B A KA1
(vascular endothelial-derived growth factor, VEGF) 5 51i&
RITTREAFAEAKTI, KDR, ATMIYZEAE, UL, AKT1/)
PG ATRETEPSPHU R #5 E H E A . Jiang 5 2 i — A
J¥ (next-generation sequencing, NGS) FIZA& I ¥4 i 7E
PSP LU A58 48 : AKTI E17K NG SE R BRAF
V600E, X & PSP H'BRAF V600E % A8 ) 45 15155 51l 42
e, X—& BT TR A TXT PSP AR LI A BEAR, JFHR T
TE X/ LR SR T BN BRAF V60OEMEA T E— A
IRHYRENE . Lee 5 R03a i3 00T 1 BB PSP A Ik R
PURFIE (f TR R FICpG iy L), DA Sy 157
TR, SR FMIPSPARIRE HAT AR LAY S AL Fe il st %
WA AE , AELE R RE AP R I W2 25 5 pS3 — P e 2k
N, HGRAR LA e ps 30 5 4 2 AR 22 55 P e g 1) A A A
I R E A G . 7£15.8% (3/19) B AIFPILEE 2 ps 32K 1
FIRFIFEARAE, 15 Z I A 28 PRI AL A
TERM AR, X7 REAT B T i REP S HAR /K 51 Al

Pl A A B2
3.3 R PSP (il 7E X R R sl C T4 L
WRINIRLE, L FERE AR s B 45 5 sl ik,
WREYA], BRI S 2oy AP AL, iR I it ity
A PEFBel, RELAE DU I 1S PSPYI N B /NS, ikt
BI/NF30 mmo AL EE306] (LLF129°486%) , HiiAE
PEFA S 22 Bl Ee R 324, B HOP 234 mm, 53¢
HRAR T FEAARAT S0 PSPER T EiR SR B AR AR, 18
AMAE WAL, RBAL, 2570 AME, 248 RN SR
SRR, ZERHE ALK $944 (multi slice spiral
computed tomography, MSCT) £ /73 41 (multi planner
reformation, MPR) . 7R (volume rendering, VR) =
2 o R A B ATV T R X SRR A S Y E(E
FHE ARSI BUIR Al 7 JA B R | AR . RAER
T WSS AZER B EE R | RS | RN IE | 2R
R T AR R A e (fluorodeoxyglucose, FDG) J&1FH T
RS AL 4 (positron emission CT, PET-CT) %
IR ER ) 22—, HRE e R P 5 I rr) P e A
Ko PSPIEH R IAFDGHURAR 2145, X5 HAKZ1E
FARIRE o XuSFECORTFE R IAE SR PSP P, FDGHEIK
i SR /N TEAR DG, FDGHEU AR ILAIPSP R/
(A A OGP, A AR B R FDGRY P-4 i T
TCRERZH . PSPREBEARAE . 45 %55 FDGHLIBU R 25581,
3.4 WK PSPIYIRIZ | BRIATEIMIK 80
WL PSPR]IE it 28 B A 2 MR | 22 S A B A G A
FEEFIROR | AR HRE PKR ZH ST S5 B A W 2 8
AR 2 2 49 AR AT PR SH Y R TR ZHZU BRO) B, AL S Bl R
PSP; 12547 28 B A2, 71012 A PSPs AT MLAHI e B2
WX, TR I, 45 R ZEPSPREAT ARk AL
o A RE G2 W

PSPT 25 T FN Bk AT 5 52 W (D J R 7 it i
Pk JRE R GE, R A kS B R AR YAk,
U EY IR o N AR T & AN = R K (| L iE &
R R PSPAR, HIRIEZAYL]; S, Stk
WsR AR A B TH00); Q. 2R THME, Bl
SRR AE R AL SRR A B T2 W AR, 3 am i
TR Z AN R, PSP 1L 2 EEAbERAE | AR, HE5RS
T s A, XELL S 5 5 S B S M Zs %K
R TR T RE, A RR BITSFEPERIEIR, CT
ZRINEFRILE 5, BEALLS], T BUIARSLRAL,
PETUR AL, SR AR5 2 R LR PSPas s DIt 2%
BR kb 221 23 e s T B AR AL, mT RE A A2 S # 5,
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R ZIo AL ; ©RMEBIE: Z AL, 158
AL ARANTERE , BEARL], JWEA—, AL, z
PUBRIIRIT AR @RI : ZAER ML, 55
— BN Z AL, PET-CTA B T4,
3.5 WWITRIUE AH280T ARG, RIGWE R, £
BB B ARGV -8 TC I & K 5%, T WLFAA 2 H A
S PSPHIEIIAYT 7 s AN I A 691 ARAT AR S HAl
FERNAYT, BEVR24E-74E, SHl—MAF LR 4, AW T
Wl IG K 32, I, #8453 PSP R H B AT W17 i AR
7, A E S A PSPA ATRE S PEIR IR AC, 240
PSPEEH M R 3Z 14K (estrogen receptor, ER ) 52 R Z 1K
(progesterone receptor, PR) ¥ M PAPERS), (HPSPETS AT FT
WM IIRY T I e i — DR

B, ZMﬁﬂﬁuiXBsﬁJPSPEE%E’JﬂﬁiBCT P B
SEFIE R OEHEA T 1R BEE 534y, SR —2E AR PSP, i
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R R R I Z 5 e, REDRIA A 22, 2808
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