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[WE] B8y WHETDROBEEREESH AN B EEHAM RBICCI EEMAAMHHERR
HEX, Ak NABOLHKEMITE (LCM) SRR 35 Ik EERF A /NREHE M AR H
BB E A A (CK + ) 400, AR & B R AT AR (WGA) ¥ 3 1 DNA, PCR A6 EL 47 M) 13- 41
MU EREMER(RBICCL) MASEBRER, HSEBER  EEREHA URBEBHRE 4 H3 .
R LCM BIHER CK + 4008 35 4, WGA J by 3 3 4>, RBICCI 4 & ¥k R B4 510 884~ CK + 4
(273) , ERBHA(2/4) , EREFHR(0/4) BEFERFHAGAR(0/4), Kt MROBRBEAEERY
AR BB CK + 4185 RB1CC] HH &Mk, %At B8 CK + 41 AT R 3G BUME 4001
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Preliminary observation of homozygous deletions of RB1CC1 gene in disseminated cells of bone marrow of
mouse oral carcinoma model SHI Qiang, MU Yun, YU Da-hai, et al. Department of Oral and Maxillofacial Sur-
gery, College of Stomatology, Guangxi Medical University, Nanning 530021, China

[ Abstract]  Objective To observe the homozygous deletions of RB1CC1 gene of disseminated cells in bone
marrow of mouse oral carcinoma model in the severe abnormal hyperplasia stage. Methods The cytokeratin positive
(CK +) cells from 35 single nuclear cells smear of bone marrow of mouse oral carcinoma model in the severe abnor-
mal hyperplasia stage were isolated by Laser Capture Microdissection (LCM). The DNA of a single cell was ampli-
fied by the technique of single-cell Whole Genome Amplification (WGA) and the homozygous deletions of RB1CC1
gene of the DTC were detected by Polymerase Chain Reaction (PCR). Four normal, 4 severe abnormal hyperplasia
and 4 squamous cell carcinoma tongue were taken as control. Results Thirty five CK + cells from the 35 smear re-
spectively were successfully isolated by LCM. Genomic DNA were successfully amplified by single-cell WGA in 3 out
of 35 cells. Homozygous deletions of RB1CC1 gene were found in 2 of the 3 CK + cells and 2 in 4 cases of squamous
cell carcinoma tongue mucosa. However, the deletion was not found in the rest tissues. Conclusion Homozygous
deletion of RB1CC1 gene of the CK + positive cells in the severe abnormal hyperplasia stage may be the disseminated
tumor cells.
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A B A 4 B 98 5 545 2 B ( Retinoblastoma
1 RB1-inducible coiled-coil 1, RB1CC1 ) & i & i &
2 }u9& ( retinoblastoma , Rb ) 1198 & R O 3015 571 , 726988
AR KA, Rb B RE M EE R~ EE R
WA EAEHREZIRBICCI ZHEMRE
HBRAARSFEMENEE . FRERFER RBIC-
Cl EH i — %A 5 F R DL 4ERe 8 75 89 W8 20
e, A REARTHIR A 8913254 4NQO Hok ik
BN R /NR O B R E R A A
5 A B, 3 &3/ R R A Rk
BB HEHEITBRARR A EARAES
(cytokeratin, CK) FRYEAINE , 75 B 7 %38 £ AT B
E 4P CK FHE(CK + ) g1’ , AIEHBHT L
B4R, CK & b ER 4 M e e tEAR i, B X 8 %
HEESWEHANK CK + 40 68— 7% BB
YRR, EX BN PRRRIE TR R AL 00 7 HE U
#A MU ( disseminated tumor cells, DTC ) % 2 {8 FH 44 32
eNEES. FHith, &Z5ES RN REREE
ERERENEHAE CK + 2138 DNA, ¥]25
K RBICCT FH Aia MR K B IO, #E— 2 3iE
RIS H AT RIS A CK + 4HHE R DTC A {5RE,
1 #mRE5FE
1.1 FRAHR e 35 RAARABRERDERS
BREE SR NV E R A B B IE
BRI BESHE R CK + 408 1B BE A M Z AR AR
Wi IREE R MM R T RS
MSEIMR[3,5] H . HREEWER . EER
WH RS S 4 B, 32 DNA fERHR,
L2 BHEUIE NAHBOLHIREHEIE (laser cap-
ture microdissection, LCM ) Z& 4t ( ZEISS PALM %) 4@
% LCM & FEEE I L #9204 CK + 1M, I 75 o B
BCER B 8 E RS 3K B AR A B, R SR s
0.6 ml BE.LE, BLEH.
1.3 FE{RAF ZEISS LCM & PEN & T A .
Sigma 474 PEEY RN & WCA4 Qiagen Ql-
Aquick PCR Purification Kit, Qiagen QLAamp DNA
Mini Kit,DDH,0 ,DL500 DNA Marker . Premix Tap( Ta-
kara) \Goldview I ZUAZERYL 5.5 x TBE & (L&
AETAYTEEARERAF) BB (JLmexRt
MIERAF)
1.4 5lY&it 319755k B Genebank, By ki
Takara 4422 ] 7, BL# 92 GAPDH Fl RBICCl
BB F ER—NFI B, HRAFERELE I,
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%1 PCRYy #5|4

34 BHERI(5-30) TRk BARE

()

F:AGCGAGACCCCACTAACATC
GAPDH 419 57.3
R:TCCCCACTGCCTACATACCA

F:CATTTCTTTITACCCCCCAC
RB1CC1 315 53.1
R: GGAATCTCTTACTTCAGTCT-
GACG

1.5 DNAf2E K4tk 4l eRFEAY H (wh-
ole genome amplification, WGA ) 5 R IR L 1 88
4~ CK + 4iffa i) DNA, BRE Rk WGA4 A&
B4, 7 FH Qiagen DNA Purification Kit i3 & 21k
DNA 741, /NRFEEFHL R DNA F Qiagen QLAamp
DNA Mini Kit i#57|&32E, OD {H7E 1.7 ~ 1.9 # DNA
AT PCR,
1.6 PCRy™HE (1)BRHIHE WCA =W N AR
AR DNA( 2430 ng/pl)4 pl, £ F51#4-(10 pmol/pl)
1 l,Premix Tap 10 wl,DDH,0 9 ul, (2)HFEHHER
FI B KZR AR DNA( 24 100 ng/pl)1 wl, B RS54
(10 pmol/pl)1 pl,Premix Tap 10 ul,DDH,0 12 ul,
(3) R P 5%A4:95 CHIAENE 3 min;94 CAEME30 5,1
KRB W 1,72 CHEM 30 s, 3 30 MEFF;72 CHE
ZEfH 5 min,
1.7 PCR™¥ath BURFER PCR ¥ 79 5 ul,
FH 2% MBEREBEEERS 50 mI(fiN5 pl Goldview [ Z#%
BRYUKL) BB UK , BEBE R 3 i R L AR R B,
L8 #RHE (1)FAMELSEFAT HERIIK
FIWHR#E:-OD {HAE 1.7 ~ 1.9 ) DNA, H S 7] B
Lyt it GAPDH MR B R, (2) #a HEEkR B
FIWARUE  ARAFTESE-S M B AR, DU 7 B AE N A FE
WKL X FREMEGHERKNTA, EE PCR
P35 2 R, UHEBR R BEPESE R . 5 FIERH AL
EREHR FEHE L FIKH PCR F=#%t i,
2 HR

LCM 4% 46 4~ DTC, I M 35 3K/ B BEM
FAIR 1A DTC (3t 35 A, skt B E 1), 5
R K T6% , 1% CK + 4HHE 35 4, WGA4 ¥ 14 /%,
ThE PCR M Zh¥ # 1 A5 GAPDH BS54 R 3
A~ BENEF 8. 6% . RBICCI ZEFE 4if R 1E A
B CK + 40f(2/3) , EBHREAL(2/4) , FHE
WHR(0/4) , BEERFHAEHL(0/4) , PCR =Y
RLPKEERILE 2, S bBr LDt BB BE e %
YR R G B R LA 3,
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(ME] B REMWERFNEEHERE (TRUS) B 5] 5 T SR A5 IR Ab AR B & e
ERAFE F RTS RS (PCa) RIS ARIS R TUIR (PSA) RIB RSB RIS, HiE NAZEBREG
SRR TGRS N PCa BERITIE, RIFEETRAT 2 FHFURER, FENRL% 6 SIS
FALEF RIS ; 5 M7 PSA ROBFIREER I FERRTF IR IS PSAZFRUTE K2 P4 533 (PPBCs) , Gleason ¥
TSRS BT R, SR BREIEL 413 B PCa 149 §i], RIFUIRIELE 171 4, 38 4= FF40E 44 4,
WA B 9YR (PIN) (JESL RIS A (AAH) 3L 49 il BTFURRIE-S 16 BR ( Whitmore-Jewett #5 ) A B.C.D 435 x¢
A — 2 B I PR A A AR 75 7P (R B ARE MR B, R [R) PCa PR 0 B9 TRUS 758 4 R - 3% PSA PPBCs
Gleason ¥4 =& 4115 PCa IR MR BEEMR, &t ZEHEESLEESEENZRAPIRATE
), BIFBRAE U I RAT S IR AR A P R — & RHEERIL, 5 & PSA BB TRERS IR LHIKFE

[xgin] ZLEHES; RIYVIRRFE; RE¥; PSA '
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Relationship of image features of transrectal ultrasound of prostate disease and the observation outcome in
clinical stages of prostate cancer HE Yan, WANG Xiao-yan, LING Bing, et al. Department of Ultrasonography ,
the People's Hospital of Guangxi Zhuang Autonomous Region, Nanning 530021, China

[ Abstract] Objective To observe and explore the characteristics of ulirasonography for transrectal color
Doppler ultrasound in the diagnosis of hypertophy of the prostate disease and specific antigen(PSA) and image fea-
tures in clinical stages of prostate cancer(PCa) systematically. Methods Patients clinically suspected of PCa under-
went prostate exam by transrectal color doppler ultrasound, then by transrectal ultrasound guided prostate biopsy by 6
points adding suspected nodes method, comparing with the PSA | pathologic results, PPBCs, Gleason score, and clin-
ical stages. Results In 413 patients confirmed by pathology (149 PCa, 171 BPH, 44 BPH with inflammation, 49
BPH with PIN and AAH), prostate disease had some characteristic ultrasound images. Clinical stages A,B,C or D
( Whitmore-Jewett methods) of PCa had some different characteristics of ultrasound images. The results showed that

PSA, PPBCs and Gleason grades were positively correlated with PCa stages respectively. Conclusion Transrectal



