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29 4], B AERPIBIRLLARA 10 BIAE AT RRLL, &R sk 4L kA m Gli-1. Ki-67 & @8 k& H o, &8 RT-PCR %0 Gli-1, Ki-67
#9 mRNA 69 £ A K, F54 Gli-1 5 Ki-67 kikegmkt, &R Gli-1 5 Ki-67 EASRITBAFA T o A EE E 55 % 62.8% F=
47.6%, HBES TIEMNBRALA T 5.9% F2 2.7%, Gli-1 5 Ki-67 ¥R E 5RHEF 5% (=12.192, P<0.01;=14.508, P<0.01)
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H 5 Ki-67 69 &k BA AR,
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[ Abstract ] Objective
investigated Gli-1 and Ki-67 expression in human brain glioma samples”by immunohistochemical methad ffom 50 patients, who were treated in

To investigate the expression of Gli-d¢in‘human brain glioma and the corg€lation with Ki-67. Methods We

our hospital from 2014.5-2017.5. According to the pathologiéal grade, they were divided into gwo groups: 21 cases in low-grade group (grade
I-1I), 29 cases in high-grade group (grade III-IV), and LQ"Cases T non-tumorous brain tissue as‘control group. Real time PCR was used to detect
the mRNA expression of Glil and Ki-67. The correfation-6f‘Glil and Ki-67 were analyzedsResults
brain glioma were 62.8% and 47.6%, significantly High€r than those in nop-tuniOrous brain tissues (5.9% and 2.7%). The expression by RT-PCR

The expression of Gli-1 and Ki-67 in human

of Gli-1 and Ki-67 in human brain glioma tissues showed significant higherthan*those in non-tumorous brain tissues (P<0.05). The expression of
Gli-1 and Ki-67 was significantly associated with pathological grad@®(x¥=12)192, P<0.01;1’=14.508, P<0.01). Gli-1 was positively correlated
with Ki-67 expression in human glioma (P<0.01). Conclusion, \Gli-¥is highly expressed in human glioma, which is correlated with pathological

grade, and positively related with Ki-67 expression.
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BF9T B AE R A RT-PCR & S HAEIAR, BRFE AR 5% o SHH 15
SR R R T GLi-1 RIAE L, TR R A K R
HIAEDEHLI, NGRS B SR — 2 R &

1 #RFEEE

L LR 4

IR R AR E 2014 4E 5 H 2 2017 4E 5 H BRI 5251
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1. 2 385

FHi N Gli-1 £ T fifk (ABGENT A#)) . I A HowkE
Uk Ki-67 (ROUE LAY TREARAF)D  SP9001 F 4k
R & A PSR EDFEART R AR  REFEME
(Thermo A#]) &

1.3 RT-PCR

T NCBT Z[A 2 #r $R AR 02 AU R mRNA 5231, M Oligo 5.0
#it514), iR[E NCBI, 347 Primer-BLAST, R4 FEHIT5IY
FEA. BIMFEHIH Invitrogen AFIEK (F 1)

1. 4 G 414 2306 I 22 5 2 IR 5 4T g B I 5 P 4 230
o Gli-1 J Ki-67 fyik

P BXAS 0 i S s A« S v 8 o 2 41 45 P I S 9 L 2 i
AR, B R KE 3% it A AL A (10,0, EiEE LN E
30min, PBS Mk 2 ¥k, EDTA #IEEJ5 PBS vhik 2 ¥k, IiiE P
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STCAFEE M th, W Z & MyF M n—dt (Ki67 1:100, Gli-1
1:100), 4CHFELR. KH PBS 3k 2 %, MAEMRFRCH =
P, 37TCIHAE 30min, PBS ik 2 K, INEERFSN O3 TAEWH,
3TCURFPIFE 30min, PBS Myt 2 ¥k, DAB R, HYe. HET
W55 R
Gli-1 AP LH AR IA Y BN Y0 M 0T L A%, Ki6e7 Sy
HALFRIEY FE TN MAZ T . R Friedrich 55 06 )R NF4>
(immunoreactivity score, IRS) , XRHIEEEE: HEMAE
TRENLEEL 5 NREF, %0200 MR, BHYELHH< 10% 9 0 4
>10%-50% 9 1 43 >50%-75% 9 2 4% >75% N 3 4o efasi B brik:
TR 05y, REERNLSY, FEERN2 G, FBERN3 5. &

PP LR 2 WS A 0 FIa =", 1 o~ 4 3 HI09“+”
56}/\/7%%”% “++” S /8%#”% &(+++” . u “++)? *D “+++”
TESCRRAYE, =" <+ g SO

1.5 RT-PCR A& 25 T8 4 Jis o - 400 P g B 0E 6 i 2 43k GLi-
ImRNA % Ki-67 [Fik

4%?7&@?&’]%HEPEééﬂéﬂﬁﬂEHEPJ%éE@éﬂéRﬂé/J\HTWﬁﬁl)\%
W LGS, FE -80°CUKM. HIURAETERIRRE,
TriQuick J& RNA Tmﬁ%ﬁ?‘ﬁmﬁﬂﬂ,/\'é R NA, REFRAGHKE
cDNA, 201 Jx Rifk & #E4T RT-PCR &7 [Mix 10mw1, FiEsI4
GuMO0.4uM, FHEI4Y (5uM) 0.4uM, cDNA 0.4ng, EET
KE 2001]. R 95°C 5min, 95°C 30s, 56 C (Ki-67)
/58 °C (Gli-1) /57°C (GAPDH) 30s, 72°C 45s, 72°C 7.5min
(35 AMEIR ) o PN IEHE M UK S 43 T30 2 AR AR 5 [R] e 3ef
WS KIEE, DIRKEEBTS 5 .

1.6 Siil=77k

@u’
K SPSS 16. 0 48 ik B 947 S ik 2 4 B, fri&z'ﬁ*@?( ﬂwf’ﬂ«/\ 10

¥’ K4 ok Fisher MitIME R, HHEER L (xEs)
ELECR A S B ARG, AR S PE 2 H R &
Spearman %5 2 AH 2 43 HT 92 4 BT N\ R 5 9RE 4 8¢

IEH WAL N 10% (1/10) , ZRHERITEE L (=14 508,
P<0.01) (F2) .

2.2 RT-PCR & 5§

GLi-1 mRNA 7E /5 2% 5l Ji o 98 KK 2% ol Jie Jo 98 R OE 5 i

40 43 ) M A & 4 B D 0. 14540. 020, 0. 08340. 070,

0. 06010. 039, P=0.004, ZRFHFi%#E . Hd, EHRINK
R 5 A ARG GBM 55t HR AL I AH S RIE B Gt %= X
(P<0.0125) - Ki-67 mRNA 7F i 2 3 i s« A 2 ) fse i Jgg Al
ol T 2H F 6 AR G 263K /43 i D 0. 14740, 032, 0. 11340. 070,
0.04940. 035, FRAKIELE B «*=11. 30, P<0. 05, H it & L.
(£3).

2. 3 FHRME MY

KA Spearmen ZE AN ML, ES AN BIRE R GLi-1
MIZRIAE Ki-67 2IEMIE (r=0.68, P < 0.05) .

R 1: ARARINRREMETMALAITIEA Gli-1 THC fBERILE
Gli-1
4] ¥ P 2R 2
2053 LIRS T [ER G x P 1Y
AR 29 10 19  65.52%
RFAR R 21 15 6  23.81% 12.192 <0.001
e 10 9 1 10. 00%
R 2: AEIKAEREIERKRALAXRA Ki67 IHC B RILE
Ki-67
4 2 2
H%IJ B ré T PoF 1 25 x P 1H

68. 97%

((\33 33%

10%
@NH'KI_J.&%U&EF&E%HNZH Ay
Xt RILE

14.508 <0.001

% 3: ki-67.

Ki-67/GAPDH mRNA G1i-1/GAPDH

K1 67
HEARBMAEE, BLP <0.05 AES T E L.
2 #R
2.1 SR UL L %
Gli-1. Ki-67 Jy@Eis T GBM 4ufierb. Gli- 1%%3

B M (B 1D, Ki-67 sEfr T-40 itz q@

(

B 1 BEAREEA) . ERUREE(B) . A
Gli-1 R ALRLLE (x 400)

&l 1: Examples of inmunohistochemical staining of Gli-1

%N o iy

TRt FL R Ko
C i

3. R R : o ety @ it
: nﬂ%'JH&ﬁF ( A) 1&&5']5&%{‘ (B). IEMPERG LA LR
Ki-67 S AR FELE (% 400)

2: Examples of immunohistochemical staining of Ki-67

Gli—1 ff) 35 76 & 4 %) GBM f y 65. 52% (19/29) , {& %%
A GBM R Ay 23.81% (5/21) , IE & i 41 439 Sy 10% (1/10) ,
ZRAE SIS (=12.192, P0.0D) . (R 1) . EEA
GBM 5 1F % i 2L ZABH M 3R X bl IR 2 GBM 5 1 &% i 2 2 BH 1 26
Xt E A Ge it L (PO. 01D o Ki—67 R IATE i %l I 5 73
O 72.41% (21/29) , K Zn) i B A 14, 28% (3/21)
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fa(c)

F@ﬁUHxﬁJES 0. 125+0. 020 0. 147£0. 032
ﬁEﬁhlJﬁ)dﬁF 0.13340. 070 0.123+0. 070
IEH W42 0. 0600. 039 0. 0490. 035
P P<0. 05 P<0. 0125
3 it
SHH {5 5 8 B 7E Wl A7 T 1E 3 I AR Zh, TR K

B IR AU, AR PR E R BEA R BN E
EW% TR, BEEMCHARRIERN, S8 010 R 8 SHH A5
A TE R 2 2 A B R 0 R R A IR
Yuan 7 ZEWF7C AL, SHUAZ S 38 i A8 J A 1 AE /N 40 o il e
(NSCLC) A AFAET Z BRiG BL R, DNA o5 F A&l & B 87% AT
F93% I % 9 A7 7E GLi-1 [ =y R Ik T 78 /> 4 B fifi i (SCLC)
th, Gli-1 [II5 5 3 FRAE %, HiES2 Shh 5 5@ B4 7E NSCLC th
Wi A7LE, H DA 000G KR U R . TERRIRE R, BT AT
%38 1+ RT-PCR SZ 3% iF B Shh. Ptch-1. Smo. Gli-1 7 i Ji 9 41
AR KA B E T HRRESHS L IEERRALS, £RAN
CD44+CD24+ESA+ [k it T4l A -, Shh BIERIA 2 LG IE 5 1 e i
S bR ARG 46 5 U FE B R, ST S W Shh i
ﬂ%%mnﬁﬁi@m&%tﬁwiﬁ%m”Wo%m%ﬁﬁr
AP LIS BI IR I, Shhy Pteh-1 (&R X /KF 5 BEWHE
Taﬁm%%§,ﬂ$m B Pteh-1 mRIAT RS B0
]ﬁ%ﬁ% [18]
ﬁmﬁaﬁEFW 2ERG. Eik. B, W EHERS
TG R, B R B AR S 4l i 43 Shh, VB Fm AL
Gli (+) PPERTARGHML, R  FIGTE A HZOR . 2 &R 4
AR —EHEE, FURGT RANMEYIM, Shh 7k,
T%%@mﬂiﬁx,Lﬁﬁﬁﬁﬁ&ﬁWMﬂ%ﬁ%¢%ﬁﬁ
RS RNFAR U2, BF R SRS 5 ARG RIE,



EIFAELK 2019 54 6 55 4 4

Shh—G1i {5 5@ % Ab T SR iR A 1 57 % W 1Y) Shh—-G1i K¢ 51 g
LA R 1 R AR R o Jeng % P W 9 R ILFHIBT Shh {5 5 i
6 T BRI 2 S R A L PR A R . Preh—1 IRA8 5 A g BEAR A
R RB T IZAESE P (225 P RT-PCR AL A A1 55 97
F7 U251 Ak e o e 4 i 2% e il B Jpg 2 23 v Shih {5 5l # PR -
mRNA ({335, 45 R ELRTE U251 AR R4 ZY (¥ Shh mRNA
HIZEIE 5y ml e T AR A H 2 R ik, $27R Shh iS5 il B8 =
S5 77 [ R IR 4 R et . Shahi % Y B U KRB Gli-1.
Gli=3 mRNA 75 K& 7 22 T o 4 R A8 B2 ffa R A2 b 2 B A2
Rk .

A 5256 LA Shh 5 5 3 B v B B AL S B GLi-1 AR AL
XEG, B Gy 24K 00 52 56 T v R B 10 481 TE S i 45 21 R Shih
Gli-1 ARIXBAUAE §IRIL, TAE 50 41 1 B 4L 23 v 29 Kl
F| Shh. Gli-1 BItERIE, AT 21 41 Shhy Gli-1 BItERE. Hih,
Shh FEARGOMN PR« = B I FUR AL BB G273 3 Gli-1
T e O B PR Hh s B B TR . RT-PCR &5 2R W
Shh. G1i-1mRNA B A% 238 & 91 8w 1 1IR3 i 4141, {H52 Shh
mRNA, G1i-1 mRNA 75 S0 B SR AR BRI X Ll Tt
TR, EREREY. HSIEFMHALN, ERFUEH S
Shh FlI G1i-1 fE 8 H/KF A FEFKF 15 B, 3278 Shh {5 5 il #
7E GBM 410 Hh 2 3 0 1 . 10 AEAS [F) 209) GBM 4 fiid b G1i-1 £
HAEAKPFREBAGGEE XL

Ki67 f& —Fh i 40 M A X Az L, Hohse 5 L0 2%
VIR, SUnMRsG TG A SR R . RIRR R A, 2
FRE AR ol 22 RGN TUR S W 5T HEEE (2016) sRAUHER 1AL
YIEARICY (1 G0iiEds ) ™. ABFFIESE, 78 GBM 40 Gli-1 54
FIEIFE Ki-67 RIEMG, X TR 7 6 20 ) 48 58 23 1L Re 2L S
Gli-1 BRI IEADCHE, Gli-1 Rk &1 GBM R fE T8 50 g
RTUS . B —AZ RS & 4TI li- gL,
A5 Shh {5 5@ R HFIWOE / SRR A T REYEAE JT GBI —
NEEFE,

FIATA ¢ G1i—1 A Shh {5 5 8 ¥ AE GBM J7 i At 42 i > ARAR
TRIT GBM KA R R MIHLE D S8 B Rk, ASHIE FubE A Ty, “ it
W FIORANFR AN & 5638, EW I IRIAIT GBM SR AL R ETE =
B MRS T T AR A
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