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(# ZE] H®: SRS CEILFFEY 1 (GHl) MRk E X YHEE M 2 (Sox2) 1 E i
i 240 R0 e A 3R 0K R FO B AR R, B GHL 5B U THEARAE A9 AR G . F ik R A e 84k~ e
8 77 WA I 159 91 5 B0 2 2 rh Glil, SR EIE S I F 1o (HIF-1o) . Sox2. PRI E X YHEHE 9
(Sox9) . ki 44 (CD44) . NREKZE G RH T4 (OCT4) FUfi & R & 70 5 W AEERE 1 (LSD1)
(4 22 38 A3 A JLAH OGPk 5 ol ik R 3638 i 0 H 2 5 0 Bt (GEPIA) B GLil X5 200 R 41 i 8 3 )5
{18 5% W) B 55 1 240 b 5 0 0 A G 5 i S0 2 R T A I SiH e 200 A 1% 2R 1A% A RE ) B L 48 A A AR
Fik, R AL 6, EEHUEA LD Glil 5% 5 HIF-1a (r=0.374, P<<0.001) H1
Sox2 #ikKF (r=0.176, P<<0.05) RIEMKKFR; GEPIAKIEE M, B8 b GLL FHMERIE W
BEWGZE (P<0.05). BRALMET SiHadiid Glil, HIF-1a F1 Sox2 Y mRNA & & H 35 K - 1
BIE (P<<0.001), HEAKMRMKAILRGE T . . $E B S 0% 40 M Glil F1 Sox2 mRNA
KR R R K, AR 9 0 04 P R AR B
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Effect of hypoxia on expressions of Glil and Sox2 in cervical
cancer SiHa cells

ZHU Changji, LIU Xingzhe, XUAN Yanhua
(Department of Pathology, Yanbian University College of Medicine, Yanji 133002, China)

ABSTRACT Obijective: To analyze the expressions of glioma-associated oncogene homolog 1 (Glil) and
sex determining region Y 2 (Sox2) in the cervical cancer cells and their pathological significances, and to
discuss the correlation between the expression of Glil and the stemness characteristics of the cervical
cancer. Methods: Immunohistochemical staining was used to detect the expression of Glil, hypoxia-
inducible factor 1-alpha (HIF-1a), Sox2, sex determining region Y 9 (Sox9), cluster of differentiation
44 (CD44), octamer-binding transcription factor 4 (OCT4), and lysine-specific demethylase 1 (LLSD1) in
159 cases of cervical cancer tissues and their correlations were analyzed. Gene Expression Profiling
Interactive Analysis (GEPIA) was used to clarify the effect of Glil expression on the prognosis of the
patients with cervical carcinoma and its correlation with the stem cell markers. The sphere-forming ability
and the expression of stem cell markers in the SiHa cells under hypoxic status were detected. Results: The
immunohistochemical staining results showed that the expression rate of Glil in cervical cancer tissue was

positively correlated with the expression level of HIF-1a (=0. 374, P<C0.001) and the expression level of
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Sox2 (r==0.176, P<C0.05). The GEPIA Database analysis results showed that the cervical cancer

patients with positive Glil expression had poor prognosis (P<Z0. 05). Under hypoxic status, the expression

levels of Glil, HIF-1a, and Sox2 mRNA and proteins in the SiHa cells were significantly increased (P<<

0.001) , and the cells exhibited a strong sphere-formation ability. Conclusion: Hypoxia upregulates the

expression levels of Glil and Sox2 mRNA and protein in the cervical cancer cells, and promotes the

formation of stemness characteristics of the cancer cells.

KEYWORDS Cervical neoplasm;
Hypoxia-inducible factor 1-alpha

B U AE A Bk Lo e W E Th HE A S 3
RRRRGMIET W F LN Z —, &E g AR
GEAHCILT-W S 1AL, B4R 5318 SV BT &%
Bl e 27. 57 g g AR TR 1 Y, IR H
13 73 B S0 B R R A0, AR R 2 M SR R R A
FET-HN LRI W Y SR R R A
ke 5 T 40 (cancer stem cells, CSCs) %
DMK, XESHEEAWERENEERNE >,
TE SR Je 240 JE B R 43 g AL 4k g AT Rl
5 PR 20 R T R, R R ) P R R
fif 25 . Hop 4% S I F 1o (hypoxia-inducible
factor-la, HIF-la) % 25 /4 W B 40 1 5 |
TR FN A ZE A U A, 985 I e 2 200 T R A
i 98 A B 0 39 FE K I A AR L TR AR 2 RN A
UL RR{E S % (Hedgehog, Hh) s i id47
A O kPR R 4 b 9j i A R R 45 A B B, HE b TR
AH G 98 3 H W] JE 4 1 (glioma-associated oncogene
homolog 1, Glil) fE b Hh il #% 19 & 25 SR H 1,
A R 04 A2 S S 5 I P RO CSCs A IR
PR 40 Y A R g 5, JF HL G ] g 2 14
R0 MR T B R L S AR VA B T A0 A AR
Pt denimrar 0 R G 7E FLAR g .
ELOHE. BEE . B RE G e A gih
s, BAEBEWEWMSIHEER, BHS5MHkR
E X Y HE 1 2 (sex determining region Y2,
Sox2) . PP E X Y HEH 9 (sex determining
region Y9, Sox9) . 4+ 1k #& 44 (cluster of
differentiation, CD44) F1i 2 MR +F 57 1k & W 5k
i 1 (lysine-specific demethylase 1, LSD1) &k
bR G X HIF-Ta BEIEM R Y, (HAF5E
FARBEIVTHASRMET GIl E A X TR EY R RE
L. HAET, GULTEE 8 rY KRB 5 T YRR L
S A 2 [ A DG OC &R M AN TE R o AR Glil
S OB B0 A AR MBS AR, 3B Gl A&
K55 B U T A B R 7R A LA B SR A R DG o
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1 #EREHE

1.1 BARITTAH 410IEF S EHL . 1908
i b Hz2 W A4S (cervical intraepithelial neoplasia,
CIN) T /IR 1104 CIN I % S 159 {51l ‘5 3595 41
ZUbRAk B 1 e AR RN PR W) DL SE 7D R
i 1 Be s BELRE 1996—2006 45 12 Wi I 17 4 JE 1)
W Bl 5 DD R A A SIS S A R AR A 2H 20 LA
CIN 43 % 2 [l Richarthrff : CIN T 4%, CIN 11 %
FCIN [ 9% . ABE5E R4S SE 1 KRR 2 T
St (R3S . YD20231027007) . 4 ZUhR
RHEMIHBAE-P4 (hematoxylin and eosin, HE)
g W%, M G I e AT S s AU g
1.2 @ 22X AfME NI SiHa 24 i
W B 3% E bR AE 48 L % (American Type Culture
Collection, ATCC) ; Glil (abl51796) . Sox2
(ab97959) . Sox9 (ab185966). LSD1 (ab62582) .,
CD44 (ab51037) . J\ B 1K 45 & 5 % W 1 4
(octamer-binding transcription factor 4, OCT4)
(ab181557) Ml actin (ab8277) #i & My [ ¥ [
Abcam 2y Hl , HIF-la (2136621) Hi Al A 3
Millipore 24 ®] , RIPA 2 . % — % & M B
(polyvinylidene fluoride, PVDF) . Xt & H R
(bicinchoninic acid, BCA) #& P& il i 751 & 1 e %
HE AN EWA FERR KA, TEZ MK
(I REERFHARAH ) ; LN 5% E & PCR
(real-time fluorescence quantiattive PCR, RT-qPCR)
% (#45 . nexus), Hl Western blotting ik £ 4t &
BEIE A% (F1S . Power Pac) I [ 2€ [ Bio-Rad
23wl TRIzol 351 Al 2 % s il il & 3 3% [
Invitrogen A A), WOLIH R A B HMEW A H A JE
L N

1.3 RBRARKFRFERNEFTTHRARFTH
B R ¥ Glil\HIF-1oa & F @ e 48 X 4% &4 Sox2.
Sox9.CD44,0CT4 #= LSD1 #§ & & & BB %5 #1
KAk JE, Y1 A 98 °C Y Tris-EDTA 2% b



444 TR 224 (BE 2 i)

50k 42

2024 4 3 A

(pHY.2) #ATHLIRBEE . Glil. HIF-la AT 40 i
K AR E W Sox2, Sox9., CD44, OCT4 M LSD1
—PERBT2h, PR/ RS HE A= IR
THWE 1L, @R OF 3, 3- & IR X4 4
PRAS AT Yt o Yot 285 B e BH M 40 i B o 43 LR
BH P 40 B €55 B 2 S0l 143 . BRI 20 B AP o 4y
<<25% it A 14, <26%~50% it Hm 245, <
51960~75% R 34y, =76% it M 44 ; HME IR
O 15y, FREOT N 258, BRSO 357
W 2 A5 4 B R BV R B A4, A <<d S M B
PE, =445 M.

1.4 #@mp3zEiRAomE SiHalEwWARSTET
37°C. 5% CO, WK FR46 T, SiHa 40 Sk 2R
BT 37°C. 5% CO,. 1% O, f194% N, 18 3% 46
o, A& 10% KR g . 100 U-mL ' % % G H
100 mg L "% % £ 1 DMEM 85 32 W 15 5% . 40 2>
R RS AR i S AR A

1.5 RT-qPCR &40 R F &4 e & 6 1] ‘& 20 5 20
¥ HIF-1a.Glil & F fm fe 48 % 4% &% mRNA Rk K
i ] TRIzol ¥4 £ BUAH M b i RNA, JF B %
SR F & B N cDNA L G S F . 37 °C
15min, 85°C, 5s, 4 CHATIRA . FHIRE 1R,
Wit Glil, HIF-la fl T 40 M AH X AR B 51 8, i
7T RT-qPCREY $, § 3 % F: 95°C. 5 min,
95°C, 10s, 60°C, 30s, 72°C. 30s, #Hit354
PEER, LLH i -3-5 IR I A M (glyceraldehude-3-
phosphate dehydrogenase, GAPDH) ANZ, RH
27N H B JE I mRNA B 81 0.

1.6 Western blotting & # R R B &k &6 4] ‘& 3 &
ek HIF-la e Glil A T @i R EHZF O LR
EARF HS AR RGBS (phenylmethylsulfonyl
fluoride, PMSF) % RIPA 2 i 2L figt b 983 200 i 6
M0, 24 F148 h 214 Glil, HIF-la, Sox2 Al
B-actin i 2 R Ik K P 1096 + e KL ik 2 4k - 2R
WM TE e BE R W WK (sodium dodecyl sulfate
polyacrylamide gel electrophoresis, SDS-PAGE)
BERC sy B F B AR, BIkKERENEE R
PVDF & F. H15% BiAg4- W57 = iR 200 T £ 2 h,
IRJG 5 Glil. HIF-1la fl Sox2 & 1 & B-actin 47 174K %
H2he ZHWEF 2hJE, ARk KO
(enhanced chemiluminescence, ECL) {5 & W5 .
fdi Fl Image JEPF 53 B 85 1 40 K BEAE, B H I
HERBKF . HIYEHRILKE=HNEH KW

®1 HRERZIWF5

Tab. 1 Primer sequences of target genes

Target gene Sequence(5'—3")

HIF-1a F:TTGCTCATCAGTTGCCACTTCC
R:AGCAATTCATCTGTGCTTTCATGTC
Glil F:TCTGTGATGGGCAATGGTCT
R.TCTGGGGTGGGATCAGGATA
Sox2 F:ATGCACCGCTACGACGTGA
R:CTTTTGCACCCCTCCCATTT
Sox9 F-GAGGCCACGGAACAGACTCA
R-CAGCGCCTTGAAGATAGCATT
CD44 F:CCAAGATGATCAGCCATTCTGG
R.-AAGACATCTACCCCAGCAAC
OCT4 F-CAGAAGGGCAAGCGATCAAG
R.-GGGCCAGAGGAAAGGACACT
LSD1 F-CTGTGCTTGTCCACCGAGTT

R:ACCTGTTACCACCATGGCTC

IR BEAH /8286 1 5% IR BEEAA .

L7 AR EEAMNRAH KRS SiHadi i
fE R A B A AR R S A 20 pg- L7 EGF,
10 pg-L~" bFGF H1 2% B27 # JC IfiL i DMEM 5 3
WS . 2 5 0 s WA A MR A f K/, R
i TH 8 B AR =100 pm (9 ik BR IR %, AR ERIATE
BLRETT -

1.8 A B &A% B %3 &S5 H (Gene Expression
Profiling Interactive Analysis, GEPIA) ® 3% % #f
Gl AR AR FFREALEELZERZER T B IEY
X % M JH GEPIA M ¥k 4 Br o o 2% A 41 K 1%
(The Cancer Genome Atlas, TCGA) %t 4 JE
Glil RILKFHEIREEEFRENLR, ULH
5T 4 jE b5 & % Sox2. Sox9. LSDI1, CD44 Al
OCT4 MR KR

1.9 %t &4 4 SR SPSS 250 G i k47
Geit oA o A 4 24k 2% 35 A Western blotting
B AL R A IES A B 251, Dats
Fon, 28 BRI R EBCR FH P I SRR A (G 5
2 1 AR A BB R LR R 05 22 53, AL TE]
P LG 3R T SNK-g K5 36 o SR H Spearman #H 2¢ 1 43
Mr vEAT M e M43 M . Kaplan-Meier 35 1l 5 & A2 77 R
(overall survival rate, OS), >k H Log-rank # 17
L. AR ERE 3. LIP<0.05 HERA L
-
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2.1 EFHAR.CINAZRfTHEKBmIEREALE P
Glil & & £ WM Glil A 785 HIE % H 8.
CIN 24127 I By s itk 4 e s e b i B 3Rk, 45

REAR: GIIEAEIER AL CINGAZ h 28R
KT MOET, AR ISR A0 M A 20 R ERGA T
A (B 1), SIEFASE, CIN %4
SR E SR A M A 2 b GLL &R PRI R
., BESTHRIFFEX (P>0.05) (%£2),

A': Normal cervical tissue; B: CIN [I[ tissue; C:Cervical cancer tissue.
B 1 GHIZEEREHAL . CIN [ ALURE FERR L fo i A R H K9435 (Bar= 100 pm)
Fig. 1 Expression of Glil in normal cervical mucosa tissue, CIN [l tissue,and cervical squamous cell carcinoma tis-

sue(Bar=100 pm)

#2 GHIEARBSEIRELHHKXR

Correlation between expression of Glil protein

(/%) ]

Tab. 2

and cervical pathological diagnosis

Pathological diagnosis n o Glil(=) Gll(++) ¥ P
Normal 41  28(68.3) 13(31.7)
CIN I/11 19 13(68.4)  6(31.6)

5.322 0.150
CIN I 110 46(41.8) 64(58.2)
Squamous cell carcinoma 159 91(57.2) 68(42.8)

22 GlilZAARXETHAREBEE EHERRB
HAER RGO X R 70 SR 40 418
Glil 8 1 3K 5 B 3 40 0% Rk 0 25 02 5 5% 88 0 ¢
(P>0.05) (3). Y15 L% GEPIA 4t 45
WoR: m AR Gl H I S0 B AR B AIK
FHRELGIIEHBRE (P<0.05) (E2), £MH
1o 2235 G [0 s S0 B E UG A R .

F3  GLlIEORES S TR LM EE i AR B E B X R

Tab. 3 Correlation between expression of Glil protein and clinicopathological features of patients with cervical squamous

cell carcinoma [n(n/%)]
Variable Total specimens( %) Glil(—) Glil(+) X P
Age(year)
<35 28(17.6) 15(53.6) 13(46.4) 0.301 0.583
=35 131(82.4) 78(59.5) 53(40.5)

Lymphnode metastasis
Negative 121(76.1) 75(62.0) 46(38.0) 2.287 0.130
Positive 38(23.9) 34(89.5) 4(10.5)

Stage
T 75(47.2) 39(52.0) 36(48.0) 8.396 0.039
11 22(13.8) 13(59.1) 9(40.9)
i 34(21.4) 30(88.2) 4(11.8)
v 28(17.6) 11(39.3) 17(60.7)

2.3 THRAA/ATGIHIENBTHEAFEHERE REBIEMXEKR (/=0176, P<0.05); 5
spAa Rl EBURALT GHIENRE S Sox2 M Sox9., CD44, OCT4 (POUSFL) Al LSDI
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Fig. 2

carcinoma patients with low and high expressions of

Survival curves of cervical squamous cell

Glil protein

(KDM1A) FiE T XM (K 3MFE4L), GEPIA

AT A R BoR s E BUE A 40 Glil mRNA Rk K
-5 Sox2 ) mRNA ik K FRIEME KR (P<
0.05) , i 5 Sox9., CD44. OCT4 fl LSDI1 f4
mRNA LKA (P>>0.05) (Kl4),

2.4 RB &L ETHESE P HIF-1a,Glil =
F et &% mRNA ZE G REARF BLA24h
iF SiHa 4 ffg i HIF-1a M1 Glil K F 41 #d b5 & 9
Sox2. Sox9. CD44, OCT4 1 LSDI1 fy mRNA %
3K K- B R[] ) JE A T 3 1 . k4 48 hiBF HIF-1a,
Glil il Sox2 mRNA K 2 1 & ik K P35 40 0 h 41 ]
WIE (P<<0.001). WIE 56,

2.5 HER/BELH T SiHa B AG KT R
TR IE B S 6 4G M 25 SR o . BV AR PF R SiHa 41 i
BRARMIE B E ARETH R Z (P<
0.001) (E7).

D

F

A': Expression of Glil protein; B: Expression of Sox2 protein; C:Expression of Sox9 protein; D:Expression of CD44 protein; E:Expresion

of OCT4 protein; F: Expression of LSD1 protein.

B3 BEIURARS Gl EEM T4 bR S9 0 =% (R AR, Bar=100 pm)

Fig.3 Expressions of Glil protein and stem cell markers in cervical cancer tissue(Immunohistochemistry, Bar =100 pm)

2.6 THREALKFGLIEE RES HIF-1a.Sox2,
Sox9.CD44 #= OCT4 % ik 6§ % % 1l %4 48 h i
SiHa 41 Jfl 7F HIF -1 #9 mRNA Fl 85 [ 3% 35 7K - %5 ik
A 0hA B IR (P<0.001) . ‘B % 41 41

HIF-la PR XE 5 GlLEM (63.0%, 58/92;

r=0.374, P<C0.001) J T 40 Ml #r FHE P Sox2
(80.0%, 44/55; r=0.294, P<C0.001) . Sox9

(72.9%, 35/48; r=0.216, P=0.016) . CD44
(68.3%, 56/82; r=0.189, P=0.029) F1 OCT4
(71.9%, 46/64; r=0.248, P=0.005) Fik/K¥
BIEMXKER. WESMG,

3 3 i

43R 950 B B = th AFL K # (helium
pressure vessel, HPV) J&YL 515 ", & Hiw
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Tab.4 Correlation between expression of Glil protein and expressions of stem cell markers in cervical cancer tissue

(n(y/%)]
Variable Total specimens Glil(-) Glil(+) b r P
Sox2
Negative 104(65.4) 70(67.3) 34(32.7) 4.834 0.176 0.028
Positive 55(34.6) 16(29.1) 39(70.9)
Sox9
Negative 111(69.8) 63(56.8) 48(43.2) 1.244 0.091 0.265
Positive 48(30.2) 23(47.9) 25(52.1)
CD44
Negative 77(48.4) 42(54.5) 35(45.5) 0.705 0.063 0.401
Positive 82(51.6) 43(52.4) 39(47.6)
OCT4
Negative 95(59.7) 53(55.8) 42(44.2) 0.516 0.057 0.473
Positive 64(40.3) 32(50.0) 32(50.0)
LSD1
Negative 77(48.4) 37(48.1) 40(51.9) 1.498 0.128 0.221
Positive 82(51.6) 48(58.5) 34(41.5)
. ~ | P=0.98
- r=0.0012
38 <
P s 2
192} C %
o 50 .
b=y R =} .
= =
o
s oae
R "..' o - d
PRI 4 DL N
o ! 2 3 ‘ o , 2 3 ‘ 0 ' 2 3 J
Log, (GLII) Log, (GLI1) Log, (GLI1)
A B C
P=0.24
@1 r=0.067
[ = ot
v, — 5
= S o
o a
B >
SR . S -
|
AT .
o 1 2 : . H ! : :
Log, (GLI1) Log, (GLII)
D E

A: Correlation between Glil and Sox2; B: Correlation between Glil and Sox9; C: Correlation between Glil and CD44; D: Correlation
between Glil and OCT4; E: Correlation between Glil and LSD1.

B4 BIRARS GLIEAREIES THRAIAEWHRR

Fig. 4 Correlation between expression of Glil protein and stem cell markers in cervical cancer tissue
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Fig. 5 Expression levels of Glil, HIF-1a and stem cell

markers mRNA in SiHa cells under hypoxia status
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Lane 1:0 h; Lane 2:24 h; Lane 3:48 h. "P<<0.05, " P<C0.01
compared with normoxia group.

B6 SRERET SiHa B GLilFlHIF-1a & T40
PR B R E R K A (A) R E &K (B)

Fig. 6

expressions of Glil, HIF-1la, and stemness cell marker

Electrophoregram (A) and histogram (B) of

proteins in SiHa cells under hypoxia status

HHAHS50% LI EAFAE HPV16 By ' fFgg o
W HhfF 58 B o+ & R B+ (sonic
hedgehog, Shh) 1 Glil # H K £ A5 HPV16 K j&
P YIM . GL1 & (2 Hh i 5% 519 3 2400
R, Horh GULAE Ry — R S 0% PR AR & 4 80 A 5

W5 MR & R DI T Y GHL R N
AN B LI SN OB E - B o AN o 4 E1 D R 2
b REHR LTS A RAME " GULYE N8
LR AE VT 22 28 T (0 g 0 TP s 2Rk, AR /D 4 i il
. B ARG B T ISR Y IR
B GULTEE SV & RIBIEE TNM 4 43
FOR B2 LM L 25 5 B A ORIE, T SARIR TE G . ARG
FEER R Glil&EATE CIN IR E 8w 41 21 b =
Fik, MESLGEIT¥E L. GEPIA /M4 &
e GHLER M & Rk 0 s B0 B S22 M AR
WYUIMIE, R Gl AT BE R A S8 R A R R
Ji B A R A o

B S A R 35%, MR &5 CSCs
R ARTT I 257 . DNA & & it [ 38 H RE )
YIAHSC . B, WF 5% B S0 CSCs A2 T il Mg A=
K. % BBEMIITI 0B, CSCs i
— R R R [ IR R AR ) AR 2R RS e T 4l
FeL, xR A AT L BER . R RE R A AR
KRELAEM . AP A G T GHLAEZL IR
e . B . 2. AR A b 5T
PERFIESE R A GO 2R, A B4 F R 4l 20 Glil
BAREKEG THRIEREYREIYHFAERD X
e ORISR BN . B HUR AL b GLl &
HEZXSSox2BIEMERR, RYGHIEH B Z
8 248 BB — T bR 7S ) o

HIF-1 %% 5% B {2 #F 9 5E b CSC B WL fn g™
B BRAKTE B AE 1 CSCs /b % 5 iy — A H 5
D5k, HOR B R B A MR A 2SSk PR s IR
FF TR RE T, sk iy K/ BB B R A 1 fir 3 4
Lk A bR . RS A R R BERE
P TR U A M A BR T LR O, BN T B0
A T 40 bR A Sox2, Sox9, CD44, OCT4 Al
LSD1 mRNA KA K-, I HBEAE bl S ] 9 5E <
SiHa Zi ifg h Glil 1 Sox2 i 8 (1 £ 35 K Pt T+ o
B, 7E B 4IRS TR Gl AT A8 i Sox2 4 #F 2 %
P A0 M B PR, (H Gl 8 5 s T 20 M A HL
il fr it — 2B 5T o

g bRk, fEE HUE T GUL S T 40 AR &9 1
TR UL SR E AR RO G, JF BB RS2
HE Gl Rl Sox2 R ik . I, Gl 3 &L
K R ) ke AR .
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A: Normoxia status; B: Hhypoxia status; A,B: Bar=100 pm; C: Number of shpere, "P<C0.001 compared with normoxia group.
A7 BHE/BERET SiHa 40K K BRAETE R 815 R

Fig. 7 Shpere formation of SiHa cells under normoxia and hypoxia status

x5 BIESPRUMBALD HIF- 1L« EA S GIIEARENRR

Tab. 5 Relationship between expression of HIF-la protein and expression of Glil protein in cervical squamous cell

carcinoma tissue [n(n/%)]
Variable Total specimen Glil(—) Glil(+) X r P
HIF-1a
Negative 67(42.1) 51(76.1) 16(23.9)

21.346 0.374 <20.001
Positive 92(57.9) 34(37.0) 58(63.0)

#£6 BEIERAFELAR T HIF-LeBEASTHARBEYEEWRR

Tab. 6 Relationships between expression of HIF-1la protein and expressions of stem cell markers in cervical squamous cell

carcinoma tissue [n( 77/% )]
Variable Total specimens HIF-la(—) HIF-la(-+) be r P
Sox2
Negative 104(65.4) 56(53.8) 48(46.2) 12.020 0.294 0.001
Positive 55(34.6) 11(20.0) 44(80.0)
Sox9
Negative 111(69.8) 54(48.6) 57(51.4) 5.841 0.216 0.016
Positive 48(30.2) 13(27.1) 35(72.9)
CDh44
Negative 77(48.4) 41(51.9) 36(48.1) 4.795 0.189 0.029
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