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Effect of INOS and HIF-1a on condyloma acuminatum
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Abstract: Objective To investigate the expression of inducible nitric oxide synthase (iNOS) and hypoxia
inducible factor-la (HIF-1a) and their effect on development of condyloma acuminatum (CA). Methods A
total of 50 patients with CA and 20 healthy volunteers were collected. The expression of iNOS, HIF-1a and
CD34 was determined by Immunohistochemistry. Results A total of 50 cases with CA were identified as iNOS
positive (100%) which were expressed in whole epidermis; 14 out of 20 volunteers (70%) were iNOS positive
(weak signal) which were mainly expressed in epidermal basal cells. Gray value of INOS in CA patients was
higher than that in healthy volunteers (97.9854 + 20.3196 vs 73.0174 + 15.6330, respectively) (P< 0.05). Forty-
two out of 50 patients (84%) experienced increased expression of HIF -1a while only 9 volunteers had
positive signals (45%) (P<0.05). Gray value of HIF-1a in CA patients was higher than that in the control
group (0.2035 + 0.0637 vs 0.1349 + 0.0194) (P < 0.05). Intimate correlation between iNOS or HIF-1la and
CD34 in CA was observed (r=0.375 and 0.393, P<0.05). Conclusion iNOS and HIF-1« is involved in the
pathogenesis of CA.
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NOS) 5 2l 4L 5 | 1Ml 45 3 A= A7 0GB, 415 2 K 1
-1« (hypoxia inducing factor-1a ,HIF-1 o )24 il
X i S P I 225 1) B L ) e SR 1 R, RN
R E AL A A KA, AR CRTERSY CA A8 i-
NOS 5 HIF-1« MFRIE MY CA K5 &k ErAH
Kot
1 #ERSFHE
Il PR 5 134
VEHK 2015 4F 1 H -2016 4F 8 J # FH A EE 2B
S — B JE B B siA 1T T2 - 50 1], il R B Bt 1k
FISERHZWT A CA B FFER PTG RIESE . Forpr, 53
P 28 1], Lotk 22 ] 4 19 ~ 63 %,y 37 % 5%
T2 10 d~1 4F . IEH B0 B2 20 91, >k A [R1301 3k B
WIRIMNEME K IR IR S AFIS 6 ~ 18 %, 44 10 &7
T HE BN BE AL K A SU A 10% 0 P A 2R
MR B RE I, H AT S 0, 4 o m V) 78 T 22 R
PR B EA .
1.2 Fik
121 &34 iNOS —Hi( H Labvison A ] ),
HIF-1oa —30F1 CD34 A5 & (M A 2 Us 84
WABRAT).
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Fo CD34 &k RJH Envision P45 34740 - 7K
TR 40 min HEATHUREE 3% R LA ER -
AL YIEERE E 20 min J5, TN INOS HIF-1« Al
CD34 —#{,37°CH# 5 30 min, finLA Envision/HRP %
I E 30 min,DAB Bfh. HAREY, HHE .
1.2.3  FlwiARoE  INOS BHE: A 41 i A ol i e Y
EAEH AR O HIF-1 o FEVE A R (8%)
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P I, S X B 200 4R, BHPEZE AR«
0 ~5%7iT 0 43,6% ~35%71 1 43,36% ~70% K 2
53,>70%H0 3 53 YRR .0 HARE (R, 1 HESE M
(WRFFHE ), 2 R (L (B AR BB ) o PRI IT S04
L, <257 /I3 02 (+),4 530 (++),5 4518
(+++) . FEHLE 5 LR, S A6 IE 53 i VT o
YL R EEPE Z FIBR L 2,153 3 ~ 4 AN 2R
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PR . BHAE F (87 Image-Pro Plus B 253 (o K5 43
e RGEHATFE I E
1.2.4 %% % FE it 4 (microvessel density, MVD)
JHUAZ BRI G PRIR 22 A B A4 (A 0k 2 CD34 FH
PEARME AR EE T BERR A A0 e X3, A e T
HHECE GRBANMAEF RN, BCS A s RO i
EHHEIRIA MVD M
1.3 FitEFHE

BB TR SPSS 19.0 Giitai it , iRt
PR+ bRt 25 (x = 8) R, A IE] L ¢ 4G50 5 201 1)
PR LLE R x 2 K, AHOC A3 HT R Pearson B4k
FHICAHT, P<0.05 22 A geit2#E L.
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iINOS # CA RIEEHAHRKRIE

50 5] CA Hi#H ,iNOS FHYE 50 41(100% ), e FL
Ry 2 e A E A A4 INOS PHAE 3k 5 X R4 20 14)
TEH Bz R H INOS BHYE 14 91](70% ) ,iNOS FH:# ik
FEN T REIEEZ, HEFHERA, CA BE K
517 INOS JKEE(E N (97.985 +20.320), XfHEZH Ky
(73.017 + 15.633) , Al lb R 2= F A it B X (=
5.528, P=0.000), ULFfFZRAA 1.

2.1

Mt WHINOSHIF-1a 5 CD34 FRiktkE: (xzxs)

431 T iNOS HIF-1a CD34
CA4 50  73.017+15.633 0.204+0.064 9.7120+2.145
YR 20 97.985+20.320 0.135+0.019  3.845+ 1.694
tfH 5.528 6.889 10.928
PiE 0.000 0.000 0.000

CA Z141( x 400)
1

TEH 441 x 200)
iINOS B R AR FHIFRIE

2.2 HIF-1lo #17E CA RIEEHADRRIL

50 1] CA Hi&h 42 f HIF-1 o FHPE(84%),20
BT L HIF-1 o« BHE 9 511 (45% ), 19 4 1] 2% 5+
5 X (+=10.988, P=0.001); H HIF-1a 7
CA H &K 47 (0.204 + 0.064) , 76 %} HEZH Ny
(0.135+0.019) , A Ik E R A ITFE X (t=
6.889, P=0.000). ULKfI=RAIA 2.
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INOS ik AR /D, KA 5 4E N i i 1w K o
SRR INOS A £, H A4 NO fYRE
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GG AN, I3 2k 55 A 35 R v 9 e 4R S 07 S A - A
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