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ME HHEE7|MIZ 0| A
Interleukin—1 system 251 2 Egr10f 2|st A

Z2H : Interleukin—1 (IL-1) system2 IL-1a, IL=1B, IL=1 receptor 1 (IL-1R1), IL-1 receptor 2 (IL-1R2), IL-1 receptor

antagonist (IL—1Ra), IL—1 Receptor accessory protein (IL—1RAcp), Toll interacting protein (TOLLIP)S Saf| 3% 2l Q=HIS

MS MPo| Lot E5t IL-1Ras Z™A MaliMZM IL-1a, IL-1p2| 222 XMaHstct. IL-1 receptortfl= 27+X| EtIO|

o, IL-1R10]| Z&lots AR 484 BTN IL-1RACPS} TOLLIPIL ZElsto] ASTE0| YojLtn, IL-1R20{ Z&tst=
A

[=]
=]
AL HAXOl MSHE0| LOoLIX] 4= Ao =2 2B{X ULt Zinc-finger transcription factor@! Early growth response 1

o LS

(Egr1)2 CHfet kinase pathwayoll Sfsh &3H0] =M, 2 24, MZ SE, AIE, 4, 22t st KR Lig RS
Mol YA 2=l EXxlots YEE7|IMZ= 2 H Sertoli cellofl M 7| &gt GDNF, FGF2 52| d&2IXe| ek
ot 4 & XVISAS ot 0[m egr-10] RE=EIL Egr12 CHYeh MEOM Cifet AEA S IL-10f 2Ja 7E=E|0f
PBEIS2 Fet RUAILTS RE6IH MEZAIZS RS Eot SST0I|A IL-182| promoter0i] Z8i5t0] REAILHS
TSI EETIMEE YoiF7] Set dESIEZ PSS HES| MY & Us 7|1HS HR2 oith. & A7olM=
HHE7 MM HolLt= FES-YA0|EFIR19] MS T 1._*043% egr-12| 7|82 Ze2 A3 EHE7|MZEMA IL
system ZS EAGIAL, Egr1 KO YHEETIMZ0M GDNF S HE 5He{0|l M ZOILt= IL-1 system 32| H2IE
EAGIAC

OfLHHH - AY

OII

, 7,14, 28, 56U MZ| HAM HAMZEEIEMS E5) IL-1a, IL-18, IL-TR1, IL-1Ra, IL-TRACp,
TOLLIPS| 4512 EAMSIACT 623 Egr1 KO MF| MANM THYTEAME 025t MACSE Sl56t MU= |M =0 GDNF X2| =
IL=1a, IL=1B, IL=1R1, IL-1Ra, IL-1RAcp, TOLLIP2| mRNA & 3= real time RT-PCRZ Sofl 2AIGIRILCH.

Ao} MMM Za HAST7|MZO0IA IL-18, IL-1R1, IL-1Ra0| &&5I¥ o0 THY 18IS 0|5t MACSZ 2|8t

HHETIMZANM IL-1a, IL-1B, IL-1R1, IL-1Ra, IL=TRAcp, TOLLIP2| mRNAZ} Ct& wsigtes 2klsotACt WTOH| HIsH Egri
ot

KO MAEE7IMZ0M= IL-Ta, IL-1B, IL-TRa2 mRNA &5i0| 22 8HH |L-1R1B (variant form}2 &1 IL-1R1, IL-1Ra,
IL-1RAcp, TOLLIPE= 0|7} SIRICH HEZEI7|MEZ0 GDNF M2| Al IL-1B7t R o|'7'|| A Sf IL-1R1B (variant form)=
ROI5tA B7KeIACt Egr1 KO HEZE7 M0l GDNF XMz2| Al WTof| B3 IL-187t F2lotAH ZASIR M, IL-1R1B (variant

form}= Rl5HA E76tR{ 1 IL-1R1, IL-1Ra, IL-1RAcp, TOLLIP= Xt0|7} SiSACt.

HE : HUSIMTOIM GDNFE IL-1B 2ES ZAAA 9.% IS0l M2 MZEAIHS 2slsi, EgrS IL-182 YAxo=
S 7

=
A0 GEE7IMZ L HEEESS 05k A2
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i : Interleukin—1 (IL-1)2 F2 HAMZ0]| Qo MAtEl= FSMHAOIEFIRICZ IL-1a 2t IL-1B 2742 isoformO| ZX{otH,

IL—1 receptor type 1 (IL-1R1)Z} IL-1 receptor accessory protein (IL-1RAcCP)0|| Zgl5t0] Xt siCt, 0] ASFHYS

interacting protein (TOLLIP)2 ZR 2 &M IL-1 receptor antagonist (IL—1Ra)0fl 2/ AR EICH X2 HTR0N SBHSo=

2l E7HE IL-12 2US RYsts A= UM QUL 2 A0 ME Al 87 XA IL-1a, IL-1B, IL-1Ra, IL-1R1, IL~

TRACP, TOLLIPS| &S &0I5t 1 IL-1a, IL-1B, IL-1Ra7t A% FXte| 2S5t HHMPHS, GSK32| XY (ser) X EX(Tyr)
o Al

QIMS} +YS2S X(HL EJO|ZUZZE|Z0] 0|X|= BehE LOHEnA} SIC

QlqtEb | MF E2YA XL JHZAA| ALZE AR Ao XS A2 IL-1a, IL-1B, IL-1R1, IL-1RACP, TOLLIPS|
CHHE! 9H1E Western blot, Immunocytochemistry (ICC)Z Salf 20I514Ct L5t IL-1a, IL-1B, IL-1RaZ MF| HXlof Xz|g
AX|A(Ser) QAR &M (Tyr) QIAMSE 2! phosphotyrosine proteomeS Western blotS Saf| &Q1514Ct,

=1}
IH|H20l| 0|X = DS ICC2 Computer—assisted sperm analysis (CASA)S 0125}0{ 2015t

n>"

IL—10| ™K}

Z1t : Western blotZnt IL-1a, IL-1B, IL=1Ra, IL=1R1, IL=TRACP, TOLLIPO| A}Zat MF| XM Loiets 20IsHICt. AL
HXOIM A% MAFLLE premature IL-1a, IL=1B, IL=1R1, TOLLIPS| &510| =A% 0 mature IL-1B 2t IL-1Ra= A4F| HXI0of| A
S0 o UL ICCET M7 FXIOIA IL-1 system0| F2, S, M2|of| M LS IR0 A FRolAE IL-1a, IL-1B, IL-
1R1, IL-TRACP, TOLLIPO| =8, & mz|of &d oiUCH IL-1Ras T2 SHU|A T2 EHSGIICH MF =Xof IL-1a 2}
IL-1BE 2| Al GSK39| AXM|M(Ser)QlAtstrt 22 SIIRHXICH A 3HTyr)QlAsh= 20| S7t5k%irh phospho-tyrosine
proteinZt ZAZCE IL-1a 2t IL-1B HM2|Al progressive motility7} ZtA5HH IL-1p£ HHMELSS HMaHSIRAX[Ct IL-1RaS 20|
Xe| Al ot X0 |7 SAUCE,

ol

ZE . A MF Q| FXb= IL-1 systemZ2 25 LoioHH, IL-12 FXte| GSK32| &-4(Tyr)QAtEtE x| & (Ser)Qlitst 2Lt T

H0| R=st/| mMzol 2581t +YSES XIHEL! tyrosine protein QSIS ZAAH HAHEESS HMolishes W22 Atz EC.

r

| 1 2 Q7= BUEX|RL HES 57 S LAY XIH0i| 2fstod 28t AY (T 1RHSHI14C0106).
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2101001 21 2d -T2

Claudin—11 Isoform?| Hoig M

HAE 048] A|7]9] germ cells, Sertoli cells, Leydig cells, peritubular cells S Z2 ZF59| MZE Z&st= 7|&0|Ct, Sertoli
cell0] 8M5H= Blood Testis Barrier (BTB)= HYSHM EFHX|Ho| HMS Sofl M2t AMAIMZ I}
HASN A4S ZMSICH BTBE 02 £79 CHEHAIEZ LMEMH Claudin-11 (CLDN11)2 siAlA 2Xt0|C} BTBO|IA
CLDN117t AEE|H S22 Zelsk= A2 U2 A ULt 2 Y= human CLDN112] alternative splicing variantsE 585t
deduced amino acid 2A1S Salf variants7t A3 3tst U= HHHl
syndrome (SCO) £tXt] HAXZI0|A 0|52 UoimfEHS EMatUCt SCO HAZZ0A A CLDNTT mRNA 50| 21
CLDN11 transcript variant 1, 32| &5 x}0|7} C | EUCH. WB Z2t 22 kDa & 13
kD CLDN11 &+540| SCO ZZIo| A =RUACH 2+h2ke] CLDN11 transcript variants=0| &S 3tst = CLDN11 isoform =9
amino acid M0l tht in silico 2AZ3F CLDN11 transcript variant 1, 32 52§t CLDN11 isoformE Y5 3tot0 4719]
transmembrane region?} 3-9 a.a2 2 A E 5 79| protein binding regionE 7HX|1 QUL BHH CLDN11 transcript variant
27t U5
SI01Z|ICE CLDN11 isoform 12 56 L 14 a.a.2 7% 2712] extracellular loopE &A5H= EHH CLDN11 isoform 2= 3712
2 PNE E22AT5Hoop 1702} 14 a.a.2 M= loop 25 EMSIICEH CLDN11 isoform 1, 2 Af0|ofl= C Y protein binding
regionoﬂ 2 K07} URALH HC Zup HA M-3 Z219| Sertoli cello| A= CLDNT10[| MEXQI BTBO|A Zoi5HA[2H SCO M- 2
ZEIO A= Sertoli cell2] MZZ! 7| ME (basal)ofl XIS 01245t xt0]= Sertoli cellof] M 28i5H= CLDN11 isoform2| X+0|0f|
71215t A2 A= EICH CLDN11 isoform@| Af0|= BTBE 2UStA|7 ME &S| HASHY EJ0| HEIE RUst=s A2

e

BHA! isoformsE9| 7152 25t HA 2 Sertoli cell only

_E_‘E

LDN11 transcript variant 2 2540
(o]

3= CLDN11 isoform 2= 37H2| transmembrane region& 7tX|0{ 57H2| protein binding regiong #A=Z2C 2
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Interleukin-1, receptor, antagonist developing Leydig cell in mouse testis

A=A : CHUSH family memberZ A E Interleukin® T 23204 2J5H 2SS0 A 24| == CytokineLZ2M, NK MZ2} T2} B
I, ZYDMZ| UM 2oIE FEloh= AR AU2{H Ut ESH A Lo InterleukinE FE 3 MRS 20ish=
Interleukin—1 system2 Interleukin—1a, pt +8H L= +EHM 2t 4SAEot= EHEAQN IL-1R1, IL-1RA, IL-1RACP,
TollipL 2 AME|0{QICH

A LHOIA Interleukin—1a = leptotene spermatocyte?} Blood testis barrierE E1t5h= ol £ 2SS 5HH, Interleukin—
1B= Leydig cell?] AHIZ0|= BH8E XMl A= L2 ot

SHXIZE 7129 AU M= Leydig cell Li2| Interleukin—Ta B HM2I8t IL-1R1, IL-1RA, IL-1RACP, Tollipat 22 Receptor %
antagonists HEHAEQI |L-1 system?| L& 3 7|50l CHe M= H=ts| P2 Zl 7t gict & A0 A= Leydig cell LH2J IL-1

system| EISUMS AL |7|HE BEMSto2 M HA LY Leydig cellf|A] IL-1 systemOi| CHal LOPE TR} SHQICH

—-PCR % ImmunohistochemistryS 0|&5}0
la, BELJ IL-1R1, IL-1Ra, IL-TRACP, TollipZ} Z2 IL-1 system S92 SFX} & THEHAIO| Hisd QFALS SIOIGIQILY,

J

T
oh
o |

Za} : MF 2| Leydig celltiA IL-1a 2] A2 MF 142EEH Usi0| S7I6IT 0| HH7t 242
2 Qe IL-1B, IL-1R1, IL-1RA, Tollip2 A% 282 0|< 25i0| 2245| &

o
M2 L] MZ=E0l| 5|3 negative regulator?] TollipQ| &80 UM, IL-1RA} IL-1R19| EH&H0| MM o2 Ut

QO A= : | eydig cellQ] IL-1 system2 M™& LHO| MEZS 1} H| WS I, Interleukin—1 XFXIECH= Tollip, IL-1R1, IL-
1RAR} Z2 Receptor 2 antagoniste] &6i0| =222 HOtIL-19] autocrine effect2CH= paracrine effecte| &S o I A|
Ol ZAO 2 AIEE|M, Receptor & antagoniste| £f510| MH|2 242 SIIEOE H0} Adult Leydig cell®] AHZ0|=

eidoll SR A & A2 MEEL
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Regulation of Claudin11 by miR-25-3p in mouse Sertoli cell

Claudin family THE8EI2 Occludinzt 8 L=HES! (tight junction)2 &A= Q8 THEEEIO|CE, Sertoli MZO|M YSisH=
Claudin11(cldn11)2 atzsto| AUZ=0| HHMAE (blood testis barrier)2 &AM5t0

THEH Ol= FAFE Mo ZaH0l &X[o[Ct, Cldn112] MA= testosteroned]| 2| HEICH (Gye, 2003). Z2
I M El $Z0 QTR 7ISEH 7|M9| SHLIZ HIUS S S| A= Q! microRNAO Ciet A7} EHHSICH microRNAE
HA mRNAQ| 3'-UTRO|| Z&5t0f mRNAZ 25f{otAHLt Btﬂ.*’é!EQI g AX|GICE &2 Sertoli MZO|IAN E&5H= miR-257}
otz o] o5l SMMoz 2ALE Ae2 H1E Hb QL (Panneerdoss, 2012), £ A0 M= Sertoli MZO0|A cldn11

—_
At SISACE In silco 2AME Edf cddn11S EXO 2 5H= microRNAZ o=t A}

E

_,_
_,_

MRNAE HEXOZ 5= mRNASE HHotl
mMiR-25-3pE EL&tot L2 mIRNAZE 2RIE|RUCH AXIZ miR-25-3p7t Sertoli MZOA] cldn11 mRNAZE EXOZ 5H=X[Q]
O{EE S0I517| ISt AHHTE TItSIICt 15U~ 2| 474 MF| 9| Sertoli cellS £2/5t01 negative controldt miR-25 mimics
Lipofectamine 20001+ &7 20pmole A& =& Al Hi st = 6A|ZH F 10% Charcoal stripped FBSI 24| Gl0] 48A[7t
HHUSIQICH AISIZ0l| 100nM testosterone S, CIEZ0= S 20| DMSOZ 2412 XM2I5I%Ct gRT-PCRE &5l cldn11, AR
2 miR-25-3pQ| W2 2QI5t1, Western blot2 E5H cldn11 protein level2 2RIGHACE Cldn11 mRNA &3S miR-25
mimicOi| 2Jsf X5HE|R 20, testosterone0| Ix= Y M =AUTH Androgen receptor mRNA= Al 2H0f| Xt0[7} @iCt miR-
25-3p LSS miR-25 mimic $AFQ! MS I U testosterone =7t SIHEH0 T2t RO|6HH ZASIILEH Western
blotof A cldn11 THEHE! kS miR-25 mimicl| 2Jsf ZFASIRIT testosterone 100nM 2| A| Z751QICH miR-25-3p &510|
Z7t8t0f 2t cldn11 mRNA &3810| ZASH= A2 20t miR-25-3p7t cldn11 mRNAZE Esliste 22 A2 &0,
testosterone2 miR—25-3p2 ZHAA|A cdn11 SR IS{S ZIA|7|= HO 2 AFREICH ZEXOZ Seroli cello| A
testosterone CLDN11 mRNAQ| MAIS S7tA|7|1 miR-25-3p 50| ZHAE X2l5t0 CLDN11 THHZE SIS Qutsin,
0= BTB &40il 7|0fot= A2 2 At=ECH

33



2018 chetdMHASS| SHA Y& & M2R} 7|Z=H s Bzt

HEYSHS 7HXIA =1 o[ Z7(8Hote] &M= LHMA 2010t X

I 2010 45 ZHo| of3t0f
S= HARIREZ A B2 71 4 97| H20f o]
zd (o}

=

: o HEESAT INE0| Y B2 d7lE[0] ULt 3

TOME &l 25|0| sl H3HE RNA-seqDt microarray oz oo

SIS, 7 subfamily & =27 OFALS %

CR Yoz 31015t 4= QIAULC} O]S EM Esr1 mRNAZ} Esr27| MIl LRI A ZE /L s EHA e 8-

MIZE7|E Mlstns BEEIX] ERUCE Glucocorticoid receptor mRNAL| A2 MIl AR 1-MIZE} 2-MZA 7|0 AEE} D

0|F AASl= de2 ERCE 0[218t Zut= SAXIIX| 2IF QIXtol| oot R ol 2 Jts-dof| Toto] =2te| 40| =1
|

QoL 3 487} ot Al7| SOIK Y8z waists oljsict,
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S Bt @ TALA|, sti=ZA|, =7 (HH0}

ZAtel 2 : 0| 9171= National Research Foundation of Korea (NRF-2015M3A9D7067365)2] X|&S Bite

Korea Health Industry Development Institute (KHIDI), Ministry of Health & Welfare, Republic of Korea (grant number:
H16C1085)
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X 7|2 E2t=0} (atmospheric—pressure
non—thermal plasma)2| Nitric Oxide gas MAMS E3t gtetS it

X otEY
OfFCishn MY pshnt S81by, F)H0E MUATH
Mz 7| S2t=01E St M= X2 & Y7 |H As 7|= AFHA o UL o] S0z K& th7 (Y E2t=01E Sof
Nitric Oxide gas?| MAME =Xt MMEl Nitric Oxide gas?| &S 1= A5t Nitric Oxide gas2| MAZFS Nitric Oxide
gas AZ7|E Eall 27| F0f| &A= s=2 ZXGIQICH EH MZHILHIX|0f| Nitric Oxide gas= % = MIZHHLHIX] o] =
SEE Griess solution £E3510{ =2 =XM5ICH £ A1l Nitric Oxide gase 2 2A 10LE MAS| sE 0| S5t EEFEP

SCOEXO 2 f7|of YAiSI T, HIX|OI = Nitric Oxide gas =&%k0l| 2} =7t S50 0]2 Z2 Nitric Oxide gasS
AU M| S (Endometrial cancer cell line)2t A2 LM Z (Endometrial stroma cells) =& A|74 MTT assayS Sl
M=ZEG0 de|gdS 2ol Aat FHM =R X-ZLHA M| =0] Hlo XS MZF0M NO gasol| 2fa MzZ2E 3

Ma|ztdol 2 IﬂEI" A= 5"_'5} QiCt 0|2 oH Nitric Oxide gasQ| &ft& a2 7|t 4 QIQIC} 0] P¥T1E E3H Nitric Oxide
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