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[ Abstract] Benign prostatic hyperplasia (BPH) is one of the most common benign

diseases among the ageing male population with increasing prevalence, which can cause lower
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urinary tract symptoms and seriously affect the quality of life of patients. However, currently commonly used

diagnostic methods (IPSS, rectal finger imaging, etc.) are difficult to detect to differentiate benign/malignant

BPH, so biomarkers are relatively ideal for screening BPH and developing relevant targeted therapeutic drugs.

This article reviews the research progress of multi-omics analysis related biomarkers in benign prostatic

hyperplasia, including genetic, protein, metabolic, and microbial biological biomarkers, intending to provide

direction and basis for early diagnosis of benign prostatic hyperplasia.
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RPERTFINRIEA: (benign prostatic hyperplasia,
BPH) J2h Z4E WP WY 2 —, HR
iR B AR IR R R T . 30 2 53 4% BPH &
R LY 10%, 60 % WK TF 50%, 70~80 % ik
80%~90%'"'. BPH Al S EURIH 32 K A DE th 1A%
BHL, 1005 |2 W% JDE 20 68 10 02, An B I 2ok B T
By, PRIV EE T Sl alE SRS 0 TR, B
F2CR JR BOAE R (lower urinary tract symptoms,
LUTS ) *7'0 BPHJE 31 LUTS S WA A
LUTS 7] S:BUBS L RERS S DD e Rrs, 2RI
SVERRUER | IREREGY . s A, A REE
REA 4 P, R E BPH #dm f AL T4 = /K,
BPH 1 g Mg, H-3 300y HHe M (a4 2 1 45
YT R R G ok T BRI T ¥, A perE
LUTS #itR 1 B2 i %) BPH BEA RS A 1 U3 s
Wi, KA BT AR B, AT e R Y
KA B, Hir BPH 20 2 2 S EPRai 51
BEREARTPESY (International Prostate Symptom Score,
IPSS) . HMteie. MEBRFKA . IR, IR
Bl 3 2 E Ak B LT S R S EBUE ( prostate—
specific antigen, PSA ) K55, SAR2=12 W& H T
I BT Z 07, ABXEDUR &2 B/ X o R
A R T AR bR A IR BPH J2
FEXFBRAR A T

Bz Z )RR S, W B AR
oo DAL AR T AN (AT PR o 224 2 0L S5 TR0
PRl 2 2 T AT DR SR T, AT R GE R R B A
MR R 5o FALE . [N 2420 B THRER
W R AT A T SR R C R, M 24
S AR ] T XU T AR Sl e i A, 4
JE TR AF S TR EE ¥, AR SO B B 2 412 HE
br, MIERZH . Py ARHEY . WEY
Hp AT TR BPH AR ST, BAE
HEIR BPH B IHSTRR I £ 2%
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1 EREA=FFRE

1.1 3EZREZRNA

1 5 4E 4% % RNA (long non—coding RNA,
IncRNA ) A4 /> RNA (micro RNA, miRNA) 4
W T REZEAESS RNA (ncRNA ) .

IncRNA J& — 178 > 200 1 ncRNAs, A
HA S E H A EE S, BT 125 RNA 5942
FEHIFE . IncRNAs 7E40 3G 58 . 401k R R AR
WL F G Y B P R R AR, —W
WEFERE I T A7 F 1q25.1 By IncRNA GASS 518 1
G PERT SR R AR, 45 RFKW], IncRNA
GAS5 TERT A IR R H LU i IR0/, JEM T 94
I E AL -2 ( Cyclooxygenase—2, COX2) ik
SR BEL 1E Fi 41 iR 4 Hh i A i . A4 R A A Y
SCISIE B T IncRNA DNM3OS 588 T miRNA-29a
5 B9 COL3A1 F1 TGF-BI1 By 30 1, M 1 42 3k
TGF-B1 75T A AT B[] BT 4 PrSC 5% 44 JILAL
A ", IneRNA DIO30S i i miR-656-3p
A miR-485-5p LEICTGF 1 ZEB1, fg2# T
WPMY -1 41 ifd () 38 5 A1 BPH-1 4118 (%) L )z 1] Ji
b ( epithelial-mesenchymal transition, EMT) &
. fE BPH 2 Wi Jy 1, B 5% & 3H Il 3 IncRNA
PCAT-1"" AN IncRNA-p2 1" 75 f B 373K
HIFRIA S BPH BE A R EER

miRNA f&—4 19~25 % R 1)/ RNA 43
5, AT LR A2 S PRR L R — g AR R A JE A
A miRNA ZRA] LA 2 M5 RNA (mRNA )
)35, H 4 mRNA #a] DL g JL b A [\ Y
miRNA ¥ [, [A e, miRNA JLF 2 5 40 g 3%
B, fe. R T SR AR, Bl
ELA BTl miRNA BEB7E BPH /) % A % J v
K AFAE M miR-221 £ Wi — 5 BPH & 25 A X 1Y
miRNA", 78 BPH (- 2 Wi /a7 b HAT 1R
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bR W R T miR-143 Fl miR-145 467
JULA AL 43 A FR 3G 58 il 3 T BEAE ), S G UE B
miR-143 F1 miR-145 £ BPH B & hut ik, FH
A] BEAE LA | MAP4K4 FFH4E T iE mTOR 38 3% &
R,
1.2 HREAZFREY

WAL S AL 2E DY, B E T — 25 m
BPH By SCHESER . filan, i I PR Rk 25 5 5l
J%£ ( Gene Expression Omnibus, GEO ) X} GSE3868
FEH FE R PE A TISE, RBIXT L IE | 4140, BPH
HA 2RI AR B, kR
ZETNRE™, X GSE119195 K 45 PEATHE S R% 4>
M B % SR A, R R P A A I R A A
8 (Snail ) | F5IEZAK (AHR) | IH46 T 41
MR 1 (NFATCI) |, kB3R 2 Ja] i 3R] i
B2z —& TGF-B 15 5 %, %1% 1l BE7E BPH-
LUTS & 45 dZAEFH U, GSE6099 Y sk 4 2%
Gy M 2% PR S R B A FIE R RIS IREEA ], 225
FER FE B A AE ARG PR 2 K e At
W7D, 3k Sk B BPH A9 & HL T K L4512
0T HE L T B A O ) RN DL g . X GSE119195
GSE7307. GSE101486 #1 GSE132714 i 17 1 %
O HG s 22 by, 45 SR WoR SOCS3 ., IGF-1 .
NOTCHI F1 VCAN 2= BPH 28 5 1 1t O ekt i 1
P 1

2 EHAFREY

2.1 HIFIRSER

PSA J&—F 33 kda W22 AR & i, FEAE
TSR Rz 3k, BPH B 10T PSA JHiEr, H
T 0 F B S R BRA R 56 . —T0%t 5716 4%
R AR IR 25 S W AT S BRAAR R /NS Il PSA
JKEFAERE B IE L, ROC £k /04720 PSA R iy
SRR FUEA AR A " 15 H A LS
PSA/NF 4 pg - L', KT 10 pg - L7 0 A] BE A AT
G g, M EAFEESIHE, 7E4~10 pg - L
DX ) XE A X A3 R B . WS ARG A= RS RE . 1A
I, B A TSR HERR TS AR, R
RGNS A, AT E S BARR BPH 43 FHric.
7 25 PSA (free PSA, fPSA ) & H1 4% Fh 2k 7% 1 24
R AL ITR AW fPSA ZKSF-Fl fPSA/ . PSA
(tPSA ) 1 LUAEFE R A i B 3 v 3R 3 Y Sl 4%
TR, FTR T X A8 R RGN AE, (PSA/

tPSA HLMETE (6+10) % X [AIFE A IG A, HLU
G0 77 1) R 8 A= 1 S 24 4 5 1 R 8196~93%
MLYE AR B 7 A 2 K R 1Y (PSA FR A Tl 1R PSA
(proPSA) , Bt & tPSA. fPSA/tPSA Fll proPSA
AR 2 W BPH AR 8 e AL RE P, R
£ PSA (benign PSA, BPSA ) TERT S IR 45 5 i 9%
X4V Rk, J&—Fh PSA 7 TZ (transition
zone ) DX B AR MY BREK M= 1, W LA TZ IX.
KR 2 0T BPH, LT fPAS 1 tPSA™, §ij 41 i
P P gl i il ( prostatic acid phosphatase, PAP) 1
HISIAR L B AR M A s A TR A i, e —Fh o+
“J3 100 kDa [ 8% 2 (1. PAP X T % 5 BPH Fl i
S BRde B AR ATSI AR IR 1 94
(PSP94 ) SFR B- fioks 70 ER A ol R 81 AT 1 254
B (PIP) |, JEATHIMR WA E B . AR
XTREZHAH [, BPH AR 3 107 H (19 PSP94 Tt
sPSP94/sPSA FUAE BA & TR, IiLiE PSP94 (1) 7K
1 sPSP94/sPSA FL{E AT E K BPH (38 A Wbr s
Py, Rl BPH B (4 IR PSP94 ZKF-H 8 7
T T 370 J s £ 25 O PR PSPO4 K ARG . T 471 i
Az A TS s R PR PSPO4 /K T-AT 25 5,
AT LUAR B PR PSP94 7K [X 43 BPH FIHG S Afse 1.
22 HHENERATEBS

21 ( testosterone ) SRR N FE AR E,
SRR KT Bt A T T R, RS AR AR
A1 BPH 1) £ 5 W) B 25 A 4 8 F i 4 in - 278
KA 1 S5 i 5] R A R B 8 3 T SR T KT 1
MM, BE ST TR, ATA BRI A
FINENE TR, HE2ER /KPR 5 PR
TREFEH . 15 5SRO A 56 PR K- i i
SER KOV IE R B B Y MEBER TE BPH Pk
FETHZMER, WF5E3H BPH A 1 e A
B - O S R =i oY NG 11 O - S
AR IR B BPH ., 78 25 $okb 75 52 B 16 et
KB, ME AT RN T RS A 5 A AR
30 3 AN [ L A3 %) A 2R R R S AR A, R
T L 9] %) T s AT A 0 I A 0 T O A o A
B, 5 A S RN ERAR L, B IR
SRR A L SE S A AR T

NI ZE P450 (CYP ) T LA T 52 i e
% . CYP1A1 F1 CYPIB1 S5 & 5541k,
AT 7S 55 PR 3 R A AR P CYP17 78 AR5
BrrfE Rk, ERE RS R TR EEEH,
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CYP17 23515 BPH B35 MAH G I 5k i T
XtHRZE, AT RESG N 81 AR A i KU 27, CYP19
FEAEFRENR A . B BA gt . A A A5 O
HAEB\BZEMWEY #Y6E. CYPI9AL1 KM L&
PE 5 BPH KU 3 4 2 ™ CYP19A1 1700518
SR 2 25 S SOl R KT, T/E H
R, PRRERToIBReH 2 e B it A, S ElR IR
BPH AR A 1R KA B

2.3 RIEEMIERR

RAETT LA Z A7 520 BPH B9 & &, Hn]
PLS eSS R . ARIREE A IR EAE . m S
R S8 5E/MA NLRP3 W] DS 2 b (AR s b,
PEBEEALRN B, RIS A AR, 7 BPH
H R AEAE T 2. R 98 RE MR bR s mT IX 43 Pl
BPH FIfE 4 & 4E M9 BPH, *FF BPH [/ 1kia
J7 A R L,

A2 (interleukin, TL) FEE—KFFHEH
BRI = A AR, TLs 25 T 95 R0
IR A 2R i & R R R, L Kk PR Z AL
51 5 BPH A1 ¢, 7E BPH B F A5 K, IL-1a,
IL-1B. IL-6. IL-10 il IL-12p70 /K3 i & T,
K 2K 1L-8 ¥ B 15 i R 2F 23 A1 PSA /K - 422 1 A
Ko 1€ BPH A RIS RFEA T, 75 13 Bk
FNRAER, 11 BRSNS 1-8 KT, mIfE
WA W bR YIE T BPH B i . TS F
IRITRORIEAG . BbAh, 7E BPH H TL-8 ST
HHI AR L R 8] AH BAE ) CEE I, TL-8 7E{k
AIMFE T A1) R 35 T3 240 i ) LS 21 A4 240 Jif 2% AU 2
AR B TL-17 M A gl & -2 ( angiopoietin-2,
ANGPT2 ) 2 4 5E FlIML A5 A6 iR 1Y 8 2iAn 5, OF
FEE I 1L-17 5 ANGPT2 7€ BPH %1 i Z4H
Sk, BPH MG 1L-17 B &R0, Ao
i KT 40 g Y BPH S ANGPT2 W] g 7 ),

LT 53R A8 IR SRE A BT % D)
. WFTEFRE, A 50 L B 20 i e 5 R 21
Y 41 i 7E AR K S Ak I F R VE R S E,
CXCL12, CXCL1. CXCL5 il CXCL6", JR
CXCL10, CCL5 F1 CCL3 7K F & 5 i 51) i 20 21
S FITIHR L A0 = T P A R A o BT IR Bk
R0l LUAE R A48 78 BPH/LUTS F1H 51 R 28
JE ()7 T 560, SN A -1 (monocyte
chemotactic protein—1, MCP-1) J& itk 40 g F1 =
WA A=A AR R, SE A 2 G e R
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7 & RE PR 0 9 270 ] J5 i T 4 440 G 3 b
MCP-1, MCP-1 i3 — b J sl [ 43 AH BAE
FHRISATE R AA K, AR B IE S E A S
PAHT S R A . HTS 9304 (expressed prostatic
secretious, EPS) H1EAE = K1 MCP-1, 54
BB R IIAG 55, MCP-1 M HAZ 14 CCR2 AT REME
Sk BPH 1 LUTS FiE e A= brady ™

C wEH (C-reactive protein, CRP ) E—Fh
AVEMER, FFFTR, CRPE AT AT A
FERCE I LUTS %, CRP KPR R B
A A HEA A LUTS, 17 CRP /KF-A] DL B i3]
JiR 9 0E AR E, AT LAYE A LUTS AR ™,
Menschikowski %5 " ifF 5% & ¥ BPH 3 il i CPR
AOFBA B IEET, IF5 RS AR AR 2 A G

I3Aki% (cluster of differentiation, CD ) XFRMH
SR, PRI CD14 ] LLIX 43 BPH 5 1E 4 il
FEREZIRE, M5 PSA BEAM AR, HARR MR
BTN, JERE BE RE B R T ) PSA 7K i
fi.T BPH 3%, JR CD14 7£ % 5132 Kt BPH FlIHi 51
it £ T A A T Y MTOPS ifF5% (i
3 2o G 41 e I DX K P £ CD45. CD4. CD8
FICD68 Ht Ak T H B / FBEAAE, CD4 Yy e i
B (HR=2.03, P=0.001) , #GE5 2 ERIERE
(AUR) SJRIEEHAIRBR I EAR S
24 HKEAEF

WA AN AE K A7 (fibroblast growth factor,
FGF ) J&METFIRR 4B B3 — A E R T, &
S ] B AN AR, FGF 5 T 4 4 i A K H 1
ZAR(FGFRs WWHEZ5 G, TSI 4 B B .
BPH A2 #8175 5 5 F 1 (hypoxia inducible
factor 1, HIF-1) i, HIF-1 580 ook
Bla, BOGIFRL FOF. L4 MG T2 HIF-1
S EARHEYE F R, FGF=2 Fl FGF=7 )43 it 1%
I Zhou 5 N ™ 1 5256 5 78 T MAPK/ERK1/2
{5 5 1 P& B B0 52 W FGF-7, FGF-7 8 i 45 &
FGFR2 5 T /i 41 i b 2 40 L () EMT. Yuan %5 ™)
WA, BPH 140 R aAma I 2 4 4 i A= <
¥ (bFGF ) FIfig5 BPH #HC.

AL K I F (transforming growth factor,
TGF) Z—FhZ Y ae Ml A+, AT LAY 4 s
BEFERS . SRAE LT HEALSE ., M TCF-B1 755
T % B W B AR AR AR i R R, SEER R
TGF-B1 7E1EH A4 B AN HT 51 R38R 4t
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B IR AL, (HHAZ K TGF-R1 3R A
ATR], S EHTE R A REAR TR TGR-B1 fiG 3 i ',
e — Iy s, SR A AH L, BPH
FERL /N BRI 7 TGF-B 38 B35, TGF-P1 k&
THEr, SEEAHEST T TGF-B 7E A BPH An A iy
Feik, IFSE T E/KER TOF-B 5 BPH &9 6,

[R5 ZFEA A F (insulin-like growth factor,
IGF) J&—Frdri -7, 45 IGF-1 Fl 1GF-2,
EATEA N AR R R AR, 8
WS RS FEZ A (IR) SBES EAERKHE T2k
(IGFR) RAFE/EM . IMIE 1GF ¥ BT LU R X 43
HIFI RS A SaigI e, RIS IRIE GRS IGF
TR A= o T 2R & IGF A e A K AEH,
JoE i R K E 4558 M -3 (IGFBP-3) fi4:
KAWHIVER, & IGF-1: IGFBP-3 1125 BPH X%
B 56 B, 1GFs T AR SERTSAR 1 52 4 i A=
K, FFEXF BPH A A M R Aris Wi

*®E A K F (epidermal growth factor,
EGF ) S22 7F 4 Mo A 22 53 24 R34 5 (1) 1 B2 K 1,
a5 HAZ K EGFR 456 A HE/ER, 306 T iif
f) STAT3 i % . EGF R LU 2w 51 i 18] J5 40 g
WPMY-1 (8858 . [F7E BPH B F S s
ME] T E K EGFY,

M WA T (vascular endothelial growth
factor, VEGF Y #5 VEGF-A . VEGF-B . VEGF-C 4,
FEMAETE b R EEZAVER . SRR WER
&, VEGF a5 B b 5z 40 M B, 3 & PI3K/
AKT 388 AR 2 T 1) A [ 5 I 765 26 o 240 B 78 DA
M52 BPH, 38 2 A K BT 21 i 41 21 % 31 BPH
41 VEGF-A fFAE TIEWAL P, H—IsLik
B, SHERKEAMLE, 32 BPH 24K R
1§ VEGF 3538, 1§ VEGF /K-F iy 722 1k vl fig
FH ARG RS B i 5 A AR
2.5 UmfIkE

— TG DX A 5T 25 AR B, 5 ) 1 A
KB (LTL) 59 B 3% 5 % BPH i 2 40 ¢,
Fa kLU T RIS AR R AR, R
S i SASP AL AR Rz 20 A I o 20 Y 4
B, R BPH A & AL B AL 108 0 WL g ™ 7
BPH H SR H T 37 i vhr B D) REFR A%, BPH
LUKV Fak b i G Sl (TERT ) Ak
fitt RNA #5247 (TERC) , B BPH rl gl fa
vk DL oE A b Y, R AT RE A R

bR, WIRLFAEb s Rz O LRI SRS A 2
BPH (B E LR AR e FILT 4EAL L H R A ks, 2%
Fi K% 1 (VDAC1/2, PINK1 Fl NDUFS3) g %
RARR, X ] RERR S T LR SA bR L (oxidative
phosphorylation, OXPHOS ) A1 H At i 12 1, £k
IKIhBERERS, 45%)E OXPHOS BN, 238 L
L AEAPIR I A ALE], P RE R B AE AT S AR T 4t
AEFTR R I D) R AT R 2

3 HRBAFRFE

3.1 FRE =Y

BPH 1% & 5 84k =i 7t = S A =4
FIREREZDIMI G . 8- WA S (8-OH-dG )
J& DNA L8 05 F AL B 3 B b i, &
FAEAE T E 4, BPH & 4140 8-OH-
dG £ 2 B & T BT X 20, H 8-OH-dG
i S50 H0 R R A OC Y. BPH K BT 81)
JREAZIN [ (MDA) . 8-OH-dG [ 3% 5 41 iy
BPilE (PCNA ) FRakiam, [H8 f by 1k
(SOD) |, BPrEfbRe S (TAC) LI R AT -3
(caspase=3) FEIKFEME ", SXHR4IAHIL, BPH
B R LTE H TAC 35 FAIK, MDA FgE i 4
A bR R LTS, RIR BPH 1Y &AL
GRS E N AR € S
3.2 #HAEZED

YR D 54 ER D 2RSS G, nIfEdianiE ML,
P AE5E, BPH B ITEH 25 (OH) D /K-
FACTXTHEAL, ROC HREZETMIIMYE 25 (OH) D /K-
1559 BPH IS WHE R eI U 1555 ng + L,
U 78.3%, MR 714%™, FETEN BPH fY
Logistic [F] 5 # 25 (OH ) D 45 BPH 5 R 5#
FIAIENE, fR4EE R D /K- A] RE S S8R 21 iR
B —ADEERER, WATHRAVIRE RV, fhad
A2 D T RS BRI A G XU ARG
3.3 BE&

RIACIHIZELE BPH WfER N E 22—, Hil
=HE(TG ), EHEEECTC) | S AR & 1 HDL )
I R & A (LDL) 7 R T —E e,
flk HDL. & TG (3 &4 BPH AR m ',
Wi AT 96 27 BF 5% 5 78 TG/HDL-C 1 TC/HDL-C Lt
{H5 BPH RUBS A o ECRE A7 A e 35 1k, TG/
HDL-C J& BPH [ —/ B E M R R, &
Y TG/HDL-C {HA B P4l BPH XU 7,
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3.4 HilE

PRIR (uric acid, UA ) ZEEMACIE=Y), 1F
R R AR IR vh & 3 T AR . UA St
TG 9P/ IMAR I 7 S AR R oK A2 E BPHL, 3l 2 1 ]
IL-6/JAK1/STAT3 4 fif 3 4% [ AIK 1M 35 UA 7K 7 7]
REFDHI BPH iy &8 ), IR, M UATRIT S
LUTS 2 Wi R BEAIGAH 56 Y, FEf@BE B b, A
ML UA ZKSF 5 LUTS By SRR A 6, X ]
e MM YE UA ZET0R; LUTS o B Ve /e ™,
KR E A =N BPH &5, UA 5 IpSS B 1F
HHSE

HEENE TR ( short—chain fatty acids, SCFAs )
FEM AR5 I8 TR B 1Y pH R g, S 5 miE 5
B A AR R T VE R, RISt ] 7 st A%
R, ST BPH B B E, UL E] BPH
BEFE DT TR R T, Wb w
R AT R L 5 TR AN S I R (R #5255 BPH ) &
Je N, BB E I L PR A SCFAs, AT RAA] 3%
HbAE R A A H TR s B v AR SR BE . IR,
SCFAs /K F-Al 85 BPH B EEA X, Wi w T
S5 TR,

4 WEMAFIRE

41 QAOFER

FEE Y SR EPHE S 2 M A R
Gipmm— N EER N, R e —Fh RE M
W, 18R MRS, R AR R AR S
FRRRIGIRSECA B kR, Hrh kiE £8E
JH B4 J2 28 R P ohk 2B T 1 AR AR T P A B £
JR AT 5 0. 2 BH 28 JE 5 25 44 I i 3 i A & 2B XL
x0T, R R B B i 22 S T 6 R
() SR A PR S RE RN, 2 ) 4% T B Ao 1A 15 4
AR 7 8RN 56 i 3 FE R AR 1 BPH Ytk T2 X o
JER ARSI AR A 5 BPH 25 A 91 R R4 T
R E55 16S rRNA M, & 3R 3 T B B4 vh
FETEAILA AN DNA, 2R BT RPN 5 2 il
ZIRFAE SRR U 28 JE R 2 el AR B il it L N
FEMEA Y, ATREAFAE 10 - k™ SRR
BPH W& . HIEMA YRS BPH Z M fFFE
FERIRIRICER, ER T i ik o —Fh
FER) BPH 10, AR B0 AT IETE IR gk o
A 2 FE 7 X A8 B s 1 TSI
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4.2 BHiEEEE

i T T R T L 3 A A S R G R 2L G
rZ—, SEMPIAE L, WG . R
BAE. BERE. FFREBOR . BRI ERIGSE . g
A T BERZ a1 ARG A . BB 41 1Y SCFAs
WA IGF-1 {5 5l S S g e it e ™,
XEWRE W - BT A, 242y
SN R EL, SEERVES BPH K BB HRE B 2R
W, JERERT] /SRR T ERAEREAR T (R —
AR 5% 2 B I 1 P R %) JEERE TR )/ HURTF PR 1)
FAE T S g s A= A 5 U0, AT e SRR R 52
Fii 75 5 K Bl BPH F1 A BPH ML A [ fif 8, BPH
A A 1A 5 e AR B 3 TR A BB L BILAARAR i D
WEA R TE BB RGAE SN, MR i
W HERE A . b, 1BYERTSIIR R Rl
)RR G EA =S R R W S m 1E711757
A1 BPH [AHICHE, BB A= YAl ol VE 2 v 5]
5 () A AR S ) R TR VR TR A o
4.3 TIREEE

FRRITHT S AR PR D LA W PR A T R R
PRV h 45 EEAE., 2 IRE R AT
FET IR BTSRRI RORS T o BERE IR 11
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