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Abstract: Uridine diphosphate glucuronic acid transferase (UGT) is an important phase II metabolism enzyme in human body, it
metabolites many drugs and endogenous substances. For many endogenous substances, such as bilirubin, thyroid hormones, estrogens,
et al, the UGT enzymes are the key enzymes for inactivated and remove endogenous substances. It can prevent toxic effects caused by
accumulation. Its termination of endogenous hormone signal can prevent the occurrence of cancer. On the other hand, endogenous
substances can affect the enzymes. In some physiological and pathological conditions, some of endogenous substances can inhibit UGT
enzymes, and exert an influence on UGT enzymes involved metabolism. This article will make a review on the interaction of
endogenous substances and UGT enzymes.
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PR T 4 T F LE B A R R A AE (0 P A
Y, CARIRE. A R B AR N, UGT
AL PR A S A AT E R AR, — i TH
ENh UGT M3 5 —sepyysvbmmmist, Bk
BRI Ry EE R S 2 BT
UGT W, T8 5 e I 28 1 A] LA Y 4 205 i
A, HEMRINEA. HJrm, MRS R
ZNETEY) T AT UGT BEvE e, B Fim
(RIRSE, B5 KA P SRR T R RRS, AR B TR (G
R, DURAEAE BRI B4 N 1 U B TRl A=
PR EAAT AR 2RI RE Sy, TT R BRI A
WAIRIT s BATBIFUPN &R UGT ML 2 454
PR IIRE R A 1 FE B SRR N (- P . H
X T FORIE ST [ s L3R A RE A R B, A
TN E ISR T UGT B Y 2 1]
(AR EAE
1 UGT BExik

UGT i A7 P 5 9 Jlas 00 T 1) — S Aok bl
WA, ZEARBELAEEYR. %5 RT
SR ME ISR (Uridine Diphosphate Glucuronic
Acid, UDPGA) &5, Al H KEMER N, ReAr20t
MR BRI — A TEE R R
UGT nJ LIRS0 22 5700 VP 2 WK, (E I
V5 R B ) 2 UGT1 Al UGT2 XA Kk .
A UGT %)@ T- UGT1A. 2A 1 2B KiK.,

UGT Mg{eZih oA iz, - B PPIRdE,
it B /N gilahIfaakis, ROy E R AR
I AR A T B 8%, DR U b 3808 B 4 1)
UGT 10, {HA 4% UGT BRERTANA L P kik, Jf
A MA LU 7%, W UGT1A7. UGTI1AS.
UGTIA10 {EflgiE ik, R sE 5+
(o hEREl, UGT2A1 I UGT2A2 7EMFIRIE 5
Wi RGP RIA, A T AR P, UGT
Bt 1R LR o A 2 5 1T Re A5 S A [ 2R b R PE
JEECAII o A 5 B, A6 P ) S 245 )
(A = A
2 UGT fig5 iR M4 B rg 4K gt

UGT By &5k 1F 2 WIS AR, £
VEPED TG T 280, AR AL E A P i i 21
e EE I
2.1 UGT 5RE4E/K 5

JHZT 2 (bilirubin) J& M IEE I L1401 21 £
FRARI =4, 1R NIRRT e R U 477 2

4mg. L0 FEAEHIE  UGTIAL fiEf, A piss
AL . M40 55 % %G B % R — I8 ( bilirubin
monoglucuronide ) Al JH £ 2 4 2 i % IR — WiE
(bilirubin diglucuronide ), JJHZT 25 i 25 Hl I 12 — 15 /&
MBI AT R E R A7, &7 70%~80%.

JHZTZ M UGT1AL SRR AR iy, A HREFRIH
2L %M UGTIAL [ZERTS)/NF 10 pmol/L!'”; Ma
VR W O I 5 S A I vk, #2577 1%
B R AL I 2T R AR MRS DU 7 vk, e IR R &
UGTIA1 R4 (0.40£0.022) pumol/L, FIAT4%
P ARG LT 2K FOH £ (KD EARAL(0.4440.018
pumol/L), JFF H Aok A F UGT1A1 XHIHZL 21
AR K G R . XL B IHZL 2570 UGT1A1
AR SRRy, R AR A 2T 25 1 3 22
ARAT ZZAE R AR R T A r 2 IR R T4 I
IR V% 29 A REAHE] UGTI1AT 3T, fIHL 4%
WHRERERS, BB B R T . bt
SR E R IE e (Sorafenib) B, A\ K s S i
B34 H IR (HIV protease inhibitors) 55 . Zhang
2OV o 2 ¢ T AR Catazanavir). g
43 Cindinavir). & UCHE (lopinavir). 23 EAR
(nelfinavir) . FIFEH T  Critonavir) Flyb Z= 8 =H
(saquinavir) 7 P {1\ 28 G s S I 3 i 1 I 400 61
G UGT BEFFEIE - . R BLIH UGTIAL o
(FEBT LI T AEi s, HAMHF R (KD
A 1.91 47.9 pmol/L, Ff HHARSMN S [m) 44 P 1B AT 4
DTE 2 25 rh Ik P D 2540 A vT REAE I AR v
SR E T

BT 25050, gt UGTIAL (LR Bt 4
oM B MHLT 2 4R, W Crigler-Nijjar £54 fiE Al
Gilbert £EA kB F 1, A WL b 28 0 40 T
f o JUHE Crigler-Nijjar £ A1E, H#IEH: UGT1A1
TEPE S IE R AL R R 90%, % d1 T mHL 5
IMAE SBUEZ E k. UGTIAT FER £ bkt
Aee sem OO IRZ AR R ), b UGT1A1#1
ai &7 AR Re ) B . T RIE UGTIA1*1/
UGTIA1*%28 7% & T . UGTIA1*28 4 & F M
UGTIA1 HIiETE R UGTIAL*1 44 T 63%F1
48%, A UGT1A1*28 [ HIV EEAEA BT,
MWENFEAES BB B ZTm. g Lk
UGTI1A1 7EIH L2 ARG B ikt 21 2 ¢ T 22 (1) 4
F OB A B0 AR 5 IR A8 25 B IR AL
FIAE, HRTEANL g RN,
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2.2 UGT 5HUIRBRH R

ORI 3 (thyroid hormones) & Hi R R JE
T E R A0 R R B = R ) . AR DU R
IR R (thyroxine, T4) Fl = flt R IR Jot =0 1R
(triiodothyronine, T3), WAk, A /DmIGTHH TN
Wi = U R JR 2R (3, 37, 5’-triiodothyronine,
T3) 14,

HEDR IR T80 3R A0 AR A B AR 2 K A0 B4 Tl il 4L,
(Outer ring deiodination). I iift, (Inner ring
deiodination). #i% i1t (Glucuronidation) Al
1k (Sulfation). T3 A1 T3 35wkt T4 L4k
FA T ASAY A P A LA AR R o FH DR R R ) i 2
PR TR0 2 AR I B 2R AR, v LUR AEfE YR L,
W R] DURAEFERRIE, 3 IR o Moy e S5t A 280 W e 1
( Phenolic glucuronidation ) F1 5 5 i 7% H 1 12 1k
(Acyl glucuronidation) SV o HH B 280 00 1 12
I HAR IR = AR, I BAE AR pH {H T 240
AR Y R R R R TR A T I, DAL R A ()
AR TR T3 2 0 T TR A = ) B2 S Ty F B A 26 B
ol 7/ AR

Z M UGT W25 7 HOR B A i e IR AL
Yamanaka 2% 5T AMF. B Wil AR E 41
N UGT [igx] FOIR B ) i A T R AL S Y., I
SEG AT S0 HET RO ISR A T 32 22
UGTI1A1 i, fEi71E 322 UGT1A8 F1UGT1A10
fEAG, AR BT R IR B F 28T UGT1AT.
UGTIA9. UGTIA10 i1k, Kato 2 Uit f 7ok A 7
ARV HEAA B IR AR, PRRRT T JHAORE A4
UGT i 113 IA8 B A6 HFUR IR RIA OG5, KN
TEFEIE A HOR IR b =222 H UGT1A1 M
UGTI1A3 931, FHHED IR ot A e iR AL
(A2 Sl e th T UGT1AL Il UGT1A3 M
Tk KA BT 8. Tong U IZEAASNE 2T T4,
T3 (PR R A A, IR v RO (533 5%
BH (LC/MS) BEAHARSMNAL 7=1) K I EAT Rl
RIUSEAFAE T4 T3 B2 0 e 1 AL )
UGTI1A1. UGT1A3. UGT1A4, UGT2B7 #gEMHE{L
FRODR R ER 1 IO i A 2 B P IR AL, b UGT1A3 (1)
TG PRI
2.3 UGT S5l

N AR ME 3 3% Cestrogen ) 5 %44 5 ME
(estradiol, E2). MW Cestrone, E1). M =¥ Cestriol,
E3) 4%, E2 i m B E . MR e K

WARGIHHEE R 2%, A2 ME, OiEgME R P450
i (cytochrome P450, CYP). JLASI &AL AL
i (catechol-O-methyltransferase, COMT). JK 11—
T MR W % BE W R ¥ % B ( UDP-glucuronosyl
transferase, UGT). BilRF 5l (sulfotransferases).
TRRNENS (sulfate sulfatases) Z5MEFERE AR .
WEBCGRAE AR N T AR - R AR 2, 0
LAE RAAE) MEWER . FHAERGR . ER
BRI B MEER L R AR R MR
BRI R 25, R BRI =,
AR . HEIE LRz, #ER
A7 52 HO R (i s A eI 3 A Qg
Y BSOS, W 45838 LA M i 0l
o EREENg f B e A SR R . DL N,
W B LA A UGT B Ab AR i 45
PEIE AL A 7 A TG TE R B 2. PRI
RSB, UGT B AN s R P2 e RS 1
() T B

Hurmwtsik 2/ 04h 6 F UGT M, fu4F
UGTI1A1.UGT1A3.UGT1A8.UGT1A9.UGT1A10.
UGT2B7 5 MR FIMERCER 1 R 2R 40 RS AT
PEMIROACIE . A R, 2L 3 AT 17 A
BRI AL S22 th UGT1AL Al UGT2B7
ALY, HRTC AR 2y, I iRglgl, Ky
ZMERCRE ATV AE T RE R AR e AR . L
UGT A Jo 35055 i 28 AN LA A= A R i i
AR YERT ST, S DR T AT SR . A5
I R A 2 4- 30 L L s Ty E W =
(4-hydroxy-catecholestrogens, 4-OHCEs) 7K~F-F} i1,
Il 4-OHCEs IACH ™ Y12 BUsm -1, £
4-OHCEs NEEWE UGT KIf (FAR I BR T fE 2 FLIR
P IR — AN S0 A 2P RV 29 s B 25K
FFLIE & A R R LIS e A g2, (B4
JREESE, 5 IR REREE I () P e — e T
PEFILL, UGT Mg Kim e AN AR IE A A
BRI KPR B R R .
2.4 UGT BEFNZEBIR 895t

M e — Pt PR AE T R G R B AR 4
R PERFAE T A bR, AR Refg FTIER %2
IAEE 5 R ARAE ) 32 22 521 (testosterone) A1
Z( 52 (dihydrotestosterone, DHT). DHT J&52[i
7E Sa-ibJE M (Sa-reductase) TEH R ALY, HAE
AR I R BTS2, AR B 22 2 AR 1) o
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A HI 220 5~10 1577, DHT e T LA 1
AR W B 30- F2OAE K[ B OB A M
(3a-hydroxysteroid dehydrogenase, 3a-HSD) £ 17p-
PR N ([T ( 17B-hydroxysteroid
dehydrogenase, 17B-HSD) S5 A4 1% 3o~ bE —
(androstane-3a, 17B-diol, 3a-DIOL). M%< — i
( androstanedione , A-DIONE ) F1 M i
(androsterone, ADT) P2, KIHLIK, Afi1—H
INRIZLE T AR B a1 . AHIAE AT
FITEIX SRR T AR A A 2 gk ]
PARAL A DHT B0 2 2 1M 4k 22 A 3 s VR H
i UGT WAL S28d. DHT LUK ARAT T8 T AHAC ™
R 25 B TS R 1) 4 6 ] LA B % TR IR LA
Heth, DA UGT A 1) 2608 A 14 S R0 Tl 8
FE5&IEFEREEPY, HEATANUN UGT 72
LG G ) 2 2R A A R 2R R LA = 05 P R B A1
& — SSEERE AR SRR A A il SE At Wl UGT2B15
FAEFEN Z AP UGT2B15%Y85 Fl UGT2B15*
D85, T1fi UGT2B15*Y8S 7tk =+ UGT2B15*D8S,
5 [ (1) — T 9T BLAE 17 41 i g i v 1R 48 Al
UGT2B15*D85 [ Lt i v T+ 1E & % f 4 s JF A
UGT2B15*D85 4li-45 1 Hi 41 B (1) i 2 4 5 3
NI 3 5PN R H AT RHZ S5 R IE 4, (HERR
T UGT B K B 2o HLA I o P

ERIIRVIM IS E T N & Y B W LW 7]
UGT M7 UGT2B7.UGT2B15.UGT2B17.UGT2B7
eI . FFAE. BAE. Bk, M. = RLaR
HAFIL, RIXFIEGLE AT AR T 2RI
T B F/E AR =4 3 4 FR R 1 i %
PElE R L. UGT2B1S 7EFAE . B FLIR. mral i
A EdRis, MHEHAMPA UGT BEASH M2,
UGT2BI15 Fi PR MAE N i 4L 2 b 3k, IX ] g2 fig
i 2HL 2R PR R 2R TR . UG T2B 1S AL eI 3 I
FOP W 17 AL FR AR ) AR I R . UGT2B17 £
FERAE BRES Rk M. FLER. TEhEik, JREH
FTUGT2B15 s FERYE CRVETE A 96% ). XM A
UGT2B15 K], UGT2B17 %2 M =) 3 fir
FI17 Br (A A RS R A 40 A T

UGT % Ml S 3L AR Py A e i 2% i
LORNE, P UGT PR ER AR rT Bl kA Xt
HEBEAG SRS, 1 UGT 48Uk RiA
AUAN SRR ZENT UGT R, Alfig o e 44
CRORG A0 A 2 R A FE ) A

2.5 UGT fg5RB;+ER B9 4

JIELYF PR A2 I DALl 2 SOk 5 B, 5 R
THIR AR UV M sl 2 ) R . A ARHEY T
i 2 L S 5 mT LA 43 Sk 91 4% IR v 1 R O 4 IR v
MR, RELAE N, M IR A T R A
Bk WIEYTHEH SZ A CIEEARRRD, 140 e Py A
PEER TR Y BRUR FE T v, 25 5 3040 B i) A A0 R
PR DA SRt 2 AR (R 20 SRR Cnn I TR AR BT 4%
AEY AR E TR ) B,

NEYTRRAEAR P ] AR 2R . AR . i 25 b
TS T L6 AH N (T B FR A FH R R AR & 5 O o 1T UGT
THE A 110 JUEL TR ] A T S I DA A A1 3 1 94
PR MR HE H ARSI A R 7 T A
Gy EEEIVE R o ME 8 110 e 267 0 e R A S 8 ] LA
AELENRTHERIN 3 47 6 PLIRFRFEAN 24 AR . IX
— R K ZF UGT . Wi UGTIA3 Bl A2 H
TR 24 (7RELH PRI 46 1) - 248 ; UGT2B4
A UGT2B7 v LIMEACIHY TR 3 47 6 72k 14 %
PEBE IR 1L ; UGTI1A4 HAT 5w A AL I 2010 12
(CDCA) “EJ CDCA-3G 135 UGT2A1 figfift
FJHER (LCA). CDCA. MBiENHER (DCA). 3%
FUHER (HDCA) 1) 3 A1 24 A7 pEHF{k; UGT2A2
1L IH R (CA) FiI CDCA )k CA-24G il
CDCA-24G E TR m . IX 48 UGT B4 A Ey
TR (Y At 5 07 B v R A T A A PO,
2.6 UGT Bg5 5-#2 @ perofX it

5-¥2 % (serotonin, 5-HT) MFRMIMIEZ,
PR GBI 3 T, R IRE R IR
SRR NORBE Ik . S-HT vl DAL Zpi Ak L
(R AA A (MAOD fiEfb % 5-F2m|I 1, 5-
RN Wofe £ T 220 ok e O S A i 5= Wik £GP T B
PRIGHEH AR AR,

BT R AR, BESUREL 5-HT AL
W AR A AT RS IR L . ARZ RIS ORI
NS AR S S L AR SR RITIoRIAAHS T
DLA B 2B SRR AL ) 5-HT (5-HTG), 1HZMH
RN IX A [N . CAIIE A= UGT1A6
Pk, HEM 5-HT J& i1 UGT1A6 fitfb k™, it
AT A RIEN UGT PABEAGORLAART 9T & B0,
A UGTI1AG e i 5-HTG, J HAF Rk
AR UGT1A6 HLEFIAS 1) Ko AR BT, XLeR
B UGT1A6 X 5-HT ML A L Jatk. XMt —
PSRRI AR KRR S, Bk 5-HT C&h
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W5 UGTIA6 L & MEREH IR 2 T2 il
S,
3 WIREMIERERN UGT Bgayinsl /e

UGT BAEAE YR IR, gkt 2
Z R NIETEYI R . B2 RV Z WIRYEY
ALK UGT = A= E ] o
3.1 PBEEtAEES A X UGT ERRIHNHIVER

AEEHEEE A (fatty acyl-CoAs) JUIH R K AENREE
il A (long chain fatty acyl-CoAs) HAG A UGT
TEPERIAE o A FH AT FLIR AL 1 R FORL A4 0 5 il P AT
SO R IR IEAE A REAE UGT RS PE. Bk,
EAAEEEAHESE A (palmitoyland oleoyl-CoAs) A
MHAEE NI A B 2% (Alamethicin) b3 73
FiAA ) UGT B £, arachidonoyl-CoA #4175
UGT Xt S2 iRl . ot kB, MRikitis A
XF UGT Bl i) 1Cso K2 AE 20~30 mmol/L, 5/ /)
SERFSY R B A P UGT (M8 Tk a4
PERFE], HEDIBEILAHEE A F1 UGT BEIM45 Gl e
ST UGT Bt %10 g4z,
3.2 1ZEEEX UGT EgHHD &I 1E

Hallinan 2505 FLURR LG 1 RIS T A% H R0
UGT Ffg (4 1] o Ath A FH A% 19 JHFA0kE 4 & I 4 mmol/L
(=R IRTT (ATP) g 5230 UGT B IR 2K
By, E2 A1 El B4k . Nishimura 25[45]806F57 % 30
ATP FUILATAEY) (ADP. JREES) Xt UGT B4
HIHE S B &, 1Cso<<20 pmol/L. H RiA% R4 UGT
e R R A O T N 0 SN 2 L e
FUERM T 4-FHEA:JEN] (4-methylumbelliferone,
4-MU) 1£4 UGT MJEY) . 4-MU &) i f) UGT
(IR, ASRER IR S0, A7 ST SR
E2 /E4 UGT BRI, (H B2 1) 3 o 9 46 B e 1R
ORI 17 A7 AR R AL, e AN UGT B
b, UGTIAL fitfh 3 frmisbme ik, 1f1 17 47
JELZ R UGT ik, A2 H UGT2B S, ijns
W AZ T I RSB on) R BE AL RE R . H AT
IWHZAFIRNS UGT BEIIHMEInTfe 2 ik, Hib
P E . ATP. NADP. NAD *%f UGT1A1 44K
J% B2 (¥ 3 A7 A5 RS IR AL AT 3070 1 . ATP AT
NADP %} UGT2B7 #4k 4-MU 5 HIVEH] o R
I UGT B/ NMATh AR EZER/EM, W
UGTIAL 78 NARMEACRH 2T 25 DA K — 625 i i 63
.y L R R Rl =4 SN-38 4. UGT2B7 {4k
VFZ N, ALHE RIS 22 5% 5 1) 4814 Bl T TR AL«

DRI, 3K SO 1 1) A0 25 i SR — SEAN T TR 2
WIEE

BT IRER AT IR 2 Ah, LA R R AR A
il UGT BEMIIE . a0 SR A% 1 1R Hh 1) = i R
T (GTP) & UGT Eff)sadifilsfl. GTP Xf 4-MU
DA K B2 i BT B AL 1) 40 RE ) J2 ATP 1) 7 %
R SN AZ IR S ILATAEY) P A GTP fgdlil
UGT Wy, LA an SnEnd . — R 51 (GDP).
BBEIR S (GMP) #E A X AME M o [RIFE ISR
R AEAE MO e A% PR, R — IR M A il
UGT BEMVE o IXS8RE s AN R T IRV A% 11, 4
WABATT AT BEAEAEAS R M INLE . SRR AZ T IR
vt T DA AR Ik AR ATP A1 ADP fgdllfil UGT
Mg, {HJEPARERE IR LT CAMP) A 1005 25 b 1 1
PRI E AR, AHEERERS LA S AH DGR 7 =4l i
ATP 3] UGT Wi fig /74,
3.3 BEiHERXY UGT EERY3MHI1ER

JRVHIR S UGT BRIz —, HLeit it
AEfgam A IH] UGT B A ASHIHITRRAME UGT
B PEAN 5% . 25 RN UGT BEiilfE A
B4 HER (TLCA) 47 HER (LCA),
X IH TR AR E TR TR W AT R X
UGT B 30HIE ot —Fregml /e, B4 Bk
PN TRV BRRAEAR N W AN B S HERR CtfiH T
B JHVFIRFD, IRV RRA B 2 1, R XL
PR ] . JUHUE TLCA, X KZ 5 UGT
filf (UGTIAl. UGTIA3. UGTI1A4. UGTIA7.
UGTI1A10. UGT2B7 fil UGT2B15) FILH58%1 K
IHIER (K=0.03~16 umol/L), XHEAZ AN E
TE[) UGT g,
3.4 DREEREFNAMIEOREEAE X UGT EEROINFIVER

i PRIEHE A% (phosphatidylcholines, PCs), {#
FROPBEAR (leeithin), & LAH 2> T 48 2L MR H
MlE. PCs 2RI EWIEAK, RAE R1FIR2 HL
RIEIARTH TG 5 A AF ) PCso PCs & —FiE 784
JFs (R AR AL Al B IR BE R R 4y 2 —, A
Rt AU A5 916 T LUSCHT 1 I e 4 L I AR B
MAA T e % LB IR BEAR R (lysophosphatidyl-
cholines, LPCs) J& PCs fEBENREG/E T, 7Kff2:
BN 7 R 1 A2 B, R AR — AR iy b
IEH o2 — o IR AR B8 BLAIE 22 500 2% )
FAOG, W ZRGAE BEIRE . IREZERIB) Ik A
ALY W9, PCs ] gl S04 A
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A, G0 CYP B, AT sE I 25 AR T
AL AR 2L S R IR e A gk — 2P
AR ZEFLRI AT RERY, T LPCs t4H 4145 £ Fh T %)
AP AR IR, FE ERIVE 2 9500 % UIAH G . 4l LPCs
REvS b /AR, (R Rk AR (0 T i, (ki S R 7
NF-kB UL E EF . ARMF T (ACAM-1
FIL-8 “5 JRE R T IR 1K o FEIMAR SR S -
B F MG LPCs nIAIEW A 2~3 E2H 5
U e R AR , Wikl bR95 , 18 Al Wi LPCs
HCOP TR

KM G IR R RIS PAIE] UGT B
T VAN 552 BN PCs, LPCs %t UGT
B IRy B ) vz s A . iy LK EE) LPCs %)
UGT B R4 il /8 H 5 40 8E 1Y) LPCs. BT s,
UGT1A6 1 UGT1AS $5: 75 5y % 2B G AL S P4
i, MK REGLEN LR 2 — S R AU
. UGTIAG6 3 An T AREHAE . BFAE. T il
Wk FlIESEAZh, AR R R BUmY).
LA S PR T R E VR, AR
SN SIS . YU RPN IRIRE . BUEY)
AKIFE . WIEMEYI R 52 %55 . UGT1AS &1EH
EAN Rk — PP E S UGT B, ZATAMHZL (i
WiE ) PWIETEFSNEEY A W . © 2
AR wc i LA R S me i (R AR, AR 2
(254, NGB mI 2 B R, BERE 245 ks 51,
PO JTUBTIA 25 75 ¥ B 55 55
4 R

PER AR Py T ARAR U B LK, UGT BAEVT 2
P SR O T R A T AT ER . 2t
WIETEYR CUIIIHLE 28D St ARUHMER R N, 5
WK, AMEREHE, Pk &R EE; —Lepy i
PEVI ST CAnfHY TR D AR B i — i Ads P A I £
Y, RHUAF RN, RS OL FAERN E R Cn
JHIEAIFE D, 28 UGT MR ol ARSI EE ;s 0
—U R A, HEES) TR 2R
flir AR X, (HREZ UGT BRI A fEfl
HEFRYE, BT UGT BErZ& il misEE s
Jr AN EAAE

SR UGT BAEARU W URVEDI LI R, A £
TP 2 B IR SBT3 TR T
A, IR VTR BEIEXT UGT B iifE
XHAPRZEER UGT B, JFHAARDRIHE R
FURHIHIER o X P YREED TN UGT g 4
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