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Abstract

Inflammatory bowel disease (IBD), consisting of
Crohn's disease (CD) and ulcerative colitis (UC),
poses a great threat to human health. It results
from an inappropriate immune response, in
genetically susceptible individuals, to microbial
antigens of commensal microorganisms. This
paper reviews abnormal glucose, lipid and
protein metabolism in patients with CD and
highlights the application of metabonomics in
biomarker revelation for CD.
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K JE M B JA (inflammatory bowel diseases, IBD)
@35 % % B J%(Crohn's disease, CD)F= it %5 1%
45 ¥ (ulcerative colitis, UC), H @& A%
B . AL B R IE 8 R e A, AR 5
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B ZPiF A ALERZARTCDHE, BE
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& M F AR E A K RAUE] 69 & L
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JREME A9 (inflammatory bowel diseases, IBD){4
F5 78 2 B (Crohn's disease, CD)HIz 1 45
4% (ulcerative colitis, UC), fthifc P+ ANid 24 1 fe
N AR S AN SRR EDIPUR, HRT
B 2 R PASE R 2R TS A, 1% B2 ERIAE S
T, FEA A 25 8 E Dhhe. BRI 19454
FFURC DA 2 B W 3 1wy, FFAE20tH 2080 AKHR
BT CDI R UCHHR AR H". 19904
JE CDII R R M 1988-19904F [115.2/10 7 LT+ 5
1997-19991116.4/10 7. $X1f1, WHH. REK. Fg3E
YPHAE 19904 BATIT A0 AR, AHAT 48 R %
B b 48 ) Baumgartih R IBD I 40 & AL L
FEM TR L TNF-0. TFN-y. IL-12/18i% %
I TA0 M TS AR AL, TL-12 TFN-yf = At
% 33T MRIBD 2 hE AN ZEC DI 18 R 1 K
Az AN BRI R BT A0 I TGF-BIF)
IR RS Z AR, I RWIRA d SE I R AR
5 SRR OC, X P SR A o I 0 T g D M B
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HRIE ML 75 5 TR 52 95 55 B 4% 1 8l e
GuBE AT I A T T S O I S I
SEABDR N Z™, 110 HL, s R
iR R AR BoR OB E . IR AR &
PER 5 2% I8 A 0 e A7 T 28 I 1T DA ARAIE i 2
(I LhfE, (HAE S A IR ] fig F BB D. 45
B D )18 1t 98 ik 7 B Se s i & f 5 5 0 B 1)
R ZEVER AW 15 e N 2, B e X IR
A R A W IR 3 4 G g2 I 25 40 BRI P
Malin5!" I 7R 38 5 16 K 4 ) i W 5 C D
(K R TR AR G, 0 BT B ) B (¥ B3 55 2 C DI
2GR Asakura®E YN IBD R A L4
ANDIRIE: S U A 5 i A e 4 i
T SRR EAR T 5520 S E A . SR
el R AN N T RN (2 e TR P P e N
ORI A RS2 A0 WOAH FLAE Y 2B 420 2 3k 40
57 £ T RE 4 DR 7 5 1 PR R R 4
1652 (AP 4 AR ELAE . R 6 FIBD A& WL
W AR 2, 5 H A A IR 7R R 2 AR 4K
R AR BE e 4 ). CDAE—Fh gt A R M,
JEFL S B AL B AR 0 2Rl AR S EE L
BT CDRIE. Mg 2R A AR R R AR
Y2401 45 78 38 7 C DA W 2 b s BRI LA o

1 ERBIEE
Capristo5" @ i X} # 1EHIUCHICD 4 %1041
FIBMI. JgJDs . A AR 2 R0 1 28 Uk
SR CDEEIBMILL R PP
B EEU CFIIE 5 5% FEALAIG, & I ZH 2R N1
PR AT 72 50 5 4 TR B £ A7 R A A AT X
Al PUIB D AR A A F 1 5 1 W N AL
2 G EEE N RIS, TTRES T TR 07 4 1) it
PR AT I A 4 Z3 40 IR 7 (R0 . Das%5 Pt
JS FH W B % B % 2% m] e X IBDIRIVA T A RU K
P, Ji R g 5 235 5 AT I TN F-ou i 460 9]
B AEAE L, INSENO & pk, Fa8 1 il
NOJHI4H o [ 26 B} -1~ (intercellular adhesion
molecule-1, ICAM-1)[{3KIE, X LEHRIR BBy 52 1)
PIAER — PRI T
Belmiro25! %} ZREAE RAEC DR 11
R v T Bl 2 L SR B 2K (gly cosaminoglycans,
GAGs)HHAT T A5 R o i S F 50 HT, 45
RRIAE RAECDEH di A2 KILFIGAGs
B RN, A T RE R ik 52 RIS e
P LENLE . —. I & N ARG 3 HIB D
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RALS T IASERE 2, P RESIRANSS, H 2 M
TIBDIAT T IRIHE B i am F AR B AR S IRAA K.

2 BBXRRERE
&1k 2 Rz . B PIBR R XS CDI i
KW BE —E s, CDIEs)ITEE Y
TENFIEAD L K 0 ORI L. B2
SRR AL NF A ZE B, FLAJIE ] 9 of
S HAH M TS Fa 5. 51 C D e ML JIH [ fE
WL BRI R R 2, V5 2 W JUARAE [R] I A7 7E
JIEL 0 e P R W WA PR S, — R 5 AR A
SR I P 7K~ ) AR AL 8 o 35 4 (. 3 = JIE s
BENER: s, TR BbilE . A il SO
W) BEAT & B4 A, AR I R 5T A BLAE IR
AR AN 42 B 1 JAE rh HATAH G,
2.1 f2 B B4 i & Mingrone s Sy K W1
T A o S8 A T AR CD A8 v i fids 54
(b, $7R 20 1R I 107 P & 6 CDIE FR 18T
Al 2. Hrabovsky 55kl 72445135 3l HCD i
F(CDAI>150) HAEFE /G253, 14, 28 R GH
EfE. LDL. HDL. TGHIZKF, [AIH T £
BIG TGRS SO R IRIR
K HI10061 35 3 MR AEAT X I, &5 SRR
T BEAS B TG 2RARH (0 2 BOK P-4 T % 7-4 i
Bl KB B BRG] B T Sk
WK B A B AR, L BRI PR I35 45 S /K
Gevh 2 e U RN S CD B H I
AR TR L T I b P A I B [ e i,
Pl Bt L] - e R AL I 2 P A4
2.2 By Bt B R TR AR b e S KO
o IR R R SE A B AT AR, AE i 4 T 3R
H S TR AR BN CD B I 7 I AR 2
5T G S AT RAE LR, G T R ) 2
L5950 B i RO R AH O AT W 90 3R WD B
JHIB D &3 H I35 22 AN FI IR D72 (plasma
polyunsaturated fatty acid pattern, PUFA)[#] 7,
B3 M T 5 A6 1B,
Esteve-Comas®:!"™ G C 5 kil sz 7 736
S ITB D LS i T R 2870, I LL10743
TE AR R G I [ 0T A [R] 9 137 i
[T IR T IB DG s I M. #i 3R, UC
ACD A ML AN RAH L, UCHICD B #
FC18:3 n3. C22:6 n3(docosahexaenonic acid,
DHA)W & FIEH A, 11C20:3 n6 UMK T IEH
N AEREPEE AP0 T, L PUFA R B A4
ZHURIFR E L] W B D R AR, A A L

A7 B A 5

R4 % TIBDA %
B B A kA
%, {2 B A Ak
WA FET
T ]
. AR 6Y
K JE A CD# &
W) Ao 38 97 FF R
FAET #7109 Bk,
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Wi £ E

Marchesi%¥ R A
'H NMR & 4% %
Mg R ROk R
Fo % B FHR KR
AR, FCDA=
UC & & £t 47
RMEFIR, 4
RERTIBDE#
I AR
AL Fo B [ F
CD#y ¥ & R 3
UC&E )iz, B
OB By i
CD#* & W Hideg
B AE, 2R EF
4 FUCHN 27
HAK GG 58

GEIE PRI I T M n3 MR RIS (C18:3 n3.

C22:6 n3)MAMIE T IEH N, XL AP, 753
WIBDEE FPUFAR & S I m] e 5 AR 2
SESLFAFAER]; PUFAZ A SUERTEEIR IS &
JS AR D fE, A S e iE A I, 5
(R R AENLEIAH DG, 45 RABIRIFE FsE T Fin3 PUFA
AT IBDRIHLEL 4 %E7EIBD I HIPUFAKA
HHES LB =, Esteve-Comas®5" 57 734
BB, 24 ARAT G VIR AR EEWIUC 3, 15
BT 25 VIR AR U C %, 271HICD &, HY
B E AN (1% 72 (semi-capillary column gas-
liquid chromatography) /3 # il & T 341 8 1 35
PR, AR R ILEEIUCHMCD B 1
C22:6 n3MMRBEFIH 43 L. ABFIFRE]
TAT A VIR AR U CHES; RATE VIR A
FERIUC, T4 YIBRAR KU CIE A [11C22:6 n3
OV R 1 23 B . AR B C D R 4
Thia. X RGUR, IG5 IHIBDPUFA &
FAT BE S n3 55 )18 v 6 s AL i 3 3 90 5
B 5 WA B8 IR A R W I i
MM BAERI R HAEFARAATFARIUCHE
B I T =, SR IBD A EPUFAR )
5% . Bithner®5™ >R FGC VAR T CD &I
Fx I] iy A0 25 Jin 5 W5 28 23 s 24 v g M T 1) 4 284 7
A1, FFLAN BRI T I 85 /e o L 7Ek
Az G Y10 Jig 00 45 M e 5 b T 017 1 2 A1 0] 1R
A ETSECIS:2 n6FICI8:3 n3f I L F4, JHfE
BEPUFARISE N, LALAHEA 65 R ANV AN SR
BN AR AR SORE B 45 Ml AT IR R R R 4 i A
ZArb 4 BRI T R (C 18:0) (R385 AN S AN
FIHR i ¥ (monounsaturated fatty acids, C18:1 n9)
(R BRAG. X b2l L I CD W PUFAK 43 A
AL /N RUR I RS RAE R, CD IR 145
¥ 6 7 TR A 2 v SO 1), SRR A A
FIAHLRIIR TR 12 4L, Schmid 2R FL T
IBD & A AFCUI I DU 240 i A 55 85 1k L,
45 R LA —J%B4(leukotriene B4, LTB4)A141
PN B A R B T s AR i T TB D BHLAE B A
J&&. Shoda®:™WF57 T n3 PUFAsX] = hilg Ik A ik
(trinitro-benzene sulfonic acid, TNB)## 5 fJCD K
BB )R T R 45 B I 95 i (perilla
oil, POE)HI g Wi i tr m LAy b &6 Jdbifh, H 540
T MG LTB4AH G, K o~ MV BK R (alpha-linolenic
acid, a-LA; POEN I —FN7ESLIRECDH
P2 78 2 AEA T C20:5 n3(eicosapentaenoic
acid, EPA)FIC22:6 n3. InuiZ™ R I TNB#EH

R IBD, 43 45 T 55 #0106 26 0
Wi(glucose solution, FF). K& Wi(soybean oil
emulsion, SOE)HIPOE. £} 5 % P il i JIA [
I g 5 FAKPOE<FF, SOE4H; '5FF, SOE4
Le#, POEA 45 i Ie 2K b i A AW W P2 AIG

EPARIZKV- W T m; S5 JERE L 4505 vt 23 Al
LTB4/K FPOEZ ik, ixX 44t 3K W] o- W JFRIR
T Tk AR 6 i B I S T U R P 2L A A ) 5
A LT B4 45 1, HLPOEFE I35 45 W (1) 9 7
[HIAEFT 2411, Pereira® PRI R IAN U A% i 1k
RGAE 5 20 1 C D A I3 b W SR 386, (H 0
Sh IS A 1R KT X 5 05 3 BHC D2 I
I 1S 5 AN T R S I T 1 3 A — B,
7T AAB RIS IMLE N . KurokiZ™ I GC Iy
EMSE T 2061 CD A AN [F] ) I i I T R, JF

IR F A A 3 55 50 EL A W DD B A s 3L 846l
AR, 3 AR AL AR KW, 96k
EALAE KA N, 455K B, C20:4 n6. C20:5
n3. C22:0. C22:6n3. ;in3 PUFA. HPUFAK]
L7 9% S R LGB AR T IR R 4 o T IR
fiz(C18:2 n6, C18:3 n3)F1C20:3 n9PH 4L 22 5l A
ot = X S CDAIM GO e iR, C20:5
n3F15n3 PUFA Wos ] W RO, 45 R R
CD 75 JIg i MRk = 4/ WL, n3 PUFAT Y
PRI 1) R S A K.
GeerlingZ5 0 T CD - 5 1E % 6 20
{14 I 375 I 25 0 i I 4 23 v T i 4 N R J07 T
YR VAT AT, 45 R R ILC DB %t
HECZE T I SN 1R Mk 5 e e 22 LS IR
28 5N 7 20 2R v ik R R ou- P JRR TR 1) L 491 92
25, En3 PUFAM LLBIFEAR, ForfrC22:5 n3
B, C22:6 n3. AAH] B FAL; /ECDAJR
SR TP LB 2 W C D AR IR U IR 1) 43 A S
TR . Geerling5 P 8E47 T 130 BEALA S 2R
FIAT TR 5T, CDEF 40 A 2R i b
(antioxidants, AO). AO/M3JIRIHME341, 773 mo.
SR RINE T AOJG MM, VitC. VitE. SOD
TP PRSI 2 0, 5o IR bR, I
BEHPHE M. . VitC. B MH S Ak
fii(glutathione peroxidase, GPx){EZ5 24 {1 2
A SRS T AOJG XL e Ar 5 xf B2 TE W] i
Z2 (B T GPx). W AO/M3 G IR ZH W) B (A4
AATELA, 384 I il i g 80 g 107 240 28 C20:5
n3. C22:6 n3W LB, Hia b A4 T REW] B
BGECD I P EAIR A, AO/M3 g IR W
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U S0 AR R 1) Ee A9 DL R AIG 28 0 S B 1R R A
Alzoghaibi%5 " W57 K LA A =M1 T CD
B T VLA fd(human intestinal smooth
muscle, HISM)IL-8XF LA N, B4 %
FANRAG@E 2 50, LAJEAEE
TENF-k BRI INIL-8, {H - A 7ENF-« B 11
BN LAA BINTL-8. 2 A AL = 4 3 oL 1
SEN F-ie BHCH T L-8 ¥ 7 S Sk 48 in 7 1L-8 11 7=
42, Trebble®5PSR FHGC Iy vERT 528 CDHE 1Y
PBMCHUALTE B R4 i AT 43477, I FHELISA
J5EKEIPBMCH [P GE2 FITFN-y [ 6 75 15 1.
BRI, CDAEEPBMCH'n3 PUFAME R, AA
B#AIK; PGE2. TFN-yf& T 1EH 41, Heimerl 55 "R
FFERFF) 081 SEIRRT-PCR T VEZEWF5E T 1
1B D i3 15 I T W ORI PRy 9050 T 7 7 5 1l P
FE R ARG, &5 RALRUCHE T D718 & iR
12 PRI AR AT 2 2090 2 oR TR 28 4l i DXL 1 1) A
16 R IFX52 4K (liver X receptor, LXR)FIA M) fE
(3% T30 A 7 1 A4 25k D) 33k 1 o mT A
TEHFUCH) 93 A 22 1) .

DL 9 2R B C D AR 3 P R M 1R 28 24 )
AN IR Db T IR R 45 R, e AR
S G5 0. IXEe G5 BT AR CD IR g B 2
2P ARk UL R L, H AR WALV CDI ] LA
& TS TR,

3 EHRREIERE
3.1 CR_R.% & (C-reactive protein, CRP) PF4rCD
&SP TG AR TR K 3T B2, CRPZ %
SKE AN 245105 IR U R bR 76 4.

Vuceli¢ZE 5% 614U CHIZ0H]CD B FE ST
R PLE SN 3 S CRPYRJEE B 1 5. Lopez
MoranteZ5 [ 5T T 226 UCHI 186ICD ¥, £E
PRI 5 3 5 5T, CDHEEE CRP/AKFHRUC
B T NI (98.6% vs T1.4%) A% 5(95% vs
84.6%); CDEFCRP/K V- & TUCH#(57.7
mg/dL+55.7 mg/dL vs 16.3 mg/dL+ 18.8 mg/dL),
JUHJE FRE Y 8 (104.8 mg/dL £54.3 mg/dL
vs 29.0 mg/dL+24.2 mg/dL). £WJCRPLEVEHT
CDIE BN T7 1 B A— 8 B, R T#
Wk F RIS 3h FECD. Chamouard25™ 57 1150
135 Zh WA E I C D B 3 I CRPRIC DS 8 R
¥(van hees index, VHI). 45 R K IN49%HICD i
# CRP>20 mg/L, CRP5 VHIW] WA 5%, YangZs ™Y
XF854ICD A NCRPAK AT R I, CRPAK
HESRMIK, HE5CDAL. WEINEIE . B

www. wjgnet.com

Ax A AR A IRE AN 2R I TS AR DSk i shICD
(ICRPH BT, JUILAE TR 45 i A2 C D A&
MY AR FICDRIE S ME CRPIIE R
[, H.CRPZK 5 NF-kBp65-FAT48 k.. Filik&5P
W5 T 1156ICDEH ICDAL. CRPAIZ AR
FEFEIRI IR OC AR, NG N 135 2)) i 5 CRPIY 3
A OE; CRPAEVEAN CDYE 3)) 4 B LECDATEE i iR
18, {HIA ) CD ATRIC R PN 7% 50 5 1) 7] &
Fihr.

Thalmaier5 R FH BRAITE B B 2 481
J7{%(restriction fragment length polymorphism,
RFLP)%12415 CD & & W57 R ILCRP+1059G/C
(15507 HE R C 15 C D S 5 /D 1) 1ML CRP K-
B8 8] o A ity 95 AR A 0. KarouiEP 5T T
10341 CD &4 (7741 e kb T 15 8 ) I CRPK
P, 2 R ILCRPE 7K 5 CDIR % 20 A2
FHOC I, A e 48 7 e A B B o T
AA—E& Y. FranchimontZEP A & 4k T35
A HAR M7 CRP/K ¥ (I C D AR 35 93 AR f Ao 32 22
JEAEMI 7. DenisZ: % £ CDAI>150 HCRPIE 5
T C DR FAE NG, 45 F R I IX 28 i
FAU WL A R A . Koelewijn 5 15
RILCDE K B #H CRPACT- B 7 A i R A
R JETHE .

3.2 #4k %% & (heat shock protein, HSP) HSP
— LR R TS T, At B S O I A
HUE. StahlZ5" S [Tl Western blot4s & 8065 i
O3 E EERESY T IBD B HS PO ik, JK
FH f i L2k 2% D5 1A I H S POO I 5 7. 45 Rt
BR: IBDEE AR EHSPOOK A W] & T IEH
Y1, TEIBDIEFT IEH 5 K AR R I R I (] B 22
oill; S M RIAE R A, A A
ELANH . A 40 R /)N L P Rz 40 i v A3 1)
HSPOO Ik, {H 5 1F 4L LU G (0 1) 5t 5 4%
H W25, IXL4R, 7EIBD A E T HSPOOIH
TEARA N G2 Dy REAS K 1T BEA7AE.

T A S 5 A A HSP70XTIBD 34 i
FAE R HAT Y VEH. KlauszZ5 ™ 5T 7133
WICDEF, IFLLT5H1 IE 5 AAE 0T B 45 3R
HSP70-21f1 %7 FE A 5 CDAH G, SR SER AL VT
W PR {E; CD RS BT AL 1 15 4% 2= 12
LTHSP70-2 /3L A 2 A VEAROC, 11 5 CD148
IL-103E AT AH . Debler&s ™ 4 K ilFHSP70-2
PstIER 2 PR IR ACDEE AR, 44
AN61BICDEEBATWIFT, FELL6 161 1+ AAE N
XL SRR IAEBEHSP70-2 PstIE R 2 245 PEM)

A #H g 5

CDA—#1% A 4
RVEFRIR, KEA
& B B A R H AR
e EEL. E X
EZ22E T CDW
. KEAEG
JAR A F A
WP & ER
TCDAY F 47 &
Fa B JE AL F 8g
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iR EE
AL T, BN
*FCDAR M 5% 09
B 50T VAR 3 2t
CD A JAm#u] 6 iA
iR, mARMEE T
BT AR RS
AL HT 09 LA 15
DER LR N ]
CD#y % 77 RAEHT
# iR R,

FIFANCDEF B P HICD, g4l Jik
Jiry R TR N MR AR, U Al G BB BIE N
TFARGERNE. Nam& IR K BLHS P70-2 (1)
% R HE [N 22 2 E 5 C DR ™ F I 1A 26 BT 9%,
JEHAEBBILN A . Zouiten-Mekki%: P ]
RFLP/MT 7 % Je 114861 CD &34 A 141 1E A
[FIHSP70-2 PstIffJSE R 2. RIS AH#EFH CDFI
HSP70-23 [ R G AH O PstIZ A7 ik KT A 5 950
R T IEAFH K.

3.3 IR M e s 19 TR 2 v 4 R A R 5
Sy IR IR TR T EZ R /EH. Matthes
VOV R A A8 i, WFSY T IBD A PR A
AR, 45 B R, CDMIUCH AP IR R e %
WA A O A B R e, SRR R T
BN AHZACDFIUCH # S A BEmRN A% 5%
VI 238G B R IX ), fECDH %A R IR R
fig 1 IVERIE WX A, FEUCH I R i 1
HYIRICD 38 TG A1 Z AR A W S 14 .

3.4 #BEAS Ik ZE G BT
ML AR T A, W] RESECD I AIRAIL I —. Vi
ESER FAISI Bk Z AT BEALHE T LA 1Y JE . Aadland
UG T SABICD R A LI i 25 4 1 S, Herp
3191 B (57 4%) I8 T 1E FAE; 1 CAb4S & B A
HACH IEH AL W B 8 STEA 5w I
WEEIE. FAREHE I RAE. AR JT7 A
S, POREAS/EAC/LR T REAAECDEE
TS, T HLAEC D B i R 1) R e ke
HEEAE.

3.5 02 B 3k %& & (a.2-macroglobulin, AMG) Becker
USSR ILAM GAE IEH A FSA o PR R H
I MIBD & K&, il s Y. T IBDIF % 5)
FE. R W HT LR N IBDIE 3 FE 1 AWk &, )

XS WTFIGTT A A IR R SO (A

3.6 W& B %A £ K B T (insulin-like growth factor,
IGF-I) & # 4 4-% & 5(GF binding protein-5,
IGFBP-5) Zimmermann®5“Hf 5% & BLIGF-1 bz H:
IGFBP-57E 5250 M C DK JAE FIEF 4L i i 3
i ARSI LA R 4T 4 4 i R TG F-1i5 3
0 B 358 5 R0 i D B . R T AT I D) BR
RIGCDEFE FIHLLLR, 5 51 P AR A% IR I O
W5 ¥2:(RNase protection assay)F/Northern blotyZ:
SE F 0T T IGF-TR1 IGFBP-5 mRNAs[{ A, i
REAAT J7 32558 AL I E mRNA ) %55, Western blot
Rl i A R IA. 45 R K IGF-IMIGFBP-5
mRN A s &3k 78 RAE/ T A0 10 i b s T IE
22 IGF-1 mRN AL TR R il 47 )23 (1 22 4

MO, RS 2 AUILIZ 00 AT 4 20 PR 40
H; IGFBP-5 mRNATE V-5 WLAH M () &AL,
FHEA i 38 (1) BCET 4 40 HRE 40 i b vy ks 4
ZUHPIGFBP-5RIE S T RUR A G, xuegh i
SIIGF-14E FH 1118 L 40 e R R 21 4 4t M/ Lk
2Tk 20 i DA B I 5L 1R 1T At ) 38 A —
2, FL/E I AT B IGFBP-5 T 1.

3.7 IL-1844% @ (IL-18 binding protein, IL-
18BP) I8 P )37 21 Jf R e e 40 2 B T 2 1L
18BPI1) F 2k, 1M H AL A R L5 HoAh 2k
T () Ay 2 20 R R 40 IR A DG, Corbaz B0 3G
FIICD &A1 R ILIL-18B P4% 53¢ 7= Al
BRI, B TL-18 1) i, [RI 247
T B LSS A TL-18IL-18BPARI L Y () A 1S
W, RIAGEATL-18BPI HMaflc, JoiETERIE
Y ATE G B RG] AR v 20 A% 1 T b I R A
P [&] R FIIL-18/1L-18BPE &4, i)
&, R HKH 454, RIEZEIL-18BPIV Alafll
AFHE R, RAETE S HICD B v AL S A £
W IIL-18. X4 JER WI/E G S ICD &
ALV AEAEIE 4 () TP AR, R HHIL-18/1L-
18BPAEW R VE I 52 2 k.
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