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Jie 25 E S BN AL A2 X JBE L B g K R T R B0
& B AR A 9 2 4 H DI RE R A 25 G AR, 2021 4F ik 3
iE 8 L RIRIT R M R — BT B AR LAk, R
0N R EERE R AR SR RMERE AT Y H
Tz K ALE v R B, BB BOIR T IR E 2
BB TR T8 . PUBIRT MR indy, B
I RI7 2 R A U A R B9 R 3R SRR YT
FIE 3 0 e 3 0E A8 A 5 2R DA SRS in TS AL AR e R
B, JCHZPEA A& B (glutamine, Gln) AR
Jr, GIndE R AERN &+ & WliF e 2 5 m, ™
IR FEAVERN RS T, GInfefR N AR & 2k
BFEBCE, AR Gln (97 K 5 B B3, Gln i
b8 IR CRRIR YT AT s R I IR S R, b R
iE SR, AR PETIfE . Gln R MR AE B9 IR T
M IR L B, AR SO X Gin 7E MR AE R T
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12 Ca-ketoglutaric acid, «KG) A 4 &R, 4k%k:
5 &% 4G, /A A B G WM (glutamine
synthetase, GS) ER N % it — & G &t A G 1 =
541 Glne Gln 53 fiff & FEHE 40 M N J5 78 4 2 I
W Biff (glutaminase, GLS) fEfb N4k b 4& &2,
A AR AL AT AR i S0 5 A AL T 77 A oKG
WG 253 ZRMIGH (tricarboxylic acid cycle,
TCA cycle) ALK TCAGEHAC Y, N &
TET R AR T 5 i Bl o 5 4 2R . H 2R
FEAH O Tl 1 AL T S B RE 6% 3 5 B AR fo 2 KBt 4R
ﬁ‘ﬁfﬁﬁﬁ/ﬁﬂi’ﬁﬁﬁk R
BN G W GIn i EZRRE 7, 7ERY
191 1) Hﬁ’%ﬂﬂ* GSTE RS, Gln*#ﬁﬁlgiﬁﬂﬂ‘ﬁ‘,
B P GlnsK SRR, — e Fe B2 R B H Al % B Y
WK — 2T m . AU B, Wik s
R A B YL W I IE X Gln B ¥4 45 B8 8¢ 1T 15
8~10 4%, Al LA I Jie 2 A 5 72 i JHFJJE 2 18 #E Gln
MEESEZ—; RIERST, REREHH
M GHRE A0, EvEgiiE) W2 Gn iy 2 H 4
H L MTRVE M, MEEEE & A IR TR 2% A
GIn Ul B & 8%, &8 B H Gln i sh 2 U B 2K AL .
JF H Gln 76 i B 5E W1 18] S0 #E =2 R T & a1,
BUA B 519 & R C Jo ki 2 AR 2, i Gln
R AT AR, B A A R
I B 5 B A AP R Bl Y B2 5 A
53 fif Gln (9 g SR O % 32 3 AT T i85 AR ) Gln
KOF o AR A USSR WY, A FE Gln 7E W
B M BEAE 1R A AR 1 . T TE 45 105 DA K L Y 2 A
507 T S s 0 AR A A T



s 232 - b | AZE SN g 3 114

HATE W2l

2 Gln X357 BRSERERILH

2.1 BB AR M IO I 2 e A R L
JHEfEZ —, FERANERRAKFE, BE
FRAURAERRAR, B K B T 2 ™ 5 I i #E
KE B9 TG, B e SE R Y BLAR AR T B 3
AL OCLAfE R . PR BUHFE N ) 2 MR EEAE S
WY AR, 7R M EEAE AR AR b, LA PR
Oy EARAEIOREZE | IR BB, BUR R SRR
A ACE BB TS, R R R E LSS T
PR TE RS, AR XTI 5 3R A SO BE AR, R
Sy FARURR b g e

Whoe ' Won, Gln s 4%l b, Wi/ e E
i S5 X AR I B R oK . GIn W] b R AR
WLEE -3-3% B (phosphatidylinositol-3-kinase, PI3K)
1 3-W R WL W AR B PR 2R 9 W 1 (3-phosphate
inositol dependent protein kinase-1, PDKI1) [y %
ik, HNEAEEE B (protein kinase B, AKT) 7l
A C (protein kinase C, PKC) M # R 1L ,
U Al B & A A OBE i B 4 (glucose
transporter 4, GLUT4) K5 fi GLUT4&E 1 (M-
GLUT4) ® & ik, My o8& 50 & 0 B 9
fifi (glycogen synthase kinase, GSK) #f & ft ifij &
FEREIMBEVE I 0 PISKAE R[5 514 S 4 (1)
RN F R AKT, il i # % PISK T E 94
AKT 1) B 2 1t o PISK/AKT 3% 12 fild & #m 7
GLUT4 WKL, MmimE GLUTA 76 & # AL rh (1)
Sy AN 0TS T B A O ) A L i T R A
FEVR T A RS D R W MRE R T A s
WIR, Gl A 2835 I GE 0% Bl /> — Fh i & R A5 5 10
il 770 487 422 25 1 GRB 10 fY 3 3K 177 RRALRBR 155 2% 100 BE 7
5 AN 32 B g R B4 Gln il i GLS ¥ Gln %4k
R AT R I FLIE Ik A 2R K SR AN M N S B RS
B4R Gln X5 - W AR HEFE ] . B2 GInE
B UE B AT L 5E 1 G PISK/AKT/GLUT4A {5 5 38
ARSI G BE B, T GRBLO By 3k, 4 5 4
JiL PN 55 B 115 5 A% 53X U FR WL R 2003 TR 15 3R 4K
U, A AR A LA b R S R B T B R
By R ARPUIE e = 78 5250 A PR b (9 36 30E
2.2 WENRAGHT  MEERE 2 5 BUIR B B B R
. TEMREEAE WA, FZIRR SBOHFERIS, H
e % R E 1 Chigh density lipoprotein, HDL)
ARG FEAIR 28 % . 5 845 5 By T AE A A IR
BEE 3 BOM EAE B E AR L, M BEE EAE R W
HDL 7K A% . HDLAR/K P15 &k 2 4% B U fig

fig . MR5E DA K SE K TCU A B I H] . 38 n o 58 %
e B AE S8 F A BE S5 7 d B HDL JKF 7+ &% B W] HDL
AIREA B FRRAE L M 2T Y 4 e R E AR E IR N
A A R ™, b HDL 4t ik
e 48 36 Pk 3 2 HDL o 9 45 b 1 ik i S Ak 9
fiff (glutathione peroxidase, GPx) Hl X} 4 W i
1 (paraoxonase-1, PON-1) €. PON-1 H A7 7
F HDL, A By F B ik LDL F1 g 5 i 41k 9 1 B
2. GPx LI GSH MR Wik 5w Fh i A, 72k
AL B GSH % R 1 2771, A &
SO R AN Y v R R A/ I NI = )
Rt A ALRE 1 . Gln & BEUE W] AT LA & GPx 6 7,
{H PON-1 i PEALAE B 03 BR A A1 rhr g =

N Wiz gtk 2 MR BT A AL M B E &2, GInS
50 TCA G 5 52 W5 I Ak AR 107 1R B 4 Ak =2 18] 19
2, EWA YA ATP B EZIRE . SRR
Z(B§ (succinate dehydrogenase, SDH) f£ 7 F HE
B LR AR N IR, e — [R5 2 5 TCA 1§ 2R
TR P A4 3 AT, 4% 755 SDH M 5 1 1T LU fn i TCA
E, SRIGHIMATP. BEHERTAE A A AL 1 Cacyl-
coenzyme A oxidase 1, ACOX1) /& g B X i iy
SCBERE , 5 R T SRR R i AR AL W A g D
12 B4R Al i R A2 HE g o3 A . A B SE R Gln
KEAEAR., RALAEAMEF & T SDH A
ACOXT mRNA A3k o HeTEAE I =5 K F- 14 10 25 i
U7 1R 51 R AL AR A A B, R R TS A
fiff C(adensosine activated protein kinase, AMPK) -
4 WG R WG A R 4k W Cacetyl CoA carboxylase,
ACC) [T AT {2 kA1 & 20 2L &5 i 7 R 1) 4804
A ) 2H 2R RE R ARG, el i R R DT R R B
I, AR M AR E I A9 R4 . LKB1 /2 AMPK )
B b U O T, e AT AT LA [ 4 AR A AR
L LR R GE R W o R AN i DY BE R K R
AMPK it 1930 5 8 ACC B MR AL K P THim . A
1M BN R S R b o BESE T R, GIn fIAR
BIR . KA R T [ $i v B 0 A7 4 AT UE b LKB1
HP-ACC FAHX # H K.

SR Gln OO0 i oA A PR A 2 38 A 52 0 L
Ko Gln 2835 Jie B E 58 25 1 3 i ot AR 35 0 oK 15 3 56
e, HLL RS R IR, Glniliid % HDL 4t & b
AE 7 1M 4 5 28 A 3 SOV 07 i vy, LA ke nl g
il i s AMPK-ACC #8745 SDH, ACOX1 /915
23 %F Jie 2 0 A8 R BT A8 O T B B R ¥ TE R
S o

2.3 WRRRAERNL  JRAE B e R AE (1 T E
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PRI, MG RBT BT R BB, RIE R
W FBEF AR Z 8 E B0, WD M FEAE ) 1
o BERRE . ATk MR AR R A TS Y. Gln
e —MEA IR E IR, Glnn] DUE ik F
200 1 VL2 A A L R RIS 22 2505 53 R IR AR 4% 400 i
PR 1) 28 75 R4 B S W

2.83.1 Ghnfedt F g M2 B mEgn i M2
e Ak B8 % UK Bl ik B A 19 BT 58 2 L, SO A Sk
ik b C(oxidative phosphorylation, OXPHOS) #E#%
T B N M2 A f B RE B R o Gin 2K
OXPHOS 42 (- #0FH 19 3 2R I, Gln #4345
TR, IRJG M oKG FBE MR HE a, Gln A9
GACE Y oK G 3 2 JE HE S A 8 AL B0
2 B Bk A 8 U SIR'TS 76 75 i 82 it %01 E 1ol
AL RGN R R IR RE Ty, WO T B R
Jid M PR, DN T ZE i M2 B A B R 58 R
OXPHOS i &, e #t 1 H k40 i M2 4 fk i
I TE 4 A 1 4 280 5 AL ok T By o JBE A

2.3.2  GIni# {5 @ H e R VERON  Fe N
F kB (nuclear factor kappa-B, NF-kB) HE#% {2 i
J&RE AR 5 KL DRI A8 AE AH Jf DR ¥ i e Gk, R A A
Mo B 5 &% W ¥ B 4 fl &£ (NF-kappa-B
inhibitor, TkB) 455, B B2 5 20 IeB DR 1R
PO FNRE AR, BTG NF -«B Y #5372
2 3435 AL B H P BF  (mitogen-acticated protein
MAPK) £ p38 2 2 J7 % 1k & 1 %
iy (p38 MAPK) , 40 M 4 {5 5 W 1 %
fitf C(extracellular signal regulated kinase, ERK) ,
DL Ko C-jun 22 552K o &5 111 B (C-jun N-terminal
protein kinases, JNKs), MAPK iR (MKP-1)
Al LA = Fb 35 209 MAPK 25 i B2 1k i BE 1 {2 28 40
M ek . BEsE Y R GlIn AR A5 AT RE o
P& NF-«B Fl p38/ERK MAPK il # (415 544 3, 1
i MKP-1 2 3k B fIG 02 28 40 B D B 6 3k 4 & &
KE o JLF A7 TE T A 408 A i AE A% R R A
B1 Chighmobilitygroupbox-1, HMGB-1), 7 ik #
SiE A B T O R A, T HL R
2 BRI ), R M T AE R 4 B R AE B0 I A
Bt . HMGB-1 i@ i 5 0 01 0 5k fe &7 ) %
& (the receptor of advanced glycation endproducts,
RAGE) #l Toll # % {&k (Toll-like receptors,
TLR) FAGAEHBISHMEGES . XEZES 54
FE I AW 9 S By AR 1 88 AR i, BE AT 3 Ak ) )
2 AR 1 88 K £ 8 TLR Ml RAGE iy h0y 43L&
Fi, HAEZ R T Wiz | e En, &

kinase,

2P0 NF-kB il % o Kk, Gln s ml DLF 34
HMGB-1 4 5 1 18 B ok I8 55 4t 2 40 i 5 5 F £k
B T35, D8R M RE AE (1 42 B RRBE SR
2.4 Ry BRREEIIAE bR R R BOR TR W 18
YN EER AL, WA LUOR R A A
f, SRR SEWHLB . S E R
fig 1 5 R, Ny BE bR U G IR 5 B AT LAy
NAEBRBE . S BRBE  BUA W E FR R AL B R
WF5E Gln Xof e 75 AE F8 357 1 6 IS ) 288 24 e it ) ¢ B
P4 2 X

2.4.1 PRAy AR bR Ao B B SRR 255 B
HIZE . TH AL RO A 3 W) 4L . T b Bz 40 i
FEAE R B MR 0, )RR O W R
TEM B L R S 1o o 5 s 11 55 — S BT £k
B PR A0 BT P Gln S AR IR 40 A B
RE& W) o, B Al DLAE E B IC5 0, DR RS E W
T R BE A o BUBR R 1 2 (pre gradient
protein 2, AGR2) ZZi&H 12 (mucin 2, MUC2)
B IRV Wi 4 SC BB . AT F 5 UE B Gnod i 41 1) i
BEAE 51 B9 AL DL, 155 T AGR2 19 S-4 B H
BRAk, Wi dE I T AGR2 /Y 3G P 5 8 TR A S
I (nicotinamide adenine dinucleotide phosphate,
NADPH) 2 4 i A4 45 AGR2 1% ¥ i &5 43 F
Gln i 38 o W e 7k 72 39 5% 6- W IR A 4 1 i &
fiif (6-phosphate glucose dehydrogenase, G6PD)
(B B AL, AR iF G6PD [A] B = R KB BT i 1L
NADPH & #, A0 AGR2 B3 ¥ M iiii 1 AGR2
X MUC2 i (8 89 i TRz i, fie 2F s MUC2 /9
R, AR RO B Y PG, Glnl i B 5
G6PD Bl 3L AL R il AGR2 S-4% bk H ik Ak M 1 £ 47
% A2 e W

2.4.2 {RIHLBGERE LR GE B 5 I R
J2 bR A LA, e B B R B S B BB, AT
LA R0 BEL 44 95 ot T A A2 A, R BEAE I 2 AR T |
B A M U T, L T e S R S 2 i U 2 i
Bt BE 4 BEIR L B B AL A AR B T
% (4-hydroxynonenal, 4-HNE) 7] % 5 40 it 1 1
F TG ORI T, A-HINE (9 3 B0 1F A B & 45
o HBRG m i 980 F2 5 A-HNE 53 fifg A8 Y 5 ]
() S 0TG o Gln 8 5% 4-HNE % 5 09 2% bt H BKFE 3
PRI 0k a7 A IO 8035 5 1) i 200 L 40 A g T
AWEoE Y BoR, KT 11 70heat shock protein
70, Hsp70) B3R IK%F e 5 AE 175 3 19 K BUA R4 1E
P o RBEIE U5 S 19 Wk e G0 0 45 ) P s A AR
ESI S R -V

(pathogen-associated molecular
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PAMPs) 5 8 i1 5] % {k  (pattern
recognition receptors, PRRs) Z5& a8, X—idfE
R HE LC3-1 [ LC3-11 B S5k s fm g e, 5
A B, Hsp70 f9 3 38 35 25 38 & 0 il beclin-1 1
LC3- 11/ 3 35 R i 17 ma, DT 400 ) e 35 9 15 =
M A g T2, GInARA W] fgsd i [ Hsp70 35 M
1T ol 8 kB A A6 T T A LR T, DR R
FEER R R E Y Glnad i i S Hsp70 #4358 FiH
A IO H IR AE DG Y A A I D R S oA U 5 T 4 L O
T R A i BB 5 04 4 P 3 75 78 ik 75 i B AL rh
HE— P BIE

2.4.3 PRI E LK N EH
8 Cintestinal epithelial lymphocyte, IEL) 7& - }%
J2 R i )7 E R e R g POl T s
YEHT, TEL R&ZS 09 W IR 5 o5 i 45 48 ik M0 s 1)
B A DG B T ik T 4 AR i O 40 g 3% 1w
FIRNY S R AR Z AR SRR [E] AT 43 Ry 2 A4S R
TCRef W # 1 TCRyd W #f . IEL th CD8 T 4
Ml CT R4 A — AR A9 34 RELL: K
25 50% 1 IEL 35 TCRyd. CD8aa H:5Z 1k, 3
50% #ik TCRapB, TCRap Al #3532 14 () CDSep
5% CD8aa JE 20 1 26 35 9 40 0 M 55 1938 43 . Gln
BH 1E CD8aa (+) TCReB (+) IEL M40 M T,
JEF I CD8aa (+) TCRaB (+) IEL Fik M RIE
. Cha. H 404 % (interleukin, IL) -2,
IL-15 FIF4EZE v Cinterferon-y, IFN-y), X7 fE<s
03 VR BEE TR AAE SN, DA T AR b R A
(7= R B Y5 v 40 7 R T 40 e B 5%~
10%, AR m an 8 il AR FEGE 1 bR )R
ot H S . A HFSEUE I Gln m] B 1k o T 41 i 4
20 T U 8T 40 M 263K 1 RAE A B, A0 46 1L-17,
TNF-«, IL-17, IL-18, IL-19, MIIFN-y%5, %
i ] Gln i) Jigg 18 R JE A ™ 5 . Gln A Bj 1k TEL 5%
Y5 TEN -y 3 i fD TL-10 63K T [, DT 24035 ik 27
JEVE S L e ERE Y GinidE it b
P F IR Z AR MIL-22 Rk R AP IEL fa s, oot
R P B I Y. Gln BB EkE RAEHI, BH
1E M F bk E 20 B R 1 R T 4R IEL AR S, DA
DA 1 e P2 i B

2.4.4 RIBUEWREE  JpiE A Y R E
P9 BE AR R A R, IE RN T R T R
AR P 2, T B E 75 5 W 3 AR W R
17 1 3 B A= 90 A SCRT 3K 3l ik B RE 9 7 TR RN,
TE TR AR 1Y) 2R D) R ek AR R A R R R AT OC 1
B, H T TR R DT A0 B0 1

pattern,

AR SE 2R Y EEIRIT PP R u A ]
A, LT B B B AR R AR AT B Bh A R G
M B 75 (antibiotic-associated diarrhea, AAD) fij
IR EEBNERAL. B KW, ERRER
B T EMEY PR T R EE R E,
V520 T 20 L BE A BRORL O 2EE T IR R Bk =, 1440 Gln
AR F R PR kg i, W] Gln BB 2l X 38 &
2R T AN 1Y 1 R Be VA, VAR FE GIn 4243t
TARYE . Gln BERE AL 1 Zh ) 1) JEE BE T 1] 5 SUAT 1
TR Ee A, B B sl Wy SO ) A TR T Y
o 18 b Sl R W R, O L AT DL S 0T NF B Al
PISK-Akt 3@ B, 6 /b 18 240 T 19 b K 9 Ak 354 i
i 381 5 B ke By 1k Al B S AL, 3 g e v a3
PG ZEERE H A (immunoglobulin A, SIgA) Flfg
PEERTE 1 A" (immunoglobulin A", IgA") 4iffi/=
A B HL IS e SR D AE L Gl k] i T8 ARUAE ) % R
M VE I BLEZ B8 0y, (B B AT R A Gln HHEEH]
J¥e 25 7 1A 0 5 B ) AR DG B 9T

2.5 IR R R AE B e TE
MRS, 0 U B R i A 75 e SR e T
o KA 1/4 W MkFEIE B8 72 &0 5 1 4 d Wt
PN R RE R AE T, oAt 3/4 M M E0E R h 9 f 2/
3AEAE X o 35 B B W A IR L AR 6500 1
X A A ) 5 O FR G v Uk T A i A e 2D
Rt 92 A T e R R A AR R B AR DG T R
RETIFEFHHIARTE A WERF LT 2k
1 (programmed cell death protein-1, PD-1) K {&
27 M0 S T Bd K 1 (programmed cell death
ligand 1, PD-LL) S4iMpYJH T UIAHC, %50 T
MRELA A B FE Than i DL SRk T 40 ffd) g2k
i FERPE N BERYBRAT , Glnn] UdE g 8 Hsp90
A Th B 2% 5 & 42 PD-1/PD-L1 o ok 36 ik &
SiE 5] A A B 4 7

2.5.1  Gln _E# Hsp90 3% 24 A9 9k O 20 i 9 7= J
REA A T F U8 e B2 AE 7 Az 19 2o B S8 RE R, kAR
HA o B, b BRIk 40 A T 23 b X
PO AR G B A . TE ORI E AL AR LT
20 B 0 T 1R A R R A T B AR G Uk L A i 1Y
TR A e B Mg WS EA
fit} Casepase-3 [ 0% 23 & B0 ML A T, G055 Ik 120 45
M A 98 7o o Glnal i L Hsp90 ik, BE MK
Casepase-3 [J76 M, Mk 254, R
f B 400 AT DL bk T 4 b 28 0 i A 2 i
JG ., AL I AN i, BE G A ik IR I O B T
¥, e TAMRMB I TARK. XF . B0
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AT RURE S o s S e R AR T, [ RE T 4 i
oW, FEZ BB RIOS . Ak B A . B fk
Sk ST AR R T 6 BT IR Y BB A 5 55 R AN
KPR R e, s iae. Kk, Gln
A il 23 38 o B0 e 7 AR Hsp90 1 %3k, FRAK
Casepase-3 [ T 1 DT V68 20 Ik B4 245 B RO 20 3 2 40
MO T, B SR AL ) s

2.5.2 GIniA7 Thi WK  Th RNkt &
o T RE 9 B) & A= B S A . T IR LA A AT
fiE W AE 43 9 & Thl Ml Th2, Thl 40 M 7= 2k 11L-2 Al
IEN-y, 38 3 58 20 M A5 0 S 928 ok 35 Bl HIK 400 55 Ji
A T Th2 40 B 0] 7 A TL-4 A1 TL-10, 38 1 38 98 44
VOGP TN iR B A G B IR G 1 R Ty o e EEE fff Th2
40 T K T, vl AR ELEE s AR ] T Thl
B PE RN, AR LA Th2 K2R R 35 M S Re 3 i 4
LA 5 G SE B B A . BRSE R IL-6 5 IL4 11
PR Th2 B 2 IEAC . EMERAEHIE, Gln
AL D TL-6 (77 A, TR A s 20 Jk B 40 e 9 T4 JF
H G R CLAN PN T TEN -y 3k, 1 I 76 ik B2
] Gln W] LUKF 32 B4 Th2 i 520 5 75 Sy B -
() Thl/Th2 Gufe le R 5 e #30E 5B RN &3k
IEN-y FI 33k IL-17 59 CD4 " 40 Jfl & 2% J+ &, Thl/
Th17 ) % Ak 76 Ik 22 5 h B9, Gln B Ik Thl A
Th17 G 5r b, BEAC A 5 e &6 IL-6 W B, J b it
FERAE, JF AR V4 1) Th R .

2.5.3 Glni#+ PD-1/PD-L1 PD-1 & PD-L17E
AT EREN AP REEZE/EM . PD-17EYS PD-
L1454 )5, M /N B 76 40 i R 1 ad B e 1)
20 i A% 3 A A5 S s, B A SR E T W
T A0S AL . BN TL-10 M g%, WL S8 T 40
L Rl 0 VR N oV Al = 1 U S R R 02 AN
T 6 G928 2R 4 3 AR T o R EEAE 191 18] Gln BEAIS T 410
JL AT B 240 fE 0 PD-1 M KL AR PD-L1 33k, 4100l ik
B0 B R T, R AR M R T T AR R A, B IR
BRI B H TG R

38 NMNERRFKREE

A5 38 1o B B G In X ¥ 77 e 5 E 1 AR AL A
(I 7 1t e, AT LR A R AL SURE AR
P ARACHE . 4R B R I RE L A ST SR M
G BE IR 9 5 ) 22 BV LA, LB DR e T E R
AL T AR B Be AN WARZS T B Gln {3448 15
fR TR, BAREF R IT A RO e, T
22 40 0 25 BRAE AN 5 e B E B HG A2 2% 1 A AL
il BB ST A R 5835, BN Gln 7 I BEAE 51 fY

5 15 FRARPU B = Bl Wy 9 5 K AE I PR R A SR,
X e B AE IR T R AR 3 M AR 0 5 R G L A e A AR
REYWFFES A5 I BB B E Gln X AL K 954 [ A
FH 2Z 18] B9 2800 28 i K 5 A o e 2 A A7 T A HG Al 2
Wy 2 18] B A FH 28 DT T BB £ 45 RO, 7 B
BEAT Gln 7 o T S a8 A s AR 30 e 5 iE 1 G 72
PR AR L, AR AR SE Gln (19 AN TR] 45 25 07 5K
A TR 5 DA B 5 H Al 25 W 14 2 45 A e REAE IR T P
fO IO 1 B — 2P R, T BB A B9 I PR IR
Wi o D3 Ahad P Gln AR OC g b B iz 8 1 9 1R T
2 1 PR N GlIn RSP T 6 45 4 A O e 23 A 0936 7 12
BB BB 5E 7 10, A BT S 2496 9T IREAE (Y
WHR B 2, (Hh R 25501 GIn AUl R 4RI T e
BEAE AR B WTFE AT 25 1, 3 2 R R il D ik B i
AT 1) R T A SRS

(&% 3]
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