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[ Abstract] Metabolic reprogramming, an important hallmark of cancer, helps cancer achieve rapid proliferation.
Metabolic changes in tumors regulate multiple metabolic pathways of immune cells, thereby suppressing antitumor
immunity. Recent studies have been focused on in-depth investigation into the changes in the metabolism of glucose,
amino acids, and lipids. Researchers have also conducted in-depth exploration of the interactive metabolic regulation of
tumor cells and immune cells. Targeting various metabolic mechanisms while combining available anti-tumor therapies
and enhancing the anti-tumor effects of immunotherapy by satisfying the metabolic demands of immune cells has offered
new perspectives for therapies targeting the immune metabolism of tumors and enhancing anti-tumor immune responses.
Studies on novel immune checkpoint molecules and cellular immunotherapies are also ongoing. Herein, we reviewed the
latest findings on the mechanisms of immune metabolism underlying tumor immunosuppression and their application in
immunotherapy. We also suggested some ideas for the future development of the regulation of immune metabolism.

Immune metabolism Tumor microenvironment

[ Key words]

R A Ay S thE A [ ) R e . e 21
AR, BEE S PE R A S A ) (immune checkpoint
inhibitors, ICIs) B2 N, IR 167 E 1) 7 B R

o TR SRBENR Y T A S e AR G A AR DU R e e B,
@ﬁ%é&%%%%‘{z&&\ﬁaﬁiﬁﬁﬁﬂﬁﬁ, Xl e T
G RE F P ek R 3 3R 5% (tumor microenvironment, TME)
BIR ] A e 5 S I 470 e G 8 S I e A

AR IR 2 R B BRI 2 — o iR 20 X
Bl SRR MR B R 2 A, LU A ) T e 14 A
Fe (iR, I a8 i 5 S A AR B AR ] B s 4B o
Yoo, (e A e 200 i i A AR AR AL, e (7 i 200 i ) B i
i 52 R TUEEAL, 400 T HYUMIR e SO . A, ki s
SETERE SR TG AL A5 5 1 [R) I, o235 TAR i A4 1 Cass
TN PER PRIk, R e A R A Y 25 ) T e i i

* R AR HE4: (No.81822034) ¥ llh

A i {E1E#, E-mail: shengtaozhou@scu.edu.cn

Immunotherapy

TMEE’JNIETE%&%H“?E‘E%T IRITIIRCR . ACETE
SN AR SR R S o ) S A LA, A bR
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FEARAH DG . TMEF I 15 PE T (regulatory T cell, Treg
cell) W PP fifp 05 1A s i, ) 2 W B BRI RS ™, E b AN
1ol BR PR B AN 23 5 T reg 40 RIS FE AN 1 0.9 T e, EAIG
W25 CD4 TANHICDS T 58", o R 2T
JHa i L 30 ) 7 A % R #L 4 1 (mammalian target of
rapamycin, mTOR) i PEREAL K T4 E y (interferon-
gamma, IFN-y) Az il /0 LISE A A T figp e 1o 1984
I 96 2 J PR 200 i R 7 R TR PR DR A - e 2 i AR
T 7 ek, AT E-EBEVEE 0 1) 48 (marrow-
derived suppressor cells, MDSCs) [ 5 & . HHTEEfEA ™=
LR 2 A0 T 200 JHL R A A0 A B SR S iz, i
SR A3 (natural killer, NK) 411 RE, A2 2E T A5 A
I8 A =< B 2 fd (tumor-associated macrophage, TAM)
M2 A, $0i] T AITENAY A2 FLERIE AT 5E i H 43
FN55 53 IR AR BN G AR (B 32 /K81 (G-protein-coupled
receptor 81, GPR81), fit # Ifil 7" A= iU RN S g ki, e
WETRE AR A2 1Y) O Bl S B AR T A IR e i T 245
FA) E A

2-lii %A -D- 4% B (2-deoxy-D-glucose, 2-DG) S C Al
et (hexokinase, HK) I il 57, 38 ik #00 i) HKA ™ 14 9
2 A A 280 T T ik, DT IR o ok e A B 14 4 2-
DG K AT Wy 456 AT NI G 7 ik BNRTT 2 A
FREE . ILAh, TNEAPRIE 2 (pyruvate kinase M2, PKM2)
TE M T it v A P TR IR 2 o, 368 3 7 g 400 i rh el ik
FEAR S e 1 5 AN 7%, AT B9 R PKM2AIE i A% 2
i 1] MR A L A BT DL R SRR B, RS PKM2
A0 4 50 0 S R A e R S TR T R AR R —
.o PKM241Iii| 5 4 Benserazide(Ben) | k& #3k(C3k)
B P60 2008 L AU L LR S5 R 0 M 0 1 K
HfE" ", PKM2iBh7 AIML-265, Tepp-46. Parthenolide
(PTL5), i ¥ PKM2 A PR I A fi #E OXPHOS, 15
S0 obeg A AR Jre R B By LISEMI & PR M 23K
B A AR T PESET 1/BC/AR (programmed death-1/ligand,
PD-1/PD-L1) Sl A s A58, mT eI e 1 B3R o 240
RAM T G5 AN A (4 A e BRI FTPD-L135, ATt b
TMEH AR ORI S 4] . PKM2AH G259 5 s
ST s TR IMRG Y 7 AR S BT A TR T

FLER I ZUHFA (lactate dehydrogenase A, LDHA) #ili il
FR R FH AT AREARR g A i = R FLRR (K- o A WFSRE ik
7N LDH A1) il 77 P54k 34 P (5 22008 4 ML RE B 53 TR i A =
PRI IRE B SO, (RIS & B, I3 HIRLDHA K- (1)
A R B X HUPD- LU A YRS T] BEA AP IR
SR LA BIFSE 4 SR R s T DL o el LR 14 7

Az LIRS R SR T RYST A 1BV LDHA 51
HYIEREPEVE A R o iyed A Hh s /K i SR R B i 4R
H (monocarboxylate transporter, MCT ) & FLIR B PR 5%
B A, A RE BT 2> S B0 M N FLBR AR, 0 1
SRR 40 AR K SIS . AZD3965 T A B HIMCT 1,
I HATMCT205 M, 7 LR v B 41 ol Jifrgg AR 4 i
YR, SR 24 e W REHE— P NP R AR,
MR R AL TR IR T SR
1.2 SEBRELTED

B 0 L VR FRWE TR AR b, T ea 2 X D IR S B R 1Y)
e R KRN, £ 28 S BEE b E LR 108 TR Bl B,
RIVRE S A A5 Z HE IR A e = 23 R R M A G . AR SC
R0 TLA bR A S R A Y S RE TR S LV A 9l TR
IAEE S

B AW (glutamine, Gln) 25 54N & AL 4
Fr A SRR SRR P 40 A 10 % 1 o B TR, [
FRF, e 9eA 200 A 5 R i R K Gl 7 A Dy B A FE >
U, xR A B bRk . iR A0 e SR Gln sy
T 40 3 5 a0 AL PR 17 A, (B3 (2 BE Treg 2
JLAY A . NABEAE Rk AR A SMELHULT 40 ML 1% Ak i 72
o, PRI GIn Al {2 #H 042 CDS TN AT ik . 75 E LG
(glutaminase, GLS) fift = fE /& #F Th1 4 it F1CD8 4 fifd 75 14
THREL AN (cytotoxic T lymphocyte, CTL) (345 . 431k K
A3 IeE A ARV BE ), XTI BB -5 A AR ot AL 3 VA
HAEHEH1(phosphoinositide-3-kinase interacting
proteinl, PIK3IP1) Nl & 14 K 2(interleukin-2, IL-2) ™
I FEmTORCIEGE ARG, BRIKZ A1, GLSHZ
A B8 23 30 3 19 09 1 485 Th1 740 B i 431k, (H GLSHR
ZIEAE M Treg20MI™ . F351, Glndp i Az i o- B 1 —
1% (alpha-ketoglutaric acid, a-KG) X} BEAH M2 AL AR AR B
B RS R, B c-Mycal KR ASHR Bl (1) i Il H #t
FHMEHEGIN™ . 22, TMEH A Al 40 19 GInf R 5
T AP ATSE . GLSZE Ml 57 CB-839, il Jif
MM I GIn ASR 5 S B A0 X Gn ) AR .- CB-839TC
Wt EUE S ICIsHR A f ), 78 = BAYEFLAVE (triple-
negative breast cancer, TNBC) ., 2PE%E & H L% (acute
myeloid leukemia, AML) A S {E /N il 98 (non-small
cell lung cancer, NSCLC) B Il R A AR Hh 24 HA R 41
BB, AN, R Gl QX A [a] T 48 i S A g /R
FEGIn PR T 35 75 g £ M CD 8 T AT A4 = ik
4k 20 e 7 7% (adoptive cell therapy, ACT )7 AL —Ff
M

KA (asparagine, Asn)7EGInBR ] 1500 T A Bl
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TN FE AN AR 155 A, 33X ] BE 2 A0 ] GIn 5 s iR
AR AAE REPEA R . PAVLOV AR 5545 Hi 78 GlnBR
AL T, Asn7EMYE AT gt 2 It & iU glutamine
synthetase, GS) M H A I 1 2 11 A0 H IR o I R A4 Tk
JWe it (asparaginase, ASNase ), 1 b BERE HE K fif il , 9/
AsnE IR ML FR R, 76 Glnit = A1F DL T 78 %00 BH W
T YR B T BRI BE BEL, AT A A 4 P e 2 e )
AR AIFTERI, K 20 A R AR A T As,
ASNaseH T/N L2 EL 41 1 L5 (acute lymphocytic
leukemia, ALL) (3877, Al KRR SRR, ASNasel&
ZUTRIT TR M A BG4 . ASNaseidh F I GLS P
[R) 724, 7T 3 2k Y AR I A Asn AN GLn B XUEE A FH, 30k
KR A KRR . (HATFST & BLH e fIVE T B
5 GLSHi K P-AH 3, Lavie AP BT B 5T 45 5 4 34,
L-ASNase/ IRL-GLS A PEREAR, FEAR AR T 4[]
i, AT B R A BT A s 7R IR B H R I R
FALH] TP A L- ASNase ) G5 Jr P, iX 12K K ASNase
9 e 2 v IR A — OHEREL

2 AU E T 200 B 3% A R0 1 G e By s HL A
BRI o TE A SO0 T 1R 0[], A5 981 240 A ot
IRNE R IR 1 (arginase 1, ARGasel ) fE RS R /K A, AT
BT T 40 B A A R, 410t e 2™ AL, b S
GATR NI LA 2R 7K g2 JERI BTG T 20 P AN i A 5
) SR BN AR o AEAR SRS v, B8 ks SR A
I T 240 JEL RN KA ™ A= 4 A FH L iy 248
P17 R FEARSN ™SS T 40 I 09 3 B b b A 2R
AR A0 B B g G P e A M T A
R, 9T K BLARGase 117 5HPD- 17377 B
A PMRVER, JEF R ARGase 1 H ] S8y 7 4175 T Th1AH &
HRAE, A A TPD-LIZETME T 1 RIR, Bl 252K
L AR 2 8 Mo e il (PEGylated arginine deiminase,
ADI-PEG20) AJ LA3E 1 W FETME P8 2R, M T4 i i
IR E SRR ARV IE 1Y E K5, ARGase 191l 57 F1ADI-
PEG20;: A BAA R SRt — P9

fIRS =2 1Y TMEWL 23 52 Witk 5 U532 A (chimeric
antigen receptors, CAR) Tl 3458, I FAIRCAR-TZH
JHLXGF 1t Y R S A IR B BT BT TR AR IIR &
}ﬁ@ﬁ(arginosuccinate synthetase, ASS ) FIE, R 5 2 ik
fiff (ornithine transcarbamylase, OTC) FU{R X, ALK
12 B TME 1 52 Wi, T 48 B 56058 2 B2 BT LA 3R A T R 1
ASSHOTCHi S U Z AU RN . FEMKA, CAR-
T2 A28 4o WA i F T 18 5 1 ML 8 S AR £ 47 P TR o
FE IR I, MRS TME PR 2R 45 556 CAR-T 4R Y 7

BT IR AT BRI B

0 SR A g %) Ji vt e ¥ 3 B AR I, JE
FLA T g G 5 BN G g A A R R
LR PR S P 200 v € SR VR A il —— M| Wiz 2, 3- X
Jin%AH 1 (Indoleamine 2, 3-dioxygenase 1, IDO1) , IDO2F
B FR2, 3- A4 (tryptophan 2, 3-dioxygenase, TDO)
K F3RIA, BEAR T TMEH (2 B2 it T R, AT ]
TANRL LI BEI AL 1 g ) A e, [R)In), a1 73 il
AR P K DR 22 1 R R A8 2E 2000 T 4H M 1) Treg 240 B %
1, RIREFR IR ™ A N AD+IE SR B W21 A i
LR AW P, 1X R BIPH IDO ] GE 23> TAMKY
M2FEFRAI H i PRS0 A BID O 140 il 77) 5 IR dk
PR ol PR G 30 R (5 28 S0 v T80 B th ATk
WA ZIBTT BIRTTRCR, Z2IIDO 157 1Yl K
Bt BT I 4% 1k, DN E— 2 WFFEIDO M TD O 1 HIHL A
XA I S ety T B 5
1.3 e

iR 240 o 7 v IR SR T B A s 2 1) DA Sk
G IR I BE TR, A 17 4 BN Bl 177 4 R 5C 2T 24 248 e
PFFAERLIE N T TMEP IR B & 5. AR [RERFTAME
BAC i r AR 22 5% . BENIR & Wi (fatty acid
synthesis, FAS)7EM 1 EL AT H 7 =54 f, T M2 E
4 B 1Y) A ) RE B T R AR TR U7 R Ak (fatty acid
oxidation, FAO), TME i I iR 1% £ AT F1l T TAMAY
MARAR™ 38 5 30 AR T R e 12 2 1 AN CD 3655 /1 Y

BRI FAOK T HTAMM AR A8, v AE 2 ik 24

SERPUIP IR R RERIRUR . TMEHR YR R AP 2E ml BE & ol 4
CD4' TANMI iR R, I ol $8E ) 5 B AR AR 6T
FRRERRCR . TMEH IR DR & & B35 s 1 CD8* i
JRE IRV R L 41 B (tumor infiltrating lymphocyte, TIL) (A1
ALY AT ) 15 1k Z R a (peroxisome proliferator-
activated receptor alpha, PPARa) 55, Mifii_LIAFAOH-{E
PERON THIAL A3 AE . LINGE B 7 18 B T CD8 41 41
IE B C 12T (tissue-resident memory T cell, Trm ) 40 il 2
TIL, {RAEFAOFE I, FHIKTPD-L1 ] ARG iy 240 B g 15 1
454 75 M (fatty acid binding protein, FABP) B335, Wi
HEIT e 5 R A4 B0, 18 58 Trm e R Sy v P

1) L T P e SC B e )35 4 AT LA B CD8” T4
14 J5 B JIEL [ Pt 7K SF-, 184 10 T 48 i 52 442 (T cell receptor,
TCR)RAE, FF0E i 40 il P 7~ s 4 i kL 9 7 2= , 1 5
CD8" TN AR 5 K Bt g S e DhRE™ . QINZE WY
KB E g 8 H 52 & (low density lipoprotein receptor,
LDLR) A] 4 5 NK SR OIR [ 8, 33 5 N KA o) e
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TPk, DI, LDLRIS 1A 1T RS2 5 NK 2 b i e S
RIHYIEAE . ATPZ: G &5%151AG1(ATP-binding cassette
transporter G1, ABCG1) /i3 JIH [E] Bt 11 4334, 75 L W 4 ffd
Fe HA Z2 R 20 AR5, TIMDSCs T AM A JIE [ 5 5
30T E B RIS BC R SR S L - 23 A0 e e A e
A ABCG1AE S {5 W 41 i M2 AR Ak [ MR AR 22, I
HEOMNKANEANCDA" TAHMIEIE , BRI A= (Hd
AR A R L [ Pt v RE 5 T 40 0 e o, 1 55 MR B
BER. I, TRARZR TMEH I [ R B IR 42 k42, n]
RE T A& BT T MRy Pk B 7 1wl

2 ETREERERZREABLIIIEE

AR S 50T I S A A A G A TS AL
KGRI RE . WE9E S5 I e 4 i S 5 306 3 1 AT 4
AR A9 S i A0 B D BE Y SC SRR AR, A B T g
BRI THRHEBT AL A . AR SOR B A R e R S 1
BTN RE M ACSHRAR I BIFTE I JE, JF e 1 HE )X 2R
FERY A RETE o
2.1 RERESTAMRL

RS e R, ARG o 20 2 R0 455 1 3 240 B 7% Ak RN £k
TR T EEAEH . BRI AE TMES AL P
K, MIE BRI Z W MR ZHEFIIFN -y 2 MBS, M2 B
Wik 201 3L DU 308 5 A T - 4 5 R TR , 3K T DRSS E I A L 4% B
HA R B RRIE . M2 2 B 5 e LB 3 - 3 g
(phosphatidylinositol 3-kinase, PI3K)/AKT/mTOR{F =i
i ER LR R A, X — AU BB 7R ETAMAY T 1Y)
oA bt 4l 1 A, SR PI3Ky AT LA a4
L ARGasel PR IBFIE L, KANED AR5 3 W14
Tl PI3Ky s 8 [5]42 30 T A0 M A S BT e S S hiz

BOHNZ" & HEFRMETME, B W4 A G
132K (G-protein-coupled receptor, GPCR) 1] LLE AR M
PR, A W A 9 Gk B SR Y — i T A
cAMPHE I3 A 7 (inducible cyclic AMP early repressor,
ICER), Jfifli i I 74 ARGase FILIILAE PN B2 A= 4 R 745 9 3%
3K, 5 IR AR S AN M S e I R A A o BT A
il 750 = ffk PR L DA (IR T MUE R 5 1T A ik /D T AML B 2 41
TR Ak, 385 T 200 A P 0 8 R ek g oA L 40 B i i =1,
TGS AT TAMAM N GIndsi /D FIEEFHRRIG i, b AR A
P M2tk Ak [l M1 AU L AZ JEII R IR e A1, WU
SRR IUAE I T, TAMYAZ (AR B AR 2 e 3
(receptor-interacting protein kinase 3, RIPK3) T, &1
HFAOITIFEFM2M AL . DA S48 /R 1 38 2k 48 ) £ Qi
A AT L5 T AMAYATC R R0 5053 4 TA MY S e

TS, b & A SRS, IR AR SR TAM A AR
R T ab B, IR T SR AT BRI A
2.2 YRR

WFFE I, S R Ay 4 Mt 32 IR A2 RAER, dn i
FZ A . T 5 200 A R INCK 4 e 2 T i U 3
S A0 928 2 2 T PR ER IR R R s B . IR
ke B AP R A ) B A, Sk Wi 1L AN
AR EE G AR, TR JRA 56 DK 2 200 7 A R 8 R ) B I
N, BRI S, S P e T . SR0ast 4% AR
AT, NIRRT A I S in T i
HET TR

AR5 Z B- A I ZR Y B w20 i i 4 Qi 5 5%
SRR RT3 T, AT RS AR Y A,
fiff . GIngfift . FASHIE A W5 8, Ferb, e Lk 2
I mTORBARMIE AT A" vk B B- i M R g fie
{5 OXPHOS M1 HE TR it 4% Ak, (EARRVE BE 1 B~ SR A . RAv 1
(Bacillus Calmette-Guérin, BCG) LA I A AL IR FE A B
I (low-density lipoprotein, LDL) {8 A] LA OXPHOSHI
B, W 1 {2 FH 3K 4me 321 R (81, I &
ARTEWOE 19 A0 M R - B A Y JE 3l 7, MATTZS S 4t A A
TR Glngr iR S b e i 2R TR, 1A
B4 Z IR Fla-KG AT AAbSETCA, HAR ™4, gk 53R
TR | & EHIR O s, DTS S — R 50 4i i R Wist
TRAROCT, 175 2 2 B, e &5 ISRt sie™ . W
FFAE 1) R84 I — 20 R 1 5 W LB KD M5 (15 &
H3K4 % H AL ) A& i P R 5 B liESet7 (5 F
H3K4mel), HFTHEIA A28 5 U1 2k G e Uit 1% 5 2 it
B S, BT KEATING ARt — A5 W 7 B- ) A
YL, Set7 /2415 OXPHOSIY K5 .

k2L I R W, B[ s A 1 IR
3 L O IR AR AR K 132 4K (insulin-like growth
factor 1 receptor, IGF1-R) FimTOR, fi£ #f F Mkt E 4,
5 FH3K4me37EIL-6Fl I SR FE K - -a(tumor necrosis
factor-alpha, TNF-a) [)Ji 211 L 5 S AT A Y1 bz
B - ] SR WE 5 5 09 I 5 A 5 3 5 0 B % B I R AL 1
(immune-responsive gene 1, IRG1) YFEA, H4m At A4 I 2
KR i AR - /L, B A BRI 477 A koL, IR
AT AR R A T 1 e R e i 521

WISk S 2 B AN AT sl i) — 38 43 G TR
R RS E VI ZR s e h I VE R, BRI A 1R 2
[P0 5 AN A, VI SR A VT At 2 K e 92 4 L ) AL )
WA R — 25T, AT RN AR I S e ity 4 1 i
Jilnl,
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ICIsfFF S M 1A Y7 0 AR AL . A I R PE TR
4 HfAH e 5 FH 4(CTL-associated protein-4, CTLA-4) fIPD-
1/PD-L1,2& H I8 22 B30 P S e A A A, )
TARICIsE ARG IR T 2R a7, BNt
FA WAL B Z B 2, LAG-3, TIM-3LA X TIGIT
ST S S BRI AP PD- 15U BT LU i B e S,
TEAR AT B RICIsSER S IRIT I 58, JRAR G i e
SRR R SRR A T A S TR T

ok 25 s Lz R anCD 28 fh S 5 E
i LB R T2 M3 A P A RO Pk, i i v S e A e
SR UNCTLA-4FIPD- 1A, T 54 T20 s £ 7
O P A A S AR S AR 2 U E TME T g
T2 (8 ARG 3l . PD-L1A1B7-H3(B7 homolog 3
protein, B7-H3 )i 1% PI3K/ AKT/m TORHE #% 1fij_- 3 fith
Jed 20 M0 1) A SRR IR 7, PD- LRI PD-L 1A AR FH £ 4 i
mTORGH H A T AT 20 M A G H 2 A%, HPD- 138 i 5
TN B9 F AO PR 3 i —— PR BB A 9t % 7% 1 ( carnitine
palmitoyltransferase 1A, CPT1A) 335, i L
FAO". CTLA-43&4Jf4Hil CD28 By L il A5 5, i ad 1)
HIAKTIE . FIAGLUT1RY RS, imk twef, 7%
TZIMIE L, (ACTLA-4 R 2: EIRFAO™ ™, FHITPD-1/PD-
L1, CTLA-47] IR SETILA TG . L IR T4 b e A, 1]
41 ) o 2 L A RO . TIMI3AL 2 00 ) P S 2
oy w2 AR, R 8 T 20 M &5 /K P 3Rk 38 5 4 1
mTOREAE FEART A0 M A M, [FFE, LGA3WL AT LA
Tl CD4" T20 M AT 1

VT -5 0 R P B A A S AR I, SR e A A )
HAZ R L INCD28 . TNFAZ AR Z4)% (tumor necrosis factor
receptor superfamily, TNFRSF), i1 7553 T4 e A1 5 4w
FEOR ISR TN TG Ak o TCTs ALl 32 M B sl B B
2z ma TAN RS, B ROC Tl AR g
FEAMIELESAT
2.4 CAR-THIR BT

ACTZ: )i T MTILY 1 #ITCR%i 45 B CAR- T4 L1
T2, CAR-TH 8 o B B L L 3 AR TR B A 4 [n]
R E IR BT AR S PUESZ AR, JE A oAk R i 144
PP CAR- T M RIS R T — 2P S ACTY TR

TEHLCD 19/ CAR-TAI LRSI 1y 1 18], M| AKT /=
AR 2 A AR, T2 AR Ak 1 20 B i, X B-
ALLRYYT A Bk . i FHPI3KA 57 Al LA CAR-
20 ML AT IR P AR A, IR RERETE A IR CAR-T4H
A HE ISR PR A T ] S HER AR CALRAL A,

WTHTSCHTIR, © A7 W55 3E B CARH in A &3l 38 47 4an
CD28. 4-1BBAJ LA = TAH M 1) A Qi B . CD28H] LA
_FJHCAR-THNA AR AR A% L #5501k, 4- 1BBIREAE T
ST /A LASRE R A

CAR-TZH (ARS8 58 kot B BEA A T & 6T
SEHy, FE— AR R 1 P T CAR-TAR MR iR 2 ok ok 3
ACTIF R A RORME o A AR BBl 1 (R SN A #2 CAR-
TR AR AR T HE— 25 $E B ACTY AL

3 BHEERE

I 96 240 5 e g v 9 e g AN L S 7 SR B, O
T AR 7 AR S P A R AP, AL T 40 A 4 e e s
JNE, B 285 M S B VT AR o e 20 A B 92 20
() A8 8142 %) E A P A A 1 et 2 AN YT L 1 5
Bt IR fo e SO A R A o 3 S e A BE AR IR, 4
T W T A 1) DG B, e (P e i A R ™ W 1 7 A S AR
B2, 0 b8 240 B P AR 1 7 CB-839BHITGLS, 1 i g
Y LR FH Gln, $2 55 S 4 Y GInF 285 ASNase AV fig
THFE IR 20 g v i R A 2R, i R B GLSTE 5 IDOFI
TDOM M4 5 7 TME (282 (1 7T F 1 ICTsi &
P AR T T 2 TR IEAEHEE . ITARR AR 9T 45 R
SRIE T PRER G AL X IR S e BT A BBk, S
SEEFCI A B e IR S B VAT AT AR SRR R A

JIee 96 24 L 1 G 32 200 M 1) A A% R B — T A X A
ST, B e S e AR, e R A0 A [ i, 2y
TH e AL DI RE, A I 4% 3 e 5 A A Rl A
PR B R D R R R (R, R R 2 RS
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