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Review on diabetes diagnosis and treatment strategies

CHEN Zi-Yi', TAN Wen-Zhi', ZHENG Jin-Hai®, WU Hao', WEN Li'*

(1 School of Food Science and Bioengineering, Changsha University of Science and Technology, Changsha 410114,
China; 2 School of Biomedical Sciences, Hunan University, Changsha 410114, China)

Abstract: As a common chronic metabolic disorder, diabetes has become an important part of the global public
health problem that cannot be ignored. It is important to have a better understanding of diabetes’s diagnosis and
treatment. Existing diabetes treatments have obtained some achievements, but there are still a number of challenges.
Novel therapeutics include, but are not limited to, the utilization of new blood glucose targets, § cell replacement
therapy, and oral peptides. This article summarizes the diagnosis and treatment of diabetes mellitus, and forecasts
the use of genetically engineered bacteria as the potential carriers of diabetes drugs, which can provide theoretical
basis and enlightenment for the development of diabetes treatments.
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B K. 2021 45, RERCAH 5.29 14K R B,
SERARL BN 6.1% 5 F| 2050 4, FliHR A E
i 130 2k e Y BT RO R, B
PRI 53N 1 BEBE PR (TIDM). 2 R4k fp (T2DM),
U 4% 31 B JR 9% (gestational diabetes mellitus, GDM)
L K FH AR JER DR 5 2 ) 45 S S B PR R s DO A, AN

[ SR B PR F A LB L i PRORE IR A 7 T B
FAAHIE o B PRI BOVE T7 ME AN 2 R Ay vy I A
Rl R U301 00 AN g A = N 1| = N
LN R GG R 1 — RBIIFRORE . EIRIA I
IR 53 KA I SRE R 2L R AE B R KM
S R 2 5 Lo R R XU O I . R
BT AE (B AR ) B A R 2 AR A
SIS A SN 7S L DS S (LR A s S
FF ARCRE B AR MR 48 PR P IR 2 DA B[R] e

ks HER: 2024-05-15; &I HHEA: 2024-07-10
EE&WB: WY AAREEFELTH (2024116077)
*@{S1EE: E-mail: wl@csust.edu.cn



H11 WA,

. BEIRIZ T SR YT SRS R 1421

FEDIRE N BT A 1) & Tk e

SERE R AL SR TT CDEIAS T2 IR,
1B H A 1 JE R R PR BT, I R R T s
W ALHER R T  MURERE R ST B IR K
KEGWE N AT TR AT . AR SCERIR T8 PRI
FIS W UL IRTT T i, B AR RS PRIV B AT 7T 5 A
REGPITL R AR BEHT B o

1 BERRREIGARIZHR

1.1 18UEERTRISET

TIDM 2 Wr ¥ ZAREE IR IRFHIE . 5 B S Pk
AT e DRUAS I DA R B B e D A e P T 400 A
PR D). WK E— BRI ER BN ER, fE
F. 2R ZRFMAE N BAEYEE %8 TIDM
R AT e, IS A X IR I 2R ) MR FE DL R
il 5% 508 v o P LA AR 2 . C SRR W JR I B R
PERE By R B tEFR AR, PR AR R SR R R A
HAZAMNEMERES R T, 4 EE CKE &
<600 pmol/L i $&/R & T REfE B ThRE 28, HE
TIDM Bk 520 15 R 8 S 40 b 1 B0 356 IR B R
JiE 5 25 B PUAOR R S B A T A2 S B R I bR
Y, LR I PR R AN B A5 IE 52 1R R B B S 4t
A BB AR PR ICA). SR H Bk JAA).
BEMMBE YA (GADA). & 1 1% & 1% 0 1% iy
H &Pk (A-2A) FlsE 6tk 8 H S Pk (ZnT8A)
W Ry SRR IS B E
PE, GADA. IAA fiija) T e thil, FRGE IA-2A
ZnT8A, Hf{ GADA. IAA. IA-2A DL K ZnT8A
T REK TR E 22 4 TIDM BH A2 W7 R4 5 2 82.9%,
AT (HLA) 5y Bk R B nT DL e S8 1 5
P2 IR R S, BBz W (. S
HLA J£ KA %A HLA-1 2% (A, B, C) f1 HLA-II 2%
(DRB1. DQAI. DQBI1. DPAI 11 DPBI) #£[X], HLA-
I 1 28R DR EL A 8 B 1) 22 25 P DA R i3 Rn P e 1) 43

iz o RS PUERE R T 40 A I AT LUR E
BRI BAFAEE R e B PR B4 ek T 400, A
117375 B 1 A R T S R IR S R R R o
1.2 2BUBERRFRISHA

T2DM 75 445 171 i i 267 4% i 2056 (oral glucose
tolerance test, OGTT). ##4k I 41 &5 H (haemoglobin
Ay, HbA, ) BRI AR A A S5 AT 2 0 ), J A
B A FH 25 i L% (fasting plasma glucose, FPG) Al i
JH 6 %) 05 A 2 h Y SE TR 7K P (2h PG) $2 43 B8
AT MLBEAS B, HDA, . U HISRAE 9 PR A 78
WibrdE "o 12 Wi — N FPG >7.0 mmol/L ( %
> 8 h I WIRAS ). BEMLILAE >11.1 mmol/L. 2h
PG >11.1 mmol/L. HbA, >6.5% (48 mmol/mol).
HbA, 7EF8 € I 5w I BURVERAS, KD B AL =
I HL 5 B LG AN (1 51 35 1 2 18] B AH 56 1 A 58
4. LW EE N >6.5% (48 mmol/mol) /] HbA,, £
MAELZ W H 30% [ HbA .. FPG A1 2h PG 3L [H]
B FORE R gl U DRIk, RS R I R
ZWr, anAb T LR G G RS SRR, [
I} [ ML 0 2% 78 45 B >200 mg/dL (11.1 mmol/L) 1] &
B 1 TR B A — A B A B T A A
T T S5 i O A s R
2 RS
2.1 1BMELRTRIATT

TIDM WFRA IR B 2R U RE Jm, e da T
JER 5y B T P45 403 T 51 O R B R A d Bk = 5F HRLAT
FRRE XURS: R PR, AE LR . T /DA B R IR R
FENFEAR A I, R 5 A B R I R YRR
i "o TIDM F38 B CAYERE MR CE H bR ya B N o 3
EORIT HIW, BB RIGST BRI TiE L&
T-4HMLIG T 55 o
211 BRBRAETT

R il i I 2R P AR N i R R OB AR T 2 H AT

1 TIDMAYIZHR{KIE

For 25 48 A

Clik <600 pmol/LI i 5y ThRESZ 45, 75245 T1DM BIRZ M i R & T 73104 R B 5 IR 4 PR 9
IAA Wi F AR LA, TIDMA FH M 852.7%

GADA AT AR AN i, TIDM R BEME SR N70.2%

IA-2A Wi T LA A, TIDMH FH M2 942.9%

ZnT8A A2 R AN i, TIDMARBEYE 2R 430.7%

B PRt HLA-IIZRE R (HLA-DR, HLA-DQ)TTf#k T1DMig % 5 B [1140%~50%

Ji S HU Ry S T A

B YUVRBITET I DM R 7 545 S MR I R 65 S B 1R T2 MU P 4
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TIDM HiERIET 2= W0 hRE A R,
HAG IR B 2R U100 A i i B 2% 55 LAl g & 25 7T LA
TE 3£ F A 1B S A R A 2 e R I 2 AN
FIFG JR B2 2% S A A TR B 2R T ek K Ak B P AN AR
FEN T 5] L A MRS TRy 2 R B v S B AT DA
RGPS IR R &, X et B AR O A
VEST BN G S 222, X% TIDM B35 (14 i 4 A B e 5]
THEHERHBER (£ 2",

R IR TT AR R i B T
HEMEH, (HMfE . 858 BTRSER
VE FHI [V FIUEE AN R, AR IR A ZKCF FT g 2 H B
BORHIBE B, MeLLORFRRROE b Hl . Hx, H
i KR4 R B R AW R 2R H 2 9 452, m
BEOHE ), BARIASTEE S ] i 3 BT AL
BB A B 2 4 A ) . R KRR S 2 B AR
WA Z 7 AR A RNES . HAT, SERUENZ
ok 5 2 A ) U IEAERE IR ARG . 40 Tcodec & —
Ao Y LA R ) 2 R, R — RG24 1 Teodec
FEREREDI S B SR H— R SRS =AY,
S R AF M, LY3200590 &M, AR s
KRR B R, PR RS ANE
IgG2 Fe 5 MR A& &, 76 T2DM 5 TIDM ¥4
JrRE e BB T E R " BRikz A,
TR A T B R Fiasp AT ES 80 R0 R 5 220 A
JoR B 2R R AE AW I, 5 1% Geid g 5 2 5
VIAALL, ACARCETR, AR A R R S i (A,
- B AR A T A1 I ) A AU 221
212 BREITE

Jif 5 2 ] DLFE — 2 FEJE B 4E ¥ TIDM B 11
IE S MUK, (BTG Ty Bl 6 1 1 B 2 g
BT G B ) B Y B BTV TR T 4E A 5

() B Aoy, J& 2417 TIDM 597 HIWT 58 # s B,
HR P 1] S M P27, TIDM 4 yrikn] 4> N B
Y EE . CD4™ AL T 40 (Treg) ¥ i Je W 58
RYHHL (DC) #Efi]

WE PRI 225 T 70% (1) B 4H B AN 2% 41 A id i
A E S PR S SRS B 4, Rter DU
BRI JTER B 4HARYE Y7 S0 B L 2 P 1 £ = Bl )
g, POH T 40M S A E BRI R A, IO
BRI B R RN R R AE B i, Rl
FAT (Rituximab) A& —Fh#[a CD20 B kL 40 fa 4t
&, 7E TIDM (1 R IIG ARG, 5 —Ficg T
SARF I C A AILRE, H AR T B 41 M FE 5
SHBIRARDE T 4B B S FI 52 ), Teplizumab J&—
Fi NIEALPT CD3 S Bk, H Fe BRET dusE A
ZE4 FeR, I8 /b T HUAAR M I 1 4 B A 5 1) 40 e
Z1E M (ADCC) FEMAAK S ¥ 40 f 25 7E (CDC). 1E
TIDM Ifi JR iR % 7, Teplizumab #] & 3" # K Ji
TIDM [ B 40 A 2h g 3 ek 2> Jos % 28 75 R 227,
2022 4F 11 H 17 H, S G i 2 5 I B 3R (FDA)
1E AL #E Teplizumab 9 55 — F H T TIDM i [y 1)
259, Tregs 5& CD4™ T 4 — AL, 25
T H BT 52 4K PSP, TIDM i3 7 7E Tregs
Bz BiD)RERERS, H B SOV T 40 BTGk AR i
R P, Hk, Tregs AIE N TIDM G i6 97 HEHE
(1) —H#E 55, 7E T1DM B Hh i ki pR Sk $ R0
P A% Sa B Tregs, WIAE 78 JHIHAE £ C ik
T REABIL 50%, ZARIES JOE P, DC 2 3 A
T N G R G0 Th e IR B R 38 41 i (antigen
presenting cell, APC) i B ZEH VA, 7] LLR A2
P, CLFESEAN M 20 A4 ORI T A R T )
WEY BV NAR A K EB 4 DC AR BECIR S 77,

w2 BRKRBFEIGKE

RHE Rl Pl

B

e & 2R PR A4 EISP

EE, FVFAFSER RS R A,
U URERRVE 4
BEdn. PO K. i, B

BRI, ANTT RS
SEPR . AERRPEAG
A FEVFASRISE R o & TR &

AiclLoRe. etk

[ By FRE ST P 4

2R R EISP

T RS 1 5 U R 5 Z AR (SAP) A 4 KRR %
fy R B

GEZN 7 = &b

RO A/ AR 5 3 45 s 5t
4 L 45 I CGM) A
BRI S BT A N1k, %

BN T MBS, S A s

i B I R, A R
TR P CGMEUE F 3 HE 1R 5
REERGE, T EE
AL AR 5 1A

PN L IR ) SR T SR T R R
AR, WA AR
FE4z
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X R i # DC (iDC) BIfif 5% DC (TDC), iDC
Z A SR T MR, Bl FEAFMEEEE
4 K (major histocompatibility complex, MHC) £ i#
W, R T CDSO 1 CD86 [r) 3k LA fe 48 1
YU PR 740 IL-12, 1L-23 1 TNF-o (17742, Ik 100
2L EIN%EEE (HO-1) 1) iDC Rl 7E 4R M| CD3/28 $it
PR T 40 S B AE S P, JZ> NOD B JR 7 /)
CD3" T ZHifff1¥=E, K NOD /MR T1DM [k A4
IO JE P

BRI, R REEIRTT I RE & —Fig e 1 pE
PRIGIRTT ik, BILN AR EIGE & 2Pk, &
FE G2 A R B RIE L . K IATE T RORAS 1
T BEAMEIRTT DLIRTT A S . Rk, H AT
AT 5 B T8 22 (R R VP A A A 22 A M AN Rt .
2.1.3 {RpEATT

T1DM [ 2 a) BU7E TR B 4024, Toik
G WA A B B 5 ORI B KT . T AR R
K5 F 0 S e IR T A 1) B AT PR PO R 5 2R i Bl 02,
AL bt — ot B e (R T 5 8 A2 FH R PR 4 5 AR 25 O 1
B AL, HMRITIENE N — P AR TT ik, BRI
T T AR T A 1 5 B4 PR SR K B2 1R 5 2R P IR 43 W T
e, MR KT 40 TIE N B AR A A
SRFOAE . B AR AR R A T 4 3 1
JE S B ANAE, IXUET40 R DA R B BE IR
AR, AR Z R A T BER Rt T
RENE P 23 WA ik JIR A ML A, I AE AR b BE IR SR 8 15 1)
BE PHo KB I 78 R T4 AR B BB R S B AR
BRI 7T G o2 o N T = 1 P Y = DN i
fifl (human umbilical cord stem cells, \UCSCs) ]
At TT 1 o R 0 AR Y SR AR R R A T A
RIIR S B AT IRTT, (HR E 2 ML R IR
2 PB4 T S A2 P TT R 2 R 2 HE RN RS A K
Weo % fe T 40 B AT A= (1 JB I 9 I J2 48 i #¥ PEC-01
HEL NP 145 BN PR 2R i i) Rl 38R 7 A i 2 2R P A
Yif ; 7 2017 ERIIERRIEH, ZREBHEE 6~9
AN A A PEA T R ETRE R S C R BT 2023 46 A
29 H, FDA #t#E 7 — B [F) B S5 44 J5E 55 48 i 77 32
Lantidra 17, BOAAERE ZH TR T Tk i g
15 25 9% o) 0B B BN T1DM (1 i) et S5 445 JB 0% 4 g
IR
2.2 2BUBERIEIATT

T2DM 2 FR1E MR B ZALPTR AR LR AR 5L T
e H SRR R 5 R R R R H B WAL T
HOBER, SEZRREAR, AL L AT

7750 B FNER 8 R £ BT, T2DM (130 8 4 25 0 o 52
S WA 5, 0 AR I AT 7 1A A H AT 42K
T2DM 8¥7 i a7 U B R RIG T M
HWIEIT
22.1 ORRPEFEAETT

1 B3 25 AR 1 LR 7 WL T 43 (i ik e
BT UL H AR PR RE LR IS Rt R B 3 A W I 24
Y EEARERIRIS . W5 IO KBRS TV 40
7)o A A AL FR1] 14 25 9 6, 458 0/ U0 60 W A
HH RT3 A B 5 2R AT I UIR 259, @k 14
LT X it 5 2R P AR AR AR K I £ T I e —
%5 (TAD) 254, 4N b 3Bk Ak & 4 fie AR
I8 J5 MBS 1Y) o B BE R0 77, DA B i 4 1)
I 2 WO SR 2 A DR 3 R AR I L Dy - A B L
IE A 2 #5177 (SGLT2i) (76 3)P,
222 BREZRATT

J 55 25 A T 2 45 ) T2DM. i I b () 88 B F Bt
MO B SR A E SR AE R, R EE
IR A2 R pE . LAk TIDM i
FH I Atk i S A RO JEE B & Y.t T T2DM
HTEIRIT RDE A — e R IR B B R A, 1l
S8 JE B VR T 7 B TR R R R S N TR R
AT R AR AT, DU G R B 5 270 i i
S ERAS 241 51 2 FROARG afi i B4 2 I 5 458 o 1] Rt B,
WIRTHTR,  J 5 i 5 48 29 A7 10 F8 8 I AN =
AR SR N . RO S ), RS RIR
J7 T2DM BN 4TI A i s . — 7T, RG24
A DA BRAR BB VR T R R P RO B 7 5 S — T,
EREE I B AR S R W AR E R, ARG
s il B 7K, 9/ I 38t 0 RVAE o (1 XU o T
i O R S B AR (R 4RI R A E R R
Bk R (£ 5, WRE RS OREES RME
YR B
223 BREMPERMEK-1ZREEFETT

i 5 I 25 RE R (GLP-1) 19 % IR FH 2ot T
B RIPGIETT B FIA SR, R TGO PR F8 35 7 ok
BRI RS . 280 GLP-1 Z91JF & L4 R
NBE R AR A S, GBS GLP-1 2R A4S A
R 5 ZR R i, I LA ) PR e OB 2R 1 0
AR, GLP-1 Z5¥)ibRee BIAELE B =S $l &k,
B O I GRS 2 AR . GLP-1 22 oK iy
W BRI B AR o, DA IR < 1 7 50
BEBE, RAMCIBE XA &7 B, of/ %
Flt GLP-1 52/ 30 77 259 4% FDA it B, # /K
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73 H I T2DM;ATT O BRFETEZS4)
5 F Y 1 FH R B ENEYSAY
Tt R FEHIZEIR FEBIENR M55 0 s B L 43l R B 2 A3 FAS 2 G AU
FE B | #5511 AR 3
LIS HikgAEE . IR AIER . Kig A5 S ) B A 43 A R B 2R fICHLWE . A 3
T RFE KRV FUREFITT « WA BUTT . HEREFIT
) FIREHIIT B E BT 77 AR BRAR RV, PR A 1 B 3 v A
A5 GLP-17K~F
XU R K T 3k 9/ JH U A W £ B it
RN s A ] g R AR BT
TAD PRHIER . A BIER . — ST TR 5 2 S 4T B 11 U K A S T
Ji 7
o B AR 1 77 B I b . AR SRR . KA A1 R K A A IR B it v
SGLT2i bri %71 PE NSV O/ 71 PE N N -/ 7 1PE N vt X i ) EE R WAPR R G TH R G I e
BRI AR 3 R AR PR 998 TR 7+ 2 AU
T4 REFREMRE RS
J5ik JR L e 25 3k
ROZESHHESRES RSN 125 R, BARTERRCR, FZEMIR2~3 d [42]
FEK T 1
PR L R R A TR BRI R e P, IR F s, A [43]
BESTIEMTS 114.1 min
JESR. KO TRAKEA JE Ik i L2 (1 I g 4 A RS i P R R s N T [44]
A ZEEIR) SR o = R, TR O 5%
LM iE s
IR . HER . 5F SRS EFERE X, et WRE 910 pg/mLIs 7R H o5 [45]
R AR A4 AR Ir R BB PERVE K 5 R BB
I FH 41 i 75 3% ik (CPP)JL A 3% SR 4T g K S R A HAE 3 2 A s B i [46]
BB A S S R FH . Ak RE B RS E i
LF 2
ISR B ) AR CH B ER AN W WACARE 3 751 R0 it A 1) 75 B 5 2R AR R R R [47]
FR R < 5 ) )
=5 BREEMERGWER A
ik RS FA BTk 5 R S 2 3Lk
TR By 2RI R Mgt 5% SRS SR R R U R, R NTE I R G [48]
W R B TR BEBE A IZ S, IR RN (R A2 & 1Y [49]
SR, TR KB N R R I
T 15 FH 85 FBCRG P 35 0 R B S R R S B R, B SR T R [50]
I, 154 DASs ) 25 W R T 1

AR ARG

AR BRI FLBRE

P T HEE IR IR RS LBR(HEMAYKEER,  fre [51]

B & 2R iz GIT MR B, B2 FLARE PE AR

AR
0 i 2 R AR E
I g i A oK
FIURL(SLN) A IR By R RO DRy R 5 3R A B AR

R Mol B 2N 5 A W 2 R 1 A N R EOR B R R BlerLi [52]

M) P PR 5 5 — e AL IR 4 - B 3K K 8 1) 4% SLN, [53]

JEBK (Tirzepatide) #2258 — /M 3R15 FDA fit#E 1) GLP-1
TR 22 R 0 P 1 JR B 25 2 K (GIP) A2 AR XU EE ¥ 5h

5. AE— 3 T2DM J& A 1T 1 PR 1k s o
Tirzepatide J6 77 Ji HbA, /KF i 2 F# Ik, RILH R
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B P o i op A0 ek B R . kA, GLP-1 Z2 AR B3
AL T2DM S 7 T R It R SCR . 1
A 7 K5 M B 5 1 BT %8 (non-alcoholic steatohepatitis,
NASH) HJIERATE AL H, GLP-1 5244850 7 R I8
DI RRITAE P, JRAE FFE I 98 5 A0 JFF 400 M 4s 5
SR, GLP-1 % 4 5)) 7] 80 GLP-1 £ 2
W5 RZBEABHIFZY)—FE, e R
Bl . e AR e e, AT AT 7T B A L
S PAE R 3 A A RO AR E
RIEHME . RYEIEE DA DR GLP-1 244
B2, B TRBGIR R 7> i isHoR, #
R Y& RS KT 259 H 2 AR BBGR] N-[8-(2- #2
FEOR WAL ) Uk ] F IR E (SNAC) 7- 1 “ % 7,
TR B AR 4546 1, SNAC 76 B &R 1 i RE % R
B TE B pH AR, BET 2 R S S IR A R O
fo ZIRFE KRG -4 35 . FLBLE K (Dulaglutide) JU38E
K WA GLP-1 73 15 1gG4-Fe 4 f i 34 i 4%,
H4N T GLP-1 F/K e e, Jalis B I i e e 1
IERAPZE I, SO TR — IR A 2 Y

3 ERTEE{ERFHIGNEETF

FER T2 E (genetically engineered microorgani-
sms, GEMs) & 1 it J [K] 72 5 ARG AE ¥ 347 2
i, AR H DR BRI — 2R . XAMY
REWS SKIF . A€ AN B3Rk, & ] DUl
R 92 B R 1A 5 DR ) O D% S BN B 1) S R TG
ORI i 1 VRST RO RS Rt . 72 & Ao
fayT b, R AR R R B S A A 5. 5
an, FERPEEPRAERIBEFE A R R Y R R Y
KIGAT B Nissle 1917 525 FEK 1/ BRI H A T
BRI R B 1 R NRRS M R YR T R, B e
IL-22 B IR AT LR i REG3G H)Rik, I
AT RGO . SRS AR L, DR
A e R AR A . FERE PR IR IR 2K 24436 1%
Tt PRSI T A S I TE R, R Bk G
YRS R ORI AR R AR B AT AR N AL “IRY7 T
] ARG IT 5. Bltn, IR FLAT E (L
gasseri) #% 0 i i T GLP-1 3%, 4 T &=
STZ i b fpe il B A B 1) K Bl e, 78 90 R DA
%2577 B 10 CFU/mL 3% GLP-1 1 7LFF 1,
RS A B T Y I R DA 7 T g I 2 W ]
BEARH, B PRC S LR, IR b p b R I B
f) B 40 M b5 £ 4 PDX-1. MafA 1 FoxA2"", %
B A A MPER SR PRIE R, AR AL AL

Yok o i TREAKS SEBIL 18 Pl (10 R 17 2k DR) o 25 A A
A RO I 22 42
4 RKRE

W B2 A BOR PR R e, BT KRS PRIIR T 5
BRI, B RA DB £ TIDM 75
T, FBR 5 B2 R R T 4 LT I L AT RIS B SE
TN T B BR  R A B BRSNS g HUAS T
HORRA, BRI R 2 VeV Al k. 12
GBITETTH, R IR R AR LA, DA
KARIT WA HERR,  JF 35RO K MURE = HI R 5, T
A R IR 5 2RO B R REAE B ) A% s K
BT UM 2R TC J . 7E T2DMJRI7 5 TH, BFSTA
APRIRR T LIRS VIANE ST SR, DAFR T 3L
IR B . BRI B I R G UK
WIRE R RGLSIER T2 R0 thsh, MAMAEY
VEDUBE PRI 25 W) 38R (T SO AE AW RS, 4552
P P TE A 2 0 O A0 3 A 7 BT = B 2R 06 9T 45,
WNBEAIEE R 25l R TR B, AT
Tl A= 0 R 245 0 P 7 2R R 50 S P #E T RS T
M B T R R RIE . AT, SR TR
B 1 T2DM R 265 90 3844 1) Bk 52 47 Ak T 1 42
By, ARt — BIRNIR B AIGIE . AR R AT 5T A1
A UARYE TR B 2 2k 2R L DA &
51 EREMAEM AR TN, DS — 9k
KRR o

B2 RREIFERIPIG T R BENREE L RS HEA
BREAL, R R SE A AR T BOR AR 5
FATIAF X — GUR AT AW A SRANEIHT, bl PRI By
ATTIRE 2 1) /& .

(& £ X #
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