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[ Abstract]Recently, there have been constant increases in the prevalence of obesity and diabetes mellitus , and lipid metabolism disor-
ders are the characteristic features of these two diseases, which are often accompanied by an increase in circulating glycerol. Glycerol,
an important precursor for gluconeogenesis, is mainly regulated by glycerol kinase (GK) and aquaglyceroporins (AQPs) in the body.
Adipose tissue is the primary site for glycerol production, while the liver is the primary site for glycerol utilization. GK is involved in the
catabolism of glycerol, with different expression patterns in the liver and adipose tissue. Aquaglyceroporin 7(AQP7) and aquaglycero-
porin 9(AQP9) are the main aquaglyceroporins expressed in adipose tissue and the liver, respectively. AQP7 mediates glycerol efflux
in adipose tissue, and AQP9 mediates the uptake of glycerol for further metabolism catalyzed by abundant GK in the liver. Abnormal
expression of GK and AQPs is observed in obesity and diabetes, and such abnormalities are closely associated with changes in glycerol
levels in the body. This article systematically reviews the changes in the expression of GK and AQPs in the liver and adipose tissue un-
der the conditions of obesity and diabetes, in order to provide a theoretical basis for explaining abnormal glycerol level in metabolic dis-
eases, as well as for identifying potential targets for the treatment of obesity and diabetes.
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TEEN A % R4, Email : yaomoon@126.com,
PRI R 2 i AR SR BV 0 % I 5 4 DR (diabetes melli-
R = R I F,Email : zwf0322@126.com . N ) e N .
BIRER AL Enailn (03220126 com. s, DM) % 2 H7 45, HUIE IR B BT 7 , B L PR 2
BEMBA R A NATRE T RE BT U080 AT Bl IS AL — % A R
82360799) ; i % A4 # 7 JT 2025 4 A 50 & 41 9+ T K B o ar A /l\” Efg/; : WL_
T8 (%% YC2025-B173). FRAE , ZE G IR 1% 28 304 16 26 A H 9 = B (triglycerides,
TG) . U7 55 HE Wi 2 (free fatty acids, FFA) A1 AH [ 5[ £, 45 & 0
[& % (total cholesterol, TC) 5 1% %% & g & H IH [& B (low—
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density lipoprotein cholesterol , LDL-C) /K- FHE", L4k,
FENC A DM AR N 8 AR M H i 58 s Hs
A2 B I 53 i ) S 7 ), AL PR S 24 R DG B A, G
TR AR Ak 32 /K 38 3 2R 1 (aquaglyceroporins , AQPs ) £
S0 H 0 B RS A 5 H IR (glycerol kinase , GK) f# 4L 11
FHm BB AL SN B R . OR B2 BT ST G TE R AQPs
GK S AEJHEA DM AT R, IRl 28U HLAH iy 32
TR, WAT R b AR EEERE . AW, HETET GK
FAQPs Rk AL, AR Y BIFFE 3 1Y & B A —., A3
¥ 3BT GK 5 AQPs 7EJIE Jok A1 DM #8351 20 4y A5 780 I JOE A i
WAV B IR AL, B AR RIS RGN H IR Cs
P TV PSR S5 O S BUAR X A2 T A9 WF AL

1 GK & AQPs#fi&

L1 GK#9 £ 4 5 2 e R L A2 AT Nk A s o 4L 2R F 8 2 5%

GK 2 H A5 1% DG B BIR g, HOAZ O D BE 2 A AL T il
5 = B R i7 17 (adenosine triphosphate, ATP) 52 i A= BY H i
-3-W 1 (glycerol-3—phosphate, G3P) , ¥ H il 5| AR 4= K&

BT A A O AR ARSI AR AL 2D BRAL T H R T Y

AL R TR G T 7 T v A X £ A A
o MR, GK BT PR R 3R 3k B 4 4URE Sk
JHIE R GK ik 5 M3 B 2 — 3% 5 FIEAE S 4 5 il
Y55 A P ) A AR AL AR A, T B M 2H 21 GK i Bkt 2 S5 AH XS
BURS, RREREOUT  IRITZHZ GK ik 2 B, AnTE i #3%
FARRA PR L B 1)/ > BRI DG A0 Bk —y— A il il 5 /N BRUEE T
e A2 GK iy Feh L™, DA #E Bl H -1 AR 1 1 B s
F2-FER AL, B Sl IR BT A - AR R, B P AR, 20
RMARE TR, ER L GKIGPER T & 2 gl Hib etk
G3P, 3 b Bl 5 2E S AR A WA A0, 3 AR B T AEDLEAR
AN YERr OB RS, SR T I AE S BIDIRZS T 09 e i o vl
FE 3K 20 T J0E N i 2 e, 460 an A3 40 3G 18 195 44 T8 (meta-
bolic associated fatty liver disease, MAFLD) /N, GK # ik
WIS b9 R T FIERG B AR, PR, GK A 24 D hg
FEEH LU SYE . ITUAETEAY GK® LR/ T 7B, 3875 B4
BRI ACEPIR S ST L85 W32, (URFE R B
AR, 7T RE B 1 I 2%
1.2 AQPs K3k 9 & 4 5 o ft B 2 A2 I BE Ao JIg B 2828 P 49
i B A

AQPs J&—N 15 52 B %, FL 5y AU oK Y
JBEEGIZ | ER 53 AL REREPRIE A5 Tl 55/ e T Y, e
WL b, B T 13 Fh AQPs AR L ¥ 51 N4 8 et
AT 2243 G 375 7K 1Y) 28 31K G 8 R ORI AT 38 52 7K S H
A5/ T AQPS™. AQPs et I 5 H I AR 4L R R B Bl
Z: SR B RS S 2R S AR o K a1 7
(aquaglyceroporin 7, AQP7) Fl /K H i il il &5 H 9 (aquaglyc-
eroporin 9, AQP9) & 2 15 4x B H Il A 1T 0 45 11 P A% 0 i
Tro AQPT7 EE A TRR W A2, J2 i s 200 R e i ik Ao ke
PR H I e A A IR A P 1 DG B T GE , 7E T JE B DMUIR 25
T IR HZLAQPT IRk K AEBUE , S B s A
HETTSE 0 4 B (4 Hh A AR AT A Y, AQPO I F2 3%

KT IFIE, 55T AT 8% Ik ol 8 F B H e 1 A4 A )
Hl e A AR Y, 7E CR AL R, — 7 1
WS AR AL A, 5 — A A TG, AQPT
5 AQPYTELIBE I FIBC S L AQPT A SR I 44U H I B ik
2755 0022 T A 5 1 AQPY WU FH T U 5 A B e A
T, RS AR G B R AR RT3 — B - FRHC A
BT HUARH IAE R 1A% L, RS S 4R & B g P 5%
filt, FLZETLIN 2 SR DM 25 PE B0 (s PR

2 GKERHEDMZRERHREITN

2.1 AFREGK &L T AL

REREFI DMARSF R GK Ribw R M LH. W, 5
7 DM /) B (b ) HTEE BB JE DM/ B (db/db) HFEHT GK
E"J{?{ﬁ*ﬁ*fﬁ$§@§(messenger ribonucleic acid, mRNA ) 7K F Fil
A ACE R AR DU /20 A6 R KK RN B8
Ja , HRFAE GK 2 FH /K -t 5 35 T, CSTBL/GIR) MEYE /)N
BRLZ8 i IR PR 2 (high fat diet, HFD) 5 5 12 JJi5 , GK 28 K-
2T 15T 24 B GK & K7 3 Tt ; CSTBLY
6JRj M /NS 12 U5, GK B FU/KSF- B 25 TH Y, )i
IE GK My Ik P R — N 2RI E At 1. B ILEaE I
T E A B RIS T YOS Z AR « 25 GK I HE SR, I
MR GK I, WATHFFE#48 Hh, DMARZS T GK i |
VR TT 6 5 4% 52 IR0 K% 4 BF A B 5L 1 (nuclear receptor sub-
family 4 group A member 1, NR4A 1) K, Nrdal FEH BRI
Bl GK Y mRNA KV I PR SF-85 835 B0, % 5 7K1
WEFERM, B/ RNA-451 FEAR B AR AL DM/ ALY
JFHELH A 3k A, I8 B ) GK /Y mRNA ] 98 42 i
JUE A S A LI AR KSR, ST IFIE GK B3 5 DMUIR 25 AR
K, VAR e i P GK X T JFF JIE M S5 A R0 i o L FR 04 412 A
JH 010 JFFHE GK iy Feak sl T-HUE i 42 Rl LA R e 5+
PERNHIF, T RE K A 22 f DM RIS 3 EL A SOR M o
2.2 FERE4LLR GK 89 Rk T AL

Jig 105 21 GK Y 3 1k /K SF- 38 LI, (ELAE SR AT DM
IRETN IR LR A W15k . /N2 HED 1) 8 J]
J5i 5 /N BRUG ELREE I U5 26 2R B 22 1 605 1D 2H 21 (epididymal
white adipose tissue, eWAT) A GK &5 15 FIIG P34 i, 721Kk
BT B AL B b g i R B AR S B I T AR
T ZU R GK K A, 7R A & 22 4K (insulin
resistance,, IR ) (% db/db /)N BRAS TR e | [ 1) 28 385 S50) nik A 21) i
BURTY B T A 4 I8 B 414 (white adipose tissue, WAT)
GK Ik , 31X 5 H ot MUK (e B AT 1 1 FH A — 2.
TR, FER HOA S0 WAT A8 " ik B b GK i ik 4
VAR R R R G T AR R, GRGE R N
T A G153 R i) 384 7 41 B¢ 25 19 1 Cuncoupling protein 1, UCP1)
Feik , T 7 4 5 2 GK Bl IR IS, Al i POk it A 2570
Al 1 23RBS T R U PR TE i s A B AR R, k)
UCP1 23K™1, AT ] REAE SENC I A g o DAL, GK Y 2R3k
IR 2 R i 05 00 S 1] i A R B a0 2 T R RE A A9 50
R Z —, HFDE SR A0 GKIF Mg i, v] Ge 2 e
JHE BRI X RE k3 ) A 2 A
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3 Him#iEZE A AQP7 1 AQP9 7EBEBEFI DM H &Y
Rz

3.1 AQP7 {2 Ry 44 b 0 KR T AL

AQPT ZERR TN 4L 3235 , 2 R I 200 ML A6 s v ) = 22
WAR s NG T4 s, AQPT M AT 5 5 32 2 AT At e 0t H
MAMNRZE M . AQP7 HBE/INERZF I H i Bl />, B Wi
A, BB K R 2 BB IR (type 2 diabetes mellitus,
T2DM) Y T B AE B K 2%, ARAE B LA K T2DMUCIRZS T, A8 1 40
ZLAQPT Tk KL T EREMAEALIE? AS[ES A7 AR I 4121,
NEfE K T2DM 38 A BI-F- A7 22 57
3.1.1  AQP7 1£ N IE G i 40 21 (visceral adipose tissue, VAT)
FRZRIAAEE ST VAT, 2500158 3 8 L/ T2DM AR 25
T AQP7 Eik BTl Ha% . CSTBL/6IRj /N A& HFD 5 S 12
JElJR Bl I = 20 KR AR TR LR 1D 4120 AQPT 2R /K -1
This 24 JH e  HEPE eWAT AQP7 2K /K F-THER . HFD 5 5
SDRELL 12 )G, KELeWAT AQP7 mRNA 14 1K V-2 i
T B AR, HFD i S Wistar KRS A H J5 , eWAT
AQP7 mRNA 7K - 8 2 T i, (H 8 A KR AR R, Iifs
PRAIFSE s R A T2DM &3 VAT 1 AQP7 mRNA ik K F
T, AR B B E F HE, AR T2DM AR VAT ()
AQP7 ZE /KA Thim ka3, X [ 119 T2DM 82 15
i AQP7 ¥ FRIRWF5E W7, e mRNA A 7K 35 5 F 4 R
21, 570 DM (4 AE B ATEEAH B, AR B T2DM A 35 VAT 21 418
AQP7 mRNA /K- g T+,

SR BT 95 3 & B0, B ol DM R 35 VAT 1 AQP7 3
KT EUE . HErE Swiss /NRZ HFD 55 8 il )i, VAT
[ AQP7 2 /K -5 X B L A T B 25 25 5202 il ven SR
(high—fat and high—fructose diet, HFFD) T Wistar X [ 6 J&]
Ji . R B E T eWAT H 5 AQP7 (19 mRNA 175 H 7K SF20,
BN M S R A oA LG, VAT 9 AQP7 ZE 11
KVTC i EE RS, HEAUEHE LI, S DM B
VAT H AQP7 kPG . 2 A ZE52R FH HFD 5 5+ [

R ST IR A0 | Jf itk — 25 A IR/ B 25 (streptozotocin, STZ)
Wi 7 T2DM AL, %8 B AQP7 mRNA 7K “F-7E IR Hb, B FII
T2DM A5 80 1 B P Y B AIG, IF B IR B, T2DM B 3
mRNA ZKFiE— 25 FE K. 4 W58 & 3 db/db /)y Fl e WAT
AQP7 mRNA /K- R#AK , 7T -5 A5 I 40 i b ok s i o i AR 2R
Ak FE N=-3 Z A FTHE 5 B2 (n=3 polyunsaturated fatty
acids, n3-PUFA) Bt Z K Bl eWAT 5, AQP7 f 2K F F ik %
5, 1 mRNA K- TEAR A6 78 WF 500 10 8 28 A A o2
VAT I8 B AR S5 5% W58 AQPT 28 FI/KF A8 4k, &
Ik B RERE S BEA R I A AQP7 119 37 kDa il 34 kDa [F]
TR R, EERI DM 22383 VAT h AQP7 ik 281k
W1,
3.1.2  AQP7 TE 2 R g I 42 21 (subcutaneous adipose tissue,
SAT)HP Y FIRAEL  AQPT ZEAE M S DM B4 SAT Hr i) ik
AL S HE VAT A MR Z AL (B i 25 . 28R H
I8 AQP7 ZEE BE Bz DM H % SAT G i 80728 , Fil HFD 5
5:SD KRR 12 )5 SAT i AQP7 S PH 23k 78 B 284K, [
&M 2 BB BR 9 AR 7 R B (Otsuka Long—Evans Tokushima
Fatty rat, OLETF) SAT H ¥ £ [ 7K 5F- 5[] i Xof B 2H AH LY TG ik
FUUES, SRR ot S IEF AR E R A L, SAT
AQP7T AT 2 5P, IEREAI T2DM 5 1 1) SAT 1)
AQP7 5595 RUAEFRE A LL , Fe38F BEARIC, AR T filt )2~
REJRE AR , 5 i I BE e ARE LA K 5 L6 4 0F DM A BEH SAT
1) AQP7 Rk K- TE B 35846, 5 VAT M H, SAT B A
SR Bk BB T R g 1 e 5 3R AU L AR T RE/DM L
SAT nJ g1l i 4 55 AQP7 3k A X R , DUAIEH i AT
AHNHE , DT 8% G JI 70 N 10 40 B PN A 3 5 R, 3T e 4
TSR H A RS YRS P R B

A — BB 5T K B, AQPT ZE Nk K DM i 3% SAT
PR R, MEME CSTBL6) /N2 21 A HFD 535,
W& VAR T 228 Agp7 mRNA /K B REARPY, A iFoT &
P IE H R FIAE Bk SAT RONR TG AN A o s 35, e Bk A
JU 5 SAT BEA I 5 40 i 7 AQP7 i 37 kDa 1 34 kDa [H] T
HUZRIR T i — 20 N 3 2 5 DM b AT 404, R

F1 BEREFN DM Zik & VAT 1 AQP7 Rik L

RIS RWOE S A AL ] mRNA ZE 4k B E= BTN
HEJE/NER P (57BLI6IR)) HFD %% 12J8/24 ) - 1 (3]
HERER L (SD) HFD % & 124 1 1 [26]
Wistar K" HFD % % 54 H 1 TS [27]
HEfE/T2DM AT - - 1 Tt [28]
HEJE/T2DM AT - - 1 - [29]
Swiss /ML HFD i 8 JH - Jo2E5+: [22]
Wistar K " HFFD i% S 6JH T T2 5 [30]
PR - - - TS [31]
T2DM KB b L) HFD+STZ 154 1 - [32]
JEJRE /N (db/db) LA 144 1 - [16]
HEJE R B FAR (o RN N3-PUFA = 128 Joz 5 1 [33]
HERE - - - | [34]

VE o, BEPE/ZCVE s b, HEPE/ 1 -, R K
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JG DM PRI 3 958 1 8 i AREAS AQP7 1) 34 kDa [R] TN
W s A DM Y IR Bk 255 6 DM IR Bk 2540 L3, 1% R TR i
AQP7 E A — 5 T, AQPT7 263K T ] B & Hwh #hHE
IRE T AR 2 — , S IR 40 M 2k 2578 ORI H i 1 B
1, DT 5 BRI A A0 M N B R, IR R IR AN R
R FT R K B, AR B DM R SAT 1 AQP7 #
2 F#. ob/ob JEJHE/INELSAT i AQP7 mRNA 5 [ /K -1
Y T, Wistar K B HFD 20 54 A J5 SAT H iy AQP7
E AP R ER I, 752 Ai~7 2 By LE R WL IR
JHE 5 55098 55 A SAT AR IR R 107 4 g v 41 kDa 9 AQP7 25 H
AROFTE, HEREFI DM 32184 SAT H AQP7 KA L L& 2.
NIRRT Z (0] AQP7 Fik#aFIt R —3, il g S5 Y22
S N AR P S DM 5 R B B A K TR AL
A —TE TR IR K BRI AFSE % 3, AQPT 1)
FIRZAVE R SR MREL R EHR R IRE
FEARTA], X AQPT By KRR K P P A2 i AR [6] . AQPT HY
V200 i o7 S IS A AR AL, AR T BE %K . Miyauchi T
SERARIE ST R B, AQPT 1E WAT B4 B - A7 363K, 16 L A5 B e
ST A 2 TR A 5 B AN I B R . IR RIRAS T B i 4n
JHLREL K LA % i J5 R 22 T g 45 AR AQPT 14 IV 41t 52 437, 5% 1)
HIRE G PE (R 8 A R IB KPR L A ARk, B3GR /i 5
T mRNA FIE (K P RIAAN—H, AQPTFEZFP AL, AN
() 4822 (4D 1 26 ] T 1 AS ) %) 28 s A i ol 3 B 4R 1
AR B R L R TRt . AR RRAL T R R R B B
T2DM % J& 2 R [RI B B, 33 6458555 W7 50 119 3¢ 38 2 11 IR S 4

A5k BEAN ORI RpE PR DL BGR AL 1 S i R T B AR
[ AQPT7 FRih IR, 3 AT i BRI (R A 45 R 22 57
3.2 AQPY {2 AT Mk F 64 K ik AL

AQP9 S HFAE Hr 26 15 1 T AQPs , 2 F 20 A 5 A= i 45
BUH 9 2 2 42, IR 2 70%~90% 11 1 2% i,
Z2 BT ST ATGE AT P 5 DM AR IF AL 2, L3 ik K2 Tt
R R BZ (oblob) /N H ML I IR EHAE 5 12 )8, T
JIE AQP9 mRNA 7K - %5 B £ T /N R 2 T 5. ob/ob /N L
JFIE AQP9 mRNA /K -5 B7 AR B/NRTE i 25 25 57 (H LR B
KA TR A (P=0.082), 55X BEATAE L, HFD 4] B2
45T C5TBLI6 /L2 R 6 Jil 5, HEHFIEZH 2 AQP9 mRNA 7K
TR E T TR/ A R M KK /N B8 J I
AQP9 F Kb g 35 T ™, 5 0 IR A L, 1 7R 2 7Y
DM JFIE 1 AQPO 1Y 22 34 34 & 35 T it SR thAg W 9% 35 41
T BB DM R T 2H 28 AQPO 263K AR - 4 J1 % M
Wistar K R %8 51 H HFD 5% 5 , JF I AQP9 mRNA Fl 4
IR 4 25 AR Bk A DM 52 3803 I JE R AQP9 6 A AR
I3,

AQP9 KA AL Z BB B AR T 22 7 IR
TR B[R] 5 25 R LA K IR A5 2 A IR R 52 e . 7R AL RN
DM - B B, I S el R 2R T B T R I
43 AQPY 193235 H B IR SR B 5 A 1k R LA
IR WY INEE , I AT B 25 30 5 98 AQP9 234 4 Ul /b H il %
B, DAL BRI TG B DL E R 2E 3@ TR A —F 04
PEGRP L AERERN DM B35 5 A MAFLD, FFAE G B 75
P B P T R RIARE 25 X6k AQPO FE AR Hh ) 6 1k 7= A 5 i, R

*2 BEBEFNDMZikE SAT HH AQP7 RixE L

R Z RN 5 TR R T[] mRNA 251k EHEEd 27 3CHik
JIEJE KR (SD) HFD 124 TSR TS [26]
OLETF R R" BB R+ R AOK 8 JF/18 Ji/28 J TSR TR [35]
Re=9MY N i - - - Tk [31]
O T2DM AHE" - - - T2 5 [36]
T2DM ABE=" - - o5+ - [37]
JE /N (57BL/6)) HFD 214 ! - [38]
JIELRE T2DM AR = - - ! [34]
HEJE/INER (ob/ob) W R R 43 1 1 [39]
Wistar K" HFD 540 A L 1 [27]
HE e L3 - - - 1 [40]
TE ra, WEME/ZC M s b MEVE B 1 5 - R R
%3 FBREFI DM Zik & BFAEH AQPO FRIZEL

L2 RN 5 TR AR TR 1] mRNA 754k HHAAL E =B U
JIEJEE/NEL ob/ob) B LR 124 1 - [44]
JEJHE/INEL Coblob ) R 4J8 st T (P=0.082) [39]
CSTBU6JRj /NP HFD %S 2 JE 6 JE 1 - [45]
KK/MR® /LT AR 8 - 1 [17]
DM A - - - f [46]
Wistar J " HFD 54H l l [27]

T ca, MR/ 00 5 b, MR/ T V- R K



EXRERKXFFR

Journal of Chongging Medical University

_5_

[R]AF 5% B MAFLD (%) 7 8 F% B2 AN [R] , Bofl H AT E b AQP9 3
BIFA—E. LA AQPY By R IR A ¥ I i it Je s AL
A SRS R B0 AQP9 & 1 /K- 9 AR AL I AN 5 mRNA 7K
ST RAR AR — B, AN, FEARBERT DM & R HERE B, AQP9
261818 1] fiE 372 31 DNA F 384k 41 38 11801 25 e WL s 14 Pl
il A

4 NEERE

GK . AQP7 LA K AQPY SR F 4 N H MK AZ 0401
ALEAR ST T ATAERR W7 4L SURN I A (6 228 28 1k DL B AR S AL
Tl T RGP, GK Wk H A LU 50k 7 M0 ke ol 3
DMRZSH, AL P GK A2 3h b, R sh Hahop Ak DL
BAE N W A B R 3R LAY DG B R 2R, R LA 67 e (5
WA B — 5y . TTENE R 21245, GK B9 ik 28 Ak FI g iy
YR A L REARAS B PIAA G , T VRN BE R T AR N 5 R 5 &
HURPE R MGE AT . M2 R, AQPT ZENG I 4 4L HL i) ik
AR AL S R R 0 S M S T 1 R OK O 2 B
JR A 20 2120 P e e LA K 43 1 T R 25 2 ol R 2R A S
SEORFIWIIE Z R S5 RAFAE 22 5 R T HEh s 7 i
3B S B DL KO A S 2 AN 2 IR B A
AQPO YE M ) 3238 32 B St AR RE ), 76 I i 3Rk ok
A R SR T A G B T I TRCIRAS N IRERE, FR ) TG
FUERRE A o M8l 208 i AQPT S il H i il , T
1 AQPO 52 B H AR, H M 280 KA A 1E AR 38 %, 3
=LA T IR o AENERE/DM () 9 B
RASTF X — ARl A S 8 2 B IR H I K T3 LA B
U S A4 348 5 0 N B R AR AL BR T . GK 5 AQPs [ 3R 3K
AR AR S 3 R 4 B AP

RUE B+ AR &% DMK ZS T GKLAQP7 Fil AQP9 Ay
FEIRARA O A W AR (I AT AT 77 A KR R R A o
Ko ARBFFT LU FIL T HIRARIF . 15k, 4% GK
T K AR L ZURIIG Fi7 2 2P FT 26 TR K B4 2 300 A 25 57, R 4
17 AR 2 9 0 o 0 R R A 9, DA R A R R DM
REMR A 259 s LUk, BT Rl — B IR S R AQP7 SRk a4 R
—EUYHLH], LA AR AQP7 S AR s 2 M) B W) C &R
BJE T HIM B R GK L AQPT7 A1 AQP9 H AR 4> 1, 7]
FE S I AR TG 5 2270 =22 180 X376 i SE R 4 4, ke ] DLVR AR
PH e H AT A 5 BTl BEPE L &3S )5 A9 AL
il R AR B AR T R R A . B AR IR
AFRIE GK 5 AQPs 7EAE IR K2 DM Hh (9 /E T L, B 22 BiA
ARG FE RE BT 645
PR A EE LA RS 2
EERBA L AR SOl B 5T TR R I e 5
B BSOS R DA TR SO R R S R R B
TETRSERN FEANE A TEA SRR S R R AR
BRSNS BT

2 £ X M
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