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Abstract : To elucidate the mechanism of ouabain in the proliferation of colon cancer cells HCT116, the CCK-8
assay, cell colony formation assay, EAU assay, and flow cytometry are employed to detect proliferation capacity, cell
colony formation, DNA replication activity, and apoptosis rate, respectively, to investigate the effect of ouabain
on the viability of colon cancer cells HCT116 in vitro. To further analyze the influence of ouabain on glycolysis
in colon cancer cells HCT116, the glucose oxidase method and lactate detection kit are utilized to measure the
changes in glucose consumption level and lactate production level of the cells. Additionally, the mechanism by which
ouabain regulates glycolysis in colon cancer cells HCT116 is explored by analyzing the mRNA expression of related
metabolic pathway factors via real-time PCR and detecting the expression changes of the glucose metabolism-
related protein G6PD through Western Blot. The experimental results reveal that, compared to the control group,
ouabain significantly inhibits the proliferation, colony formation ability, and DNA replication activity of colon
cancer cells HCT116 (P<0.01), with an IC5o value of 50 nmol/L, and exhibits a concentration-dependent manner.
Meanwhile, ouabain also significantly induces apoptosis in colon cancer cells HCT116 (P<0.01). Moreover, ouabain
significantly suppresses glycolysis in colon cancer cells HCT116 and downregulates the mRNA levels of glycolytic
metabolic pathway-related factors (P<0.01). The results obtained from Western Blot, real-time PCR, and cellular
enzyme activity assays indicate that ouabain significantly reduces the mRNA and protein expression levels of
G6PD, as well as decreases G6PD enzyme activity in colon cancer cells HCT116 compared to the control group
(P<0.01). In conclusion, ouabain significantly inhibits the proliferation of colon cancer cells HCT116, promotes
apoptosis, and suppresses glycolysis in these cells. The underlying mechanism appears to involve the inhibition of
the G6PD signaling pathway. These findings suggest that ouabain holds potential as a candidate drug for colon
cancer treatment, offering new avenues for therapeutic intervention in this disease.

Key words : ouabain; glycolysis; G6PD; colon cancer; proliferation
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S E B R SR WS 2 — , KA RTE SRR S AT, 7B B A TR AR A f R -2,
RUE RS T EARTEAR WAL | (S5 S LT3 52 2], Hag sy T-BoraC R IR I i 22 Pk ). il
ANRFEG s i A AL, SHBFTRIRI TR, X TR M AR RIS P B B S Ak, ok
AT SR £5 T 25000 Iyl A e e P S S ) %S, LU SE BB AR o L A7 AR

HEE A (ouabain) iﬁﬁMStrophanthus gratusF Acokanthera schimperiBIR . 25 | R BRSOk B
CLPRE — R 225, W@ S Nat /K- ATPEE (P4-81 25125 SRS o UISAR 1, DATTHG A i 84 13
a2y (i a0 N PR )7 N e )2 I R i 1111 DA S Y 8 S I S e = RAPS IR DRE 7 NG s [T
BT A0 s 3k, BB | B IR SR BRSO A, e DRI RE S I K BB Dk LA
MAEEHRER I ORI BT . RO R+ R W) 1S U2 2, HAE RS N 2 i n)
[}, s BABUEERE- . BEEITSRRA , HRTERY UM E B dda s . Rl S Eas i, e
AHL IR 20 5 RS T RMRE A B )iz o1 I g e, e O DRI B S BB AK 3 ) 22 b e A= 41 i P9 24
MR IEFE , AR AR RS USSR AN T | PR AN S AR08 SR, ST EL A 7R 4 i R 20 4
AR BARAE FAL , R A i R 15 S B AR E I, TSR Z IR ABIESE . OR SR TR ARG LD %)
S e AR HE A AR AL, A AR A (5 S B R

i IEE AR %) i 2 R — R A R g AR RE ) . X b e G P (A5 s A RE 8 A B A A, DA JE
ST P A RE R T , JF 50 ] FEL RO B A v . SR A A ) A e R S R ) A | R L T
2y PESE SRR OCUS T RS R, TR A0 A X — B g R R N AP R R RV E R 2% AR e A i
W5 o e AR AE R AN A SR GRS, T DA ik e TG 1) 5 PR b 905 s PR o S, T
I PRIk . AMAE S LGN B2 fd A4 A5, X 2 PR - REAE AR AR A QI 0 m] AR RO Fn A0 i 1) =5
K, XA R TR, AT E— 2B Sl I R g A A ) A d AR 0s) . A R s S AR, INFRBLAAA%
ROV, e I Iea A0 M At JE HCRE R oK, T BRI T s = 2R A A i il A2 h ULk (OXPHO) #%
AT BN RERR (aerobic glycolysis) f—F B, G fe L AE 20 20 304 R AR [ AE M Ak 2= R AT FUAN
KRN, A IREE R g 5 1EH AL SRR e 2 2 5« TR 200 i 3 Bl B 7 A Rl o, T FERE
REFLRIYLE R, AL, BERIMERTE (PPP) VEUWEIEAFRI MR B 43 3, TERIAIRE 0 A b i 48 B
B ZR A R LE 3, O A AE-6-BER (GoP) MESMIRYIRY. (HAS Yt , G6PDAE
NPPPRYE PRGN , TEACHHAE h 356 28 R E IR . GePDAMU S S5 #i A5 B R R , ICRELERR4N
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A ) SRS JFAE X g 0 TR 2R 17 RS B S B A 122241
FURT , 5T CL DR Ao e 200 e A 42 77 1 A B ARBIL TSR i B I DRI, A SR Db ea £ 2 752 1) £
JEEARIST e 2 PR A O o 2 R A P I BIL AR

1 SLMrRFn A X
1.1 #HpEtk

p53EFLE U2 7 AN M HC T 116 F IR 2H 5256 28 {4745 H .
1.2 FZEZRF

R FEIEDMEM (11965092) I F 34 Gibeo/A 7l 5 EAUZH M FE AR & (P0012) FIBCAZE kM
ERAE (P0012S) W T-H 28 2 RN A4 ImE (11011-8611) I T-rh [ U252 7] ; G6PDHiiA (66373-1-Ig)
W Hp [ 2T = A F] 5 B-actindiik (AC026) W4T H [E ABclonal 3wl 5 BRER A (25200-072) 143 E GibeoZzy
") A (HY-B0542) T35 EMCE/A ] ; COK-8 Cell Counting Kit (A311-01) W4T [E B mtik MR Al
ARG & (BE1010) W T EIE RS FISEA R ZLRKINAT & (KGAT401-48) W4T h EVL LI AEY)
N 5 -6 I SRS PR & (D799242-9100) 1T [E BRI AP A F.
1.3 UFE5KE

YRR FRAH (GHP-9050) 14 T 3£ E Thermo/A F] 5 SCHF E S PCRIY (Roche LightCycler480) W4T %
T-Roche/A ] 5 WML (FACSC) W T3EEBDAH ; HiFH (SW-CJ-2FD) 4T3 [E Beckman/A F] 5 &K
VKA (MDF-U53V) 4T 3EE Beckman/y ] 5 2K E#RIY (ELX808IU) 4 T3 E Bio-Rad /A Hl 5 U ELOHL
(CF1524R) T 3E[E Beckman/\ ).

2 LINAHE
2.1 HCT116¢p1EFE
B EE P EE IHCT 641 ME B FE A IA A TP 1 min TRGEEIE R, A B 1% AT F10% 16 4 L35 14
DMEME B SR, 1 000 r/min 03 min, 7 FIE)E B TR PR,
2.2 HYIRE
5 FHIMCEREE /R IR gs FRIUH: B IR, R HOR e 1 B AYDMSOH (8500 mmol /L) , i PR H AR 20 |
25, 501100 nmol /L, HFDMSOZ ¥ FE K T0.1%.
2.3 CCK-83%#&MHCT11640p05E 17125
#5103 HCT11640 it /LI A1 3R 96 LA, 24 WS 20 BIHAO0 . 25, 50H1100 nmol /LKy [ P b 3R 4
M, 24,48, 72 hig B , BFLINAL0 wWLAYCCK-8KMAF] , #OEHFF 2.5 h, ME450 nmAb W EEEE (OD),
ANREAEIG R A R
OD{EI%*H - ODﬁﬁ?l'léﬁ

FTER — x 100%. (1)

2.4 FRTEPEM KKK

FHCT1164 i Bl6fLAR  , FEFLEEFIL 000 4HAEL, 24 WG4 5I/MAO . 25, 50F1100 nmol /LAY HE M P Jf:
HEHKEE AL, HEOEEH48 WE R L, oy Ew a5, Eahsiid 4, SRRBGHEEFRIL, 555
3, FIPBSYERRSIK , 4% 2 BB EEFE E 15 min)5 RFR L3, IIAZEMEY 30 min, FHPBSYEA H EH 5T,
THEIE G e b 240 520
2.5 FINHHREAR AL BEA T

W40 L 25, 5011100 nmol /L L RALBi24 hAYHCT116FAAN MR , 1 000 r/minfS.0>3 min, FIPBSHERE3IK
JEVHEL. 2 < 108 I 400 pLAPBSH B AN 1.5 mLAYEPE H,  FHIE T AN &Lt 75 e
3 o A LS A TR IS A A T 2T
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2.6 EdUARINZHAEIETE

K FHEAU 4 B3 7E A IR G A TR I, X £ A R HC T1 16 442 1 < 10° 1 B 24 LR 1, ST EdUAR
RE , FBREEFREIFIN A A% Z R P BT E , S E 20 min, F70.5% Triton-100/PBSIE i 7718 175 241 M.
HAzide Alexa Fluor 48847440, , ZEIREEEMFF 20 min , 1A Hoechst X 4HAEAZ #1740, S IEEDEIF F 20 min,
FPBSUEIR3I, KT R AT oA 28
2.7 LHEERAXPCR (real-time PCR)

K Primer 508451151 A RAEYI A FIA L. SRNARBUS R 5 A MicDNA , #8 )5 1 Treal-time
PCRAN , LA B-actin N2, FitRTE2-22CHETHR G RET . 51 Y)p5) I3k,

x 1 514F5
o 51YFF] (5°—3)

FEH S2lk=2 T 5
B-actin NM_001101.5 CGAGCGCGGCTACAGCTT TCCTTAATGTCACGCACGATTT
G6PD NM_000402.4 CGTGATGCAGAACCACCTAC TGCATTTCAACACCTTGACC
PGK1 NM_000291.4 CTGTGGCTTCTGGCATACCT CGAGTGACAGCCTCAGCATA
TIGAR NM_020375.3 CTCAAGACTTCGGGAAAGGA GGTGTAAACACAGGGCACTCTT
HK?2 NM_000189.5 GATGACTTCCGCACAGAATTT TCTCACCCAGGTACATTCCAC
PKM2 NM_001411081.1 ACGTGGATGATGGGCTTATT CCAAGGAGCCACCATTTTC
GLUT1 NM_006516.4 ACCATTGGCTCCGGTATCG GCTCGCTCCACCACAAACA
PFK2 NM_006212.2 GCTATGAAACCAAAACCCCA TAACGATCAGAGTCGGGGAG
LDHA NM_005566.4 ACCCAGTTTCCACCATGATT CCCAAAATGCAAGGAACACT
SC02 NM_005138.3 TCGTGCTTGGTCCACTGAC TCAGCAGCAGCATGGATCT
PDK1 NM_001278549.2 CTGTGATACGGATCAGAAACCG TCCACCAAACAATAAAGAGTGCT
PGM1 NM_002633.3 CCGGTTCTACATGAAGGAGG GAGGATTCCATTCTGTCCGA

FH NM_000143.4 CGGTCAGGTCTGGGAGAAT CCATGGTCATTGCTTCACAC
SDHC NM_003001.5 TCAAACCGTCCTCTGTCTCC AAGAGAGACCCCTGCACTCA

2.8 HBENHLEIENEXERRIFRIE

WA L PRUAS [k B A R A B FEPAE Y, TIA200 wLANMIZLf# A% 30 min, 1 000 r/min#.>10 min.
W LT AR U B AT E i, Z A 7SDS-PAGESEIHL YK , TFERFH60 VIR, fRE St A 23 B s ik
JEZ120 V, B ERFHGIE A8 Es . IRIRFAE T 200 mAREREL b, HFIEEEHS | 5% Wi ls4- 0z nst A1 b, K5
IIAG6PD (FBELE1 = 1.000) FlB-actin (FFELL1 © 10 000) ik T4 CHFE 7 , TBSTPEMESYK (£57K10 min) ,
A ZHT (FEREEEL £ 10 000) EHIFEL b, TBSTYEAL3K (£:K10 min) , HECLA GBI IME]IPVDFE I, i
TR BRI R AR A
2.9 BhE AR SRR

W55 x 1034 /2 TH I BB Rr 296 FLIR P, £EFL100 L, 24 hJEHIAO. 25, 501100 nmol/LAYH: LA, 24
h e 3 0 A I R SR AR A
2.10 HEES 2N

i A A A B N S A T . 1) BeHl TAEIR AW, R1 - R2=4 : 1, MR SCIAE g R
T LAERRIFIR209 5. 2) HlVEREMZe. Frifl il @A 10 mmol /L, AT BEAREL0 | 15.625 . 31.25 . 62.5
125, 250, 500, 1 000F12 000 mmol /L MHIARAEM L. 3) A& SR, 37 °CiENE20 min, T FEFR{XAEST0
nmAb & ODE.
2.11 FEEE SN

FEFHFLRRAG IR A A T E . 1) K TR S . Buffer A : Buffer B=100 : 1, BECHT , 2~8 C7724
hWERL. 2) Feil @50, Ko RIDINABuffer Crpr, fEHSE 2 #. 3) FLIR & =AM @it AR {XAES30 nmAbill
HODMA. AR IL3k2.
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* 2 FERESEWMNINEEAR

ZEAE PRfEe e

ddH20/ pL 1 -

FRUEW / pL - 1
REAE S / WL - - 1
TAE®/ pL 50 50 50
WBAKID/ pL 10 10 10

IRAT, 37 °C/KIF10 min
Buffer E/ uL 100 100 100

2.12 G6PDEGE RN

fEHGePDRLMF S TIE . 1) BCHINADPREAF. K9 mg NADPHIIAL mL G6PD assay Buffer}', i
A5, 2) BUHKEN TAER . G6PD assay Buffer : NADPRESFIR=49 : 1. 3) BiilG-6-P TAEMK. FHG-6-PTAEW
WIRG-6-P, IRET5]. 4) FEMACHE. BRES B Tk b, BRI, 5) GePDEHG & . il id Bbr X AE340
nmANIE OD{E. kAR 2 ILFE3.

& 3 GOPDEgE AN InFEfA R

A FEah A
T TAEWR / wL 220 220
G6PD assay Buffer/ pL 5 -
RRAE S/ WL - 5
1R%], 37 °C/KIA10 min
G-6-PTAE#/ pL 25 25

&%), 37 °C/K¥A1 min

2.13  FitFabE
K HIPrism 6.0 Hr b BRECE , FIra BdE DL “Y(EARAEZ " 2R, PIZLIME e BCR TGS , Z249(H
FLESR AR R 2001, P<0.0LN R B, P<0.05 AR EE, P>0.05 8 LR EHER.

3 ZEHR
3.1 BEERIFASFEMAMHCTIICIEE

X NS AN HC T 116 AT HEEL A (1 (a)) A0BE , A BLHIEAS L4 T B8 07E - TR, 47
STEERRAIG, A n oiByE . AbFE24 his , B E BB AR AIIER , L (b) Fis, SXTRRAA L, HE R
WS I S EBICAN BRI £ . K1 (¢) R, SXHRRAMLEL , AR AEHCT 116 R/ R M50 &
WM N R (P<0.01) . B AP0 M I R NS5 I A HC T 116 3G B Z A pLT] , RAEAUTE ),
Hor R Mo femzng (T), WA PN R FIDNAZG T, JF BAH R 5 6H AR M Apollosd e Yk Mk R b
For DA L 3 RS . FER R B e R, & 40 EQU PR 3 i 25 TR (P<0.01, El1(d~e)) . LA
S . AT DL R A S i AN HC T 116003958 .y SR E e L PR A& i i HC T 1162
KAGMEIVER , JELE5255 R FH50 nmol /LAYH: LA AL H24 h.
3.2 EBEEEEKASEBEMMHICTI6T R KB

RGN 2 PR 25 I AN HC T 116 SE R JRE 1 i sZ i, FHAR )ik 5 e £ PR BN S5 s A C T L 6
mE 2R, 5XFHDMSOZAA LY , 280 [ PR AR B A A0 A s R 5 B AN/ NS 0 38 I, S L R ATl HC T 116
YN s
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(a) ()
0 nmol/L 25 nmol/L
100
80
§
3 60
- 40
HO! o) %
F 20}
W o 8H:0 0 , , ,
Q C‘S{D %Q \QQ
WesE/ (nmol/L)
50 nmol/L 100 nmol/L
(d 0 nmol/I. 25 nmol /L. 50 nmol/I. 100 nmol/I. (e
100 -
e 0
EdU m 25
< 80 | el® 4 50
% ool v 100
#H o0 [[®
jung
% B
1] A
DAPT 2 w0l
= ek
=
R = 20| ’—}‘
Merged 0 L
1 O B S
W/ (nmol/L)

1
11 (a) B A5 () AIMTERS

SR R T AN B I U P AL B HC T 116 4RI 25 (0732 4k (2001,

K EE M AL EMEICT 1161 EE A 220

10 pm); (¢) CCK-

ZE LR T R R R R B AR B F HC T 116 M S B4R 1L 5 (d) R RXTDNAZ HIACE RIS 5 (e) 4IREdU /Hoechst H M &

iéﬁﬁ. SXFRAMIL, ¥R R P<0.05, *FR/P<0.01. FrR: 200 pm

(a) 0 nmol/L 25 nmol/L (b
] ;. 800' ° [} 0
m 25
600F A 50
E o v 100
w2 400f
=
=
vV 200F ﬁ
0 1 1 L
O N
iy W&%/(nmol/L)
50 mﬁdl/L 100 nmol/L
B 2 EERNALZHEMABMHCTII6ER KA DS
T (a) AN [) e JEE 1 0L PR A B 00 45 SR e AR PR R A 5 () AR [ BE T 2 AR B A 438 i S e B B (n=3 5 SXTHIBAIAMALL , *5&

RP<0.05, **F/RP<0.01)
3.3 HEEBRFSALBEMAMICTIICAT
1837 Annexin V-FITCRUGL I A 7 240 A SGHA TR

Y5 AN [ e 5 e B PRV A 3N 238 e 4O HC T116 24

WfFOL T, AR TR B g TR, BERAGITE X (P<0.01), B A AEGE (e FHCT11641 i 14

T (E3) .
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(a) - 0 nmol/L - 25 nmol/L (b
—4 0.44% 2. 08% —4 0.81% 6. 76%
40 .12
— — | ] 5
oL 2 [a o o 30 L 25
8 'J_' A 50
o o] = v 100
96. 34% 1. 14% 0. 63% 1. 80% iy 20 |- "
104 10° 100 107 100 10° 109 107 = A
Annexin V Annexin V 10 FAR
. 50 nmol/L N 100 nmol/L - .
= ’%‘
—1 1.65% 13.07% =] 2.42% 27._ 08%
\CDD— &_ () | 1 1 1
- - Q o Q Q
= . = . V9 AP
2 S :
WeSE/ (nmol/L)
180:91% |©  4.36% 64:58% 5.92%
100 10° 10% 107 10*  10° 10 107
Annexin V Annexin V
3 HEEEMAZEBEMEHCTIICRAT R
T :(a) FITC-PIAT B ENEE F 5 (b) FITC-PIAT A E /T HE & (n=3; SXREAIM L, **FRP<0.01)

3.4 HEBEMALBEMBICTIICHENR M

A EAE R AR A0 M A KR R ) L RE TR, XA A Y & e R R O E L. (I, dREE AR
XTHCT 11620 Ml 2 MRE FE A2 . SR AN [A] R B A e L AR BT C T 11640924 b, SR (0 A 2 W AeU AL il 7
D3R S A TN, Foe i 43 B O AT HC T 1 16 40 M A A MRS FE AT RS2 . QT4 (a) B, 00 PR I 25
IR T HCT 1164 M 1) 8 A TS FE AT I S Wk BE AR M

(a)

L2r ® 0 (b | o ® 0
m "
«4.1‘0'03’ * R M_l-o'% ) A 50
% 0.8} B .. Y100 = 0.8} 3 v
= py “
Zo0.6} - & 0.6 .
€ 0.4} Z 04p
= =
=02} 0.2}
0.0 " " 1 0.0 1 1 :
SIERCIIPCIIRN SIERCIIPOIIN
WSE/ (nmol/L) WS/ (nmol/L)
4 EEBENAEREMABHCT116HEKS BN
TE:(a) MR XTHCT 11620 M # Z M HFEK T A2 5 (b)) mE RIS HCT 11640 M FL IR A= K P i 52 . S5 X5 BRATARLL , *3%

RP<0.05, **FRP<0.01

FEIEOT , Ira AT i R A LR o0 . LA, e 4 it e < W T RE A 2 0, nRE =0 85% 1
AP AN ZLIR. L , 5 5 ZE L I HO T 116240 ML IR A= LA S A . SR FHA [l e B iy ek L PR A B HC T 11624
Jit, 37 °CHiF724 W W AEEFRILAANAL , SRS FHFLIRAS 70 St A T, fJa e A L RIS HC T 11641 i
FURAE UK 52 . a4 (b) Fws , LA 35 R T HCT 11648 it A LR Az BU/KF- I S 3k P Rk
3.5 MBEEMAEREMBEICTCHEEREMEXE FHIIEE

SRtk — 2D HRGTE [ RIS HCT L1620 JROE I IR LT, 5 880 Ar 1T 40 SR e A A Qi ads A2 AH S A 7
FER -, il idreal-time PCRERSTM: U RS E ARG I3 A2 AH DG I FmRNARYSE A . R FH50 nmol /LIy 1 A 4k
FHCT1164024 h, JEfTreal-time PCRIZLS. WNEISFHTR , HEELNAMHCT 1164000 )5 , 2 HElEfi A a1



628 PR (AARBRARRHE30) 20254F

THImMRNAZRIA AR AL, HrP GoPDRYE LR B3 (ZY2470%) . 48T GOPDIE iR I i i 1Y
SRR , ST — 2R B B LN GOPDRIK A K- (5

1.5

NS
O DMSO NS .
o ﬂiFjlil NS NS NS NS NS
NS

NS
B 1L of }
% \S
X !
®
Z
-y,i #% =
=
Z0.5F

sk

L

O O ® 0 0P @O O N W
LI R R R R G

HE[A]
B 5 EEREMAZREABHCT6EERBAEEZRPHEXEFmRNARIEKFEHNED

. *FRP<0.05, ¥*F/RP<0.01; NSER L RENELER

(a) 1.2¢ (b)
HCT116
L B 0 25 50 100 nmol/L
g ~70 kDa
" COPD g -
)
0 .
*ﬂg . Bractin s s w— - ) ],
Eo. us
=<
o=
0.
0. .
° H & @
W/ (nmol /L)
1.
i 0. el
® o. £ .
o * 5] &5
= T & B
x 0. - =
=
0.
0. - ) .
S e @ o e @
W/ (nmol/L) W/ (nmol/L)

B 6 EEREMAZBEMAMHCTII6H0G6PDRIE N

7 (a) HEE X G6PD mRNAZE LK IS ; (broc) BEE X GOPDE R FEAK RIS 5 (d) PN GePDE I PR 5
. *3FRP<0.05, ¥*FmRP<0.01
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3.6 MEBEEM AZEBEMBICTII6F GEPDHIIAIE

PRI EL G G PDERIA K52, R AN RV BE A L PR AR PR HC T 116411824 b |, i i real-time
PCR (519175 W.3e1) . Western Blot A K GEPDREGE P 5L 56, Al iH: L R X GePD 2 . WnEl 6w , S5X)
HEAHAHEL , i RAR RS AU HCT116 40 - G6PD I mMRNA (F6(a)) FIEH B (K6(b~c)) FiKKFLU L G6PD
TEPE (El6(d)) 35 2 R A2 o B AR
4 BHEE

S VR T A0 B A ) 2L 5 A M A JE B B 290, Ay J PRI B 1 i 1 T SR A D AR N DA AR A A
96 4 2 R A T AT A QI B R AR O . X —RE AN I A0 BRIt T AR B O T I Ko T RN B
830 RIS, AR PN AMR I AR At T BB B s R R M B 2R, NI RRE SR, S R S A
TR AYRTIA , Xl 2k K B S35 O PR R PR 234 o | A2 1 st A o 2 5 e 20 B O TR 24 1 2%
VIFHSERS . 25 il — P apkms 2 G ER , A LB AT ik — EE R st 0. Ik, Bt
SO TSR (AN PR ), PR o e e g 8 1 T A2 3032 DG . AR ST TR AR 2R H: EEL TR o 3 o e 4
S8 A0 M A R R e i 235 B s A M X 24, DI & s 036 T TR RERTI& AR .

WFFE 25 S R, e L R REAE R i 45 i e 200 A A 5 M T RS R LR =2, ATl AR A o o o R = 2 R
ST T 33— A5 A 5 e 2L DR 5 A e o e st A 3 R 75 B am k(R SCE 28 i G6PDZE i 4
JL RS 2R R A SRR, IR B R T LR S R G = TR AR R . BRXT G6PDAT W R AL
1 [ PR3 ] BEX HA S5 A A WA CIAR SC O JE DR (UNFH | TIGAR) 77 —E 56 , 22 I 0T REsa i 22 Rhid Az i
Frbfed BRI B i RE . G6PDYE A PPPH A SR , ELPPPAYEE — AN A ]t i i A5 BINADPH , T4k Fr40
M B SE A AT A A N ST A SR B T R AT BB R I GO P DAY IS , SR HJE i@ 1 4y PPP
(INADPHAE A, AT 5Z 00 25 B A0 B ) B FRAR THAEASHE T . NADPHYE N — T4 AL, nT LAk G0 4 bl 27 /=
AR (ROS) #4497, fEdE4iarEss . B o b , ROSIE i S8 Ak I S v A k4 i 16 7, i ik Z2 RO SR
ZnlREFEEM AT B ST MR Rl G6PDIEENADPHAY A AL, 05 FirJed 4 B B AL B L, 4 dE
H IR e %45

PPPYE MR — A0 3, GEPDAE Ak 3 25 4- 6- B R T4 Ak Ry - Wi I AT A 08 PN R s, Sy ey 4 42
HENADPHAMZHE-5-BEAR P37 . SEFNADPHTEAR TR & M AIROSTE bk H 1 SCE-1E AT, DL E-5-B R R
WA AR R A R AT UR PP PR S A IS A ROSKSE BT, I35 I HH % iR AR
I R 1) 7 2 19038 =391 2 FR 1|1 (1 R XF G6PD Y RZ A LA X2 G6PDAE A PPPES — A BREE Y A €6, Aok ZEitt—2b
ARSI L XS PPP A EAR S HL . Ak , AR SCAE & B I PR FE RS SRR B K- B PR G6PD, S8 Y B
FEAE RS RN ATPREE , WOATRIRASGETH: 2 R 7538 L AN AT - ATP R 2 5 G6PD 1 S A BHIR R

Ak, MR e b 8 T S RIAAE R A A EAE I OC R . M i o R, nI Bk — R 5L
Whar a2 . BN, JT A SCHER Bax WA AR AL P RERZ MR 7 T OCHEEGPD RS M , SE M2
oo 240 (A QIR AE 10— 410 2z R T i B Tl A A & A OAT SRR , ol by 200 B AR RO T A 2% 1) At Qi A2 LA
YRR AR Biivsd 40 A R T S AR R YOG R A 1T RE A IR EE G IO TS TR R A s . ol i e LA e
M AR A R AR AR RE B LA S PR T AR DI DR A iR A8 Ak, T DS 8 35 X7 B4 S5 I A A= A7 fy (43 -4
5 &g

ZE AR, A SCHE R T DR T e 5 A QA A T 4 i i AR B A A B HLR . AT N AR A
[MIG6PDZS B 25% , (HAF 5% X — & B R 45 M IR 7 3R AL T3 R0 7 25 Wik e Skt , o IR AR
RS AL . SR AR T S AR T SRR R . ROk, Bt I M B IR AR AR PN B R A R
Ko S HA 25 A L AT &, U A I PREZ BESE I iRy T 4.
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