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W E HM Ara ARl TR R 8 g8 M2(PKM2) | $LER B 285 A (LDHA ) &k 3t /o % v 55 B L T 4 6L 17 (Th17) 2 AL e AL
# o FiE M CHTBL/6 s RILAE F 43k 8 naive CD4' T 4w i, id 1t e A\ € 18] -4 ) 3% 7 5 5 72 h4& naive CD4' T 28 i) Th17 4w fieL
S, EFEFHEREE, 53 A 0CE AATIR) 20,40 .80 wg/mL A B 2 4 ik 47 4L 32, K A 7 X dn e KA 2 fe o Th17 2m fe
AL, SRR Yo & A da IS e AR P R ERER  SLER R T, R 5 B SRR F- 18 45 Sk RS B4k KRB (QRT-PCR) ik A4 4a
H P AL B A8 % 95U 2 4R yt(RORyt) . PKM2 .LDHA mRNA % i H 51, 5K /i Western blot i £ it 7 PKM2 . LDHA 13 5 46 % f=
- FE W T 3(STATS) \HRER 1L STAT3 (p-STAT3) & & Ak oL, G5R 5 d s Bakik, £ 20.40.80 pg/mL A B E A 72 h
J& , tm B Th17 2m fe oA v 4 5 3 4K T 6.74% .8.41%.9.24%; tm fL3& 3x L ik ik ' dER B | SLBR KT, 48 it P PKM2 . LDHA .
ROR~yt mRNA # ik /K-F A& 20 e PKM2 \LDHA % & 4 ik R -F A= STAT3 B2 1L K -F 3 2 F A8 (P<0.05) . 4518 A8 7Tidad
T PKM2 LDHA A& ik 5k BeARHE B 8/ -F | 3 o 4] Th17 Zm i1t

IR AFEEABEEAL S NIE T G e 17 ; 05 BR B EL B M2 ; SLER L AUBE A

Mechanism of catalpol regulating Th17 cell differentiation by interfering PKM2/LDHA expression
GE Yu, CHEN Xue, WANG Furong, BAO Yujie, DING Peng, ZHOU Lingling (School of Pharmacy, Nanjing
University of Traditional Chinese Medicine, Nanjing 210023, China)

ABSTRACT OBJECTIVE To investigate the mechanism of catalpol affecting the differentiation of helper T cell 17 (Thl7) by
interfering the expressions of pyruvate kinase M2 (PKM2) and lactate dehydrogenase A (LDHA). METHODS The naive CD4* T
cells were selected from the spleen of C57BL/6 mice, and were differentiated into Th17 cells by adding directional differentiation
stimulants for 72 hours. At the same time, the cells were treated with 0 (directed control), 20, 40 and 80 wg/mL catalpol. The
flow cytometry was used to detect the proportion of Th17 cell differentiation in cells; the colorimetric method was adopted to detect
the levels of pyruvate and lactate in cell culture supernatant; mRNA expressions of retinoid-related orphan nuclear receptor gamma t
(ROR~yt), PKM2 and LDHA were detected by qRT-PCR method; Western blot was used to detect the expression levels of PKM2,
LDHA, signal transducer and activator of transcription 3 (STAT3) , and phosphorylated STAT3 (p-STAT3) proteins in cells.
RESULTS Compared with the directed control group, after 72 hours of treatment with 20, 40, 80 wg/mL catalpol, the
differentiation ratio of Th1l7 cells were decreased by 6.74%, 8.41%, 9.24%, and the levels of pyruvate and lactate in the cell
culture supernatant, the mRNA expressions of PKM2, LDHA and RORyt as well as the protein expressions of PKM2 and LDHA
and the phosphorylation of STAT3 were significantly reduced (P<<0.05). CONCLUSIONS Catalpol can reduce the glycolysis level
by down-regulating the expressions of PKM2 and LDHA, thereby inhibiting the differentiation of Th17 cells.

KEYWORDS catalpol; glycolysis; helper T cell 17; pyruvate kinase M2; lactate dehydrogenase A
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TANRIL, 2 kT Aot 7E v B R b X KR Rk
0.429%", 24 RA MR A58 4 B, R BAL 47
TEWAMEG A . GBI PE T 4088 17 (helper T cell 17,
Th17)/& CDA T4l EEWREZ —, il S LRSS
IR SORE Ak & MY . BFSE R, Th17 i 2y
TH A 3 U S RE R - [0 1 4R LA 22 17A (interleukin-17A,
IL-17A) TR 9 RE R , Hash B 43 Ak 23 (8 ik 2 Pl o 4%

China Pharmacy 2024 Vol. 35 No. 1 <15



SiE PN B S B M 1) K A R e, N 22 R A REARE |
RAETEM RASEY, Th17 40 AE AT i S DI RE M
A7t A v AR = [ TWE TR AR, S i CDA™ T 401 i
FAPHE TR At BB AT 250080/ Th17 4 I B

TN iR 184 i M2 (pyruvate kinase M2, PKM2 ) J& A i
fiff o i — AU YR 0 R GH G, TERE TR AR AR Pl S
PEF®, #F5% R, PKM2 7ETG 4L 1 CDA™ T 40 fifg Hh & 3%
A HOR AR R PE Th17 40 0 AL e b/ i ™. #LIR
Jlii &Ml A (lactate dehydrogenase A, LDHA ) S 4 i i fix
Je — A BR b B G SR, AT Lk DN R R Ak LR L T
TE RA W], FLER R R AT 4] S0 fegie s ™

¥ R % 2 B Ml S A W) W ¥ Rehmannia gluti-
nosa Libosch. (T B el TERHUR , jii & PR S ™ , J5
TR M A T R R B AR e, AT T
BTN ML I 03 B B (A B i R AR FF
P v b ) EBEEVE  JB T IR R A
Yy, BAPUAAL DR TR R AR A (e R
il feb e fe A A TR . AR AT IE & B, B
P m B S 9 G i 475 S OG5 4% (collagen-induced arthri-
tis, CIA) /)N Bl Th17 20 64 73 fb S 73 WA 05 1, el
Th17 45 5 73k , > 9 R 100, #E T35 CIA
ANEOCTTRAEY s A RN FERE R] BB 1 A Th7
L0 2R R G2 A RAR TR o b, AR PR i A5
B, BEREREAS i 25 52 CDA” T 4 M vl A Gy =
Yook PE e ABE R AR R AR A b S
A7 Th17 20 M AR b o3 A BB | PR A 53 2o 1 31
PKM2/LDHA K5 M Th17 240 UBHTRE S , DA I 845 240 A
AL T REAIL , R A B0 RA G502 M 52 A= 00 8 1 IR
JYRIg SIS

1 ##
1.1 EEUEE

Gallios 73 24 7 U A L {1 [ 55 ] Beckman /A ]
Roche LightCycler96 %I 52 i ¢ 't 1 i PCR A F Fi -+
Roche 73 F] ; M200Pro % i #5 { W4 H %t 1 Tecan 23 A 5
Bio-RAD ChemiDoc XRS+# {4 R 4t H € [ Bio-Rad
/8 ) 3 Micro 21R 7 57 3 v Uk 250 HILIA 11 2€ [ Thermo
Fisher Scientific 2\ ] ; autoMACS Pro %4> H shiif £k 431k
U 1 [ Miltenyi 23 7]

12 FE#HRBSIKA

FEEEX IR S (L5 J0TGB150957 , 4 i =98% ) I [
VIR A R A FR A R 5 /N B naive CD4” T 4>
eI R &  MACS 73 % 22 v W LS A (4t 5 43 1
5221105782.,7211100380 5220124006 ) ¥4y [ 7 & Mil-
tenyi 23 w5 38 Y 5 72 BB GOk i 5 PCRAS DI
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& WUIR WOE =X 5 &k RT-PCR iR F) (3t 5 43 51 Ky
027E2232EA \TETO3F3) ¥4I [ R 5L 15 08 A6 W b B i
15 FR 23 7] 5 Leukocyte Activation Cocktail 470 14 (It 5
2026781) 4 H 11 7 4k = W B 40y 8 BR 23 7] BD
41 it [ 5 i3 R L BD B /0 R R L A i
# -17A- ¥ 41 %5 1 (interleukin-17A-phycoerythrin, IL-
17TA-PE) 44 (4t 543 3114 1361481 2028447 ,2017782)
3% A 5% [ BD Pharmingen 2% 7 ; ¢ 6 R bR iC B9 CD4-
FITC Bk (L5 2410094) 1 F 3¢ [ EB 22 w5 A il /iR )
R FLRR I & (#5052 20230213 .,20230211) 3
WA 19 T AR ) AR ST 5 il PRM2 R LA 5
T S 0% 005 I F 3 (phosphorylated signal transducer
and activator of transcription 3, p-STAT3) . STAT3 PR
UK (41653 1) Ay 4053T ., 9145T . 126408 ) 241 [ 5 [
CST />l ; feilit LDHA S5 BEHTiA (145 00102198) 1 H
J[% Three Eagles 2\ f ; fuilit B-L3I & [ (B-actin) £ b
BUAR (41t 5 12w2944) 1 [ 2% [E Affinity Biosciences 2%
Al 5 BORR o A A W AR OO Y LR R B (it S
234750512) 1 B ALt AZ S AW BARA R A H] .

1.3 zh#

AW 380 R 6~8 Ji 4 1 SPF 4% f B e
C57BL/6 /N, 210 H, W F BT BE 2B, S5 3 A= 7
YFATIE S SCXK (#)2019-0002, 5256 5h ¥y W A 7E
B 2 R S Sl Wy b e 3R e SR ) )RR
B UOKETE AR B T R &R (23
2) °C, HIXHZEE N 40%~60%., B IEE 2 RFshie
PRZE 51 2 W AL UE T ARG T shi sE 96454 , 1o
441 202103A010,,

2 FHik
2.1 /MR naive CD4* T 4R 2335

HRU{gt e CH7TBL/6 /INERL, F LI SAE AR BT | B T Tl e
B0 75% LFEHIR AL ZE /D 15 min, 7EJCH PR T 5]
JINER., BB ) 8 B A2 2 2 A, 4% B naive CDA4" T 4
it 432 3250 0 d W P R L KA MACS 43 2% i
7% . Biotin-Antibody Cocktail #E¥K , T 4 CCAAF N G
A 5 min, FlJF KA MACS 431422 1 . Anti-Biotin
W3k .CDA4 W3R , T 4 °CH&A4F T REEIEE 10 min, 4365 5
min R 1K, FTIF autoMACS 4> [ Shid Bk /A%, 5
I BERERE T, F b 3A 3 H e W K 1 240 B A2 21 LS
R WA T AR, AR FR AR 3R, &
IF43 M5 B5.0 (1 000 r/min, 5 min) , 5 3, FH & 20%

54 M5 1Y RPMI 1640 15 #5258 B 114 naive CD4™ T
YL, FEE AN R (0.5~1) X 10°4>/mL.

hEZG B 2024 4E55 35 545 1 1



2.2 Thl7THBESWRB R E ST K 5y A0 18
2.2.1  Th17 4RI 4 e 57

B3 165 i naive CD4™ T AL 37 T3 20% iR 4 1l
TH I RPMI 1640 553, 43 BI LA 2 X 107441 1Y 25 BE 4%
BT 24 LR 24 FLAR R B HT 4 h AR T iR B Oy
2 pg/mL AYHT CD3 Hrif fitdr CD28 Hi A& (4L AARL 1
mL)], 52535 ThO 24H . Th24 £H . Th48 £ F1 Th72 2 , %541
W3 EFL. Th24 40 Tha8 £H .\ Th72 40 45FLI 2 BmA
JE 1] 43P %R0 11 48 i A % 6 (interleukin 6, 1L-6) | IL-
23 %% b 4= K A F B (transforming growth factor beta,
TGF-B) % H 2 5T i V& 2 43 51 25,205 ng/mL, Jf T
37 °C.5%CO. 458 705535 24 .48 .72 h, LLiF5F naive
CD4' T Zfififd17] Th17 40531k ; ThO ZH A0 A FEA TR fb Ak
PR A 40 AR AS I naive CD4™ T 40 it 7 Th17 24
JitL oAk el
2.2.2  FEREZZ )5 Thl7 40MI R4 42 K ik 3

H4 0305 B naive CDA' T 4015 35 T4 20% Ji 4 1fi.
5 RPMI 1640 K558m0, 435I LA 2 X 1074 /LAY %5 B 12
BT 24 FLAR P [24 LA D LB HT 4 h AL BT BV N
2 pg/mL 4T CD3 P& At CD28 Hi ik (R L B AR F 1
mL)]. SN BEZH (0 wg/mL) FIFERE 20,4080 wg/mL
20 (W B 25 2% SCHR [ 11 RDAS SR04 iy 300 790 592 36 2% S 4%
B, BB INESL . BN AE [ 53R
IL-6 ,1L-23 , TGF-B & H: 2 Jifi i ¥k J& 43 1) 4 25,20 .5
ng/mL, F*37 °C 5%CO. M5 T HiFR 72 ho WAE2H ) 34>
AL, T AR R LW T SRR L FL R K - A Th17
I ok H ARSI 5 ) BRUREZH A 3 A2 AL, FH Tt rp
PKM2 LDHA . ¥ # 2 #H 5 I L AZ {4 ~yt (retinoid-related
orphan nuclear receptor gamma t, RORyt) mRNA ik A9
RO 5 LA 2R 3 A AL, F T 4R R PKM2,
LDHA STAT3 .p-STAT3 £ [ KAV s I
2.3 Th17#pas4L bk Bl

K P a4 B ARAG Thi7 Z0RE AL HE ] 43 H
“2.2.17%2.2.27 T Ab PR S A0, 240 G B B L A A
Leukocyte Activation Cocktail $ii {4 , F* 37 °C , 5%CO.
BN KSR 4 ho WS A M O B R AR 2% vl
(phosphate-buffered saline, PBS) {5 ¥t 1 ¥k . A 1 pL
CDA-FITC HifA = i HOEIFEE 30 min, LI PBSTHUE; A
1 mL BD 4[5 /15 171850 2 IR G 20 min )5,
1 mL BD &%/ B AR U A 2 wL IL-17A-PE Ji =
PR ZE IR CHFF 40 min f5, A 1 mL BD B35/7k %K
FIHVE; A 500 wL PBS 524 g (41 A 2 A 2 X 10°
AN/mL) , B i HAEASI Th17 4ok He i), -
fiiFH Flow Jo V10 5\ #E 745 R 53H7

TEZD; 2024455 35 5 LI

24 YHBEIESE LR RERER . ZLER K AT

SR TG A A I 28 e 5 5% IR b N AR LR K
o BUU2.2.27 100 F AR B A0 A, AR RE SR BB,
J R FE AR R IR S I AR I A s R LI
WHEEAAA = W R LR KF- o
2.5  #HEEH RORyt . PKM2 LDHA mRNA &£ #&

SR FH S5 s 29 Ol 2 k- 306 e 5 3R G Wl % XS 7 (qRT-
PCR) 46 41 it H RORyt . PKM2 .LDHA mRNA ik,
H2.2.27 0N Ab B 5 A0 AL, >R FH Trizol 164 HUAH i b 5
RNA, 350 5% 5% & cDNA, 3 LA cDNA WA= A £ 45 PCR 4
W ROWARZR (320 wL) 40T : ChamQ Universal SYBR
qPCR Master Mix 10 pL, It F #5147 (10 pmol/L) 4%
0.4 wL,cDNABEA 2 wL, FE0IR — LFR/K 7.2 pLo [N
ZAFINR £ 95 °CHAEME: 5 5395 °C7EE 10 5,60 °Cil K /4E
#1130 s, 40 MEFF . LA GAPDH NS, R 2 ik
THE 4 B 23 mRNA (9 £k 5. 519751 %R H
Primer 5.0 AF 3T, A T A9 TR ( B ROy A R
OSElE L TR B 1.

®1 PCRI|¥MFFI R B K E

HEHA SI4FAI(5 3" 5K Kb
LDHA [4##:CTGTGGCAGACTTGGCTGAGAG 156
Fii#: TCACCTTCACAACATCCGAGATTCC
RORyt Fii: ACAAATTGAAGTGATCCCTTGC 127
Vi GGAGTAGGCCACATTACACTG
PKM2 4. TGTCTGGAGAAACAGCCAAG 105
Fii#: CGAATAGCTGCAAGTGGTAGA
GAPDH iE: AGGTCGGTGTGAACGGATTTG 123

Flif: TGTAGACCATGTAGTTGAGGTCA

2.6 “ZHAEth PKM2 LDHA STAT3 p-STAT3 EHRIE
i

K FH Western blot 2 & Wl 41 it 1 PKM2 ., LDHA
STAT3 . p-STAT3 & H K ILTE AL . W “2.2.27 U T 4b B
S AR, 0 A e P A R ) R Tl A0 S ) N
FE B ZE VK 1 244% 30 min, AR5 #E 4 °C F LA 12 000
r/min &.0> 30 min, 53 &5 FIE , R H BCA kil i h
SV IR PR R A T e AR T . B 20 pg B ER
FHEAT 8% 5 PN Mok iz 5k e FL Uk (PR 150V, FELTK R[] 60
min) 73 &5, LUK 58 S % 2 0.45 wm PVDF R (% i
it 400 mA , #% B E] 60 min) -, SR )5 FH 5% 4 I3 1 2
P 28 it B AT 1 g BRI JS 430 in A PKM2  LDHA |
STAT3 . p-STAT3 . B-actin — T (F & B 4351 >4 1:1 000
1:1000,1:1000.1:1000,1:5000),4 °CHFHE 1174 5 H
TBST 2 el 3 UK, A Bt (W BEBE 4 1:20 000) ,
R E 1 h; FH TBST 28 M PR AR 3 1, >R I3 s fb 2
& 63 (enhanced chemiluminescence, ECL) i {4, & G k6
W B B8 H B FRIAE B, R H] Image Lab #0317 K B2
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{E53HT . LA BARE 15 WS B-actin 85 17 55417 K BE(E Y
FAE F R BFRE I 5 &, DA p-STAT3 5 STATS &
M IR FEA A0 LA 2678 STATS FOBERR 1L K | BT A 45 51
P B AR e — b b 2,
2.7 HitFEFHE

K F GraphPad Prism 8.0 4%} 45 S 3E 4745 110 Bt
FWVERE, BRI x + s Fmm , 241 HOBCR AR R 7
ZE00 M, S — 25 1 4 1) T R LR H Dunnett” s ¢ K256 o
K5 7K M =0.05,
3 H#R
3.1 f&5MTh17 HEESD LARE MR IE R

5 ThO£H[(2.53 +0.48)% ,n=3]Ft4%, Th24 4 . Th48
ZH \Th72 4040 i b Th7 40 i 534k B il [ 53590 K (4.51 +
0.68)% . (9.86 +0.56)% . (18.80 £ 0.70)% , n=3]3 L &
Th (P<<0.05) , HEA — & Bk BEAR T M 35, 45

ILE 1,
10° 10
Jo1 S o
10°4" . 104°
o 1074 o 10
D &
N 10°4 <1004
4 2
= 104 = 104
104y a3 10" 4, a3
0 980 0 963
10° y v v T 10° Y T "y 4]
10° 10" 10* 10° 10* 10° 10° 10° 10 10* 10 10" 10° 10°
CDA4-FITC CD4-FITC
A. ThOZH B. Th24 2
10°
1
100"
w 10'7 m
R P
<104 <
4 2
= 104 = 1004
1014, a3 10" 4, a3
0 90.1 0 82
10° Ty T 10° B L R L At e
10° 10" 10* 10° 10* 10° 10° 10 10" 10 10° 10" 10° 10°
CD4-FITC CDA4-FITC
C. Th4841 D. Th72 4]
Z =3 N pr=
1 5MESEHR S Th17 4888 548 b 6146 M 59 7R
KA E

3.2 HEEEXT Th17 4R 454 =20
ZAbFRT2 0, X HRAH[(16.70 + 1.41)% , n=3] L
B, FERE 20,40 .80 pg/mL ZH 20 it i Th17 20 i 534k L 1]
[(9.96+1.33)% . (8.29+1.07)% . (7.46 £ 1.31)% , n=3]
P 5 2 REAR (P<<0.05) , HEAT — 2 (0 B A e i
AR ILE 2,
3.3 FEXTHAiESE iR PRI ZLER R R0
ZACPET2 W5, SRR Fo A A 20,40 .80 pg/mL
ZH 2R IR L W R R R | FLIR KT B R (P<
0.05), HEA —E MR BRI 8RR 2,
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10°
o1 o2
~{oo7 929
S .
m m
A D
:
4 2
~ 10°4 = 10°4
10‘?0‘ Qa3 10‘10‘ Q3
088 840 108 896
10° " v T T 10° & ey "
10° 10" 10* 10° 10" 10° 10° 10° 10" 10* 10° 10" 10° 10°
CD4-FITC CD4-FITC
AKTIRZH B.FERE 20 pg/mL 4
10° 10 -
Jot . @ ot o2
. 10027 3 . 835 1 03 927E-3 . 715
m w 1073
P D
< < 104
4 i 2
= 10t = 104
IO]jQ" Q3 IOl-Q4 Q3
115 205 126 a9e
10° T ) T v 10° T T  ERa T
10° 10" 10* 10° 10* 10° 10° 10° 10* 10* 10° 10' 10° 10°
CDA4-FITC CDA4-FITC

C.F¥EE40 pg/mL 41 D.FERE80 pg/mL 41

B2 HEEZANIE fT4HRa & Th17 28 fa 5 44 bk 5104 i 54 37

40 A E
F2 FVAMLESF LEFRPRINERFNZERKTENESZS
H(x+s,n=3)
il TR (wmollL) S/ (mmol/L)
TR 0.114£0.000 285£0.03
HEBE0 pgmL 41 0.109£0.002 2204002
FEE40 pg/mL 4 0.105+0.001° 1554005
FEE 80 pg/mL 4 0.09+0,001* 082002
a: 5XF IR i, P<<0.05,

3.4 FEEXIAAE R PKM2 LDHA  RORyt mRNA Ri%
spA|
ZAPRT2 W5, SRR F AL AR 20,40 .80 pg/mL
ZH 4N PKM2 .LDHA \ROR~yt mRNA F&iA /K- i 2%
FEAR(P<<0.05) , HEA — & iy FE O vE a5 . 25
W3,
#*3 HHEMAH PKM2 LDHA RORyt mRNA &%

IKERMER(x+5,n=3)
ik PKM2 mRNA LDHA mRNA RORyt mRNA
TR 1014004 102004 103006
FERE0 pgmL 41 0754 0.03¢ 076+0.01° 0.75£0.02°
FEE40 pg/mL 4 0.65+0.02 0.66:+0.03° 060001
FEE 80 pg/mL 4 0524002 054£0.01° 051008
a: 55X IR i, P<<0.05,

3.5 HEEEXT4HAEH PKM2  LDHA p-STATS3 #1 STAT3
EARIKHIZM

ZACPET2 W5, S X R F AL I 20,40 .80 wg/mL
21 20 i PKM2 . LDHA £ 13235 7K F ¢ STAT3 B2 1k
K2 i AR (P<<0.05) , HLELA — 72 Mk B Al b
e, A5RUIE 3 FK 4.
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PKM2 60 kDa

B-actin 42 kDa

LDHA ) S | 32~37 kDa
1 I 1§ v

A. PKM2 LDHA # 1

_STAT3
P 79 kDa

Bractin I““ 42kDa

I Il i v
B. p-STAT3 .STAT3 # [

T XTI s T REEE20 pg/mLgH 5 I : FEEEA0 pg/mL4d ; IV « FERE
80 wg/mLA
B3 &AMITH PKM2 LDHA p-STAT3 #1 STAT3 &
HARIEREBEIXE
x4 HEAMPIR PKM2, LDHA & &% STATS %
BRI KFENELER(x£s5,n=3)
413 PKM2/B-actin LDHA/B-actin
TR 10040.00 1004000
FERE20 pgmL 4 0.76£0.06° 080+0.03*

FEEE40 pgmL 4 0634002 0.62+0.04
FERE80 pgimL 41 053003 039£0.05°

a: 5X] IR Hedgs, P<<0.05,

4 iFig

RSN FHT CD3 Bt Fidit CD28 HL AL T 21
JtL, BE40L T 240 M5 A B AU SR JE 0T T 4 BRs 5
P48 14 B 3 19 07 e o TL-23 X Th17 40ff 4 A5 K 2
HA B R X IL-23 SZARTEIG ALY Th17 4H i b &3k 1
PEUI T IL-6 . TGF-B 42& Th17 434k i & s 2m it X 1~ 1L-
6 1] 1 STAT3 {5 538 AL #F Th17 % S 4y B 7 &
ik, Il CD4" T 240 M 17 434k Th17 3 2™, I,
AMFFEAE AT Th17 41 SRR R B, 646 IL-6 . IL-23 L)
FACHR B2 1 TGF-B AR R IR . WFSE4h R0, 5557
72 h AT {dZ AT o Th7 4 58 20 W] A 534k L 1], D RH
AR SMFE T Th17 4H H 2 1) 43 A A B s A5 R 2 | by I 2 5
K WFFE 0 E T AMA S Thi7 40201k 55 35 i 51
20 o S0 R, 5 IR LA, R 20,40, 80
pg/mL ZH 40 i o Th17 40 i 531k Lo 491 5 2 B A, R W A
BERTM] Thi7 40AE b5 i isi itk . iR gh i 5 AR
R AT S S e gt R — 3 A BRI R

TN i 1% 354 1§ (pyruvate kinases, PKs ) J2 % 29 B A€ 1]
IE RS e () — A E Bl , N BT IR RN R A i
VR 2 A T 3 2 b e A oy i — IR RN TN PR . ZEAIR
AIREET , PR R W 20 B 5T b (Y LDH & e CALRR , I
IR T e iR M2 % — % R (nicotinamide adenine dinucleo-

 E— - 86 kDa
——

p-STAT3/STAT3
1.00£0.00
0.66£0.09°
0.48+0.07°
0.37£0.05°
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tide, NADPH) ¥ k. NAD™ . Fh ot nl 1, P Tl i 2
P ff 3 A 10 HL bR =, o A A0 A Qi A 4190 5 5 9% EL
AT S5 T 2 R B = A= W FLIR |, 50 UM I i
Syt AR, DRI R R SPL R 114 7 ST T A5 - sz W24 i
PR KE . AP R, AL B 72 h 5, 40
WEIE R P W) N B R | FLIR () 70 WK S A, H B —
JE [V FE PR B B X B /R AR AT R 98 Th7 43 Akad
TR v 1) 20 A A o

PKM2 /& PKs %) — i [7] "1, 388 % 76 54 5 240 Jfd 1 e
L e BRSNS Y i P I e i 3 S | W AN G
(Warburg effect)”, PKM27E{f 4L H CD4' T 4 ffd 4 26
IR R XA B TR AR S A R RN LRI 1
By 7 1" J& Th17 40 M5 A BT b =5 i e DAEBESY
7%, PKM2 5 Th17 4 jd 53 fb 52 iEAH G, UTBRE 2 B
il PKM2 R sk 40 B A e AN 7R AR 51 ] Th17 40534k
i 12 ¢ 3k PKM2 A] % & Th17 48 ff1 4> 4£"7. LDHA J&
LDH f—Fp 7 3 |, £ 50K 79 i R % T i ZLIR , HAF RA
BH M I 20 3k 1, 75 S Th17 4080 1k 5
LDHA fie i AR Py B R e A 3LIR 1B 2 A4k
RS-, 6 Th17 48R Bom oAb B OB 7es
FLIRIREE 0% AR A 1 TL-17 F35 F 3R, Th17 40E5L
NIRERE . BT RA ST B2 — XA SR
BRI , 33 CD4" T 2t M DA B IR f I W 1 i 1 4 €
A Xt R A T R N ] T ELER AR R TS
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