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loss of material and energy homeostasis may result in a variety of diseases.

T lymphocyte; metabolic remoldeling; atherosclerosis

Material and energy homeostasis is essential for maintaining cell survival and regular functions, and the
Recently, the relationship between cellular me-
tabolism and function has become a hotspot in the study of various metabolic diseases, cancer and autoimmune diseases.
This review focuses on the roles and regulatory mechanisms of T lymphocytes energy metabolism in its activation, differenti-
ation and physiological function. It also discusses the significance of type M2 pyruvate kinase, which is the key enzyme in

glycolysis, for the treatment of atherosclerosis.
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Figure 1. Relationship between T lymphocyte function and substance metabolism
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FURRE B A Rr L, o P Bl 2 K e TT R A X 2 Ff
SEPIRIK TR AE, H AT S 5 45 TR
SRR T i FE B PR 5 5 Z AR FE o0 i A 450

A IR 2 L AH 2 ARG e %L%W@Az%ﬁﬁﬂﬁ%@%
At i AOB EIB I G)  R A  f AE f
ANML A AEIE | ARG 1S B AN RN B BE Kk # h B
BUEM] . X HLRT AT T WL A0 M2 B IR R
Jiff ( type M2 pyruvate kinase, PKM2) & H:Z: 5 & [q] Y
2P e &R UAE ( hyperhomocysteinemia , HHey ) fig & )
JKSRAERE AL 1 AT BEAIL I
2.1 PKM2 BIRIZIFE

PN PR 3% i ( pyruvate kinase , PK) J2& ¥ 75 bl i
fifp it R A Jm — 20 SN B PR T T A A 1l R A P TN
Wi /2 [a] A IR 1R 6 Ak, A= 0 ATP, PR PK 3 (K]
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(PKLR Fl1 PKM) i fith 3% 35 DU RO ALY PK, 4351 )&
PKL PKR ,PKM1 F PKM2""  PKLR 3 [A 3@ 1 2H
AUR S S B4R PKR A PKL 19335 ; PKR %
IBTFLLNM ; PKL £ 23058 4121, PKM 3 A
I EREVE ST YA EHE R 956 9 S HIEE 10 SAh L+,
34 AS PKM1 A1 PKM2 ff 263k ; PKM1 3% % 3k
T A G BR A AH 20, e (I | B B AL R ik 28 21
S5 PKM2 FE2ERGR T HEFE 15 BR 0 4H A, 2ok 4 240 g
Fillg bz i A2

PKM2 B #5PE 55 U] Hh 55 ) 3 55— 1 55 7 40 1
KW Rl ZERAEARE LT UH T 3
( serine/arginine-rich splicing factor 3, SRSF3) #4% 2
10 S4ME T {2 UE PKM2 23k, E 1M i 45 4 2 AR
T = 5 T M A% B % B 1 (heterogeneous ribo-
nucleoprotein , hnRNP ) % i, 51 , £ 45 22 58 W8 0 [X 2%
A HE A (PTB; hnRNPI) UL & hnRNPA1 1 hnRNPA2
LS A28 9 5o BT B M3 351, fEE5E 10 5
HMNRTFIYFRIR ) C-Myc FEHEIEI 40 PTB hnRN-
PAI1 F1 hnRNPA2 ik, ¥ PKM2/PKM1M' | {H A
HWFFEIN N, PKM2 35 FIRTET PKM JE R 4k %
TR, T JE PKM2 I PKM1 19 I 3 B 0
PKM2 i 2 Z i microRNA ()84 F, miR-122 , miR-
326 .miR-let-7a .miR-133a &% miR-133b i PKM2 i}
Fak o
2.2 PKM2 BYiE M

PKM2 HAT =FASFETE MR R A IE L, PKM2
DU B ARl T PR f 2, 5 PRI HEAGTE PEARZE L, A F)
T ATP PR G 1l PKM2 SRR TE PR 55 , (2 A
FIT b e e i A0 v R R AR AR A
B PKM2 ARG PR AR, PKM2 6 M9 £
PRy AR R4, 22 &R 1, 6- W R
A% IR 5 B[] 7 400 3% 31 T - 5- 2 25k R nate -4 FT
Pk iz -5-RAE IR 4% Bl ( SAICAR) 12 #F PKM2 T i Y 5
T, EIRLEREE, VR ATP FHURIRER T3 4
5 PRM2 JE UG PR AIG f — J4RY  itdh, PKM2
il 1% 1k 8 A7 B £ AR AR R B IR Ak Y
ﬂa%[SS—Sﬂ .
2.3 PKM2 #iFE T itk B4 Ra {8 & sh Bk HERE 1L

H AT 5C T HE AR 5 20 Jhkooks 46 5 1k 1 06 R AT 7
TESTI o SRR AR A Ak BE e Ak 7 26 40 45 U3 o, 42
FRANARARIT S B ke RE AR AL & AR B R DY Glutd
Sl B 1 B R A0 S A S 59 R B Gluel i B 410
ApoE ™™ /IN F i L T 40 M 1 22 g AHL 4t M 34 7 Je i1
HE RS BE RS ) 32 1R ApoE ™~ /N BBl bk o) f 1
I, ABFE ) — e i BE LR ML %58 Glutl

NS AR 5 B i B 1 32 1A R 5% /D B 3l ok e A 1
PRBITE BT RUAE A AR 8 R 0 ok o8 R R A 1Y
KR AP L H H AT 75 25 B A4 7R PKM2 7T R
SR ZR AR BB RN G0 28 200 L AR 1k SRS A S A
o 1 SEEAR Bl Ik o A R A A8 A PR A0 i R 4
JIL R A W R 8, kR T M S A e 22 BB
PKM2 #H6Aimi EJH 1L-6 Al TL-18 Fikmig| i R4
PR LR A A SN L A 5T TR R i AR
5 S KR RERE AL TE B4 AR OGP B TR, IR
H PKM2 0] RSO0 LA SR AT FE IR Y 7 A

HHey 2 3l Ik ok REAE AL ol 7 () fE 16 11, AT
WF9E 28 22 510 A 2 00 405 SR UE S T 9K B2 400 i 10 38 1% A
HHecy I shhkokHERE 10 19 & A= 2 A8 v o 5 22 (9 4
FHIO RS IRAT R B PKM2 S CD4* T ik 2 41 i
FEIRIAM PK WAL AR 11 3R 28 U 9 i i 105 1
KR AR HHey AT 38 EIH . ST PKM2 S Wi B
KR PR, 42/ HATREZS 5 T HHey X CD4'T
AR L 200 1 R 0 42 R R M BTG R A AR 4L
SEEE IR IR Hey RS20 CDA™T bk T 40 it A 15 i
A )74 5 B 4G 2 R A% R A AH DG 1Y
Z R a2 B R T IR A S
B PKM2 J7 , ASUBHWT Hey 51 A8 B A 85 7= 4
SRR [ sF 2 0 ) R IR A% R AR A 56 7= 1Y)
AT HI, Hey AT G PKM2 3458 CDA™T i
XL 40 P T A, 32 17 380 5 2 A G ) F A ) B
IE B, LA R CDA™T Ik B0 40 M 300 = 0 g 12 A i
BT SR, IR ERAN IR (] 7= 9 A G IR 2
KA B R A SR A AR S R
AR R SR, i ) 20 W A 34 8 W B A Bl T Ui
g A 8, AT A LC-MS/MS il 22 Y i i
A5 R Hey 515 CD4™T ik EL 20 i PN £ Fi g
TR 5 BB, X — B A] L g PKM2 g 1% 1 BH
Wil R, PKM2 45 1 Hey X CD4" T #kEL 41
- 1 O3 I A T

CD4"T R ELAR M AN TFNy 7 30 bk 585 FF 5 1k 5t Bk
AR TRIFHAEAE ) R G B B A Y ApoE ™~ /1N KR [l 4y
ok A A SR RERE ALY ApoE ™ /INELEY CD4" T i
R S 1 R AN = 1 & i = 2 A B A
FE7R CDA™T bk B 40 A5 3 ko A s A 1) 2 2B H O
AT Z BT AP ST WAE BT T b B 40 B 5 8 s M
RVEN A K F IFNy 40 W3 £ 2 5 HHey I
ApoE™ /N Bk ok R A A 4R A0 & A0 L AE b3
Bili -, AT Ao 20 G [ S 5 8 PKM2 A 5 1Y
CD4"T R EL 4R AR 82 5 HHey 41 3F 59 3h ik ok #F i
RIE G AR, 5 Rl IR T 9k B 40 A 0 i AR 4 A
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L, [l PKM2 SR FE ) CD4™T 3 EL 20 Ml 45 ApoE ™~
/INER, HHey 34 3l ok o83 6 A58 £k B Bl 11 B/ 0N | B
kb A AN T 9k B 20 e T sk 2D i 4 2 2R
LA B 1 3 22 R AR 4% 7R I I 200 i A 56 9 0 T
R, BB PKM2 4514 CD4™T 4k I 41 At 350
TN HHey 512 ApoE ™ /N B 2 Jik ik A 1L 42 i
Ziét‘:w”o

gr L riR AT AT FE4E 1 HHey W0 T 2
S PRM2 A58 A - B A Qs o, A1 i I 2 PR T
M5 HHey NI A9 ApoE ™" /)N 5L 3H ik o3 A A Ak &
A PKM2 7] BEAE b HHey AH G I 48 5 0 19 T 1058
LiupEes

3 HHiEMRE

YA e A T 3 S TIOR B B AR OG R
TS B IR & AR i iR AR A, &R
i 77 | 2B MY A iR B SR B 2 IO B s A
AT EEL 5 kG T S A% 381 R RE FR AN 5 T8I I 7 )
RN, 58T UL R R B AU, R
LB IR UV BTN () 5 32 R T 2 e s A AR M
PR EHGE RN 7T, Bl Z R4 B B, B ks R R Ak —
Fofrei DAL P a0 A5 0 1 A E R I M0 5 T 40 L A 4%
TOAREE T B A K Ty i i 48 mT B B b 12 33 B ik oh
FERBAL A A K e i) — A B RN e 9T A AR
T 7R BB SC B PKM2 25 T IR B2 40 i 4R35 o o
M5k reiifb i) &4 kel 2, A& Bl
KT P 20 W A AR O SCTR A T A EE 48 i B 5T
KIS A 154 R 22 1) 1851 15 g D, 31 40, PKM2 %if
SR PR S N 2 W00 388 A TR A EL A TR R P Lo
FERL LA K 5 3l ks B Rl Ak 2 8] 19 56 2R ; PKM2 &
S 5 RBEAML 534k, 53 A7 A G 2E R Pk
B T B HAR AL LA & PRM2 275 HA7 1E M5
PEARAE BN AR S Y SR YT S T RE S AL H
Bl IE B TR, T A A 3 Aa B2 B A BT
BAE G By Ik o) °F A A 45 18 P 48 M e kAR E AR
MIA TR
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