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Abstract

Psoriasis is an immune-mediated chronic inflammatory skin disease that affects 1%~3% of the
global population. More and more studies have found that psoriasis is associated with a variety of
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systemic diseases, the most significant of which is metabolic disease, especially the disorder of
glucose and lipid metabolism. This article discusses the glucose and lipid metabolism of psoriasis
and its effect on psoriasis.
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1. 5|8

BB R IR JOAETE. S E B, BRI ERL) 1%-3% [1]. HARWSEE. %
S, SR RBVIE, BB 0 W2 5 (2] 1200 1 SR PREE IR 3l 07 2 1 % 8 4 41 B
PR, BARRIIR 2 0 A . BRI AR KBk FRCEE) T SR, IR AT AR R GVERORE3] (4]
H BDBORIER (12 K AR S LN — MO 2 IR R ER G AR, 10 T 2 MO0, H P RO
RO IL[5]. WEFERY], Bl B ELAE B SN IL6] [7] (8] AN SCHIUER IS I B (VO R A
BATRER, DIRNARERERSWENKR, 18RS KR T L300 T .

2. RBFEBEFEREREIMNHNAFE
21. HERERENRE

2.1.1. RBRIER

Ji# 5 2 Pi(insulin resistance, IR) A& i 5 256 41 & 41 20 8% B A0 /E IR 55, 4 23 40 it ek 767 267 0 1) FH
T, PEWUANT RS R BURVERRAC. T RIERBE TR, RS RIS . O R
P R L, B R A IR S R ARPTAIILR[9] [10]. Wen 25 ANIRIE TAR W B IR B &S,
SEOBE PR B RS B v TR N o S5 R4l 2 AR PRI AH EL, & T8 s 00 A T 15 R B 6 1) 5 2R AR
[10][11] Brazzelli S NI, SXFHERAIAHLE, 4R850 3 1R & SR A hu AR S B B VP Al (B B 1, 4R
THRR A ™ EE R AU PO B2 DA%t PR [ 127

2.1.2. BEREREER

TR P A0 M ) S LR R RV, R AW R DU T I R T B A IS AR IR TR B S, R e R
¥ 12 1 (glucose transporter, GLUT)ZJ% . Hi & MEHE 12 4Ak-1 (GLUT-1) 2 Rk i) 2 W G it & e,
TSI e B A TP A BRI

GLUT-1 FEff FRE Sz ik rp 55720, (HE S8 AN IR 1R /) BB IR AN AR T o 28 2 1) g 401 vh 338 5 24« Hiebert
NMSCHER R FE ., GLUT-1 BIAZER AN AR A FU/K-FAE AL i B B A i 20 i B T A
TY(GLUT-1 BREfA 14 #1507 B A B A 2R Ry #56 FF GLUT-1 il 710 e/ BB, sizB s RBoR, s il
FHEE , 33X SEARRY H B g A R I B 38 A ek 8 JEE R 2 Tk 6 o ) R 9% o #E A 2R3 7R B A o, GLUT -1
R FR0YE T 2L 7R JORE A B PR 1 R IK R PR AR[13] . Hodeib 55 AR SES0 R Y 1 458 o B e it o
GLUT-1 WERiAEAE sk S B % B k38T, B GLUT-1 7R85 993995 b o 1) 26 08 5 R i s T ARURA 12 B
FE ¥ F5 % (psoriasis area and severity index, PAST)i¥-4r 2 i # IEAH <[ 14].
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22. ERABRNRE

2.2.1. RIBHEE B KPARER S

PR 5 20 MR AN A 0%, RTAME S B OCE B, FEALE i A ALEl AR IR gA
AR RERG A RE AT I AR R B R 3R . B 8] 78 5T T4l (dermal mesenchymal stem cells, DMSCs)
T R TR PR B () B L 0, A B PR B AN AR A R AR B AR A . Zhao S8 ARG 5 55 DMSCs i
ITTHTS, GRER, SEBEZREMLL, BEF DMSCs BAKMFEER . FERIITI . F ORI A %
A E T & 15]. Li SR SE 5% B35 11 DMSCs 8400 1 A i BT B IR Rl e e, 982D 1 Al i 42,
IR B B 1) DMSCs 78 A1 U ORI ) 2R B2 38 4 < S 5 23 A R k2> 1 53 T BSG4 JE F 4 B 1] v
EHUHRER[16].

2.2.2. SREBRBE MRS ROTER S

DA R AT 0 B 90 OG0 SR s 5 A R 5 A DR [10] [11] [17] S B FE SCREAR B o Al 2 Ak
PRI Z AN (R RTR, H T o 7™ B, AR PR P RS B = 18] — RT3, ARNEIME . BT & IR ) b =
FEAR B B R IR S 200, SRRt AL, X0 B 8 e T 2 45 ELBR S B 4 20 e384 fm
[19]. HRJE EFH AL IR FI GLUT BhRES & CBIESE, 2 MR8 i istE 5 B R 7 g R I 5 2 AR s
PRSI 5y BT SR O o A W 90 R AR S s A 3 A0 I R AR AR . el R . ALK PR
[7]o IXUEHIF TS~ R 9 RUWE PR 2 18] ] REAFTE 25 UIIEE R

3. IRBRBEERTEAMRBENESE
3.1. ERFTENRE

3.1.1. EEAR&E

fRER AR TN LR S IREASESMEAN, SHMIEEARALS S, S5
TR, HRTWE 2 B R B S 5E A (low density lipoprotein, LDL)52 /K. FLEE W7 &K I LDL ZAK{E
B 99 B JBR P ) 2RI KT R T IE R R R[1] [8]. Sorokin 28 A RARIE TR FE AR & (1 52 /AR M 95 B I (low
density lipoprotein related protein, LRP) 1 7E4% 5 Jii 3 th RiA TH&[20]. th4h, Duvetorp %5 ABF%E | LRPS
A1 LRP6 FESRJE i I0RIE, SRR BUATEL, SR80 83 B4 Ab R 4 ifil 1 LRPS A1 LRP6 (113 R 0K
B AR AR I Z A i SR AN A T R A B B LRPS A LRP6 FERI ik B e hn, X oR
LRP5/6 W2 5 T ARG A0 [21]. Shih &5 A X KM SCRF- S RB PRE/NREAT 7 — TR AE, %0t
5T 2% B v JE ] AR B AN A AR B TR 25 2 M 25 M (oxidized low density lipoprotein, OX-LDL)S 2 7 45 Ff A 41
Mi A Z (interleukin, IL) 23 FiAH N, OX-LDL it &L &4 OX-LDL %24k 1 57 IL-23 fIKIE, iz
SRS A IR . AT AR I EEE R Y OX-LDL 324k 1 fE4RJE i B F g, HFHes
S JHR 9 A 1 7 R FE AR G [22] [23]
312, EEARGHRIREEGE

TS AL W i R 184 5 W0 2 AR (peroxisome  proliferator-activated receptors, PPARs)& AR i%E S 4%
KT, Z5IEFFmKEARE . A0 E A PPARs (W30S T LAS S S AL i n  E, HAEAR
JE 99 B PPARSs [ R FRIA B E T &, TEIRTT 5 W FEAK[24] [25].

3.2. ERAHHNRE

3.2.1. {RIBAR R E b OAE R
FERRTEREAC W e 5 BB . BENE . P 2Tk il RO B B S L £ 00 W J 40 i i R AR B Ak, S e 2l
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B 5 T e — 25 I T R 2R R L 3 5 1B 10T R (free fatty acid, FEA)FIH [ % . #R2R b 2 5 By k7 B )
YEFE. REAMM AN T R HRE R R A B B S AR, (R 2R I 1) 2 AR
LB BT B[ 1], FFA 2 B A KIEIEEIRIR, NARIMA LR HERE R . A0 AR PR 5 BEELH FFA
Fr B PRAR[26]. AHRE RS 540 MR o2 B v 1 4 AR sh MR AR Ak, LA REAR TN R AL . 5 RS2 BRI
JRAFTEL , 4578 95 AR v L [ e 58 2 T B D) 5 4%[27]. Varshney 25 OWF KB, IL-17A ({5518
66 T 8 T4 . pAg L 28]

3.2.2. RBREEMAPHER

R 2 (R RIE FUAIE ST, RS 0 A ) T ol e A= A A, PP AR DL 1) L7 L i (total cholesterol,
TC). {4 & g 5 1 H [ B (low density lipoprotein cholesterol, LDL-C). H il =H(triglyceride, TG)iK J& TF
=, 5% e 2R A IH [ ¥ (high density lipoprotein cholesterol, HDL-C). fIgf5H A fE 5 A B W B FF1K[29]
[30] [31]. M4k, Pietrzak %5 A FISCHR A $a AR S5 8 B8 #4477 LDL ThaekergMobHEZREL, Smm s Ea
B2 R BB KR R RE AL B T (271

— WFFCEL G R ) SC MR R AR e R R b 2 R R IE MR, A W I B IR R
(lysophosphatidic acid, LPA) . & I #§ JIg Bt fE % (lysophosphatidylcholine, LPC) . i fig Bt Al &
(phosphatidylinositol, PT). i fis Bt IE 78 (phosphatidylcholine, PC) A 5 B2 (phosphatidic acid, PA). A1, LPA.
LPC. PA fERJE & h R T, PC. PLAESRJB I B T B2 FE K. LPA M LPC #il 2 52 b
P PRI RPN, PIE I AN [F] 1045 5 00 2R AL AR A I R (R RAE I [32]. Lian %8 ASCHA
HE HH LPA MU S 510 s B BE 454, IR 5 RIS S IB R 1) S 2 5 R0E Vg F2[33].
LPC 7EJi JE AN ILIE H 33 Tk, AT REAE s i 5 R MR LT A% DL AR 2 DR 7 1 7 AR v e A FH [34]

JE 7 D572 G iy L0 Wb B AR E YR, 25 T 2 R R I R R IS AR . RS i R
FIER L BER L HRBUERT PR 2R L R S SETH Ri[35] [36]. Brazzelli S5 NMIWF IR, SX
MRALAHEL, BB B3 IR ER R AP BUR[12] HITRBNNRIRERER I “HEHUA) 7, REREHe a5 R
A, 7R BRSO AE AL R A T R o B P AN A I L ORI R

4. PEBEZIXISRIBRRHIRIE

A5 S N MR I e S A 24 T % F W PR SR R B R IEIR SO R SR AR I SRR RS . ek, i
T P I I e S 2 AT T T AT R 0 KUK o fi 5 2K A A L s 21 B T ARG IV FE A LI B 7T,
X R 8 B8 B SRR LA B [10] [37].  E HITHT A4 B 24 Jo iy I R AEIK-1 3244 (glucagon-like peptide-1
receptor, GLP-1R)¥ )5, =& B i (e i2E 6k & B 4HHE A 1A 40 1 Sk I8 21 B HEAE F o I AR 9TIESE GLP-1R
BAhFIAT A GE 2 BB RAR IS B W R, HLA S0 B IA T S R A 3R 7 R B A [38]
[39]o Lin & At GLP-1R 33N 7 RE 00 825 o 2 R 5 R B 0% J& TL-17 IL-23. MR ERFER
(tumor necrosis factor, TNF)-a 13215, 42 8RG8 1A SSHEAR[40]. 28T, &5 M1k, PuklEZ9xt
JB I FEAR (1 G2 fife = 2 LT /NI 5[ 18]

5. BEAEZAT SR IB R RNT

HTTSREGW R T MR 73 i I 2540, 7 3-FRd-3- R AL e A FO& a7, 20
K LDL S, {2k sh Ak FEELBEER KR sE [41] [42]. WFFCR WML IT SREGBR T BRI IR B Ab, B n]
PSS ER IR IR [43] [44]o M HBTHIBTFURAE oSG8 G o2 57 5t T O AR B o (8 P B — 000

6. RGN IRIBRAPIT IR R I
TR RGHURE L, B4 A RIPRFR AT 5] BRI AR 445 ] AL 4ERAEMIRIT EHON
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R FE AR SR I — 2B YT T, IR S B B T A SE A AR+, W1 TNF-n 1L-17. 1L-23 %§[46]. —
TR SEVEAG 1 HT TNF-o Y697 15 4R 5 8 38 IR BOIR DL, 45 58 7R TC. LDL-C. TG ¥ f5 &35 [#4X, HDL
AKPFE[47], ABWA BTN AZ LIRS 0 2 PRI [8]. Wu &8 NIESE [ IL-17A #II5REST
RGP AAL P CASCEAR SRR, 38 vT DLRE AR S s 28 2 o IR IR AR 52 B IR /Ko R AR S
PN AR O BR B R &, BRI RN TL-17A 3081500 e X0 ML 2 48 B WA (AR
[37] H RTIEPRXS 22 Gt AR JE 908 245 9005 0% s el R Rfk A2

7. R&

R REA G AE AR ke B IE . AR R T ) BRI IR AR . BEIRP . SR FEAE AL
SEPI o — T, B 2 AN I 24 AN RE TR BT IR A R, 3 T DA SO AR 0 R B BRI
J3—J7 T, HUHRE IR 240 LT IR AN A e AR AN R B . 6 TS B TR AR e R, AN
PUFH AL LM . MRS R, VRS IER AR E X . A R, NI R AT T I AR B K A e
AR B B ARR T R IR BT 1R L 5 25 K5 -
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