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Abstract

Type 2 diabetes mellitus (T2DM) is one of the most common chronic metabolic diseases in the
world, and there is currently no complete cure. Dyslipidemia is a potential risk factor for cardi-
ovascular disease. 42% of T2DM patients have hyperlipidemia, while diabetes mellitus with
hyperlipidemia increases the risk of cardiovascular events in T2DM patients. In recent years, a
large number of studies have found that there is a certain relationship between vitamin D and li-
pid metabolism in T2DM patients, but the current research conclusions are inconsistent. There-
fore, this paper summarizes the research achievements in recent years based on the above situa-
tion, and provides ideas for the next research direction.
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1. 5|8

2 BUBE R (Type 2 diabetes mellitus, T2DM)7E 45K il A 1 805 26 2RI BT, 2R 7™ 2 g i A SR Ag Bl
FIAFE BAE R . BOHT AT A 3 nFRE T2DM R RN 11.2%, &HRMfERwa bk 42% (1],
1M T2DM & 1L i 57 8 30 25 39 I 0L A8 S5 FA XIS o 3T 4, Wi FE BT 25 F24E42 3R D [25-hydroxy
vitamin D, 25(OH)D)/KF-5 T2DM [k A K IEAFAE—EBRR, [FIRA IR S E 42 D 5 R IR
MR K[2], 443 D BFh Rl T2DM B MAR/KF, (AR TE 45 IR AFAE 22 57 e LSRRI 5T R I,
ANFENFEYEE 2 D (05 TR (g1 & 48 br—— S IH [E B (Total cholesterol, TC). H it =FH(Triglyceride,
TG). =% & 58 A H[E ¥ (High density lipoprotein cholesterol, HDL-c) PA S A3 & JIg & 1 JH & B (Low density
lipoprotein cholesterol, LDL-¢)IAHICPEA—F, HRSCIGVER 7L RN, BT S FE g AN AFERE IR ARIRIRAS |
e 3% D bR E . A TR Z9NEST I SR SEANE], 4EAE R D A A T & FR AR Y G R
FEAPEZE o R, ARSCH i U I LA U SRR AT s, A N — D i 0 Tl S e R

2. EER D Hr

e R D & PRSI R B R T, A4 D2 MgiAd R D3, 443 D2 (A EE)
FERIET &Y, 44K D3 (A5 EE) 3 R i 7-Jd SO [ B 22 25 A 2R RS A AT i, BN
Bk B R 4EAE R D TR EAENE . AR o s 25- 2 R 1o-FR LER AL, SATE B A AY)
IETER) 1,25(0H)D (B AL =K%), 1,25(0H)D 5HAFAET /M. B IERHARH L P44 3% D 2k (Vitamin D
receptor, VDR)Z5 &, MM A HEAH B ) A= 42 80

e 2 D E FRIRGURYE M35 25(0H)D Mk BRI, W bR & Bsiia k& aE LA R D AN 2N
20 ng/ml < 25(0OH)D < 30 ng/ml, 4£4: 2 D $t = 5 25(0OH)D < 20 ng/ml. 4E2E & D $ = (Vitamin D deficiency,
VDD)& — M EERA AR R, S AERIRVEE N0 E K2 10 {2 N. VDD [ 123 80E B, &
SN BB AMB Z BRI AR R, BAEERE. T2DM. SILE. B S0 Esom . s &4 5 2R
2]
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3. 44 F D XM AER IR IREY T BEHLE
3.1. 454 R D SEENYEFEERIERE

T SEA A Tt A 18 B T 32 44K (peroxisome proliferators-activated receptor, PPAR)ZAZ I & 324K 5 i i
BCAABOE 2, ENRIRILIE . e oAb DL IR IR « BfR . TG AH [ B2 5 A AH D¢ (19 2R 435 20
H s AT EERE R, R E R SR SR BT R . B 3 MR, 4258 PPARa, PPARy
F1 PPARB/S. PPARa & IR A B T 245 R+, i 415 15 25 21 I8 D7 B (lipoprteinlipase, LPL). #k¢/I§
T EEF(APOAL. APOA2 il APOAS). Wil iz fE LK (F ABP1. F ABP3. ACS. ACO. CPTI
A1 CPT2) A K e %5 2 A £ 1 AR 3 DRI (PLTP) 1 234 SR A S0 v Jig 107 18 23 AR (3] B b, 0% HHE
PPARa AJ LAREARAMA 1L TG 7K~F, FH& HDL-c KF. BHFRIL4], *hiEtE4EA= R D-1,25(0H)D J&,
KERAFIE ) PPARe K35 B8 0, 4ME M TG /K23 R, BT HDL-c RN Hriads, i
HDL-c [I52M TV WT . PPARy J& g 7 T2 R K 2 L% K1, PPARy #Rah 75 nI 75 5 A5 i 2 23 v g i 1 s
Bk, FERARAR IR b i B 8 R b L i BRI LA 4L 4R 502, 3O T 8 v i i AU [ 3]0 ML 1 2 i
PRH P B 259, f&—Fh PPARy B3R, I ik 3 i 2 o ik e 20 o) i B (O VR, (RIS 22 5 g
MU AE— Ty ] 24 R PRBT FE[5170 , 45 T ARRE VT 107 JH £ 28 (17 44) IRt A% 5710 B (15~30 mg/
R), GEFEIR IR NFEO AT LR AR 5 A8 1 2 38 s, il TG /KF 23 TR, HDL-c K P &EE
Fhim o A 2 E T G TR 4E A2 F D-1,25(0H)D 57N J8 A R R 7 40 R 1) 78 55 440 e 7 g s 02 J A G
FLHLHI AT B8 A IE L ELFE PPARy 75 P (12 AN HE 5T BT R 2 K[ 6]. 12 30 45 & KFFI B 4E 42 K D (10,000 TU/kg) [7]
(AR 78 BT DU /N BRI PPARy JE[RIZRIA BRI, FH S 3 /N B 35 9 Wi 7 25 2 DA B A ] i3
TC. TG+ LDL-c /K P2 FF%. 5 PPARa A1 PPARy #HEL, PPARS/S S fig FiACHI ORI 7R 82, B
WHoeE t PPARB/O[] W] LA BEAN R A 2R AR 52 7 AR, AERE T BR A AL e i A e e 21 1 s A E AT,
M4t D X PPARS/S T & S AFERM,  H AR A AHKHRIE .

32. 85 D 58K

H R ZE AR PR R R EAE R, BRI A . IG5 & e — M IR AL, 20 B i
W A g 4 L P IR S BT, 55 W R AR/ A PN T SRR o PR LB AR DG 1 WA G 16 FEER
1 (Recombinant Autophagy Related Protein 16 Like Protein 1, ATG16L 1)\ A2 F W44 J A i) 55 B 20 Bl 348
7, B 5 AR ATGS fl ATG12 JEE &4)-E3 T (ATG12-ATGS5-ATG16L1 E&1), 1EME MK E
H LC3 etk gdicad b, E3 7@ TAmeda i, JH/Ey—Fh E3 Byl LC3 5BEIEM: O /eieds &, ™
A — TS R U LC3, BRI LC3-IL & H, 5 & BWMERI[9]. 4 T E IR/ AN 7805 1 4E
A #E D JG[10], K3 VDR nfLAZ54& 2] ATG16L1 BE3I+ Xk, ATG16L1 MRiE B, FHM 3= g D
MR /N BRI AR D AR M1 380 1 s, RN JE R v 8 PR DN 308 R %, G SR U AR AR o Lee H 55[11]
feth LC3-11 t H 2 AR MEAR S, FERE IR /N RAEA T, 25 F4E4E R D3 (300 ng/kg)fh7t, Lk
12 JEJG R B LC3-11 A RIER N, R A& TG #1 LDL-c /KPR R, B i85 % 4r-TG i TC &
&=
33 #ER D SHERVYLHESER

£ B2 R 15 o 45 A B H (Sterol Regulatory Element Binding Proteins, SREBPs) 2 [l 5 & it f 5 fil i 55
KIF, 78 SO HR B HERURN I 5= )M 2 BRI 11]. A =Fh A, 43J))/& SREBP-la. SREBP-1c
A1 SREBP-2. H.H' SREBP-la. SREBP-lc F#Z 5B TG &/, SREBP-2 3= ZEi 4% JJH[E FE5 Bl o

DOI: 10.12677/acm.2022.12101325 9164 I IR = =23t e


https://doi.org/10.12677/acm.2022.12101325

W &

SREBPs 7t N Jii W & B C DI REFTHT A4, 55 SREBPs 2 0 £ -1 (SREBP Cleavage Acticating Protein, SCAP)
HE EY fawasg, REERAE . AWt [12]3H 25(0H)D & SREBP B 5], &S
SCAP W& HKMANZ HAKRELIN . ER IR EHE IR 13]9, *hadiE &= D 2B G,
SREBP-lc. SREBP-2. ZTk4hHG A RAGEGEHG U7 EE A& BB (1 2 R A 38 N, IR BN RS IR+ TG
ATC BI& &R AR, 4 TRRWE/D A4S R D3 f5IKIAE 2] SREBP-1 MR A i AH OC 8
HFRIATFE[11],

it b, (e @ge A R D BuEE4EAR R D B 4R R D ARSI S, vl L IS EGE PPAR AHOC
WA R ECE I 5 3 A R ECE N U SREBPs ZEHGE e B4R, E4EAEE D sgm i AR A AL B AT
1= HAESN YRGB B, N A AR DA 78R W o

4. HEEZE D BEARAS T2DM BEMASIEMN LR

T2DM LG 5% E 2RI TC. TG. LDL-c /K FFF&E, HDL-c KV R, iEFER, Rk
WYEE R D /KFE T2DM B#F MURKFA (2], ARBAREMRES A, 484: K D B3RS i
Z AR5 RAFAEZE 5 MEPRIR AT N BE [ 14], 25(0H)D 5 TG 2 & # 7M1, 5 HDL-C 2 82 IEM %,
5 TC 1 LDL-c 2 [A17C B EAHS s B PR ABE[ 1519, 3% 25(0OH)D 5 1% HDL-¢c 2 1E4H2%, 5 TC.
TG M LDL-c £ A2 o ST i — TR 75 [ 16K T2DM H 3 34 I8 AR 4R H0IE4T 20 2 )5 20 M R BILACE IE 5 44
41, 25(0H)D 5 TC. TG EEF i<, 5 HDL-c Ml LDL-c L& ZE MM, (EHE/AERA, 25(0H)D
N5 TG BRZENMIC, WidE—DHAT 2 LRI04 5 R IIE R AR E AR CHEE &, NTEBE/R
JER T2DM i35 25(0H)D 5 TG 2L AR . & IR E 84T ) 25, T2DM 11588 /0 ik 3 4
AR DKFEE TG RZEIHY), 1 Ae& K s /AL B # 4E2E 3 D /AKF AR TG /K FHE A K,
H/NMEEE H T AR, 443 D AR B PR B R AL, S84 R D AKFHEG: &
/RS S RICPURBR E A, RS RIPIIPRE T, B9 TG B & EfE MK g B g %
2%, S TG K FHEE[16]. HEKRE, FREEBE#EYEER D /KPS TC. LDL-c % HDL-c 9% R 7045
RBA—E, BER T HEL MK A, RERE. TN ZER LR . Brab 2725 5 R 54
Ky HBTKE 0 T AR N BMI 22 R B REAEN, AR EHIX . TR RN L4 E R D /KPR
Wils 3 A%, AN NBERI VA R LGB 2 e B 2R 4l A 3 D R, R4S 5 ek 2 1 MERL
RIS ER G, mAsFE K Em RS T B17]. Eit, 2 BRI B E 44 R D &7kl g
WK R Z BB Z IR M2, a7 5 R W T A T AR M L P TR R D) R R

5. #4 R D Wb FEXT T2DM B & MAS A&

AR BN 4R R D AR RS SN AR A —HFE . Wenclewska S [18]RF NN T 44 5
D = ¥ 98 i, BEMLA T T (n = 48)FIXf HE 4 (n = 48), FHHRYE /& THAZAE T2DM 43 il Hi AN TE41(T2DM
H/AFE T2DM 4), T4 AR ANTE 2000 TU 44 D3, 3 A a5 KIT 4l HDL-C /K 5218,
XA ASE T2DM B3 s B, 117 117 TC.TG Al LDL-c /K V& R L5 3 204k ; 4E4E R D A2 (25(0H)D
< 65 nmol/L)fE=4 i i 8% 52 151 (ML 3% % & ¥ 5.6 mmol/L~6.9 mmol/L)EAH L I 41 2 (A7 5.4%~6.4%1 N EE
[19]9, &4 T 28,000 IU (n = 35)4E4= % D3 HIth 78, 24 FlJ5 KL LDL-c /KF23 N E, Pkl
A 0.27 mmol/L, TililjE TC. TG 1 LDL-c /KP4 &K EAN; MHIFEKFEL LA R D KF, AFEFHE
LRIMAEKT, B HIARK TR, 488 D AL HPbA B > 7.5%1 T2DM B H KR FT
1201, % THK 4000 TU 4843 D3 i%h 78, 1 45 KILIMIE TC. TG. HDL-c Al LDL-c 7KF-#570 i 3%
Ak FIREFFE R ER T IR MM ACEA RS, 4423 D b 7o i K T TR (B AR 7R 22 5, s R 4 A —
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BURIRBRIZ —; 34k, Angellotti E S£[2014F 78 i AR BUAE BOA M BEAR B IR 259 1 (8 b, R DI
MFEAME IS TG KT8 TR, Bk, PIANBRAYRTE S, JCHERmENRENZY), B
M5 R R R 2 —. Big L, T2DM & 4hse 443 D J e il nridad DL LIS 2o 1) 48425 D
AT 3-FRdk-3-F AL TR - A IR SRR AR, BRARAH R G R, AT R S R A N TR, S
SLAHEHE, AT ok R FEL RS B 775 PR KT [21]. 2) #hFE4EAE 3R D JE LPL AHREE A MRIE B, Nk 1 1
IR A BURLIE RS, (645 TG /KP FFE[22]: 3) #hsaded s D E s in . migssK-F Lt
FEFFTIE TG (A BRI kb s A3 D IE ] AR ML HOR 55 IREKCr,  SEInAh A s+ TG i
BR[23], MIMFEARILIE T TG KT (BAE LRI RRT T 4 8 4E 423K D 5 T2DM B I A )22 (A7 2
MBS NES, XARESMANGE BART I it S T F00 (8 S5 AN R 5%, B A 22 50 ) o 4 (A BA
BT FT FURAE S »

6. D&

WA 7T, 4E2E3 D EFRIRGLS T2DM B3 M 2 A 5C RIF AR RA 8L SMANTER
BEACEPIRZS . 2528 25(0H)D /KPR EFRAGEIN A 0% AR A SER R BUAN e 4E 4 3R D Ja /I B AM E If H i
R AR T, WA TG, TC. LDL-C, HEAME. WAL KGR AR R e T2DM A
FEh AR 4EAE R D S MRS RSB ZR, BAREW AR X B LU N RIRMEW: NN NEF
FEAAEE R D EFROAE, LR ME AR L AR EREARE, *hged 3 D f Ak
FIEANE, T RIAE S 259900697 1 RS I, 75 23— 25 O A S FERIR AR T2DM
BEHRELER D MR R
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