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Abstract

Diabetic peripheral neuropathy (DPN) is the most common chronic complication in diabetic pa-
tients. At present, the pathogenesis of peripheral neuropathy in type 2 diabetes is not fully un-
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derstood, and it is the result of a variety of factors. Abnormal lipid metabolism plays an important
role in the progression of diabetes. TG (triacylglycerol) is an independent risk factor for cardi-
ovascular diseases, and HDL has antioxidant and anti-inflammatory capabilities. Compared with a
single lipid index, some common lipid ratios (TG/high-density lipoprotein (HDL) ratio, Ig (TG/HDL-C),
etc.) have clinical significance in insulin resistance, diabetes incidence, metabolic syndrome, as-
sessment of f cell function, and diabetes macrovascular and microvascular complications.
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1. ZEHM(TG)KEHSIHI AR EILAH

B PRI & Bl #4295 4% (Diabetic Peripheral Neuropathy, DPN) [1]/& 4575 HE R koo 28 450405 i B R 175 00
N, BERR R I AR DhRe i, BEROE S B T RE RS AE OC PR IR BUALE, LA BE S SR
FH . WA TIRE T RS . K MR O R ) 2 TR A AR N R K [2], K4 50%LA FiT)
R PRI B o 2R M A 2 R RO PR JE B 4 2955 (DPN) o 7 2 OB PR H 25 Hh ik 10%6~209 9% A TEH)
YRAZ T AR PR3 e RI) L8 A7 16 K8 03 1 ] 1 4o 42975 (DPIN) o 58 SR 9 ek ) B ek 2995 1) A0 MLk 10 G o 4355
#, emeRZMERSGAIERNSR. BT SImEss, LR EIPIIR). MR REEZ
FRESEHp, ACEESN TG (=W Hith)/HDL (7% 5 e 8 R ) L5 2 F0E PR J Rl o 220
A NERAT I

1) ZBAH MK PSSR R IER(FFA) TR : Py =k H i (TG) 755 Fh i BB 11 F R 7K A ik
e IR TR (FFA) S H BN ML, SR BURPENE DT (HSL) /& ixX — ik B i (1 G B, =% H il (TG) /K
(7 = B AR 2 S B B R TR (FFA) I P2 A G 2

2) W R TIR (FFA)IIHISN BB &R R A . Ui 25 IR R (FFA) 581 & b v] LME AR IR i se 2,
EARIRR LA “HEbE - IRDIRRIEIR " SRMRE, FAK O 252 i 7 2L RO 384 0 voT LA 00 o) 22 3 11 40
b, TRIREL & P A I w] AR B i, P 2 AR R e 4 0 R . i se 4+ 1580
U CBEAREE A, ATP MEANLR AT R M RE A, FZORIETRIANE . REITRR AL, 1T M4 A
XA AR I FELEEE . RETRRE A EER, P AN ) LIRSS A SR, RBSRMIMER . St
AT TR R B S e AR R ZU AR E Y, B R IR A PR I RIS AN MR IR HEAR, T AR R S R 2R
BRI, R R SO MR AR (0 O, AT {581 67 0 P S A AE T s B B RO A BEL A, T 2
BE Ak > T EUMBE KT s, i LU B T RO A A B A AR, T DALE A 3N e KRR B 20
BOKRIRE KA 3]

3) MHIEEREFENGMA . AR R T AN P S . AR S A BT L )
IR NGIML P, K AR I PR R . R R VURIIR I 40HE b, X R B GLUT4
(glucose transporter 4 GLUT4)5¢ /i [4]. FREGZANBET, GLUT4A MAHMI LR R0 [, fFIL7EME b 1%L
I DL R A A s S N [5]. Karlsson Z5[6]F 7 R I, R E S8 GLUTA [ i k4 ia 2 FH,
JEL 1 SIS AR IR el T B3 N0 B A ) R R D S R A B AN R A 4L R 4 BE AE AN At
I 5 BB B FWAHRBT(IR) o (E AT 53— i 5 Uit 25 1 I TR 0o 3 K 5 2% K ) 26 W A 2 R0 s, 1
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S I T 4 P 6Tl T T 26 D e S ALK A W e A [ 7] [8] 0 6-TolE IR T 267 W 1A v ) W
PR, S E NG0B P 1R R R AN BB IR AL, RO AR AT N HERR, A/ T AR AN IR, N
T A 200 0 N T B D> o

4) FRHYURE R & e I B 0T ER R 1 0t 46 260 W 1) 801 20 Al S 4 FH A/ %ok 61 20 W 11 R SR
172, BUWURE A BCR SMIVE s I 0 0 B R 5 2R, B A B A N IR SR A AR,
VLPER LR & . o 0 5 2R 5 B ) B b S 3R i T R L, TR N IR T S hnirh FA24 /NS,
LR & BER R B, [RINE RN IR BUSr 3m, AWFFe R . s 3.5 h 5, H 13CMRS (il 3
PR A3 VL) 5 F B PR 261 B SR Ak 5 R T R % 40%~50%, UL PN 6 TR & Mk, IX 3R FA RE
11461 260 W 1 2 18 IR AN o FRA W LAFI I FE8 15 25 0 000 30 26T R R, 3880 PR 3R 52 It 401k 7 26 00 1 84
RmE R A, M-S ECE LR S B 2 A, g2 R 5 ZARPT(IR) [9] [10]-

5) FFA {RBERE R AR H0HINE AR 2 i R R — AN ZE R HE T RE o R I 2% mT 40 o) o 1 s 12X A )
BRI i (phosphoenolpyruvate carboxykinase, PEPCK)f & il M (e i3t Z S B3k N LR B & il A s A i
W S 2R R, AT A0 S AR o B EIRAS T 5 W 3 22 b JFF 31 20 4 = 2E (hepatic glucose production, HGP)
KYERE . GRS TR, N EFIE FRA W EE T i n] Inodnd A2, LI vl 68 9 I 4A FRFA FEH
g, ZRRERIGHSZANH], WOE 7R AR IR AR v 0 OC T I T R R I R W, ST AT R R i S T A1
AR AR, P LA L SV R A S A . [11]5F PCMRS B B R b fi A Y 2
b PR 552 AR GT R 2L ) PP T e A ROR Ji 2 AR )5 28, 45 SR R BLAE 2 BN PR 58 2 v o 26 W ) 3
PETHERAER) 5 60%, XL KA R b e, AR TR, DARSERNE SRS
RIS . bR St R A28 T IR 771 16~20 h A9IEYT ABRMR ML FRA ZILRIA K, 4558 ER
B AR FRA T BRI BRI, b R 2 AR FRA N 3G R[11] . X R ik FE Y FRA (R3EmE A4z, i b
JRor AR, RSN SR R E, R RHLPL(R).
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Figure 1. Insulin regulates metabolism of glucose, lipids and proteins
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6) {55 f FIEBRRERG : 5 RAE AN —FEYS YT, AR R IE LG T SAH N 2R 456
FFHILGRAMBAN — RIUE ST, REIEPS YN ARG A BN . AERE TN, BEEREH
T2 AR T (1) J5R B 32 2 AR (INR) , {58 58 15 3 52 AR ik ol 1) TS S R ke R ol R A, 4k v A Tl s 7k AU L2 - 3- i (P I 3K)
Ak, PIBK VB NS A5 TR & 42 R (GLUTA), GLUT R4 2I4NAME, 080 4 b5 A\ 41 i i 2t
TR . IR FTIR, SR FER FEA HH 56 R0 NG P, 56 20 B3R N 24 P/ sk = 50 6 i 4
AR, 7 27 0 7E 20 B PN B AR ek D B P A T W R P 2, b — DI A AT NN . 4k, R
SRR T B R RBER AL, 80T DUHT 22 2R 25 R R (Ser/ Thr) B R 1L, 222 R/75 2 Ser/Thr B2
105 T SRR R AN A FHAH S, T J 5 2R 52 R T e R T it A A 47 TR 52 [12] [13], AAHE T L B 25 A
SRS —RIERAAH A X B SLEENEEE, SRR . RS T A
. W 1R,

2. MBS LAWEIE, JUFHIRERTR, 9 - BEREERLL,
InRHEThEEIR 1A

Jik &% Zil it i S IR & A B (apolipoprotein B, ApoB) R4 i A il ok 44 412 B A (microsomal  trig-
lyceride transfer protein, MTTP) (K& B2 VLDL ZEHC A0 [14], 7EIEH AR R, B EN I
VLDL 53t/ E R 2R 0GB, JR 5 Fma #i e iy 4t i S fb A, PRATE A TR 1) FRA, A
HAS I IERETE FRA Jkb, 8/ VDL 2SR TR MR . 7RSI B 2 KB (IRVIRAS T, i 3% s i
AR HREE e — 1, L ST (fork transcription factor 1, FoxO1)i&E 4 TF i, MTTP ()il T+
11, ApoB JIE & I BRIk, ApoB KTt FEDNFAE = BE H e 2, X SR R R4 S EUFIE VLDL
Sy TCHE[15] [16]. VLDL /K-F-Fh s 51 LDL 7K~FFt&. TG M LDL /K- ()7t it — 38 HDL-C ki
M R EORE [ e 4 e ) T B, AT B AIX HDIL-C /K~F- - HDL A Srd AL i 2 fE 168 /T, 7 TG LDL-C,
i HDL-C R Inid & KA R, IS s as . I i3S K, SEM AL, 4k
BRI, BRE, SERRE IR .

Zx b, TG/HDL LUAf fi i 5 G4 2 24T, R & RARHTR 2 BB IR EENLEE, sl LR o
SRS B ORI, HrRIRATE SR IR ROE 2 W PR P JE A 0

3. BIFENNS 5 ARG

HNEBR A B2 W T TR R, — R MR LN Z 40, 7 — A LB & 2 4
P8 DA v IR 3 B B A B EA, AR RTINS R, L I (AGES) B %, (45 ML PN B 4 i
BEVERGIN, IS5 NO S-S MAE Rk DhE, 4k M8 A e DRI, I8 A R Zm i A, i@ AR,
BEAL B FTTE S B TP S B 2 SRk L, SUE AR AR AR E L W2 [17]. 53— 7 T vei ML 51 AEC 2
PR B B LA 2 4 Skigte. N — ZBtA ARSI HOAWEERIE. ZIoingit K ik
fo, IX 4 2 e MUBE B 030 B A o B 28 AT B AR RS PE AR (ROS) Ly RV DASEAL R BOA 2 A FI A
[18]. WHFLLE R TR, [F 5 R M8 Y B2 40 L PV IV LH B R0 22 7 S5 L R 10 81 2 W A
RN A SR (ROS) AT — B R AR BET T iy, TSR P (10 S 2 S B AN R FE B
G5 MUE RS T 200 PAY T B SR A S SR, AN BT FR) J FE 200 I A PR SR R A R, [ s e R
PRI B TN, IS AR AR T A P SR NS . AT B R AR RIS 2 h BIET R
WS R SR SR SE, IR S 20 L PR P AL BT T RV 12181 [19] 0 A2 e (i BE S A I e 2 B R el 5%
WAL, BHREARE I Ak, AL NI T e i 4 L P R & A T B R A RS S T
[20]. 4n#%c A5~ NF-xB SHUAARI 2R 6 e KORERNA 5% S R A Py i3 R R0k . B A s e
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A R AR AR 22 TO D RE IR S AR 1o v I 51 A PR O % G 58 5 I T 3 S50 240 M 4 43463 5 ke
E T IZAMANA I B PR RE ) KB tHIRE /1. RN B 2 BLa L e e ik e 95, FTbL
A Hl e R G PR R ST S B [21]

4. BY5

£i b IR (BB FARDO) L RE R A A B G3ATS, O IRARI ZEELLE IR. DPN R K fE 4
HEAER], MRACH AL RE W] R N0 M AR R AR, IR A E FRIRRS . SHE R TTEhiL. BREA
XN LT AE S K3 BRIl v S Rl e 9 A A A 1 A Bt o i PR R A 30 A0 ot R 4 ok
TR v 8387 R o B 2 A ) DX, [ g o) L T 18 s ke e AEOHRE P 6 8 A A2 ) R A 2 A2
RARIES . AP REGE. FRU . A RPN TR .
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