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Abstract

Sepsis is a clinical syndrome caused by infection, trauma, shock and major surgical surgery. In es-
sence, it is a vicious circle of uncontrollable inflammatory reaction and immune suppression,
which eventually leads to systemic organ failure. The course of the disease advances rapidly, leading
to a high case fatality rate of 27%, which is the main cause of death in ICU patients. MODS is prone
to occur during sepsis progression, and acute kidney injury (AKI) is one of the most common se-
vere complications. Studies have shown that sepsis complicated with AKI is the primary factor of
death of severe sepsis patients, and the case fatality rate of sepsis-related patients is 50%~70%,
which has become a clinical problem in the field of severe disease medicine. Therefore, while ac-
tively treating sepsis, the early identification and intervention of AKI secondary to sepsis are the
key factors to improve the prognosis of patients with sepsis.
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1. Hl

H Al TR EAE g KA AKL BRI R R A AL, S ERN R iR (B k). =ik,
FELGMIEWUET . REEA 2% 5 DU RETE IRV 7> (SOFA) M FLRRIAE « M7 IR /KT A% 3R 1 ILAE
i ARM R A ONUOES . (A, GRS (SR HEPRpE . O If
ER . YIRS TR RN, SRR O E R (HDL-C)fE AR 4 . BRAR R 55
PR EF P RE N, HFBEEESHERARBUSHR, #8755 HDL-C I 682 5HUA M) Gl 98 RE B
NI A LR X HDL-C Wik EERE £ R A 2t W 40400 B s e e 4 R 6 0

At FURRAE IR ERAE F 3 TIA 1900 JI B[], Horh AKI R AR I EEIE (35 E 40%~50%, FETHRN
22.0%~70.2% [2] [3] [4]. AKI kA — D Kk EEhE B A By 8], ST 3% FHAZE T 2138 hn,
T L5 00 308 1 B o 8 28 R BB U8 1 % AR [3] [51 [6] [7] [8]. B FRAEAH & AKI (ML 14> B
3, HETRTEAERE, B SWibr EMAES, LR T ZAHFxE.

1.1. RESIECEiRE

AT, 12699 6072 W 32 22 D S8 RN RR M s B3 12 22 4 2016 4E BTl 2 1) Sepsis 3 ArdE 3=, YL (ak vl 48
RGN SOFA T4y > 2 RS WiIkEEAE AR HE. SOFA 1/ WA FEAFEIFIR RS, #hE RS, O
REA(CFHZ RS E YR E: LS FIRE. B ERER. 2ERKSEE BB T ). FNEQERE
2U3). BRSO B AE(IE I BOR E), BRI 1.
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Table 1. SOFA scoring criteria
# 1. REEEXHEYRERETIIE

- PR oM E(5T)
fatw
1 2 3 4
PR R 5 <400 (53.3) <300 (40) <200 (26.7) <100 (13.3)
PaO,/FiO, [mmHg(kPa) +HUAE S +HUAGE S,
2 245 Glasgow FFikiE4(41) 13~14 10~12 6~9 <6
LRSI gkgmin L0 S ’f) PRI S S AW ZEI 5
JFFUEIEAT 2 (mg/dL (umol/L))  1.2~1.9 (20~32)  2.0~5.9(33~101)  6.0~11.9 (102~204) >12 (>204)
eI R LM x 10971 <150 <100 <50 <20
'%mgngg% ?n';v(g)mo” DI 1 219@10-170)  2.0-3.4 (171-299) 3'5~4;%ég°r?ﬂ~/‘é4° M 5 5440y 5<200 mifd

VE: SOFA: WHEAEHIGAS B TR IBIF4)

1.2. AKI B2l B 53 HATRE

AKI 2 W7 K 43 AL, KDIGO ZH 431 e fIARE A E[9]. Wi 2 d A ImyENLEF & F 0.3 mg/mL, =%—FEF
B EIFELRER 15 1%, BURE <05 ml/kg.h HERE4: 6 h BLE, FI2HEA AKIL. ZFriE 2005 455 — k&
PUfE, 2012 SERHATHEAIIIECL, AR IGRER 728 1. 2. 3 .

1.3. BREAEMEX AKI BYRFHRHLE

WRERAE B KA AKI IIFLHIT 2 2%, HATMARTEATE R, (HOIRHAECIMAE U LA

(1) BENETSAIEFRRERT: R DhRERRRS . —F A B S ML R IR A XIRER A WA 2 A R4
JEL R PR R T WH = (A A% g AL 20 K B SRS (Rt I — e o~ 4887 1Y) 52 ) 4 5 b P AL A I
HEFAT, GRS BE R ERAE[10]; (2) SRR AREME I R AR AT 51 RS (0 ZH 2R R TR SR ) S R A
T, NI, AR BN B AR ERERAE S, 4k 51 K SO X, B
BB VERG I s RGFFLLBE, RATIRALUKMAIERG[10]; (3) B/ N I K 4iffi(renal tubular
epithelial cells, TECs)¥11& N B 7 98 RE i AN A AL SR A I T, TECS 2 i n I 3 B 14 I R«
AU L A T o B Y RE AR S G (U e S OR B 0 A7 %)« — R Wk R ZRob A 1 W« 4t o Fo) 4 L
[9], HJEHE/NE L RAMIET: (4) WORIFIRE: ORI T I e B8, AR, fRIMARTE R
YER o (HORE AT B8 15 N B2 A0 M — AL ECRI AT AR SR 0= A, R PR R T R O s S0 4R 7, (it
PR PR A R P R A B RGP, R 5 R RO A P R I, R BOVR BERE AR T [ 11] o

e FEE T R A R AL RS R A S T A DA IR o i g MR I e N 3R A 7 9 it B AR
HHAD=RMAEAFK R, FRASEW HDL-C /K-F[12], FEE324 5 PR B MR ST R 2R e, fF
B AEREAE . HEE RN B IR 0 % HDL-C /K Fa] B SR T 1E 3 /KO, 0 e K S 1 N
HDL-C /K-FAT &% Tk . W7, 1% HDL-C /KA, ASCVD HIAJREHOK, &z, R
B A, P 1A B0 W R e . rh B I 4 e X if 3% HDL-C < 1.0 mmol/L AF#MK, H ATiE AR
HDL-C 7Kl & B (1) _EPR[13].

1.4. HDL-C BY4HRR
HDL s& FEAREMIEA/NgH, M3 afER/N, BEEEHEEA. HDL MEEERMEARK
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O NFIRIEE A AL (X115 60%), 20 AWIZEEDIR) HDL FREAERIR) HDL, I U ERIR) HDL ik:
NE. EAERR) HOL 4332, R TFEENZORNE, FEAE I EEEAH = &7
AT RANE, EEONARER LRI E EREAEAR . thAh, HDL Bikne &2 Mis ks My, =
TEALE OB NIE— A [ R L A . AR AR O I ER RS R O AR s A S 2 MR s A
Fg[14]. B2, IR FSEf & HDL AEAiE Mk R ht, DRI R A e, B2 L a2 AN 45 44 T 5
# HDL JjRe Mz .

1.5. HDL-C B9{X it

HDL )& s AR 46 T35 85 1 B S , 28008 2 W Se il M T R )38 A B IR HD L 5ikE , #5A4 pre B-HDL .
HDL ik 5512 8 1 ABCAL AHEAE T, MITife 3k 5 2 (1) BE IS WA g o S8 F5 , o JE ] B A NS A2 1) HDL
UKL Ry, HDL FURGEETAR K, RS ERIR) HDL Bk, %N a-HDL. AH[EELE RCT il fEftia
ZE I, S5 HDL-C 78 JFF AR AR et P o f80 T JOEL I 0 R 5, 5 2 I T i s O A HE A &Pl e A g R 28
M 2850 2 38 B HEE[15]

1.6. HDL-C IfsER#41

HDL-C i& nf ik 25 55 A 85 1 (LDL) SR AR BB, AT /b s ks AE A4 . HDL-C i 5P i IR
JIELE R B R I L A8 Dt H DR A /BRSO DR — K RGN bR PR S R 8 s 2 5 LDL %
WAB I R R AR AR S, IR LDL M4 i S Fo i, 40 LDL X A p B 4B 2K, A
TR AEPT AR UYL TN RE[16]. Bh4h, HDL-C i ok 386 I 4H 23 415 I S Ui 0 (1O T R T s 47 VA i I
M FE LTV R AR TE R . 4k, HDL-C i i/ A R 7= A, AT 01 o~ FL 400 1 3
J% . HDL-C li#RZh ikpEs e, HARRRWM IR, AFFAER, 24 HDL-C IREMMFIK, B&
B I AR AN R OO SRR R R A, 1 HDL-C IR BEREFRAIK 10%, KA Z UGN 13% [17]. ik, Y2 E XK
¥ HDL-C F1 40 U B3 B ¥ 7K 7 B B B AR A

17. FENERREBAERAEIA HDL KRR

MU AR AE 4 B JO0RE  BREERE S FLAR T IR TR, 5 S0 g A0 A 25 1 R B 11 S 35 AR [ 18], Lt 78 1y A L]
i, LDL-C } HDL-C /K535 F#K, TG Al VLDL /KT, 1 FLEERURLaa 2R FF A . BREIE B 1
HDL-C /KPR R aTRENLHIA : (1) KA RER A REE & A& i CK Al LPS #i, 53 HDL
(930 ; (2) |cat BEVE 1 1T B 5| R [ B ) kb, e BRSSPI AE HDL (R (3) SAA R apoAl i
9 HDL W) FE 8 RE A, 1 apoCl & & TR ML apoE A1 sPLA2 F& &M 0, Miintk HDL )5
FR AR o

MU R BEREJA ] HDL M4l R A — e AR, WEkARE A Al BRE A 1L #AEE A C. BiE
B M KuERE S RS, M EE R, BAEEA ). BEEA IV, BIEEA V. TG, SAA. KFLp
SEEALBP) SRR EMM9]. FIRBIER T RAESREEOMBR I, ERAEES SRR
(B, anfFREIEE. CETP. LCAT & PONL1 HiEYE TR, 1M PLTP K& G 5%, MIfisZmg HDL 1R
i R ThRE .
2. By

HDL-C 2 FZRINRE A, FoAk & 50 ik 2200 ™ B AR B Ak e i FRAIK, Aokl Eos, M
HDL-C 7K a5 IR ERIE B3 A2 S AEAROC, 7E— e R bWt 1 REERE S o 1 (1 ) SR L . T I
HEHH S TR N [20], 2 AR T JREIRAS S, P HDL-C 7KV F % 40%~70%, Mi{%/K-Ff) HDL-C
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AT BE I N ERIE e AKI RS . WFEUERH, WRERAE & HDL-C 2@t FRRE IR AR 3 L1, 390 LPS 45
G771, DR 1 RSB RZARL & NIMER LPS, RIEX BRI ER[21]; 4k, HDL-C nliliid %
FREN&EE, W5 PHME R I R RERR S & I R AR IR RGP 4 1 ik, (R SR RE A Rk
TS0 & I D BE[22]
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