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Mechanism of active ingredients and compound formula of traditional Chinese medicine intervening in
sepsis-associated acute kidney injury via the NF-kB signaling pathway

XIANG Min, CHEN Siyuan (Dept. of Critical Care Medicine, West China Hospital,
Chengdu 610041, China)

Sichuan University,

ABSTRACT Sepsis-associated acute kidney injury (SA-AKI) is an acute kidney injury caused by sepsis, characterized by acute
onset, severe progression and high mortality. The abnormal activation of the nuclear factor-kB (NF-kB) signaling pathway can lead
to pathological processes such as renal inflammatory cascade reactions, oxidative stress, apoptosis and pyroptosis, and
microcirculatory dysfunction, thereby promoting the development of SA-AKI. In recent years, the basic research on the prevention
and treatment of SA-AKI with traditional Chinese medicine (TCM) has made significant progress, among which NF-kB plays an
important role as a key factor. This article summarizes the research findings over the past few years on active ingredients and
compound formula of TCM interventions for SA-AKI via the NF-kB signaling pathway. It elaborates on various active ingredients
of TCM, such as flavonoids, phenols, glycosides, terpenoids, quinones and alkaloids, as well as TCM compound formulations
including Qihuang jiedu huayu decoction, Huangqi jiuni decoction, and Xuebijing injection, etc. These interventions significantly
inhibit renal inflammatory responses, oxidative stress, apoptosis, pyroptosis and microcirculatory dysfunction by regulating
multiple NF-«kB-mediated signaling pathways, such as Toll-like receptor 4/myeloid differentiation primary response protein 88/NF-
kB, sirtuin 1/NF- kB, NF-kB/NOD-like receptor family pyrin domain-containing protein 3, thereby alleviating SA-AKI and
improving renal function.

KEYWORDS sepsis; acute kidney injury; nuclear factor-kB; traditional Chinese medicine; active ingredients; compound formula
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PLIISE A 05 BB N SE I NE AR AR 38K 240 AR O 1 Rk
PEPR A AE , HET M AR e 20 Y. BARC e 2R R
R T 15 53 155 SA-AKT A G, 401 Toll BE3Z 4 (Toll-
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h Akt) 55 ARG TE 53 FHLTIAT A 58 A WIAR™ . B W s
A NF-kB 7t SA-AKI 495 B R P & 45 1 B0 45
YRR, BELWT NF-kB {55538 fi (1455 0] A7 80 ) B I 4 i
Ko BRI, T A T R T, G R R B AN
B oifie, A BT PiiE SA-AKITY, ML, LI NF-kB #E 4,
T4k SA-AKI A BB 16 T-BL, X AR SA-AKLE EFE T
R U B CH 2,

th B IR IR EEAE A0 2 A AR S 40005 4%, S
M)A, FECF R TG SR B 4%, S 30E
AUMFEEAN R IER TR, B RIE, 5I R B0, SA-
AKIL SRR FARA R , FERR LN B AR 241
HE b, 2O0TE R RE GBS T LAAE AR, 22 ) 25 <K
1E I AR LA RE A B WA HGE , B By 2 S
TG R S h 2592 J7 , Al A NF-wB {5 Sl i, 2%
1o 2R A 2200 MR A XUER AR A
HMIBET, 5 SA-AKI A R LA LG, A SGE 11 8
PR N AMHOC SRR, BL25 T A 2438 5 45 NF-«B {5 538
FEIRTT SA-AKTIWFFEHERE , LI SA-AKT Yl R Y7
AR 2%
1 NF-xBIES@EEIARRHEER

NF-kB % i p50 .p52 .RelA(p65) \RelB Fl c-Rel H
5 HH G 1R 5t ZH AR, 32 %257 NF-«B il 2 11 (inhibi-
tor of NF-kB, IxB) Fll IkB i (IxB kinase, IKK) & 54
(1 IKK-a JKK-B FIKK-y 34N FE2H0 p) P45 . 1B
1O, IkB 5 NF-kB 45 & DU 35 5 #0815 5 01 F
HBR B AE AR . NF-«B 306 2858 1 24~ is 48"
(D) MR E—Y M Z B W N TR A 7
SERLAT  IKK B2 A W8 30 5 IKK i IxB B R 1L , Bl 5
BERR ALY 1B B 12 R AT 288 R A% A , 53U NF-«B
FERO-2 o1 2N 40 MEAZ v 5 E A AHHEA%Z P 1) NF-B S50
) DNA JF I 255 JE SlAH G I -4 5%, an i R AT R+
a(tumor necrosis factor-o, TNF-a) . A4l /2 1B (inter-
leukin-1B, IL-18) . IL-6 542 4 40 i [ 7, (2) JF £ 8%
B——1EZ B K BB 4IRS 7 S5 i
I, NF-kB 755 S S | JE 0 IKK -0 s IKK - o
AL 100 , A HL B4 KA 1 p52 5 p52 5 RelB 45 BT I 5+
U8 AR A A0 A% , e SE B NF-kB 0, /1 5
WA R B A B R AR DG 3Rk
2 NF-«B{5S1# 7 SA-AKI HHI{ERHLE
2.1 FESRERKR M

TEMEEERE P, 5 2% [Q M T AMIE Y s 22 8% (lipopoly-
saccharide, LPS) J& 3= % 48 5 I R, L ] 38 2o 3 7
TLR4 51 % TR il il 5. LPS 5 TLRASS S5 , il
186 2 oAb 9% B v 2 1 88 (myeloid differentiation
primary response protein 88, MyD88) F£4E I1L-1 32 A&+ &
A AN TNF 32 R AH SC F 7 6, E MG f5 e A K H 1 B
8075 B 1 (transforming growth factor- B -activated ki-
nase 1, TAK1) ; TAK 1 fif IKRK B2 1k , 555 1k B [ fig - ¢
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JBC NF-«B; 1 AL 1) NF-«B % o7 22 411 I A% , {2 3 T il IL-
1B IL-6 .\ TNF-o S54i 4 4 241 it DA Fn e A b DAL (A B
YR LA L AR T B SR o) LRSS 1Y
BEPRHG S, KA SA-AKT B, JAEA T K i B, 51 %
PRAE LI LN, T BUE I =y 8 98 A 20 I, AR feff 5 /)
B 1 AR AT IR AT | /INBR ZR R4 0 34 G N A0 i o I
FT IR RS AR IR A — 20 P BB /N ERRE AL S /N
[ BT eF Ak , B2 s B g "
2.2 EEFN N EFER ARG

7E SA-AKI H1, NF-kB 23 1 30 5 28 0 15t e AR e v
TN TR W PR A {1 (reduced nicotinamide adenine di-
nucleotide phosphate oxidase, NOX) , /= A K & 1% 1 4
(reactive oxygen species, ROS) , 5 & IE 410 L 1) 4= 4
JIE 2 15T FT DNA 5115 S SORL AR S5 #4545 s ROS i 7l
— L A5t 0 NF-kB , B U R - A SO R, 47
LR E BT TR A 2 B e A
REf , HH BA S BRI 2% C(cytochrome C,Cyt C)
P, N AEE B AR T b NF-wB Y%
T 3 W1 e A AL B S e e A B R 2R, HIL 59 1
U248 e %) 0 AR A RE 7, I ) AR AR T Xia S
SR 7, ) NF-kB {5 538 P& A] e S A0 0 8 Sobn
IR RERERT N AEARE SN, Bl 1 MR BERE K B 2E AK
2.3 {REtdmpAT

NF-kB {55 5 38 i 5 1 0 2 BB /NVE R
8 Bax , Fas 52 A T- 3 I 35 , Sl 7k Cyt C R RLIA
TR A0 b, 300% e R 25 11 8 (caspase ) 91K [ b,
FECAMR T ; [RIE R T 94 B 240 Ak TR 1. B 41 Atk
CUR 2 ST TR R R GR  R B N AR P8 T AT T
A 72 A, (R E B /NGE b Rz B Y /N 2R M it 45
YHARLUA T BRI 2454, 52 B 2 E™ . NF-kBAH
3 I S O BN R B W IAE RN R L 1
Al G S IEAMIEAS ThRE L) MR e Rl
2.4 {REHMEET

NF-«B {5 738 [ 19006 25 filk & NOD FE A2 R $4 8
2k ¥ 3 FH & 2 H 3 (NOD-like receptor family pyrin
domain-containing protein 3, NLRP3) 48 fiE /MABE L, UE
TMi 34 1% caspase-1; 1M 16 1L Y caspase-1 7] Y] #] Gasdermin
D& [, 7 HAT 16 M) Gasdermin D F B, 1% Beal 78
SRR L ATAL, S 2OE DR AP K i, AT [
PRI IL-18  IL-18 45 4 K -, ifF — 2 hn o ' e 1Y)
PRAEFIRT
25 SERIEINERS

NF-«B W1 5 i B il 1) 98 i PR 25 40003 ' I 9
B AR, 3800 PN Ez 200 38 A5 e D2 8 R 240 = v A
() S5 7 5 175 5 PN B A e 8 2R A TR 6 B o3 1 L Il 7 4
MG B 5 1 A RE R o0, W5 | 1 4 AR 2R B L 2l 4
RE | BB R0 A S RE RN IR T G, 5 e U VR R
J R S BRI 2 B I | S AR R IR AT 5 R B
HER R 15 1, I — A A /U5 A PR s ) 7
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B A WCAE TG IR B AT | B /NER U LR T R, AT
S ) B T REM A
3  HZ4E T IE4E NF-kB {5 518 3 T i SA-AKI
3.1 HEEMERE S
3.1 R EY)

7K 22 2 DK (14 o AR SR S R B —
WA AW, BAPLR PUA PUsE Pum R
YEH o BRBK LT 538 2o 5256 2 B, 7K TR s 5 e A% 10
NF-«kB {55 538 [ X NLRP3 A /MA, i (K LPS 15 5
1) SA-AKI AR A FRIME 5 B 21 23 584 7K F, 2
R OB W BRASH o B F O TR B AR
) —Fh S, BABUR RAE PR EER IR
Tt Lo | e I H SO I A A BIR T o S0
AU 1 PS 5 S 11 SA-AKIL /N BB I vh % B, B A 2 e
At bR AR AR 1 (sirtuinl, SIRT1) (Y335,
A5 NF-kB £ Ak, 80720 98 5E 6 B, DA I 2% fi
LPS i 5 1) SA-AKIL, 7 T J& A= Wy 2 v At £z 25 1)
1, A PUAA R B BT R A e W1 S AE . Lu %"
T3 F 7 LPS 75 514 SA-AKI /NS I L K LPS Hillik iy
HK-2 N /NVE T B2 208 2 B, 7 T Al SIRTL,
P NF-wB G 52 7, 790 1 AR 8 A bib s ST B 9
S FIAH R 1, HLELG ORISR i 771 7T 3 5860 SA-AKI 1)
GRRRCR . A RIS A T 2B i A
BRI S, BA PR PR PrA S 2R 2 2y
PR Yin RS2 R I, A R B 9K R AE 18
1iF FELIKT LPS HI3 S SA-AKT /) B 2H 211 TLR4/NF-kB
38 [ TkB W IR AL R i S p65 A% LA, i
WESAE ST . AME IR QR IETAME AR sLh
By L I W R S 72 71 2 o 7 W 6 P 2/ |
+F Kriippel £ [ ¥ (Kriippel-like factor, KLF)5 J& T KLF
F, AT IR B s v i A R T A g
JINGE ) A AE AN £F 44k . Ban 5L B, 7E LPS 5 S
Y SA-AKI /I USRS K LPS Jill 384 1) HK-2 20 B A7 o, b
BB 2 & A8 i) B 1 PKC/NOX4/ROS/MAPK/KLF5/
NF-«B {555 fil1 , 38 25 91 1) S0k 1 5 98 0 5 I o vl 3
SA-AKI. JEBEMIIE 12 A7 AE T /K S S 25 v i 21 B
Loy, BA PR ST PrELL B A
A A2 EH . Sre P RE W53 1 i A TR B R 1L,
%} NF-kB p65 [ £ 1 MAPK {5 5@ B% #4715 15 . Ren
SERIFGEUE B, R R AT 38 9 ] TLR4/Sre /511 SA-
AKI/NRUBFHE R NF-kB p65 F1 MAPK B30T , & 5P R
FHCIET-AER o B8 0% — PP A BCAS rp $2 BCAY BA 2S
&Y, BA PR MPTA R, DF5E Bos , 76 LPS 15
T SA-AKI/IN B rh | B AR R AR SR I L1 &
2 # & A F 2 (nuclear factor-erythroid 2-related factor 2,
Nrf2) F L 21 2 fin %8 /i 1 (heme oxygenase-1, HO-1) [ 7K
S 00 i 2 4R Ak 4 R A 358 5 40 80T 27 1A -y (peroxisome
proliferator-activated receptors v, PPAR<y)/PPAR~y % B i#{

T2 2025 4F5 36 45 21 1]

116 - Lo AT TLRA/NF-kB {75538 5, DA T4 i) 24 | 4
PRI AL RAAR T RERR AR
3.1.2 B EY

H0E TR B 2 RN B B S S IR PR U 1 2k
YL AU PR LRI AR R B . Wang %" B
FEUESE M I REHM ] NF-kB 1 p38 MAPK {5 5165,
U0 H B 45 4L 5 FL R (cecal ligation and puncture, CLP)
V5 T 0 e B /N BB ) 40 B R 28 L RORE RN AR AR 3K
FR TR R N AR T H U RAR B 2R AL AW 15 5t
HTIRITT 5. Gui %" 7E LPS 15 79 SA-AKI /M i
B L K LPS S 1% K U A o 22 B, R T8g H fil
3 S PG Nrf2 , 90 H A 520 NF-kB {5 538 [, o036
B INE I o 2R A TR SR DA ok 1 e v R A KSR T TR
KPR, AR PR PR SEENE, RE
PR, KA R ] CLP 75 S 0 e s e K RV 420
NF-kB F1 p38 MAPK {5 538 [ , 9/ 5 JJE R AE | 4804k 1
ORI T . 2288 0% —Fh A ZZ R P AR 25 h B
KRR R A Y, BAPLR SLa P SF 2 HY
FRIEPE . Huang 6" 09 5000 & I, 22 ¥ 2 AT 2o B AR
LPS 531 SA-AKI /)N BB 414 PN 3% A it e e AL A 7% 3
1 Ik, ] c-Jun 2256 S5 84 B /NF-« B 5 5 18
%, IR SA-AKT H Y SE S S AR PR T RR R
3.1.3 HEILEW

ANZ B Rg JE MNAS R R HEER = B B 5
B RPEPTT PLR PUEM PUIRT LU AR 2 AR L
BRI I6 T . Hu 98 & B0, N2 B Re BE IS
SIRT1 Jf 7 ¥ NF-kB B9 2 ik , # i LPS 15 7 1 SA-AKI
N BB B A AR T A AR I AR 2 R
kK (1) BRI TR 2, A PR BUER BT
UM T 2 R 2 BRIG P . T I5 5 SR A CLP 437 SA-
AKI/IN Y, JF LA LPS/iR H =W R (adenosine tripho-
sphate , ATP) #ll# HK-2 41 Jfd 7 37 {R &1 e 7 0 45 A 335 1 7
SEHG S5 R B, K b =L g s A ] NF-kB/NLRP3 &
iE /N [ D 9 A PR TR, AT 0N BB A8 47
FTNRERENS . 215 K &SRB 258t , HIg ok il o 21 5
KA HAPIVAR DU PR DU LS LR 2y BTG
P, Fan %™ HU CLP £ SA-AKI K FUBAY i 1o 5246
UEAA , 215 RAFBEFN I NF-kB p65 1y # 1k , A B E b
TNF-o IL-1B FIL-17A S5 4 0E B F-7K -, 203 5 Dy R Al
B G . B R R AT R, PR
M R ST E . B A SEYER FH CLP Fy ik
BEAEAR A J5 & B0, B RE R AR A A R AL R TR
B1/NF-kB {5 53 i, fi 1 50 20 i ) M2 AUR Ak, DA
TV A A SNz, 2 T e M e R R AK L, e 12
HCRM LS PR = 2R B 28k &, HE DR
b PUREVEH . Han S5 &3, 76 LPS 15551 SA-AKI/)N
LRI LPS+ATP &b ¥ it HK-2 40 i b, 8 B 24T C figid
i L[] TLRA A1 51 NF-wB 85 A5 B ILEE-4, 5- — B R
G T NLRP3 SE/ MR , A7 B Ve
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.14 WA

ol S i A 2 DR B A6 AR mh 20 o B G 21k
AW AEG I TIRIT R R R RFRAEETEN
Wu S5 S K B, kL B i I RE I ) IKK/NF-«B
PI3K/H5 i UL AR A6 4 26 11 384 15 1 (phosphoinositide de-
pendent protein kinase-1,PDK1)/Akt {5 51 4 , Jii /L SA-
AKIZIN BRI G2 40 2, 400 i) ML 038 200 e A £ A 56
JiE o /INFIAE PSR /N A SRR A 21 s I TR B BT R
FEM . Shou SF“ Y F A /N 48 N R AT 4] CLP 755
B e R R BRL Y 2L L D R LPS TR A R BRU Y /N Bk R I
21 B P () NF-wB {5 538 i, 797 J0E 7R3k, 2 i
SA-AKI,
3.1.5 WRZRILEW

KB ok B R B i B BRI A1, 2k
SEPORIEGE e BR, K 1 R0 LPS B3 % HK-2 20 it 1N
p65 5 IR AL , ] NF-kB {5 5 B A% 5 K & 0E 1
TNF-a  IL-6 B3 , i HK-2 20540 FiE T, ek
% SA-AKI, H Bk A BAURF T B IR A
Yy, e B Z PR BUR A T E . Guo
AEYE T CLP 53 1Y SA-AKI /N RS2 B vh 2 B0, 1
fife 7T 41704 NF-«xB \NLRP3 Fll caspase-1 A2 35 , DA T 4170 ]
(D e O PR R =B VNN = 11, == w5 e - N2
S R MBS T 20 B PR BRISATTAE ), A PUE PUBE IR
i PR R AP SR VE I o Tang S5 #E N7 T LPS
75 5 19 SA-AKI /)N FRAS Y AT LPS 41 8 9 HK-2 40 ifd
BMDM 41 it (—Fifvi- B HC Y5 B4 5 I3 40 6 ) AR 3 1 512
S I, 01 AT 5 3 3 NF-kB (5514 SR M1 E 40
& Ak, % SA-AKI,
3.1.6 SR A Y

IINEERHAE Ry —F S s AR 0, A PR PR
AR PR 45 . Yubolphan S5 R SEEG A& HH, /)N5E
B AT S8 A CLP 75 519 26 F I e EE e K U 2H AR
TLR4/NF-kB {5 5 1 # & NLRP3 48 it /MA 5 o v 21>
ROS F=H I RAE EALIL L, GE9r SRR it 52 5 I
TIIBe , 10k 401k 17 8 S (A 1) BB R Ak AR A E 1A M7
o FhR/NEEE JE T 0K 3 S M 2 A W, LA T
F AN G2 T S5 TR, PN A" & AR TR /N BE
AP NF-kB {5530 % 1936 1k, PR AR RAE T %%
ik, I BEFNE Nef2/HO-1 {5530 i U A A0 N 3, AT
AR LPS 15 10 SA-AKI/INRL . S AARR: 25 AR
YA A R B R B Ay 2 — o L AEE
I P A G S R BRI B AR AT I R B, AT
A BH BT AKUNF-kB {5 515 5 , BEARMEEEAE K UMLK R A
R P2 U B I B RS o SOVl AL IR 2
BB A= 0m , v = T OB M LR I R DR A
Xiong ZE LA LPS G L/ 1 3503175 /0 BUMe e 45
AU, IFAE Bl S/ T LPS A0 33 NRK-52E K BB 4
Ji FREA AR ARG AIE , 25 5 & 30, SO B RE A UE PPAR o 32
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I, 0] 1B Bl 1k &% NF-xB R #07 , /> TNF-a 25 %6
i 7= A, T8 1 AR 9 o
3.1.7  HAhrh 2SR

IR R (AR R W AR 22 H—Fh ik
2B, AR PrELIE Y. Zhang % i 1A
N FIARS NS BG PEAY T 32 H AR ZHE7E SA-AKT H )
VERT, %% PRI BEE 210 Nrf2 {5538 B A ] NF-kB {5
SIE K, B H 400 TNF-o IL-6  IL-10 FIEAAZ 20 i
FREE LS RPN R 7 s S AR IR 5 A 9 , B 1k
SA-AKI. FEALEHAPR PUEAL B &6 25 BEE P
Yang %N T LPS 551 SA-AKI /) FRAE A LPS Al
TR HK -2 20 AR 38 o) SC 06 % B, PR B LT P Al
KB 2RI AL, AT 38 O el 5 S A0 0L 0, 410 ] NF-kB/
NLRP3/caspase-1 {5 5 i A 5 1 RAE FEE T, DI ik
B SA-AKIL, FIYIAZEE AR P & B ZE A
Yy, b . QuAE il i CLP #57 SA-AKIT /) Rl
AU, FF LA LPS R34 HK-2 4 i A5 2 20 i A 20 R 45 AR A0 55
WEJE R B, YA R TS5 G 8 4 26S 7L ATP i 5,
PP TLR4/NF-B 38 B0 , 1800 15 JE A E F'E T Rz 20
MO T, 238 SA-AKIL, fEH R & —FEE T &R I
YRR, A PR R ERAR
FbK TR S LPS A E e e /N FRUBRY S5 & B0, 4675 K 1T 3l
S0 NF-kB 15538 [ , 8 BT /)N BRUA P 9 LA 1
A SERE KN, T 035 SA-AKT,

2R Lk, NS S TS 2 RS A A
AR 25 M A 4 T 38 A 1] TLR4/NF-kBSIRT1/
NF-kB NF-kB/NLRP3 MAPK/NF-«B . PI3K/PDK 1/Akt .,
Nrf2/HO-1 25455 %h , 1] SA-AKT 3 72 7 4 S8 9k K 1B
B, AR A BRI T BT e S A S AR R T R
REEf , AT SA-AKT,

32 HHEH

BRI R ALK R B RS KRB S L R AT A
AR CH R, AR, ARG SR IE
S ) AT 8 AR CLP 5 1 e e Kk BB 4 4
P TLR4/MyD88/NF-«B 15 = i [t , I 5% 4 i Al 45 Ak 1
B, DG B S RE R RSN B R B A5

RO R S AR Y H M 12 Fh
RGN AT ET R SRR R I, S KRG A R 2
Jii » SA-AKI K BB JIE P TNF-«o, TNF-R1 , # ig 1k p65
p65 MR 1B (1 2R IA 7K T34 1 SRR AIG , RS Tl 59
AL 3E A A ] TNF/NF-kB {5538 BB ST , e 8
153 X% LPS 51 #2114 AKI,

MRS LA 37T I FFS 2413 5 Fpd
N, A BUR T RBEAEDIRL . Zhang S E
CLP % 3 i SA-AKI /) B LPS 334 A% HK-2 4i it 52 56
v % 3R, 12177 AT #E ] TLR4/MyD8S/NF-kB 5 54l , 41l
Tl AE AN BELYR T PN T I o 38 A K 2R D BE B, DA
M2 AKI,
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gx bk, h e 2 s aliE ok 2 A U RE R PR
TLR4/MyD88/NF-«kB , TNF/NF-kB %5 5 22 {5 5 W 4% , 7&
SA-AKI W RS R PSRRI, el
S5 R Y 22 B0 - 22 A TTASEC 5 J  1  2E
S MEARSTE R IL T P 2 R RyR Y T IR
4 REERE

NF-kB {55 53 i 1Y 7 5 16 AL 7E SA-AKIL &S tIL il
D AL, KRR, T2 NF-«B 55
TH PEAE SA-AKI BTG AT i RO . A SO ARk
rf 243 3 R4 NF-kB 55538 [T 70 SA-AKT 9 IF e dk 1 7
RGP 2GR R DU S (2 S iR A
ARG Th 25 7 DL RS R R AR IR L B
R L SR R AR, S B i NF-xB 4
S H) TLR4/MyD88/NF-kB , SIRT1/NF-kB ,NF-kB/NLRP3
GZ 5T TR AR AR 0 20
PAT-FNAE TSGR TR PR AEVE T, AT 4% SA-AKT, 2k
HHEIRE. XKLL AL T XA 25 R LR Y
PR,k SA-AKT (I PRIG T &AL 1 Z2 A AL i AR X 1
By S S0 K Al A Sy 3 WA A 35 24 ) R VS A ) 2 B
SR HE T 2 g Ve FH 2 1 B0 AT A Ak, B
Y RFL A (A RN S e 2

H2 , P2 38 5 545 NF-kB {55 38 1597 SA-AKI
HIBIF ST ARV 22 1) 35 Bk AR - (1) NF-kB {5 538 % 5
PI3K/Akt . MAPK Fl Nrf2/HO-1 2545 5 B AR BAE 1 , It
[F] S 35 SA-AKT A E Jie , {H -3 6 ] (145 = 28 AL &%
MEAERA T — PR E . SRR R T IRAR
FAGHAHLE] , BB A [ 45 5 30 8% 22 18] 1) o ] s e o
Z, B A5 Sl % B 5 SA-AKT A& A6 B B2 )
T, T3 I R) P B IR AIL ) FF i 28 24 0 Rl 1) 2457
220 (2) Y5 Jm PR T 3L Ao, LA 40 MO RN )4 55 56y
I, k= AR VA e . S5 s
LI 22 vt RFEAS B G RBFFY , PPl 1 FHROCR S22
S, DR BRI PRIESE o (3) H 28 rh 2545 U8 o0 th A7 A
VA 2 XA AR EE A DA S 2R3 2 i e = 45
[, 30 A Wik PR AW 5T B B, 18 A )32 e T I K
A Je BRI 9 F A T R AR AR A Y T 2 A S R T
2 G ORI IR R RTITROR , AR S s
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