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[Abstract] Sepsis-associated encephalopathy (SAE) is one of the serious complications of sepsis, with high
incidence and mortality, and the patients will have corresponding neurological disorders, which have become the key
research diseases in the field of critical medicine and acute critical diseases. SAE belongs to the category of dizziness

in traditional Chinese medicine. This paper expounds the research progress of traditional Chinese and western medicine

applied in SAE.

[Key words] Sepsis-associated encephalopathy; Traditional Chinese medicine and western medicine;

Research progress; Summary

Fund program: National Natural Science Foundation of China (81974557); Science and Technology Innovation
Research Project of Heilongjiang University of Chinese Medicine (2018pt06)

DOI: 10.3969/}.issn.1008-9691.2022.04.026

JHe B SiE AH 5% M ik W5 (sepsis-associated encephalopathy,
SAE) S WRBERE H LY ITAAE , & 42 B RAE S ) H2 5 [ 1Y)
Ak HX 22 e IR Y TR T8 P Y N D BE B AR S, SAE E
HE W 4795 B (intensive care unit, 1ICU) & WAYEER . EH
IR S /s MR B I E 256 5t 25% , A7 I L T 24 15% 1
BUARIDIHERERE o SAE I RFFAE B 15 4, b2 it
IR R TR MR AL, DL SR (0 | AR B AC IR 4R
(i) A2 2 1) R PUIR SR R ek A, ™ o 2 ) RS 1 L W B
HEFR . SAE 2RI 1 T 2AER AR, BF IR
JFi 2 BRIV BE PR D B s
1 SAE [u#iR {7 i)

SAE [R5 i T D RE R A 1] BE -5 BUE SE M2 B0 L O A
AR RS B i B NI 1 SR E A e B A ELY B A
Lo AU 28t B REEAE 1 O B S hE G 5 A
TERFIENAS e o7 15k P i (posttraumatic stress disorder, PTSD),
J¥e R S0 I1) 755 A A I 2 380/ NI T A S 1 S 98 1
SR TR ICACRERT o R R B A T B AR ik
B, FEALFRICIL R BT IIREZ B . SAE 233 U
F BTl Ze 445 , & SAE S INHIRE ) PRI RE Z —.
HORR A 28 RGEAEZ RIS N 43 Wb S e I 23 ho R 5 A2 O
A IR — 20 AL, 233 S I T R VG 35, e
KM SEURE LT

2 AELEENE

SAE Y58 40 AL PRAZ 1 ANTEAE  (EVF 2 ALH C i &
SHTEAER B R 3 . I R I8 i 28 98 L i o 7 e i
0 SAE HEEUR AR . BeAh, AT N EER | LSRR (blood
brain barrier, BBB) ¥R | ELEEM 20107 | U IERR A S ot
23 RS S L GBI D) BE B A A LA 1 A0 1 S5 R 2
5T, Hrb— P EERIG SO R H0E
JIA XL PR 2R SR LR R] AR EAE
2.1 WRIEVERIZER - LS BN BI5I | S0 A
SRR, B2 200 R SR 5 200 L G B 200 L 3 1 A i A5 2t
P E AN o S AN A S A R L 4R
S5 22 1 S AL, S DR I B S AR [ I BB 2 7 AR
FZMAMEHE T W E TR — I 5 20
P AHBL I PTR R 15 P02 R 7 AU 1P . e
i F8 A HLA X — e e AR AR T AL S A, K e e A0 e A
3 R LA /SR UK ) 0N S R NI Vo i) O P e )
e EEAE B g Z2 4 (lipopolysaccharide, LPS) Y5 LPS 254 25 11
(lipnpolysaccharide binding protein, LBP) kA, B e 5 E
Wk 240 . SRR B L v MR 0 B ) 525 5 7 AR A (cluster of
differentiation 14, CD14) RN &4 LPS-LBP-CD14, 25
38 37 Toll ¥ 5% 1K 2 i1 4 (Toll-like receptor, TLR2, TLR4),
G AR 5 A B R, a0 b 9RE SR FE B F - o« (tumor necrosis
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factor- o , TNF- o ). FI40IIA 2 -1 B (interleukin-1 B,IL-1B8)
I IL-6, i e 200 R A A -2 T8 0 A% 20 L
T E [ -1 (monocyte chemoattractant protein-1, MCP-1 ), I
HE PR AN 1) S B AL A A g B LR . 2o B Mk
A I R ) A AL (myeloperoxidase, MPO ), —
FALAE (NO ). {H AR (reactive oxygen species, ROS), TNF-
I IL-6 SFAE A 5T, NN RAE AR B0, BEAb, Fimk
2L AR SR At T LA B I T A 4 ke S5 BB
SR IEA LS T A0, A HOROE A Ak, BEITE T 401 1
(helper T cell 1, Th1) F1 Th17 4N AR S 5E A BT, Th2 41
JL P FE BT R AR IR 5, ANBEZESRF Th 1 Th2 202 8] 4 sl 2
- T RS REAE A% F T 3 RGE T RERERTAY T RN

SAE 1 B2, SRR AR 53 A 1 R A A R 28 i A S A
S E P N L DD S BN S U e i EAY NS 310N
TG F1 BBB Z 4l @idrh, AR S i E ph e fl i
ZIERE H TR, A A TR Rk E P25 B AL 2K
PR RGN AR TR A3, SERE A 320 28 A% Pt mT LGE 2 H Al
P22 T 0 = ORI LI AR, DT 5 A B 2 L N
FAT A PRI 2R L LIGA B B0 B SR A5 Bl
ML A0 L5 A TR 28 R G Tl 2T i D RESE B
FEME . SR SAE I 3ok B2 (4 580 15 5 25 LR i A e
2 R G T, FEOMNA G R G T Hop s K
T g - F4K - B AR (hypothalamic-pituitary-adrenal axis,
HPA) #il S BRM 2 R G5 (Sympathetic nervous system, SNS) )
FRIBEIR ARG IARAT 2 8 1 (cholinergic anti-inflammatory
pathway , CAP) 2 il 3¢ R S8 19 T 253 32, & — R 22 O
HL , BEAE IR D 4 B RN RAE , H1 A 545 5 845 | AL BRAN
RS M | A% Hh il e —— R SE MR LK Sl A i N AL
FIAIAE o 7 KRB 2 BEAR AR Z 14 ( « 7 nicotinic acetylcholine
receptor, a 7TnAchR) 21/, o TnAchR i#idfEdE Janus JHEE 2
(Janus kinase 2, JAK2) {5 55 S /%G i E N T 3 (signal
transducer and activator of transcription 3,STAT3 )i BRI BEIR AL,
] TLR4 $8FE5MEH F 88 (myeloid differentiation factor 88,
MyD88)- AN -1 Z A S4B (1L-1 receptor associated
kinase, TRAK) 25 I 1 2R R 1A% wc (1% T 0 THT BB IR 42 4 /1M A
NF-JK2 {9 % 1 , [5) B = P 400 ) A 7~ «B (inhibitor kappaB,
1B ) ) iR AL S BEL W 2 %% 5% [ F kB (nuclear factor-xB,
NF-B) FY3E AT & FEHLRAE . SR E SAE 1],
ok 24 L RT3, e ek 22 R AL R VR (MAP) P Ca”
WIE, A BUREDIRE, 52 T GABA fE | IHERAE S K
IRPI 2238 TR MR B, CAP U2 iy S BERRL A, BT A8 ML 2
T, IS BOw A ER SR . AEIEH B9 SNS LA ik,
ZHVE ERRERWOE B 2- B R RS2 AR £ i PR I
1 (cyclic adenosine monophosphate, cAMP) f%) 3 15 Fl 25 H
P A PO, NI B0 NF-xB (49 5 {7, 5 B2 4 41 it [
T s I TE I H 530 Ty AL 2 M SME R R 172
(extracellular signaling-regulated protein kinase 1/2, ERK1/2) -
STAT3 #3415, 38 0 A £F 24 40 )i 4= 1< [ 5 21 (fibroblast

growth factor 21, FGF21 ) BYFEaR, T E—2E 4] NF—«B )
WIS SNS Bl B R T RE KL, K MR
W, ETIZ B S AR, HPA Bl B Ay, i
VAR JBE B 3 WA 7 2ok v, I e A 4 ) s [ 44 , DA
S TET AU

2.2 BBB IR : RAE(E 5 HUMHETE N BBB 5245 . BBB
T A T T A ML PN B AN | 5 R 56 R T BRI ) B oy
TR BT A T P RS 1. BBB PR AAVR 114 , B
WA EYBAR , AEfp i A0 A B R RRE L T 5T 4
FIR AR e s . MeREAEIIn], 52 N3 R AL R AN
DRI B SR, /DS 5 0 R G vH £14 B 3 20 L —— B A% A ik
M) N AN L B S AR A TR AR I ) £ R
IS5, B TG o A R A 5 R R A TR, AT
FECRREE AT, DA RTERN SR SR R
LRGN SN S IFE AR At L T S I 240 L 5 7 R - e
S 7K 3B 2 1 4 (aquaporin 4, AQP4) [, ims izl 21
b 2

2.3 GRS 20 PR AS e i « EIR A S
o PR AR T R R BOT AR 2 2R G e A 1Y 25 LAY A
Ko 2R 2 HR 3R A 5- 8 6 R AE 5 W R AIR - 50
RS AR . 2 CUE S AR B 5 4058 . Z0HAT S FE
AeRaft A OC, KR ERRRAET TR | SR 4y
T AR KA 5- B EAREIE BRI T G 2R RS
PG A BB R A T R M A R
JHRFEAE R T T AT L W 52 45 L KLY & 1 o
iR A5 L DR R N R R R A, AR i R RN AR L 6
FATRAE N B 75 B2 LR (aromatic amino acids, AAA) T,
1] 37 4% 24 L2 (branch chain amino acid, BCAA) F&ffk. AAA
SN BT HTA Y T, HBE R PR R e . AEIRT
AIEZ 5 R ARMAZR | 5- F2 v BE T a7 , 18 R v i e
JAAZEEL. HEAh, A AN SRR AT PG N- Y -D- RACH
J%2 (N-methyl-D-aspartic acid, NMDA ) I Z R 3244, T4l
AR A 32 5 B R 2R A, DTSR X A SZ AR . RN
A EEARNT R SR O ETE FIRRERS
i RN X B0 2 W S 25 0/

2.4 I T R A A R RIS R R AR L G T B A
SAE 25 B R, DU A B 28 OB E TR ER . —
A AL A A T (nitric oxide synthase, NOS) 1E7E TN B2 41 fitg .
WG 200 L o 28 A W 4 L B o 22 240 B v, R I A 3
MEH, RIAEIE FORAS T 23k 9l 25705 NOS (neuronal nitric
oxide synthase, nNOS) F1 PN Hz 5 NOS (endothelial nitric oxide
synthase, eNOS) LA I 78 #5405 J5 % 5 2% 3k 09 3% 5 2 NOS
(inducible nitric oxide synthase, iNOS)[ ]0]0 LA 5K 3 o
eNOS (iR EN . IRARREIWIR], NIV L2 e £, L
2R W I it 5 32 45 ) BBB #E AR, 5136 eNOS il , 520k
AHERY AW . PEFR A0 H T w4 i eNOS, AT 2L
AR AR S Ah— AN DR A e i R, R
G (protein C, PC) e EMIELE I C (activated protein C,
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APC) ZKFREAR, W& FEE 2 SHUEEINL  Brili ket B, A&
A L S BT AR R G A, 2R G 1) PR B I R, B
UGSV A 2 g s

2.5 SORLR TR R AT A A0 B A N AR A5 - SRR 4R
FHAABR T Re & 7= 4, i 6 X 2R RhE R s ia s, 1E
WEOLT SRR NE L B h 25 A7 /D i, 7 A 715 3
(electron transport chain, ETC) &AW T | M, 5 0,45
BIEILROS, SAE 18], 015§ 32 95 J5L A4 75 28 58 X 1
PRI, ETC 240, S8 7 RETR 1, 5 0, 5 EEL
9 ROS, 3 BIEH (9 ATP AR AL . i BE A ROS i 56
T 1 05 FZoRE A REE , s IR D g A g 2 e
Hb, SAE I A KRS A B, 2l ok (AR 1) 5 ) o e i
RGREEAL, 51 Ca™ MR, i Al Ra S 3oL, &
R Py st B Ca®™ £330 INOS. T NO, i 4046 17 38 e
AR, 3 B A A A BE R L S N R 2 L, ATP
B . PPAR NO BEHE IR BEIR & (eyclic guanosine
monophosphate, cGMP) 87 A , A AN 58 fish i 1 2245 326
I RE 7 A o P P ST A T X 2 P A o T2 2R
A A RBT AR AR R R, AR 25 5 52 5]
E NI IR

2.6 AMAFRGE  AMA RGOS RELHE A I R A L A g
ML BBB BT RS 5 RAE VL. AMA R GEW0E 1
BC3. C5 HARE B C3a, CSa MR R, C3 Ik
JI (3 N3850 INOS | TNF ., AQP4 15 #E B 2%, BBB i PR AL
FH R s KN S C3b RIS R S,
1M C5b et C5b-9 B AW A8 XM S MR Tk
A, AT B S A T

3 PHERSWL . SAE W92 H RS2 — R HEBR 2 W, 5 HE
W e B i LA S B JHE At PR 3R An 285 W 00 v o 2 L L A
FAL R ME PR RGP o X R B BRI
BRI, R ER R AR L ICU I P44 (confusion
assessment model for intensive care unit, CAM-ICU ). #& 47 &
Bk ITE4 (Glasgow coma score, GCS). 5245 F R INHIITAL &
2% (Montreal cognitive assessment scale, MoCA ) 4511 /7y 1
. iE R (electroencephalogram, EEG) fUSRE S H 5
PR TEJCEAR B B2 I RAEIR CRE RS TEL  SRANTE ) 19
BASMIIES o W (7.5~12.5 Hz) 3it%, 0 U (4 ~8 Hz)
Hahn, e EE B S P (4 He), MM Rz L, IR EZ
% K Am BT O B R M4 (magnetic resonance
imaging, MRI) £ 25 AU REAF )™ AR 4 PR 2 B AR B vk
BOS5 R PR . 42 i 22 3 il 75 (transcranial Doppler, TCD)
REA 5 By I PR B2 A= DA I 2308 4 i 10, A 2% , 49 3l 48 2 m
T 1.3 AR R WM R AE CERANE ) 19 i D R R itk R
T A R 5 — S I 15005 1140 ML A i ) TR 28 R S R 0
fist Fitf ( neuron specific enolase, NSE). HAX #f 22 4 e 2
S-100 B DA K A% A0 i R P 2 1 -1 (monocyle chemoattractant
protein-1, MCP-1) 2521 SAE BT (H HAUEOR AR 50
B RRIB AR ER 1 A e

4 HEEET

4.1 RN PR BRI AR 2 A
EIIfE . RN R R i 2R 4 T BURR RIS ZE SAE 1)
RARRE ARTTEBIRARIG . BIMAH Z U / IRGE KA 5
SAE A3 3¢ {HIRBRBE 245 W) FLHT T st 22 1 e R 25 1 1 9
WR B 0 A WA TE 7. 26 R #2% (GABA ¥
Bl ) B 04 ol FH S0 TR Ao R L P DU , PRI B ) i e
Gl RS RIS YW . VF AR TR I A B, £
SAE PPN FBOURTF 79

4.2 SRS S 5 1, NOD FEZ AR 1 3 (NOD-like
receptor protein 3, NLRP3) #1A &2 SAE BBB #§ 1 i /5 22
RIEA T, Chen S5 IHFFE K I, Mafl (—Ff RNA BT
R G785 A 5 ) T SRS ) NLRP3 {5 538 % NF-xB/
NLRP3 U2 e s ST S5 107 o Fu 2520 St S 4 S
NLRP3/caspase-1 #2557 SAE IHIREAT L HHLH] . 2
RA TR A — & R B[R NF-xB 305G 3K 80, R it
Kikuch 252" HF 5732 1 Poldip2 £ 55 BB IA 45 NF-x B i
=X v2 p65 BTG DL SRR i -2 (cyclooxygenase-2, COX-2)
TSR E E2 B9 S  R-A T LPS i %1 BBB B3R, A K
AU 0] Poldip2 AT RETE 1 b7 e w5 | &2 Y BBB 53K J5 T
PRALIG RS b, AN A FFTIAH , INZT 2 [ (neuroglobin,,
Ngb) AT LU L #E IR WEILEE 3 30 (phosphoinositide 3-kinase,
PI3K)/ 25 [ (Akt) /Bax 38 B 408 BL il 38 4 K BRLU& A=
SAE 2,

4.3 EFOrZupE AR AL I, Li S5 5 N USRI R A
Z BT Rgl vl 5 4L 2L 9 A AN IR T 1M B2 /5 SAE A3
AR, BEE NN D) B AT, FCHLH AT RE3E i B R & 1
Beclin-1 {9 FIMEAE . Lin 252 BF5e 00, 75 0025 28 i 1)
i) B A 2 2 HEE 1 (target of rapamycin, TOR) {5 5l i , 1
SR LRI P o I R — 0 A A 200 PN 3 A A R A
i 2 T TR 0 B 1 TURN 3240 0 A0 B AR R A R A AR A A i
T, AWEXT PR Zn RS B E L,

BEAL, BRI e B A I R 7 A T ReMEIR T £
#E T RERE AT, ZRR 3N 1A B 1 1 (dynamin-related
protein 1, Drpl) P LA 5 248 5 Lohr (R S MRS Thad 1
SYMET R B, Deng 55 il 525630, 32 ] Drpl
S Mdivie1 0 MEREAE IR A B M . 994 Li 45
T3 ST B SR AT e I, R A (R AL A I T 2, AR
JHeREE /N BRI B A Tl A= W, 6 T ol 2 B WA, 5% W) Il
BV T, DT U B T RE /N BRUAY) SAE i fR o i 2 5 R 2
FE RS RN M 28R R AT T SAE BB
5 SAE HERFEFHL

o EE A X SAE A — B A T B AL AR
S 2 MRS PRAEIR R IR LA g b= b B e, i
B — T RAVEBE CGESe AT )« Pl e, a0,
ZIH BT, AR 4 - lJoC (% Ehe ) . "R R
BLL AN, M AHIT LR FliR T ph B i RE R R 3.
TN SAE A RTINS 2, SNBSS |« N3 2 )
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AT B, 5 AR B2 A R i) R s AR 5 R B f s
It ZEELAIBLRIAR L. SAE A7 Ao I 25 . B840l , bl
MAZ A | G FS 2B L TR AN HEE AL A FE A 8
PRI 259 HR PN R B L, AR T 55 25, 5k
T B PR R 2, SRR T B R %, RO R
6 HEBT

SAE FUH T £ R R O RO R 2 S W 2
PR, [ st s 1) AR e 5 R R 1, R SR B e 0 e 2
I ARG PR, 228 B IR, B2 B A 2R
7o ML T B AT R A B A R L A R4 T
AOE M SESHHIER R, REHREISUEM LS. kP EAY
COITEIE ) A o6 “BRli” “BRAE” i RN A iE
P KD EA B A BAAEZ IR Az FH K 1 /IR
KU . =15 07 AR5, 7 (A RN ) it
32 R, BT DA I A I ik, XA
7 RN AT 5 R S X SRR O T B IRIRYT
SAE M AE B B E AR IR A=A = IS
TR MEBEAE , BN EE RS F T BV B2 1, IS ES2 I 1 AL
2, BIPR JE A I ARE R, Wiz Rk IF 25 A< 3R BH 5l m] BH R
W R 2, SAE ALK T 551 VAR ¥ TR i
A | R IE A 2337 D7 iAo
6.1 EGITE53E 14T SAE B P B R Sk 4, Al
o BRI 2575 2 ARG LE A B L. B8 A # AL 1
AP REZR RN GRR ). ZF R AR T IERIT
SAFAER IR SET 2 — B 1 BRZGH . PR
DIFES R KA A O mUIL, BE R TF 25 A ; SLAE T &
B A ADE, 3 P BE LA BY 2R BT U0 TR in b g
AEEREZY). KR AR TT e RER WA 5 AARED B2
BRIMAELCZE 00 5 LA B A AL A2 P, IR 2 3 e gy
O ZGIRHLHI A TIRATR TS, o Rt i i 28 R G0
FARRER 5 B S /INEERL, T T R A R WK T s
B e I BE IR R AAT 1 | & (LA BRI 5 B & &5 b
{2, WI3E S BBB ELHEAAEH T sl 28 240, vl 35k i if
BRI IE IR, U e ] AU R 5 S SR o i
B S A A 0 A B 0 R A S A /N B AR S
B 7R & A URR AR ERRE /N B N B2 R KT, [H])
A RE A PRI 2L 2L MPO B3 T, 3R 22 5 2F 85 UK SAE
AR THE- . WM SO DL A SR r
SR T A B T B2 SRR W PR 9 3 B, D 3 A ik
D TR B, ] cAMP K T H1BR ZE E2 (prostaglandin
E2, PGE2) M A5 B, IR A0 ] TNF- o 1 IL-8 45 A
BT, i HER A R VER, HTIRYT SAE nJ IS —E 1)
PAT G
6.2 TERICT L : SAE B th TRIIEMNAR, & Wi sh s s
R N[ R B 2 I NN (R B L LW T AN 4
A AR SR MR . SAE kAR HEA S i
BBz, 1 W AN AR A & R, SR B RAE R TR,
W B i FH S IR 23R 9T SAE SR, SPH IR B 1

FRBE T R 0 9 B A A = Ak SRR e I
IR 50 1] SAE 5515 % 3L, iz FH VG 25 I 2F R A0 T LB
(4 LT AEAETRBR AR , 7 PR ARSI B 808 . 2F 3
AR A QR ARBE ), B R 228 4 B AL, K O
TFe5 S kA g — . KBRS, RAERIE T
LT T AR DR SERFTE A I, K& A U8
BT AW R B R, L i ) 1L-6 TNF- o 45 520 [
F, i n] LIAE b BEBE R 8 (Acetyl cholinesterase, AchE) i)l
FI A H 2 BEABAK (acetylcholine, Ach) [RIZK A, B2 2¢
fl ] Ach )2 i, RIS SAE s 284 i B9 RS, XoF it
Ui EI R L B i i SR IG PR 62 e
KEA T AT R A1 838 B, LUK B e e (e ik
o 3 B 2y , A4 5 M 2 R e ) S e v, BHL L M T8 P A=
R R 2 S W R B B, X R B I R TS A
AIRGEE I
6.3 IEIMARAE ¢ WA RE o G RS & B, RAEAE R & 1Y
BN LAUEE A8 RO A e bR = IR 2 B A IR BEAE
SEEBE L DI REAFTE S 0, OF ELBE 0L D RE B A% 51 28 e
200 b T SRR A UR B R T, BZLAE 12
VRN R L e R 11701 RE23 L s IO 1RSSR 8
AT RIEEIR  BRIR SIS R R AR A G,
H25 oy TR R B (e B R i e Ll
FIAE ), AP (JAE R 1048 N K DR ) TG (LT 4
JAR A IR -9 INOS ), SR AF i 55 1 o8 22 48 f R4 H 25 AR
FPT, s RN R IR R IR IR EIAYT
SAE A HYIITAL. XS54 Sl s st g & B, v R
TG L L T AR Z 25 P2 R B2 1A AT LA
KRB TNF- o SFRAEA 5T, [ I BRI 1 R 4
DA% SAE 5 S 14 i 240 451 475
6.4 FRIE[EIAEE : SAE 5, BB & R 5 THAE, RIE AR I
HURNIREEZE L, Z2 4% B DR E 28 , L 20 ) 5 B fth 25
D i R EEVEIR B . SRE AR R VR TFE . T 2R
7 WIS AR TR B | IRk 4 55 T BH R I, sl i ke
T REBTERR | AMERR D | R HR D DRAECE TR
i e 2 ] s P i A (9 Il B [ 0 v SR R I A A ki
SRR TIANS: 224 RT3 BRrb 25 Uiy v 25 0 550, e
Bk TE T4 | F% A T, B B AT . 2 B SRR 1
N2 B BT i 2 050] PR o 2 30 SR R
TAANS B KR YA, BA g0 WU Lk
AR L I SERE A BRI L Ak A b 3 | R A B RS
YER. NS & RN NS RATIE BA BTN R R ME,
] BE A T SRR T TS BB BOIR A L A B
A, X S PR P Y6 T R B SAE
JE AR TS IR ARV & o
7 % iF

BAREE X SAE (9 &AL AT R 58 2 W14, X SAE 1y
W A —FhHEABPE R IZ W, PE BRI YT A RE R s 2
I I I R e, — ST BYR T T Be iy &5 VR AL v A 2
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FES S . ARAXTH A HLE 2 W IR AR T AT
R MR RL A5 Hh BE T 25 RE RS 5870 s FIFHIEIR IR 1Y
g 2 HNANATEE, i 2R SR LR BRI SAE.
B AF ARG A FIALERI AT | I RS AR D 2 WM ER ST
—AEARRZAL . PRI ERATT 2T SR R TR U
R KAEA SRR AT 5T, HE3h 2 EmALaAL, 5B
RS
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