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Research progress on the mechanism of action for microglial polarization
in neuroinflammatory injury in post-stroke cognitive impairment and

pharmacological actions of related Chinese medicines

WANG Yuqing, LIU Xinxin, HOU Zhitao, CHEN Jing*
School of Basic Medical Sciences, Heilongjiang University of Chinese Medicine, Harbin, Heilongjiang 150040, China

(Abstract] Neuroinflammation is one of the main mechanisms of neurological injury and spatial and memory decline in
post—stroke cognitive impairment (PSCI). When the central nervous system is stimulated, microglia are activated as immune effector
cells and participate in neuroinflammatory responses by switching their own phenotypes to initiate the immune cascade and
releasing cytokines. Inducing microglia to polarize from proinflammatory M1 phenotype to anti-inflammatory M2 phenotype can
promote repair and regeneration of tissue neurological function, and reduce post-stroke inflammatory responses and cognitive
impairment. Single herbs and their active ingredients, as well as compound formulas of Chinese medicine can target and regulate
microglial phenotypic transformation, protect brain neurons from inflammation, and modulate learning and memory ability by
reducing neuronal apoptosis. Based on this, this paper reviews the role of microglial polarization in neuroinflammatory injury in
PSCI and the potential regulatory mechanism of Chinese medicine, with the aim of providing new research ideas for the treatment
of PSCI with Chinese medicine.
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Ao A B 5 (post—stroke cognitive impair-
ment, PSCI) /4 A 5 | Y DA 25 B I\ 1 i
SR — RINEEAAE, WG A 1) T2 R AE 2
— AR TR RN AR R R OB R A
EYEFET 0 2R A 1 LA e i P R A v Sy
F, Bt 173 e XUEE T RE s 3 PSCI?, i Ae
& A RSB IAN D RE R AR S RS AE P 2
IS RS, BRI, iCAZ A BEA X o XU 1Y)
WKAZ HAT EEE S, PSCI AT AEDLH i A5 48, ]
B2 A LA PR ML ) A A 23R A TP ML TR AR ELAE I )
SEIL IR PRI R I, 1 A A o R el 2 |
S KRS AL DX AR TR A SN VTS CAT XN /N
B4 (microglia, MG) 238 BTG I35 S 28 980 L
N, FECRK AT T, S0 R A SN HIT)
RERREATH BACK S5 N7 PR BRI PR R R AR A
AT A ZUE R A R B, R BRUIRI ) g o v ) RO i o
Y IO W E R, R MG TR AL B, 7R PSCI
(& AL AT RE ST T CAT X A2 RN N MG B3k
A G, MARRESEIATRA & . FEMZHZUR R Bl A%
S SRR IR ER I RE IR N MG R 2 B A
IREIRAS i PR AR 5 2R T b = 2y 0 S5 1 74
FAL RN M1 KRB (S MO 5 M2 KA R
ALY X — L AR ME AR AR BT, XK
SAE RV 5T C A R BR Tz H il MG & 1k,
i 2 A0 1] 5 5 MG MR R M M1 R AL Ak Ry bt
Sk M2 F AU BIEAY M1 5 M2 (R LIMG %
RUNHE S BT T f# PSCL AR HLE L ki 2e sp7E h
P2 XORR Ry i R AL, B PH G A, AR T
I ) 2 g R R 2 SR H O TG A 56 PSCL 9 44 10
A, EE SN IR 2 I S TR R AR B SR AR I R IR
15, ARG LU i T iR ™ R (g 5 It e o -
R PR B2 e, hEZ DI
R Z Moy ZlpsENRE A2 S HER D
MG FHR R RINFEAR | DLSEEL MG AP, A 45
] V) S E SR IR 3 2 v J 1 0 A I 4 2451 403
B G AERS FET 1L, SCREE MG AL AE PSCI Hd
VEF BALHI A28 8 i BT b 25 IR A A5 5
PR 7 FIE 5 T8 B b M2 BB Ak A 25 BEAE D, LA
Xof BT R 9% 1k 2R (Alzheimer’s disease, AD)Hij 34k
A PSCI 2 —Bh g L 1B 771

1 MG 7£ PSCI HEY1E B R ALHI

1.1 MG 5 PSCI BI# & 5 1E IR R

M RAE IR T2 R G SAE RN, B S A v
AR BT 9 B, 0455 0 4L 2 0 e 28 et 405 B 8
52 o WA i JEREERIBR K2 0, A HE I e i 4 27 >
i SBMERETENAAADKFER . NARASIMHALU
SEOITERFF Y RAE KT 55 PSCIL Y SCHR B &2 BR, 11 4 M
/1% (interleukin, IL) (IL-8 IL-12 %) & A K F 5
SRFERPAHARZS SUIANSE . M2 JAE SO — 1~
PR R GRIR AL A | 32 Ly ot 28 JKE S5 4 L 14037
PEAIE A= A ISR AE 1~ 1 R 3A DA KA 22 ey A T
HIRIE . MG J& T2 i B ML p— b, o5 i 22
Z Yt (central nervous system, CNS)4HHI KL 5%~
10% , BEfE [0] 1 22 JC K IR A5 5 8 i i WA 52 I 7
I, IS X P 28 5T Y SRR A I LA 7 R A T o
I, AR B, #Z0T S MG Z A 11-33 i
T TUR M A ORI | e D X IR B 2 4K
I S i o R BT /N BT AZ R LI, DA T 45
22 nl B A IE R DI RE S A T, MG A ik A 2 A
FEANML, HIE LA 2 CNS R R AT R AT F
BRI, HA IR 2 JERE SOV WA NI RE o 1
R L5 AR A 28 S RE BN R TP DS B MG 2
WIL-12 4 LA % - 1B (interleukin-1B, IL-1B) .
IL-6 JHJRERAE R F—o(tumor necrosis factor—o, TNF—
o) S5 Z R RAE KT, 0K B RN 28 140
oA I REE #2200 , 5 ) 2 HE A RE Ao 22 0 ) fiE
I3, 51 RANFA RGN 55 SMIF ST I8 KB, B0 B MG
S INE LG5 WA A, I A e B R 2 4B, 3R
TE 1) 3 2 W s 2 1 5 W R o0 A, S B0k
RERE AR R, SR M 202 0, Hh BN IR A
LN MG OS5, AR AR EE I 230 HE TR
SREEIY) GJ-4 BERS 10 25 A58 I D RE s 6, W98
PX E 0] MG A3 , i R4 3 F A I8 )
RO, PR AR 2 S MG A5 AU 28 S AE Y
W AT LA SR N R S RE A1
1.2 MG HRAL X HREE 2 RERI X 3V F51E A

MG VE R RN RAER FEH S 5% Tem
FAF T BA 2 R e R M1 BRI ARGS9 T
2 M2 BIPIRPOAR R AR IR, B % Z AP 7E R
T A PR JRE S 2 PP, LN, 7EF
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BEI b BEANEK B A0 TNF A9k B RT LA MG
M1 5675 g M2 A1 MG FEAE R B o7 I () 3]
AR, BEZ: 5 I A v A )5 < SR A 05 2 B0y
INFIDIRE T B, 2 5 “RHE R " 5 RN AIRE 1Y
R RN AT R, MG 25l B A
HBAE, TENR Z M (lipopolysaccharide, LPS) vy TH %
(interferon—y, IFN—y)ZE{2553F155F T, Toll
FEAZAK (Toll-like receptor, TLR)ZE B 4 AE A
Akl M1 EI0S M1 B MG AT R E RS R —
AL A A B (inducible nitric oxide synthase, iNOS) .
FIMZAR(CD16/32) | FEHALMAENE SR
(major histocompatibility complex—II, MHC-1I )
IR, B BERE IFN—y IL-1B . TNF-a .JL-6 TL-12
1L-23 KAt A 405 KDL AR+ CC b
FEAK(CC chemokine ligand, CCL)(CCL2 ,CCIA .
CCL5 ,CCL8 %), #&55 CNS X053k P il ik i) B A i
BREESIN, H [R]A S2x B 48 e RE I IV T B4
Tty R BOLRERS , R AR R AR, BT LAML
RN AR R EREMERL, R4S R i0i e 1,
MG T 2 [a] M2 SRAVFEH . M2 2 MG REAS #E1L-4/
1L-3 155, 70 1L-10 F% A6 A 4 B F - B (trans form-
ing growth factor-B, TGF—R)% /K- 4 A
T B ZEAE KT (insulindike growth factors, IGF) .
i P 2275 9% 8 7 (brain—derived neurotrophic fac-
tor, BDNF) | Ifil 48 P9 K2 2E 4K [ F (vascular endothelial
growth factors, VEGF)SEMZE RN JfRiE 5%
PESMAEAICHIRF CD206 FIKE Z R -1 (arginase—1,
Arg—1 KM REMER I B BHIT I R SO, 12
AL WA MM EITCE L, B M2 B FRPLR /A E
PRI A M1 8 MG FerERmbr syt
& MHC- 11 .CD16/32/80/86/40 % M2 3 %l % i b
W) Yml Arg—1 ,CD206/68 %1%, M1/M2 FHI4H
JHL A 7 ) A AR AL A v 49 5 e e B 26
FERIN, BEAEAF ST s |, Bt i A2 280 fig ZH 2L hiNOS
{5591 3~4 dINIGINZ R TEH K0 3 4%, A5
{8, WS TESS 7 RIS TFLRFEAR, T Ym] 7E55 11~13
RATRFNEEAE, WL EL I T Ff 75 1) D B i
MR B, M1 2 MG 5 32 330, it/ LA
PRI R 7K P-4 T T RS Homal 1w
B f B M2 7R P A A 1) e X R A

METTT K AE G B SEERR, LR IEdE R
MG Ak 55 4 Hh S ) S E B N3k 3R ok, 38 I
SR AR T R A M2 RS 3 M Al B
AN —FIA T FPSCI s FL R A F ST S s
1.3 M1/M2 FREF A AL H

RAEHF JEZAR sk H+ B Tl R e 4%
FEIR KPR PN 1 T B RO RERS K R
RUFGRAE S D380 NG5 e iR At RS ) 458
MG MR AL AR . T SO MG B4 (14 AH ¢
55 T LU SGER #0581 B1(high mobility group
box 1, HMGB1)/TLR4/#% %% 5% kB (nuclear fac-
tor kappa—B, NF-kB) Janus %4 R & i /(5 5
I S RNV SR TS 2 11 (Janus - kinase/signal trans-
ducers and activators of transcription, JAK/STAT)
Y ML A 2K -33/4E K R Gk B 2 & (inter-
leukin—33/growth stimulation expressed gene 2, Il-
33/ST2) 4455l B A E T AIBILTR A TIRT
1.3.1  FASSH X MG LB gk i 5
i, ZMM AT SES RERERB, N5 Ca*
BT, 51 Ca* AT, 75 A ST T,
B M D540 0 30T, PRI A a8t A ol A it 0% A
T A0SR PR 715 5 g, AR ke o~ Iy 737 ) A
LU RS 1L-4 14 Tl 3 —255 5 1L-4R
1ok 48 Ak ) 6 R 1 B ) U0 1Y) 2 A4 —y (peroxisome
proliferators—activated receptor y, PPAR—y) i {ffk,
FHMG AR R FRIMRAL J b R F B A i i 1
BB FONARCIZ B L, BEAERF AR A I T BE
PHE LA PIRPIUER R T 1L-4 (YRR AK A RAE
PR (0 8 T TL—4 2 PRl I 1 i st i /1 B0 20
M ST SRR INE IR M2 BRI ALRERG™, B
TEMAE SR H (amyloid B-protein, AB)ZE R AJEAD
RIRHL A% ORI BT, 7E PSCI A iz 2
R T AR BIUTE, NOD #EZ K 3(NOD-
like receptor protein 3, NLRP3)/E 2 AR HYIEZ 2%,
Z 5 RAE MG EA™, Bl MR &R 5 MG N
NLRP3 & T AH 5 BE 15 FF 28 1 (apoptosis—associated
speck—like protein containing a card domain, ASC)
procaspase—1 N 2 12320254 A NLRP3 4AE/IMA
fish & pro—Caspase—1 [1] Caspase—1 b If-4HAL IL-1B
N IL-18 (RS 43, B8 M2 5, in i



2023 448 43 &

RE H E 2R 224 http://hnzyydxxb.hnucm.edu.cn 1517

9, BF5E & B, R NLRP3 955/ IMAH B T 5
M2 R 18> APPIPST /INGUARPY AR TR, B
Z 40 it & 324K 2 (triggering receptor expressed on
myeloid cells 2, TREM2)J&—Ff EZHRKILF MG
(1) it 5 A7 1A TREM2 19 3t 28 38 0] LLGE 3 B AIK iNOS
FIE A 20 A PRl 1 R aB /K- ML 3% Ak I 38 1 1
I Avg—1 LA 4 M K FR35 7K P3G M2 F52,
miR -124 J& —F7E MG ™ & BE 3 3K 09 I FE 55 P
miRNA , 7EMZR TR DR 7 T & 455 2R P,
i B A&AT  miR-124 "N E AT UM I T 40 i M1
WAL I A0 A 28 98 RE 4540510 YANG S5 PIRIFSRY
KLt EIR BN B PR miR-124 $RiA7K
AT M1 B AEAR G TLRA 5514 S84, Uik
DRRIE PR TR, G M2 AR IR | DT U642 Aol
ZRIEN . CCAAT B3R T45 5 H - (CCAATen
hancer-binding protein—alpha, C/EBP-o)7E M1 HIMG
HFEAE R B 3208 RTINS I/ s BRI % 3, miR—
124 7] 5 C/EBP-o 9 3 D AERHIEIX S5 G 91 F I ¢/
EBP-o FE57KF {2 0E MG &4 M2 #efk, A B T4
LB,

1.3.2  HMGBI/TLR4/NF—«B 1551l J X} MG FEHf¥)
P84 HMGBI1/TLR4/NF-«B {5 5 % & H 5 8 o
T2 HHH 5 MG RABIALA )38 %, HMGBI
]z FIAT CNS SR AN 12 Rk 1 —Fh
JE LRS00 240 i A IR 4 86 11, HMGBL AT 4R Ry ARE (K]
+ S MG I R, kit HMGB1 7K Tt i
W5 EICIZ R H, iR , HMGB1 H#%
HEAANREHR N, 5 TLR 4563, TLR B2 FEE
KT R b ) B A7 A TLRA WAL 455 T
JiFe ) 35 T 4 B U BEAE 0 AL R 7 88 (myeloid differ-
entiation factor 88, MyD88) Ptk i i NF-«B, {i£ 7
TNF-a iNOS IFN—y 885 FEA B ik, 5 R4 M1
TR G0, R AR SR RN, 4 B R 41 = AH
KT 2(nuclear factor erythroid 2 related factor 2,
Nrf2) A] LA i i NF-«B i HEPT 98 6 5% AL 1)
Nrf2 2 3T 45 B 1 fiki 2 v F il 22 18 A 1R 5 g
PET MG AR A5, S0 I e B K
FERL, DA KAk A 2 D) e Biuhien,

1.3.3  JAK2STAT3 {55 MpEgxT MG AR JAK/
STAT {5 5 38 % F 1% 220 R 8 I AH OC 32 18\ JAK il

STAT 4, STATs 4& JAK f4 F i #E &5  STAT3 5
JAK2 54 5 T 580 STAT3 Wtk It &k AE 5%
Wi 5 i 20 G i A1 5 248 B PR = R e IR1 - 5 PR 1
%o YANG Z5B5 BTG JAK2/STAT3 15538 i ] 18
RESEIN TL-1B 3R, U5 A ke 0L 1A i el 08 453 477
FRNHFT A SR . STAT3 76 AD /N AR ZH L i1
ik ATRES AD WS PER MR A SC, 41
5 55 S 3 K1 SOCS1,S0CS3 it 5 JAK
LEARERS TN STAT1 Ko STAT3 AU 4 [ I, 3 5
SOCS {5 T R HAE SN TR fdE M2 AT AL,
1.3.4  1L-33/ST2 {5 5l Xt MG RAYW L 1L-
33/ST2 {55 B BB AZ 38 L 52 0 #R 22 D g IS AE A4
FEURITA 15 46 i J5 SR S5 1oy S5 R 5 i A v ™ SRR JBE
TR B K BH ZE 2035 J5 /R TL-33 mRNA 1 ST2
TR BEFH W, BRI, MG 8 A iR
FHAT LB B A LA M AE 35 28 fil e 52 M AD Y A2
AB I BE R A0l M1 BRI GA | T M2 RISz
S, A MI/M2 RS A TL-33 REASHI il il
AR A INas MG BVEBRIEFRS LA, 1L-33
Wt MG 5 E AR R B IL-18 1 TNF-o
TR X 7 IL-10 YA g3 T FsfE
FHEA 38 IO TL-33/ST2 {5 538 f%, /T LA B3 MG
HIL-10 S Hofth M2 B3 B ) 2R 35, A B T
G A v I R A 48 A I B N RN 28 G403 5 1T 1L-33
()2 AARST e K 1) M1 BLARZSILAR | i) o v i e
P A 5493 F P i B T AR (A s 2
1L-33 X M1/M2 FRIU40 (04 985 18 FH LR A8 22 i e
MG A AW AT BETE 24~72 h N, HL IL-33(1)5d %
KA AT AN RN B il e e T

1.3.5  HAWESHEER MG ARG p3s JEfiE
43 B4 JRTE Ak Y 2R P (mitogen—activated  protein
kinase, MAPK) i—Z M55 32 Y% p38 MAPKi&
PR AR RN AL HE MG ] M1 Bk RIS
7R I LPS ' TNF-a P33 AT LA p38 1 i 1k
MG, 1 i 5 i PR 7 Fnka £k B 19 7= A L B NLRP3
JERE/IMA I BLIE Y, Notch 520 P Je Mk & U1 AH
K2 IR MG DIRg I A RAEAH G R 1) 8 2
{55 Z —  Notch 38 J% L3 2 A% , F 2Ll Notch
ZAK Notch LA CSLDNA Z54 8 R IFHLSEA 4
TR 2H B R R AR RS A8 R A R MG
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Notch 15 538 % 1) A3 58, Notch SZ KB U1K, B
WY Noteh iP5 F958 NICD , i 5 F i 40 3 A 4
Hes 5% B Fl NF—«B & A= 4k, Hoh 4 9 R 1
TNF-o IL-18,M1 FAIFRE Y iNOS L K Notchl |
Hesl i FIR AP BT, 1Ak, MG #iE 5
PPAR i B{HAHOC , 7R Bk M B4 PR h , PPARy 25 1
1 M2 FABREY CD206 Fik s LEW, HF5T & B,
% i~ b 77 T RESE S S PPARYy {5 5 K R AR
M2 IR AL, DR S AR 41 2 T 1 BV2 41 i ) 4
W, FIARFE R i M2 AR AL, L% M2
/IS 5T A L A A8 52 e A e R i 4 v S B 4624
K PSCI iR 1A BA F 2 X,

2 HEGIFE MG REFENELE PSCI HZHIE
£ R

2.1 EBRAZGR BB S 1ERLE
AR T AR, A R AT
BTG VER, JIANG S5S2RIFE A ik 11 45 78 K st
RIL, TN HELLR BB ROA Y IL-33/ST2 {5538
B, AT MG ] M2 R R Ak, 5 240 R B
RRAE L, P/ PR EETOIRBE , 8 f w405, BeAh,
PRV B )RR 5 R o3 A Rk D) S ek 1
J5 AN T VR FIAL T BB 5 300 1L-33/ST2 {5
I FEAH S, A O R, TR RERS M
miR-124, {2 TLR4 T MyD88 HyZik il
TLR4 {5 58 #% , BH 1k NF-«B AR, Wk 2> 95 R F 1Y)
ik, HREMTEEREE IS JAK/STAT/SOCS3 {5538
%, BT - 1L-10, BRI MG 5 AEPY, 228 2050
JAK/STAT/SOCS1 {553 #1555 M2 # MG £ AL, 2k
P 22 DY REDS I BRI B B JUL I -3 — e/ 2 1
Pt B/ 720 %) B IR 25 3R 2K 1 (phosphatidylinositol -
3 —kinase/protein kinase B/mammalian target of ra-
pamycin, PI3K/AKT/mTOR)fE 518 P, fie 7 J 8 1k
i e /N BRUAAR P9 & A M2 AR Ak 820 /N BRU R AT
TRFL IR e SOES, LA, FIT IR R, 2B R 1Y)
A B IR TR B AT LA ) Noteh 15 538 B% 19 34
W, D0 =M TS R 3R A S PR R R T
Tau 5 [ 191 BEBERR AL TE L N i 2 0 21 4 45
P55 MG UG I B 2 R 2 AD 1Y A& A B
Z— L& PSCI M KR, kg HHEA

PR RAE AR, o LA MG ) NLRP3 R
PEURTEAL , PR AP KA 220 5 52 RAESZ I, Il /> AR
FIBERRAL Tau L1 570 A, [RIN L35 2 AT
DAJE T 2 25 2 5l A T R NF-«B {558
FERARYT SH-SYSY ANl %52 AR42 ZERIKE T
MG A5 A AECY L BR A% LLBLIE Nef2 /5119 1fiL
41 Z % BF—1(heme oxygenase—1, HO-1){i5 538
197 AR AR MG SEAE RN, ] TNF-a IL-18
1L-6 FYRE, BN Nef2 351k, ATREAR M1 % MG
TG AL RIS, WIS s, Nef2/HO-1 {5538 % £
£ 1L-6 11L-1B  TNF-a £ Cleaved Caspase-3 Fik, %
PR PUAA BT T S0 A0 R MR
Caspase-3 7K V-T2 st i P e R 7
BEAh RSl PR A A L NS B Rgl™
PRI i 2L TR LR R ATOSE T LAY MG
A5 B 40 PR RRE A BT, 15 5 M A2 4 1] M2
LR RIS | R M2 ICTRVE A 2 n] 98
PELL RGN TN DRERYVE T , (B BARBLT] A B
22 HHEFHERNE

R B LI UE S, R BH A 037 %5 i 1L/ fr)
SNE S B IR RS AR, A B T il 22 D g
YRIZ o, HEERESFI AR 1 BH I 37 388 4 0 o) i
Bl Ik BHLZERE AL R M1 MG R bR iNOS I
HAM I pAE 4 A F- TNF—a TL—6 F1 IL-1B ) mRNA
ik ek M2 B MG Kb &Y CD206 Arg-1
HAY W HYH 4 I IL-10 Fl TGF-B mRNA 3k L)
SEPE M1 Al M2 BUEEAL . TRE LA AT DAREAIG I
1 IL-6 TNF-o 5 50E K A9 3R35 0 AB 15
) p38 MAPK JNK Tau £ BB ALK 2w pfi
B B TR ORISR Ar PR, e 110380 25 i 3
PR JAK1/STAT3 {5538 B A BERR 1L, T 4 iNOS |
R A -2 (eyclooxygenase—2, COX-2)% [ 1363k
HRABTPIR I B Bl v b XU L A B, A
WRIE AL RERS TS M2 8 MG H B, 3 hm i3 e 42
PR 114 1L-10 1L-13 Bk JF R 7% 5 X HMGBI |
TLR4 \NF-«B 4 F1 235K, HAEHLHI T BE 2
38 1 #0 ] HMGB1/TLR4/NF—«B 3 #% , {#i MG 1 M1
) M2 BUEGAR T I ZotiB &
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3 BESREE

P8 S XoF G A H i M 22 T R S A A, B
P TF JAE L RFSE A [R]HT MG S Y28 5E
T MG #hAk, Ja 3l M1 [a] M2 FRIEAL Bl ik
I7 PR R TR I —FI A RORM . 25 L TR MG
PTG FT AT T IR A 28 9RE N & PSCI &7 1 S B A
FAALH , Horf NLRP3 (HMGB1/TLR4/NF -kB  JAK2-
STAT3 .p38 MAPK FI Notch {5538} Al LIE #F MG
FARAC T M1, KA 54, i IL-4 ' TREM2 |
miR-124 11.-33/ST2 \PPAR {55 B 5 M2 4t %
FRUAHIG, 2 A TEPE AR A3 B S22 mT LA [ 3
I MG FAIEEAL TERTIG PSCI )5 T K35 T #h 24
PARAR SR 318 ZVERT . B BH 2= U2 v B2 2 3
R R ABIET IR AT BH FH AR % e 5 2
mwmﬁﬁﬁ%moM$¢ﬁ%ﬁiﬁmcﬁim
b, Hor M1 g M2 B R R R SR Z
(] P A B T 0, A — 8 S5 T R A R4k
P, DR 253697 19 £ B i o — RIS 5 Tk ie
B 1] PR T MG AR AR AR A SF- 4, 44858 Hh 24 06 fi A<
Joi P28 & JIE I S, B o 2 78 70 R 483 43 S B g
HE R SHRNCR A feis 2B P B i,
{EM1/M2 AR AL 5 10 Nl S 8 b 7= MG IPERT
it e D BE A AR I R A T I PR AFF 9T 4
Ao AN, BRETHEE 26 MG AL Y s B
WFFE G, A5 T 2511l PSCI 5 1 E B4 e
TRIA A BRI
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