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W E MR LE (vestibular migraine, VM) BIAZ G Il R IE &R TE T 50 5 AT R 9 3. AR
REWHALANBHEABET =X WENE ZAEWERAENT. EWERLHHELE. EN
FAHLHE £, 45 & L F A & K (calcitonin gene-related peptide, CGRP) i it 5 w1 AR 45 1V 7 Bk By W1t ] Ak
RERL, BN R LTS, THREHERIE. S-REREILRFT AN E S EE/Rb 55+,
Tk, ¥1E CGRP WGy BR AN EERB. (B XS A R MR, 08 BT RIENFUFRF 8
BARERAFH; Nyl e r g Bls KRB F o BRS T REEERMOTIE. FHik, %
R UF 2 S HARBNERNEESNYE, EaTEEHRNBE PRGNS A S RBENRE;

FEENWMIRBERFETEL, WA FLX VMRS T KR EEA M. AXEERZLER VM
5wy AR A AL, SRR DL Fhah 8 IR T SR R R T

KR WTEMRLE; B ERLAEAAK, BN, ZXWE0E RS, ARG

Research status of the co-occurrence of headache and vestibular symptoms in vestibular
migraine *
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Abstract The core clinical challenge of vestibular migraine (VM) lies in the co-occurrence of headache and
vestibular symptoms. Current research has clearly shown that the anatomical basis for this co-occurrence involves
the convergence of trigeminovascular and vestibular pathways in brainstem and thalamic regions. At the
molecular level, calcitonin gene-related peptide (CGRP), through a bidirectional synergistic amplification effect
with central sensitization, is considered as the central mechanism underlying this co-occurrence. Downstream
processes, including neuroinflammation, serotonin dysregulation, and emerging evidence of autophagic
dysfunction, also contribute to the pathophysiology. Consequently, CGRP-targeted therapies have become a
significant breakthrough in the treatment. However, key questions remain unresolved, such as the specific role of
autophagy in regulating the clearance of inflammatory mediators, the precise function of the cerebellum, and the
temporal dissociation of clinical symptoms suggesting the potential involvement of yet unknown mechanisms.
Therefore, future research should utilize advanced multimodal techniques to elucidate the pain-vestibular
integration network, further investigate molecular interactions between the central sensitization axis and pathways
such as autophagy, and explore cerebellar circuits and novel therapeutic targets. This will provide a theoretical
foundation for developing precise diagnostic and therapeutic strategies for VM. This article aims to systematically
elucidate the mechanisms underlying the co-occurrence of headache and vestibular symptoms in vestibular
migraine, and to discuss associated treatment strategies and future research directions based on these mechanisms.
Keywords vestibular migraine; calcitonin gene-related peptide; thalamus; trigeminovascular system; central

sensitization
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I BE 1 i =k 9/ (vestibular migraine, VM) /& —
Flve IR PR R GU e, AR 4E 2018 4 it i [ B =k
JF I 23 28 R VML A D T RE 5 i Sk R AH 5% ) K
TEVELREAE, HFERIN IR E R AR B 528k
o SR RERE IR, [E] B R BAS A O S I 1R A OC SE
Ko ELF7JE % 2> (Barany Society) 5 [H Fr 3k Jf 5 2=
(International Headache Society, IHS) 3t [F il 2 7 3
CWIARE, AN E BRSSP 47 55 3 i (The
International Classification of Headache Disorders, 3rd
edition, ICHD-3) [ IEX 2 Wi 43 25: (A) & 2b 5
R B Bl R R R SEAR AR S 4R 5 7B & 72 /NI
(B) A4 2D 50% I HTEEAER KA 1 —Fh 22 Fi (g
SRRAFE: (C) K4 ICHD, H 8L BEA: A ka5
s, FEReIE. SRR IRRIE AT REEL AR SRR (2
b BA VU MRHE: S0, g, A el E R
FE. B AEESmMME) | 2ok, sl
B ek .

WHFCE R, VM BN 2.7%, Lt
THEM, KRFERMENEE (F409 %), il
SR T, O E K VMR (21%) @ TR
MEZF (10%) P, 21 16% K NEBUNRTEEREIR 5
SR [ R A B X A Z D REIR ) < FLEL” BLR
IR T iZIW 12 W 51697 Az 0Pk i SR, LRI
F1 i B A ST o A 5 A B P, IR BRI TR
. ERORIT RIS TR . BRI, IR VM
SKIE 5 AT AR FE IR LA, R R I R E D) )2
7R SRS AN AT TR b AR EK .

KHILUKR, X i kL BRI 52 2 e T =X
22 M R 40 (trigeminovascular system, TVS) Ji%
A7 AT A (cortical spreading depression, CSD),
M VM HMRE 2 A AE T RTRE RGN N 05T
WA N AR B = XA 208 6 5 T B 2R G A i T 25 504
PRI SR R BEE DIRERh AR 570 T4
VR, XF VM AL R AR OB A AR
BAHAL N — N e 2 X4 AN B 55 4%
AT BE 251D DhReRnG, LA A AR 5 2% 4 DA OC ik
(calcitonin gene-related peptide, CGRP) FlH HX &1k Ky
AN il R

KL RGN R T AERNH BT k0w 5 A SRR
DR B n e 3% [F] 2 A R A 42 ) 5 0y 1 AR A A R A
by HEE AL R E R A% L 2> T - R
WP NFLNEEE R B A R, RGN
T R s A, 2] CGRP. HAX Btk 1%
OFER, ThEMARAE. BWRE THEHLH, =AU
W CGRP 5 H X BAk 2 [ ) “ B B 6] 7 TR KR,
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T A i 4 e A AR RS B S I AR
[FINF, S NFFR N B BOX —Hr % L e L I b AT e
WA A, &a, AT LEVLE, #iA L CGRP
M2 AR BRI bR, NI LS
PR SE B, I AR R IF R SRS TR (176 9T SR e (it 2
WK

—. AT

VM Ak 5 11 ERE R L L0 e 351 2 BE i A2 T
= XA R B I V) ORER. XM R R
# (trigeminal nucleus caudalis, TNC) 5 §if KE ## £ #%
(vestibular nucleus, VN) & fixi T 9 i 5167 B AL, I
AR H M R AER R BE I TNC M & o &
ATEEMZ 0 Y, Zhang 2% ¥ BB AL B oR, 181k
i Sk 97 K SRR TR AR ) TNC-VN 355 BE R AFAE 5 1L
&%, It BT RE D Re BRI R 5 9 e O R
PR A E 1. Oberman 25 ' 7ERA 8 4 KB L
RIL VM i NAFAE 22 AL R AR AR gk ]S, 60,35 5t
Hrlel, g el MU R BT (dorsolateral pre-
frontal cortex, DLPFC) %, EE [ &, W57 & KT
JocE Ak 3 X338 18) A O AR R /N 5 Sk S AR B 5 AR O,
XULWIAE VM AR S A O Ak 25 A A B 30 1% 2 (] 47
TEIR PR DG 22, NI 3 JEEHR A 1 A S itk

FEAS BAL ok R b, T i B R P N O A
SEPRAFLE T A X, 3 0 R S5 A AN i R
B A RN, SRR IL R R IA 552 iz
(5-hydroxytryptamine, 5-HT) %54 £ i 22 44 .
5#1% (parabrachial nucleus, PBN) [F]i #£1iok B TNC

CHAEN) A VN B3, ORI 5T

SEARA “ et ” o 1 2 R S TS BRI
DA, £ ILEERE] T OB ER.

T4 G5 5 )5 5 S5 v i JI6E 60 - T - S5 1
J%J5i (parietoinsular vestibular cortex, PIVC) [X 25, M
M7 AR SR RN L 2 5 2 D RERRRG . B EH], VM
o5 AR PIVC BRI S AT w89 45 X 8K 1
45N, B45/NFRRE SR E A R IR, X
Lefi X )2 5HikES S8 A FIRIAT L2 BE L
PR, A R B SRR = X - R B O
BRI 5 EERERIL BB o

U AERB TR I, = XA 2 1) SCHC T AR
TR, AR N E AT ESRE, AN H RS
ik F = XA R 57 & . Espinosa 25 PR HI T =X
PR - B 22 L8 D REFR SR UL, R = XA
AN A2 BRI 2 P B R g o, JE K 4 i
[F) B e o, 33 TR TR A VR R R . RN TR
AL BT, =X & - N HMEImnE Thae
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e B Al 58 PR A% o X 8V PR B A T LA B, fif
A RIS 1 R AR O, 2R E A M sNEIE, P2k
TCREEJERE,  HBOR 25 4 7= AR 5T FE AR NP,
2T H I 1 O Sk o A DGR o L3S 58 MRI 2R,
32% (1 VM i NAFAE itk R RUK, B BLRTEE X8
3= U ST T e Sk R R VRN B A4 B
Er AR ThRePRAT, Fom 1A ERAAR ) AR B,
L Z N2 VM kRIS AR . RE RS2 K
VESRZE IR RN A AE S, (RIS WH
il B4 B DIRE 2 v Resdad M - AAX 7 e 5
XA -HIRERARIZLH, WIANEFTEE S &AL AT
e i 2 BN B RPN TR A PSR A R R S AT, Rl
kI S R IR AR 2 — .

Russo 25 " 3 it ¥4 7K ERVE 0 S 40 HH 300 008 38 11 12
Jii & B2 5t~ BOLD {5 52484k, A HEXUI & i Al
T i i A/ NEaS . 5 TG 2 I8 A Sk AH
b, 20 e P U AZ 0 B 2 . AN,
i P 5 F4) AL R A IR T 0 e il J5 58 #% (possterior
thalamic nuclei, Po) &M f5 P 4% (ventral posterior
nucleus, VPM) 1 ) #2255 9, 28 ERTIR, VM Kk
TBLEPE S X 2 ER07, Rk H Bt 7ok, 20
WER R, O KIBLE fid, BEEWAE S1EAN
ABE R BT X, X X B X — B R B T
fifE I Al o

BAR, I AR R I AT ENAE VM TR A /N
W57 HARBHE, JEH Zhai % W BT ERLER
B (cholera toxin B, CTB) /REFHEAR IR, 15 5 AT
/NN AZ (vestibular cerebellar nucleus, VeCb) i i 7 f£
FHZE A% (vestibular nucleus, VN) f£ i £ = X AHZH K
1% J2MIEA% (caudal subnucleus of the trigeminal spinal
tract nucleus, Sp5C). 1M} SpSC P /N i 4 i H B 52 44
AV 5 HEER T2 2 (transient receptor potential vanilloid 2,
TRPV2) B -FIEIEMFREIE M, XU 7 /NeAT R
5 VM BRImENL, H R A TR IR /N e B
R R, /N R 9T AR R 5 A L ] R
SR/ JE EB,  EE T MRISE 7R /N s 56 1 DhRg
BRI, XONESAITT TR AL T AR S

. UL

CSD #2 i Sk 9 56 J6 1) ok 22 A B ARl 1), A
N VM GBI ZR,  (HE 730 N o Sk I/ 5k
PE VM N, XA Rg A CSD Uk e T i RE K, A
ARG R 58 A BOE FECOR B, HEeR A
FHOGUEHR RS, PR A2 50 15 A o i) j 2 —
X SCRE T B 1 S e 220 BRI 1) B S A,
Ui B VM AT g A2 M7 T Sk ) — Bl e, R
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AIE S 50 48 0 RS I A4 2 AR A U8 9 DR 5z I A% 4
CSD 5| e 5 5 25 11 B2 RO IR, 380 5 fie (] B w455
BT AT BT AER. WEVEER A
ARIIKRE . XL T REAS IS TVS I I & F
T 54 S B 52 2% U, B AR IS TNC ) = S qel
SR HX I P T 24 J T B K Ak 3 A R
R 22 BN B R X A Can T ) B, A
AT BE B R RE,  FFIE I T AT B R i T AR A
F, MIiEREZE Y, TERM ALY, CGRP A
DL = XM &M &9, 3+ H T LSS s,
{H CSD & 75 At % 5 A 2 fE IR & R AEUESE, CSD
FETRHREN T VN X CGRP £k FTF, M S5
FIEERER, et — B uEi .

TVS /& VM KA ODIRTT, B =g
S SLA 22 BRI, SRR P #5i. CGRP &Il
EIGHEMER, SRR SE . IR I Yk
MK EAINE, FMBEREAENGYE, 554
TNC A58 5 Frfioi X B2 JRUBBE X, Bk r= A Sk Y
Sk 9 AR e i R0 R B2 Jii 2 ] F 74 A 1 v B AR e
AR, RS A A D e S, SCRPE B XS o 2
¥ B T T B R R s i PR B AR 1 i
FLFRH, X VM 95 A 23 A8 FH A B R S i )
B RIUEMG. RSB X . PR AUt
X H B S B Y, R, — PR - - R
KB B EE g ER . Hh CGRP #A N2& S 8L
B AT RE SR L (R O84S & o A At
a1 o B s )5, CGRP 25 28 0E R TR, A 51 &
SR SRR . — T FU R, FE18 =k K
BB, CGRP /KT FF 5 5 0 B 3 B B RS 2 3%
A, 1 B CGRP 7K1 AT [F] i 24035 Sk -5 AT B AE
AR B, At CGRP 38 W] 44 py HE i 2 28 5 Th A,
BB ORHT EREIR o

H b, CGRP X 2 1 52 M 2 i i A Ak Aok
JE BRI A P R SE B . OR R & (1) IE 4 R B
CGRP 7EH X FI A B A 2 36 Rkt 1eM5 51
i b, CGRP W LAHG 0 A X U, A I R X Bl
W] LUK CGRP R, Horb IR JZ ML 7 — T 2%
R HARSE T B, DRI, T SR AT R R SR 3
B, A SR A T R 0 s E R .

CGRP 7E = X i £ 7 (trigeminal ganglion, TG)
AN AR AL (dorsal root ganglion, DRG) H 58 Z1 3
i, 1E 30%~50% [ 28 7T i AA o m] A ) 3 B2,
X RS, CGRP (R E— EH M T 2 KR,
JE R 5 S AT RERE R A G e, k. TNC
i B R, CGRP [ £ #f7 R ik 355% T CGRP
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FE VM AE JT ) R il 3 28 i X 32 380 3 380 R T
CGRP K5 K5 4k 25 m) [0 AT 11 Je2 2 B S5 AL 08, AT
SIRAASAEIR . Billn, Summ 25 P KR VPM
5 CGRP 2 MABHU W] A/ = XA 22 1 4 1) 475 35
PEfE 5. B, CGRP 12 RIAVEIER] T CGRP A]
DA ECRAX S, i s ] PUBCK CGRP RN .«

BRIRZ AT EM A h Rk, i CGRP
TERR IR BEAS 5 A& RGBT R 8,
30 3k 2 i RN A S LA R A Y AR RIS
5 R DU R Y U, o CGRP K HE T E
BAEH, (HIFARIEE] CGRP X b it B HE AL o
Z IFFCUERE, CGRP 340 7§04 9] B2 (anterior
cingulate cortex, ACC) I BF 2 R e (5 516 %, A
I OR B R, BR T ERRAEE S, TR
BT E cAMP % (112 5 PV, TNC H K A o B i
1) CGRP w5 73 & IR fie — 2010 3 - s & e,
PRt CGRP th ] LA i 8 = XA 22 i 4 22 70 3%
B P, X WTfg R T CSD BUREN R IMTER, F5L
AT EEAZ A+ B A A R BE e 22 e i 2 % w51 K4
M PR B I BRI RE RIS I 0 T B % 1) % i [
EFEAR, W IEH KR E st = Al S

=L PR RAE

5-HT Z2 48 2 LA I D9 D 5 ) 2 ZE LA
BTSSR B, 5-HT 324K (4 5-HT, 4+ 5-HT s
5-HT,p. 5-HT, ) fE VN i, S5 EE
SRS ML, BRI, 5-HT REfh& ol rhag
AN BT, W T - B B . 5-HT
AN R EUZ AR T e 2K L W] e 3 BT RE AL A A T U
KigahfE 54N, FERRESIEsAmZ . AL
ik, 5-HT ik CGRP H A W [F RN, 38 #os
5-HT,5,p 24K CGRP, 4 5-HT A &K}, CGRP
FEROE N, FEOTEME T XA, SRS
i REAEAR .

BRT7TULERE, ©F iR 7 EE
Ve, 10 i CACNATA i [K 4 15 () P/Q 704 4% 38
TE AN BRI 52 /A LA (transient receptor potential, TRP)
Ko Requena 25 P\ Ny, P/Q HU4HIHIE 7 H )G,
BERENVE AL IS, 8 B PN IR O B 5 AR A
B R, ToVEA RO A AR, AT RIR T
PP T BRI, IR/ O A T
T A 2R L L 3 BT R A Sk A RE R
5 B 7 A B 1 2R L 2 B0OE NOD FEZ AR # il 1 45
}J 3% A1 5¢ & [ 3 (NOD-like receptor thermal protein
domain associated protein 3, NLRP3) # fiE/MA- S5
iE s T FLAT EAKE N CSD 5y & I 6] 452 3 BUATEESEAR -
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1M TRP 2% 0] AR P AR 358 ) 300, 25 CGRP
P, TRPV2 & -1liE ik LHBEE SRS
JC-IR RN BAE AL, SIRATEZIIIRE R, &
B S AT E AR B Y, DL ER R LS ET
T 20 BBl F 1 40 M9/ 2 - 1B (interleukin-1pB, IL-1B)-
T # & -y (interferon-gamma, IFNy) Ff & . A B 50 %)
E T Skomi~ VM H ) 90 B R G R, 4
REIR, kI A TNF-o. 1L-4 F1 IL-5 38,
VM Ji NI CC L FELA% (C-C chemokine ligand,
CCL) 2. 3. 4. 5, IL-4. IL-10, IL-1B I IFNy 7K
AR B I SO R Tt T RE SR S WAk
AN TC IR E E R, UK, AT 5 5L
TR H R A O R 1 e 2 VM A (1)
SERRDL, RS IR i B R EE 2R
ERA

I S AR B RE DR L B PR AR S LA LR 1

AR F Sk B VM B RIR LA T T
W —— E AR SC ML . 2 TG IR ER R, VM
9 N B I35 b Rk B 1 W B AR p62 B 3 Tt Y,
MITTFF R T B WA DA T A [ AR LE T @ [ W fE
VM HEE - LR 5T, 440 PI3K/AKT/mTOR i@
BT BRI, I £ B L ALE] 5E R VM KRR
P it B, R P A 7 R B P R BB LA
W Dh e & 2E RS, CGRP %5 48 i [K 1 B# i 52 BHL A 1T
RS R IEE N, &5 5 8T RE ThAe AR LR
MR AR . HEN K IR 5 A R e R AL IR A AL T Be A
W25, R PLE R 7R CGRP A BAES{L TNC
AIVN, [H Ik E W AT R S R B e, X TE
= XM R YA CSD 25 KL B R SR
{HEWEAE VM H R 5030 R e SEREBY B, R 1 05
TE 3 LB B AR A 75 i — P IAIE .

Wy, Tk

VM H ZFaI7 75, FB S NGy fEE
HYNRIT o AR EGERIT 5 FEEITIIE. VM 1)
STHVR YT )7 O 2022 SRR I — R Liik b PEA
%Eﬁ [34]O

1. 29967

BIT ) R B N SR IR IT 2, 2
PEVGTT B H 2 5 10 B8 ZE D R R AR AR
5 IR IT In kI I 250 2 JE S bu 6 2. i
J5. P CGRP 252454 B, didH 25418 Ny 5-HT %
BN IRIT VM [— K375, {H Staab 2 P9 K
PLAFLHIHAE 1 /MBS X VM JEs2 M, 78 24 /NI
WA R, RN HANE T VM 9697 .
CGRP KA HuAME J o> T AL B RIS S 259, Xt
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P/Q A445 i iE
FH —— RN
Ca I K B5F-H%
NLRP3 4 /MA

TNC 5 VN #H4F |~~. .
BAFAE b B
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fRE AR Y
BRMEEES, 7T TNC
VN S 28 035 3)

YATTHTEE T fE -
SR P A A
HIEER S &1

ShE: ZXAE
MR S S C A B
BWH-=XME-
A E A2 I
Pl EaT

E1 VM AfERER S LI Rl Adobe Photoshop 2021)
TNC: =XMEEHREN; VN: BIEMEN; TRP: BFH 2 H4; CGRP: [ RILFM M, 5-HT: 5-7%
i Jfiz; NLRP3: NOD FESZARINE A4/ A 3; TNF-o: MURSRIER T IL: EHAM/ % PBN: Basi,

PIVC: Ti-BEIRER i ACC: B0 [R5 i

VM K697 280 T BLRERS A BkER . Sharon %5 7 fi
FH#E 7] CGRP FCAK (142 AR AL 5 58 2 470 148 -Galcane-
zumab FEAT XS IR, 45 EF5 8 VM-PATHI (VM
S VEA T RS ER PPk, IRELR
Febr U 5 0% = [ 45 &8 3R (dizziness handicap inventor,
DHI) P53 (A8 AR B Sk 2 R A oH 4 45 R o,
S5xirE4HAH L, Galcanezumab V7 &2 020 &
TR BT FEZSN, RN VM IR A B
HIT 3, Wang 55 PV g\ 33 Tkt FEAE 5T, 2300 &
B VM RN, TEA AT T RIK. B 5277 3L
TER RN ARZREYE 2 R e YT, HIF
ARG IE AR T R R Y R, R TR
BUE Z RS SCRE . H AT M 2 AR
P, PUBIRZY) PUNAL 259 5E

2. dEiaTT

ITHER, AT KEHEE (vestibular recovery, VR).
B 2 G (repetitive transcranial magnetic stimu-
lation, rTMS) %5 3 25 W06 77 A Al R UE 448 32 BH 6T
VM HIE7 3R 53 . Koe % PV B R KL, fE VM
HAFTRE D) REREAS L, 1 H VR TS, DHI P43
HIEE DD e REAS H A2 7515 3 FE 3R (vestibular disorders

activities of daily living scale, VADL) #¥ 4. k& Al
KIWARVE  RE UGE . WRIT R, AR AT
FHLBh S % #4510 (computerized dynamic posturog-
raphy, CDP) 45 R34 & TIRITHT, IR T2 63
9 N ] 2% B 77 20 AR BB B0 ) T8 8 TMS
X VM BRETTERL BUAIRRSS R SR, TMS R
D9 NS BN S AR AT AR

fi. SRS

AL RG L T VM 3k 5 % 2 SL L B L
file HEZOMET =X MAEHEERGILZMHEE
BECOnidT s AN FNOCHE ) 431 R G
CGRP. TNC Hl VN SR A AE K] 1 AT SAE »
FECR SRR . A, ASCERR W T ECH
() E WA DCHLH,  H Wk D) B R AS 5 80 CGRP. #0E
PR g g E S S Gi B U RS T SRl AV TS (A DN
WG S FET R, £HX CGRP #E R
AR IR IRIT R T R

KA TARMRIE: H%, IFAEE
N2 LR S AT AR IE I, 7E VM I 12
o, S S AT REREIRAE IR P B R 2R R
TR, 9o A i S TR R 23 5T Ji AR 2 4
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HEL B, BRI S Y SR R A 29% I
NEB WKL SR, AR 5 S 2
BRAR QAN Joy BT 0, A1 B R PR 7R 1T 5 Sk A [
WAAAE S BV R SRIR AT 3RER H B . Lampl 25 P
RILLIA 30% 195 N LA R RE R % AE 7T H BLAE f
SKIR AR AT AT (0] 255 BbAbh, 3823995 N BB i
ARATAE NS IR, 10 10% 9998 A 2 JiE IR 7E
S RAERT 2 /NI, I8 2 3% [ N R E
FER AT AE KA 2 £ 48 N R AE . AREBALET]
BN R, B4 VM R A & 2 i B
s, JEHBLRTEERE R « DRt mT DA I A At 3
B ARV KSR I, H E AT ISR FCUE B AR
KM, R AR T B AR R . FLR, Xt
T HWELE VM 1 B ARNLSI R 24 Ui, HEal
W T B B T, 2 5 A7 E At ) vy
3, BAR R A% R A AE WA B B 1 A A S0t 9T
EHE. Rk, BEWELE VM A A = — AN 5808 1 i
FENZE, AR AT LLIE L E W AR 104 r AR R S 7]
UEHT VM g2 (1) 52 B W AN B B, B anfa 52
Ak, HArcA S IEHR IS RNA AH S 1)
MU B B Pk AR 0% IO AE 7RSS Y, X R ROk
T ERZ NS, I Hnr DLd 0 Fh ik s
JT R YR VM. =, HE VM K X HL
WEFAL I AE TNC BUBEMZ 1T, PIVC X 4%,
IR R AN R A T U, H/NTE VM
o B AR AE ML o AR AR . DRI, PTRATE BR
i DX Ff it b, N /N i R R OG 38 B% T AT, 9
HAE VM # 5 ik ik . CGRP Z LR, %Y,
CSD 7 VM H i4E A B misf 7o 48 T Hofl VM A
i DX R FEAE A, A EARPLE R AW LR B, Rk
Al i@ TMS SO XCRER 9T CSD AE VM H IE AT,
[FI 24038 VMEAR .

gr LRTIR, I RBE T A WHE S T % R4 %)
VM BA B EIT R HIA & I AR AR RN,
TR R FL i HE TG R 45 18 8 7 4k SRR AT IR IR
WIAE . BRibZ 4, R4E LR B WEHLH X VM
ISR, E WA SRR B BB SR T VM, A
fEHE [ WE A CGRP 25 ik 40 i, i ek VM
FEAR o
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