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[Abstract]

which is mainly produced by the liver, excreted through the biliary tract and widely distributed in many tis-

Gamma-glutamyltranspeptidase (GGT) is an essential enzyme in glutathione metabolism,

sues and organs throughout the body. For many years, GGT has been used as diagnosis and treatment evalua-
tion in extensive diseases. Studies have shown that GGT is a key factor in regulating the oxidation-reduction
balance of cells and their surrounding environment. The large amount of oxygen free radicals generated in the
GSH decomposition reaction catalyzed by GGT increased the content of endogenous reactive oxygen species,
thus participated in the process of oxidative stress and inflammation. In recent years, research about GGT has
gradually expanded to bone destruction related diseases, including osteoporosis, bone malnutrition, osteoar-
thritis and other aspects. Also included cardiovascular, respiratory, metabolic, tumor, immune and other diseas-
es, which is considered as an important reference for risk assessment, disease activity judgment and prognosis
evaluation. The role of GGT in the body is more complex than our current cognition, and the pathways in-
volved in different diseases may not be limited to oxidative stress or metabolic abnormalities, which still need
more in-depth research. GGT is easy detect clinically and can be used as a reference for evaluation and prog-
nosis of specific diseases. GGT inhibitors significantly reduced the number of osteoclasts in vitro and the de-
gree of bone erosion in arthritic mice. These results suggest that GGT inhibitors or antagonists may be a novel
therapeutic agent for alleviating PsA joint symptoms. This paper reviews the characteristics of GGT and its
significance in the occurrence and development of various diseases, providing reference for clinical practice.
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dation

v- 2 R I i K ¥ (gamma- glutamyltransferase, GGT) /& 5
541 M 4Nt H K (glutathione, GSH) A 1) 55 SEEF S, m i
AT B A R R R e e B T RS — R A2 AR &)
B GGT iz A T N B T B AR, N2
GGT & — 418 68 KDa B & [, th 46 KDa [ R
122 KDa (/NI K™ H BT 2 A 22> 84 GGT 2[5 4
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% sk, B R GGT1 M GGT5 nf LL7= A Th e 5 B W,
GGT 3= B i A AT 7= A2, 48 BRSE HEMETG 732 20 A7 1 B i o/
W IE 2R G TR A0 P9 R 40 DA R 2 2 4 A 4
ZRHAL B E T, B 20 M4 60 FECTF 4, GGT # F1E L
56 A IR AR 5L N IR PR', 145k, B 78 R I GGT 768 i 1§
AR TR B WG 2 . A0 GGT A A P24
PEGGT A F 005 IR AR SR AT 450k

—GGT %I GSH AR 1/ 5 1

GSH & — P L3R4 P SN0 IE S5 P8 1) = A, 1)
TEAR AL BT A A R R FEAE T . B 1888 4R 28 — R B
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DLk, 24 SA IS 130 M Pk, Zu B IR %,
TATN X — BB TR &P e RIS LA TIRAT
fifte GSHEE WA Hy-B 2R I ERR  H 2 R K, A2 &l
AR R A R R . R (I B, -SHD , R4
FF A0 P9 ) A8 SR T Al b R AR, AN GSH 2 T
AJ DLE i e e SRR O B 2 [A] f ai, A I A — T
—MRET . GSHAAE T LTI M B AV LT 2 5
A, A0 GSH & AL IR T30 18 4 F1 2L B 1) 248 B
GSH fE0 i R 383 VF 2 A n] BARRI T RE, Wik RF4E b 4
RGRE S 5EMIEL ST, - R RE(E S %S
ASTZEFE P RIE UL R AR S, R RS ST
TN E & 8 5 T IR R R T OB ER Y.

GGT il i /K ffy- 1 2 Wi 4, 2 5 2 GSH G 3 .
GGT 1 2L AN GSH B Ak 1 25— 25, 7 il R TR T R A
2 e S R SnT g B T 40 Y GSH I EE A R
SER NS GGT il 71 23 5 #Uf i o GSH /K1 2 2 7+
i1 MR I LA GSH B (R I 2 H A JOE T R IR . 7R
GGT B FA R /N B AR S R M GGT SR i B 5 FR 82 3 1
RALE L, VU] GGT X PR FFHLA GSH 17 7 1 GSH M 4
I R e R B Ay R AR . 55— U5 T, GGT A
S 4H M A1 GSH 7K fif Js S 2% 777 A K e 4809 o - A 484k
A, 38 Py YR M 5 VE 48 (reactive oxygen species, ROS) &5 o
TV F B AL E B2 ROS, 3 B i NADPH A (b i
(NOXs) T, AT 5 EUMIK % FE i 5 A (low density lipoprotein,
LDL) % b B A A S A (0 AR

AL N Coxidative stress, OS) FIME & i F- /2 7F 1985 4=
BHEH , I 51N B AR SR A = R = R . OS #
WASRTE N AP RIS I, i g A 9 7= A2 [ ROS LA K
PR B 3t (nitrogen-radical, RNS) 5| 2 ) 41 A AT 4L 231
A PR DL RO R IS o Ak T RLBOIR 7S 1) i B AR R LA 1 4
MBS AT IR, K A S0 1 B B I 7 AR S SR I T AR
FACRGMERRE R, S HE B HERER R, AR A
AL REE . OS AT B4 BEA) 425 5 22 P i 1) AR O e, dan
98 < I 07 T V2 o I I B 05 P R R AT T AR (R A S
O HERFE BRI GGT /KT AN 5 i EALFPIR
FE A SR AR IR AR G, 386 I GGT 18 7T id 5 AK T p38.
MAPK F1 MEK 1 it (1) 85 22 55 Ras [0H0E ", 7E4ERF AL
RSP R E AR

Z\GGT Z 5 & & & Tk i & g i i Ak

GGT 3 1) GSH /K fif 1o A2 [R) R Xof 241 i MO 45 4 5% 1
. GGT 13 [ y-758 S 0H F AR 5 F2 o 7 AR 1) 2R TR
P H T R 4 2 TR e 2 1T B G Ak LA e I8 R A Fe™', 5 &
AT S R, R S AN 5 — 71, GGT
IKAE GSH 7= A B H 2R & & B s, 2 38 i 4 1) 9%
o RO R SRR SRR, P A R A S AL E R
HE W EES SRR KA, 8k B A AL ipid
peroxidation, LPO) i 2", 4 K IEHFR I, LPO i 78 32 2L
I Ik AR IS AR ST, 43 ) A B A AL (enzymatic) B R B A AL
(non-enzymatic oxidation)"™. LPO 7 % F #595 11 & & v &

FEHAEFE EEIER, — D B E R PUE R R
W R FH R AR A R G 2 AR AT . LPO AT H H 4 )5
AH B A B AR B MG R BRI
AR S A . AT AR TS 5, BLARRBE AR, 15
SUNMFR P AT TR AR 1 N = Wt v DATE IR 2 58
i PR H S B FE AR AT A 2ORE SR e B ST R IR
2155 5 GGT i 2232 1 K BRI k89 BB 44 -4 i
LA 53 25 (¥ A LDL R L T LPO 74", 1 L, LPO f& ROS
S EWREAR G, B 2 AN RN B N B B A% I8 55 K 4 T B A
FAEH, NI R AR SRR PRI FR L 3, MR GGT/GSH £
HRREARN s i B AR I A S RSB 1D o

PNE N, B E 37T 1 “to burn, (de oliveira)” , & & N %
i SR LAZ K IERANE o JE RN AE I 4 A HEAR JE L P b )
W EELE R —, RGN A FEY R M) — A e
o JAES IR T — RIVE LN B SO
Fio IXELIRATUS B CSUAL 8 REF AL IR 28 1 40 M AT (ot A% 48
M VR A AT 4 U i R A A 0T R R e 2 D B R 48
AR 7 AR IA S R A I R v, X e R TR S L R
HIW R 2 5 90 B, B4 18 1% P % FH K (vasoactive
amines and peptides) .2t A FRZEN) 7 (eicosanoids)  fie 4 41 it
F (proinflammatory cytokines) F1 2 14 1 25 1 (acute-phase
proteins) 55.  JENE SRR 43 Ay Btk A B SOE, 18 R
it S PRI BUR PR RUFF S A, S 7 AH N 3 B B DhRediids o

ERINV P SVEINYRETE ek AR ETTEER ANA S
Gl RIERN . TE A2 A A NIOE 2 JERE R, LR 2]
45 JE BT e 51k R A E A B R Gy DA R SR T T
REUL o Ak, KR L 58 5 7R D E 2 S 80 218
PEBR R A R BN R, FF 5 R — R 518, § 80" H
Ja o Bk, B TSR A, B TR 5 SR B I AL
LA DR EE IR, SRR T R A S KR

= GGT £E N PR Ak L AR

M GGT 7K Py £ £ T JU-F B A1 28 8L 14 - 42 £
o LR T IZ A — P I bR S . IRAT IR A
WHIE R, GGT W AE Ny — T A 77 B8 T 28 F K, T A
52 ALHE 0 ARG S5 4% 28 R R s ™o A I OC B
S (R AR B AE AL R e AT A8 (R SRR T 7T — SR W,

AL

HEm

=)

GGT — GSH
l SRET
GALIE S
AKT, p38.
MAPK. MEKI1 l

l ROS —— LPO —> RIERM.

/ N\

Ra$S l
LRI
E1 GGT w4 M) N2 GSHAEI, it 2
AR 9RE [ B, 38 0] BRI EE RaS
RGR AR R



PAESAEER S RE R TE 20224E4 A $8% 281 Chin J Geriatr Orthop Rehabil (Electronic Edition), April 2022, Vol.8, No.2 © 125 -

1% GGT &AM B M EES 5y 1. THERKT
GGT HIWF 7T C A0 LS 28 GE 5905 « P 23t A5 A 0 5
To WINPT S A 28 28 G SO S 9 R B BB AL < B E TR A
R PR R A 2 Al RO R I T (B 2) . Nl
B I RUR -

OB BB AR SR

LA BB « 1 B A A2 AL 1 B S R A 5 B0

RANKL ——> @4l — 5 0mimn

MCP-1, VEGF-A, TNF-C, IL-1p —> HEFAR

— HIRHE T )
GGT ™S prwp, L1 — R
1Il E!( o
i» TLR4 —> TNF-a, IL-6F1 __, PR 3 s P
MIP-10 P cxER

ROS. NO ——> IS H o SBAM s et s
il IR SieHER
B2 GGT 57 A PN R R 16 K, GGT nlilid B
VE R T8 A0 M w4 b B WA BR] 3 i  S0 EA RE I8L
RN E R, B 5B BRI KRR . o RANKL:
1% [ ¥ kappaB 52 /4 33 iE W) L 44 (receptor activator of nuclear
factor kappa B ligand) ; MCP-1: 5.4% 41 i # 14 2 9 -1 (mono-
cyte chemotactic protein 1); VEGF-A: Il & P 7 AE KA F A
(vascular endothelial growth factor A); TNF-C: &g 55 5L K 1
C(tumor necrosis factor C, TNF-C); IL-18: H4Hfi /% 18 (in-
terleukin-1 @) ; TLR4: Toll ¥ 52 & 4 (Toll-like receptors 4) ;
PTHrP: HIR 5% B8 25 #H 55 25 [ (parathyroid hormone-related
protein) ; TL-11: FI40 il A~ % 11 (interleukin-11) ; ROS: P Y5
15 M4 (reactive oxygen species) ; NO: — %4t & (nitric oxide)

1 A By 1B B R IR B A L R B AT R
SRR B AR BURAA A SRR R AT A 2 R A
AR KT 55 % Mtk f 65 2 TR AR i
R R NRIRABCT I BB R P, 7E3E[EH . InE K%
FEl I 7 P R B, 347 F V0 97 5 s A A DR I T 9
LR I O U T L LR T I = 40« DA B B Ath 7™ 1
PRSI BT FHEE K, B A A RE A T S AR
TR, W R IE TR A A T AR R K A
1o HHEFENN GGT £ 4% JE A /N B 1 a2 08 T 5 K 2548
T B AAGE R I . Nitda P 20401 GGT & E i i
AR TR B /N BB BEAE B, I GGT A % = 7 iR
MRS FL b, RARPIFKIE I GGT ¥ RE % S %
F kappaB 52 7R I & P BL A& (receptor activator of nuclear fac-
tor kappa B ligand, RANKL) 7E 41 il = 1] % 15 , RANKL & 5
TR 4 A I AR A AR A R BE S . B A B PR Y
B IR UE T 5 S8 4 S5 B BB AR AE  Paget i 3R AT PR B T R
B R AR A OGP, 1% S EG A GGT il B BE 41 iz RANK Lm-
RNA Tt e /2 38 i {5 AT T 3 86 W BE 40 i (ST2-cell) 2R 53
Mo BIFFE I GGT AE I 9 9 i 1 08 K v 28 v ik 7t
fe1, 5 2 A BE B T A B o I8 A 2 A
FB 97 2% (osteoclastogenesis inhibitory factor, OPG) 1]

5B A BRI ), vT 7 1E A T B B O, R BTRB  5
Bk R AEIE R .

2HE AR AR Z PR R R E IR R,
B & E A K (Hepatic osteodystrophy, HOD) s& — Fift 55 5
R IR P A 0 D oA A b FEL AT 908 S8 1 P T U 9 0
FHRIART PE B . s Ak 8.44 AL NHE, JLT 75%
HHOD B R I H 15900 i 3 2 B i A i sl
BB R SEREAR Y 1 5K B T A TR B R S ARk
I, R TT DA B AT il B A R KA.
DARRAZ 285 L 1 5 33 0K R M M AR FR Y T (cholestat-
ic liver diseases, CLD)#7 , >% F XU &g x 28 W U {1 (DEXA,
DPX-alpha, /N2 4 B A5 2O b I B 132 o i o DX 33
AT 3 EVTAS DR B i 43 BT, 6 v ST 2 A A 4 24
TEAS VR LA B i 14 4 B 1 IR 7 0 5 o O BRIV
GGT/KFIIF m SR E G, BRI B R E
LU M B A4 M 20 ) 3 PR AT T8 e 4 4 ) B I
Ine GGT ik il T & Wi K 1 MCP-1, VEGF-A LIX.
TNF-C.IL- 18/ IE, NS5 [ BRI iE . 4T IEksE
9T GGT Pk AGT3, ] &5 25 2503 CLD 5 3 ) /) BB 3 JEE
ARG~ B 2 5 st/ ARt B 0 A 1 1 A

3R 98 At 2 B 2R SR AR P GRAT T R

I, 15 PR P I I v e 28 0 L - B R R . AE A RE
P, 60 2% K BL ERNEER, 551l 06T 2 R 9.6%, Pk
1 18.0%. FEFRHE, H KT R MR FER BT HRM, 458
DL NI R IR LN 12% B 71T 98 75 5 ) B8 3 26 35 i
S P [ B 38 I AT L RE A R R KU o A, H T
N2 WAL AN D0, B 21 28 1T Ret o 5t B35 4 K
BB R IR A A 5 /N BROGTT B (colla-
gen-induced arthritis, CIA) , #F47 % 44 F RT-PCR J5 %57
BT IR ILAE 98 ik SR S0 110 9 T 4 L 2 400 A 5 e 4 it DA %
MM N LA, 35 I E] & R IE R GGT. - HERT
GGT XA B 20 M ) 93 3 2 {1 HE A B A 4R 40 . - RANK-
mRNA BRI Rk, T ARAEIEH o 5 4h, i id w5675 4 /)
BRI i v 36 4\ GGT (GG T-mAbS) [ 4L, Ge it/ B 9%
TR KA F R R R AR VT4 DR ZH 20 HE A Y
A% I GGT il 71 AT 5 25 PRI CTA /I B 1 2 it 1) 24
&, RO E AR A, dh Ak, 5 SORE AR OG
AN I TE T Ji] 98 FOFPORELAA i 16 9%, AR PAB AR IRIRA B)
S Z PP IRAR S A BT R L. ANk, 75 HoAth R4tk
PIR Ak R B E FUEIR TR, GGT R T+ EE MR L.

CEOWE PRI S5 P 3

B o A v A e, A BRYE A 5 A 2 R AR A 5%
IR » 045 B JR 93 (diabetes mellitus, DMD « & I « &1 1ML G
5 O NBOEAEIZ RN, A n ik, DMt 58 A R I
T EBRER, BRI BB A TR B AAGE B T DR
PTG AT A o AR JR O 1 51 i #4 (diabetic osteoporosis,
DOP)Mi & , 3 R AR FIE 20%~60%. HARBHLHIE L,
EEEEHT DM EE KRR =, FENUEABE. G S
AR 2L, BE T 51 40 M D B S 5 RSB A KT R R,
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PP H A TR, b Ah, DM R R B i) DA R K
AR i B, JL A S SO A KT R B E =Y
R Z PTG R Z o B RIS IEERR, R
S R WA I, GRS VR TE R BURR, R 5
AR AH DG 1) e 53— 7 1, AR AN TR R B, T
&4 8 H (bone morphogenetic proteins, BMPs) 1% Al #4 i
B AR R AR, © RV RN O BB AR R
BEA B SR H, GGT /KT 1T i 5 55 1 e R VE it 50 ik e
JE it (idiopathic pulmonary arterial hypertension, IPAH) £ 2
H ¥ & A % 14 2 (bone morphogenetic protein receptor type
2, BMPR2) R A K, H LT GGT 7K Al AE i ts A R il
JEWRRY, B8 BE R, GGT IR R 55 R 21
JEIE BMP P AR, FERER IR A B S E L R R
RN FE48 T iR o

Fraser 500 13 WA BE 0 5000 2 41, £33 H GGT 5 2
T JR 9 (type 2 diabetes mellitus, T2DM) XU 2 0] A7 7F 1IE
A HAOSL IR R . 15 A 2 1 ) GGT /K FAE 9~35U/L
i, T2DM KU I SE 2 35, GGT /K (7 e A K 4
B 450 T 20 2 PR S i R i 1k 2 5 (W Fe2\ Cu2 ),
FIEEMR N . I FECT I DNA AR A 2L Ak, P —
AL A (nitric oxide, NO) I ROS, 1 5 1 15 ¢ 5 2 43
HRIETWE. A, GGT &l d ik 52w A i I8 7 2
RG22 1) 70k, 2 3808 e 5 3% ILRE AR & 254K Bt (insulin re-
sistance, IRD IR o Ji By 3 4R PUAH B THEEAL 7 i &
Ji, 3 — 2 T BUA B BT B 0, AT A4S BB AR
A T RERERS , IF U5 5B S5 R I R AR,

(DB BB 7 e

WTE 1972 4, B A =4 4 GGT 5 #EF /£ — 8 K
Fo GGT 3RIE B I0TE ST TP M8 1980 27 i 8 DA 2 7 7%
Y P DL, LR RO A e FLIE R 0T IR B
T 155 T 1 /0 B IR A 2 b AT e 240 4 B, KB GGT
PR IR R T . AR T GGT B 1 M98 , GGT BH A fé i
PR AR R TR — P A R D A LE T MR 4 i 2 T )
GGT, Ay AR AR AL 1 2 e 2 R0 e 20 IR {575 ek e 4 f
WA A D KK, 58 T E AT TR VR 7 I AR
I S — MR VE N GGT Bl P24 A i A LA #A
N ) — R A a5 45, ol R SR ADP-A% 8 2R A il
(Poly ADP-ribose polymerase, PARP) J& V£ , {37 [If J&7 41 Jitg 48
BB RPN A, 4 A GGT %34 il g i3k DNA &4k
W47, B ik DR 2 ) A 1 A A R BT A e
R B IS GGT Rk m T HIFI RIS 4= B 3%, )18 5 GGT
3t 3 s 2B 1) e 4 B o B IR IR, G FRRR 5 IR R
AH 2% & A (parathyroid hormone-related protein, PTHrP) , 14
Jfa /2 11 Cinterleukin-11, TL-11) %5 5K 15 5 B 40 i ) 25 il
Ky (B BAR LG Fridh— PR R,

(QUPIE =S <3 A= e d i

GGTE N—MNIEHERIER, 25T Z M RE ARG K

WHIRAE . WFFEER W GGT K T-5 28 KIS M 515 45 (theuma-
toid arthritis, RA) 2 R % I, I\ -5 T REIR & 30 B (R
5 FE 9 G 1T TH B 40 40 M DT R R 55 ) 22 AN A7 A8 I A 2R M
Moriwaki 254038 13 FH 541\ GGT1 25 {1 ) 5B 5 5 1k [ e
4N, % B Toll £ 52 4& 4 (Toll-like receptors 4, TLR4) 7] iK ]
GGT, Bt _E 1 TNF-o IL-6 F1 MIP- 1025 K Ve 731k . 3
T AR I ER [, {3 A3 B A M 2B IRl B R A, SO
PEVEE BEAR . IEAL, TNF-a IL-6 2545 A —Fh 3740 i 5 1,
] DL A% Gt 10 B 28 48 fifd (dendritic cells, DC)™, i DC #%
R TE 7 51 B AR 0 (L FR R T 3 74 95715 4%, pso-
riatic arthritis, PsA) FIERBN K & . BB N GGT A REREAE N
KRR PHLEIFR I — R, Z 5B PsA XTI HES. Hil
KT GGT 1E PsA 1 [¥) & Jp WL B = B Fe 4, AT AT
T RIIGR TAE A, ol S did LL B 4 T I IR PsA R
M3 GGT /K ¥5 52 BT R VE B FE A S 55 I R
I TE b RIENE T A IRIEHT L Rt — @k
AhSEI6 IR LA S, TG #8 78 GOT 72 i S 10 4 B O K
SR B SRR

L) B R S5 07

B R 2T U G 2 T A TR I 1 2 B, JR e R
JER RIS B L YR IT RO R AR R IR A D 0 AE T A 3G
DR o 0 B AN BT B Bt A R R DL I — i, 235
FEL M9 14 B 2 < T IR W 28, DS 58 , IS 4% , 0o PR 5%, DA JZ
WIR B R RBP4 T 2 RS RIER .. Elhossieny % MA
N GGT EN—F#i B8 1R+, i@ id 11 5L 4 ik & 5 (type 11
secretion system, T2SS) , fE#fl & A ZHF B B0 H R T E
TR, S ECE ) SO RN S RN . ST AR
TN 2B R W ATAE N2 29 B R 5, AE £
5 ), 25 B& GG BHLI 77 54 B 7 al m] A s PR 2 it s 28 HL
B BRI YR T T

) HoAth

GGT R T 58RI Rl H B HE YRR, 15
5THMRGHERO RS KR EMSR A, GSHIE R P
e VR FE B T SUAF A T I 9 b 5% 4 4+ 3 Cepithelial lining flu-
ids, ELF) 1, 2 28 HF i) 140 £57. 4 M4 GSH T3 B Hh 1t
LA A 7= A 0 kSR RN R ST SR = A I e 3, XSl
R S T B AR, Ao HL 4 B2 TL- 13 5 5 10 46 1tk s B g A -+,
TET 5 il S8 £ 4k Ak 7 350 28 e DR 5 Ml 98 B 3 TR R
B M35 GGT AT TR . TSR BIRG R 5 32.7% 0 31 e
BH MIE GGT K I T F i, 22.5% 1) B35 L3 CRP F+
&, H GGT iF+ 5 CRP i B35 AR 2,

A FEAIE 52, 78 K BB U S5l 0L 94 A (1 S 56 v i T R
I AT 51 S B /N AT A B b A DA ST A 451493, A1 B GGT i
PERE 0 423 GSH R B FRAR AL i g i 4L . GGT Rk T30
ik 387 DAY S R SR A i LA AR R A Ak NO B Hn
AR PR y- 2 I 5 T A 2 4 e H IR (S-Nitrosogluta-
thione, GSNOD [¥] 73~ f#"™, il 1L &7 sk /E ™. th4b, ik i
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2 5 GSH AR M i i S A0 RN T 1A T 28 R TGS 51
S A, SR KOIEEE RS B AL ERE, 5
FEC 1 0L 300 R B AR TR A 3 5 2 o Il 0L/ 595

FRICLAAN, GGT 2 5 (W 5 AL N 0L 2 15 5 2 1R AT
AR () 2 2 JF K . Mendiola 2515 /N B AR 4 22 2 G5 9 RE L
L Je N2 I MRS R 5 A 2 2R 3R AT 3 s il o3 i, RIS
GSH Ui 42 A R 2 Bl B 45 GGT1.GGT5. Gstt-2 55 ik
AR X 11 PR 2 P R AR A T P ) v 38 R G Chigh-
throughput screening, HTS), & I 2L 1 GGT #i5 acivicin
H GGsTop FEAR KR B B30I T 5 L b 2 M I 5 B8 2 Cex-
perimental autoimmune encephalomyelitis, EAE) z) # {1 % 1k
PRI ZIRAT AR o 5341, M3 GGT 5 B /R 4 BRG (Al-
zheimer’ s disease, AD) Z [H] Z¢ M H 38 37 [ e 4 A 5 AR
Wt T IO,

IE BHT SCHR J, 2 T/ RS BT 9T 10 GGT Hof ] gk >
B AR B A BN . e A E b
58 R B A AR B (herpetospermum pedunculosum, HPEAE)
B 7 SR ARy 2, T DR R R IR IR AR I A5 4 5 B
fIRILIE GGT /KT, (HIEFIRNIGAE , ZE VIR R B Z
FH T 50715 AR LA T FRATTHAM I e PR VR 7 2 o

25 L FTIR, GGT /2 /5 GSH /KR 1) O Bt g , e iok 3
A ROS A SR AR B . I EESEGGT 25 T3 i
TR, A 3B DR A S0 » T AR PP e 8 2R G
98 45 22 g ST i — B NS B 1 K AR . IX ERE
GGT fENAE A FIAE A ELFRAT B AT ARSI I E 2%, 2548
[ 5 975 1) 3 4% WIS o R T 8 E S L A A IR I e A5 S
W AR AT TE 2 PR FURAE SEFRATSE 48 . GGT E I
PR AR 5 458, RT LAAE A e 000 1 9 185 DAty 2 3305 4 W )
%, WHk, OF %#EE T 05T W GGT Ri& A T A
JT IR AT R . BUYFAEANIZ 0% 5K, GGT R B IR i iR 7
H— N R

2 £ XX W
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