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(B)%*% i ( pregnenolone )

(C)mﬁ(ﬁ%‘,fﬁ% (P4 (presqualene epoxide )

(D)F gL B % (farnesyl pyrophosphate )

NI FERE S R AU > 2R (S T (transamination ) FT ¢ '131'?[/] A
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(B)}ﬁ&%:’ﬁf@ (topoisomerase )

(O)= & H PLldF1IT% (dihydrofolate reductase )
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B)z % (bilirubin)
(OB %k ~ B Fpi[ELE] (bilirubin diglucuronide )
(D)¥ER" S [ 1 5¢F | (bilirubin albumin )

(A) 32 TP IpsEps i ( methotrexate ) f\:ﬂjﬁjﬂi B EERI (dihydrofolate reductase ) o3 K@}ﬁMJ ’
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(A)iEFHi ﬁjﬁﬂﬁj{] ( competitive inhibition )

(B)ZH5i51 | T‘Hﬁ‘ [ (noncompetitive inhibition )
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%Hﬁ? 2,6-~ W% (fructose-2,6-bisphosphate ) 7t ﬁI'E‘ﬁW{ |FEE A R L E SRR [
'l ( gluconeogenesis ) f[&ﬁﬂj’i]‘%ﬂ (glycolysis) o Hy= ™ [ BXEﬁ ﬁcf P (glucagon ) ﬁ

RLE NI H P = Ry ER R 2

(A) cAMP [ _'*ﬁ:ll

(B U #H15T5-2 ( phosphofructokinase-2) 19 35}@1@*’{1

(O U 5 T5-1 ( phosphofructokinase-1) FlfJiﬁ‘]‘gﬁi@"J[l

(D)W #E-2,6-= BHETE ( fructose-2,6-bisphosphatase ) EIfJiF: TN ¥

T Ccitrate) A5~ APARRIAWE (tricarboxylate transporter ) s2HHF R & > Al WETE

FEENTN A H FEPE T RS SPRIFTHA (acetyl-CoA) & F‘J?H F”]E‘yﬁr[ﬁ’f&u@ﬂ ?

(A)Hﬁ]ﬁ@ﬁlﬁf@Aﬁ Ry (3-ketoacyl-CoA-synthase )

(BYIRF] = gt A8 5[k 5 BT ( ATP-citrate lyase )

(C)@”[’%@ﬁ Ry T ( citrate synthase )

(D)5 505 (citrate dehydrogenase )

TR g '*qpq’ff‘&ﬂ R F\]’?*f A EIRE-6-6H% (glucose-6-phosphate ) :jﬁ%h PEH[ B A

=@ }I_ﬁ TE IV

(A)FhEE=H] (glycolysis) + T iR~ & (pentose phosphate pathway )

(B) 1 iR RS & + BETF 4 [B5] (gluconeogenesis )
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It

I ERL =A™ £ Chigh energy phosphate compound ) > T Ph#(=] (glycolysis)
Fl1 fﬁ & OV AURHA [ (5] (substrate level phosphorylation) ?

(A) 2,3-= BHELTI% (2,3-bisphosphoglycerate )

(B) ¢[lidF|"A (acetyl-CoA)

(CYFHEAAH |if% (phosphoenolpyruvate )

(D) A EpE-6-13% ( glucose-6-phosphate )

P 5 (intermediary metabolism ) il_}‘ﬁ FE | PBRE S [T T B AV R
(precursors )~ {1 (metabolites ) #17% ¥ (products) /] » = ALHEHSIAEIARAT! o BT

TRIET RIS 2 DIl (dalton) ?

(A)5=10 kDa

(B)1=5kDa

(C){%#*1 kDa

(D)10=100 kDa

o FOPIE-3-B% S &% ( glyceraldehyde-3-phosphate dehydrogenase ) Tﬁiﬁﬁ' PR TR
(cysteine) 7k ?ﬁ (= Cactive site ) HIIFIM# [ (="] - {f ﬁi‘éf’?m TIHE- FER 2

(A) ﬁ JFEHJQ ( mercury ) iﬁ [~

(B) IF'T Pt 4% (iodoacetate ) ﬂ]ﬁjﬂ

©) %ﬁé‘?ﬁﬁl&ﬁ (arsenate ) ~ jg

(D) ﬁ PR = 5% (ATP) k(™

A RBiT rgﬁ JIERI5E (beriberi) - 7t (BHEFH] Iﬁ?@%ﬁ?ﬂ* |IHE— FEEER T 2

(A)[" %S &% (pyruvate dehydrogenase )

(B)JEI [T ( transaldolase )

(C)?Fﬂ'lf({j =iy (succinate dehydrogenase )

(D)jf &+ %75 (alcohol dehydrogenase )
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3 APAES e E=FAE SR 50 ) 0 40 SLL AR -
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[#]
7kl (edema) © AKIEITE T EAE ARSI A Bk IS
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l.Increased filtration pressure
2. Arteriolar dilation
3.Venular constriction
4. Increased venous pressure (heart failure » incompetent valves » venous obstruction » increased total ECF
volume * effect of gravity + etc)
5.Decreased osmotic pressure gradient across capillary
6.Decreased plasma protein level
7.Accumulation of osmotically active substances in interstitial space
8.Increased capillary permeability
9, Substance P
10.Histamine and related substances
11.Kinins * etc
12.Inadequate lymph flow
HUE ST ML B - mE

5.Decreased osmotic pressure gradient across capillary » B SRS B SEMMEPREE A2 - MR
BERE T MR K > 5l ANE -

6. Decreased plasma protein level » M #EEHS2 B R EHEEHEQ U R - SCERHETCR T E54
[T FEREES 2B T [EEm AL A 7k - 5 IR AK]E -

S B E S AE e? A B PhEAE S 2.0 698kLTF 0 B dofT B RAREM KR
1045 ?F Ak AR e? (12 47)
[#]
H R L
5 BE AR (Parietal cells) 45308 » FRBEEEBENE CO+H0=2H.CO:=2H +HCO: 4 HE 8l CIES&EN
i35 ﬁ&%(Hc
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1 Z515 e AR AT tight junction A FA1E H'R i
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BN R MATES R EAFARR? BB 7 ot o RIS K ER T AL ATP 5 -
Hit ke HORA 2 A EKS 7 O L AU E A 2 (10 4)

[#]
LATMER (erythrocytes ) J2LA Glycolysis 2¢ Pentose phosphate pathway R HETTHE R U
20BN © {455 glucose EESHE R ARIE
3 ABMERA 238 mitochondria B HETT fatty acid AYB-oxidation F citric acid cycle
4.2 Glycolysis 557 - 3385 (E =k )

(D)EHE ATP fERE

(Q)F2RE 2.3 BPG

GBERI0T -

NAO™ NADH

Glyceraldehyde 3-F) === 3 bisphosphoglycerate

———® ) 3-hisphosphoglycerate (2.3 BPG )
mutase

(4) 2.3 BPG 0J 8l deoxy-Hb #% & » BEE AT O IE S EMRER
5. T Pentose phosphate pathway

PEfE NADPH #&fTmnERBT4EL

FA AT s AL

BEEAT T

co,

GGP?T» 6PGL = PG /T\““ Ru5P

NADP™ NADPH NADP™ NADPH
6. FLEILE AT
0O, = Oy > Hy0y e— (O]
) GSSG NADP™
glutathione (l
peroxidase
GSH NADPH
‘ T
2H70 from
PPP

W BRET XS AR F(H SRR B AT WIS R E ?
(10 %)
(%]
I B = 5 B B e = SRR A R AR R (PTH) 77 1 5= SRR HE: 38 D3(=1.25(0H):Ds )= RZ 1
pi=L e
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x> “\-1\ Bone
25-0HDg —— == 1,25-(OH);D3 — and ——

¢ q;/ intestine

—————————— P043_ -
Regulation of PTH secretion by calcium
Ca-v-r Ga+1
: FIGURE §
Catt .{ Regulation of PTH secretion by calcium (Ca®*).Cal-

ca*+ tium receptors (CaR) on the surface of chief cells
communicate with Ca** channels, adenylyl cyclase
(4), and phospholipase C (PLC) by way of inhibi-
lory guanosine nucleotide binding proteins (G,
The resulting increase in Ca™ and inhibition of
adenyly] cyclase lowers cAMP (CAMP) and inler-
feres with protein kinase A (PKA)-mediated evenls
that lead to secretion, DAG, diacyl glycerol; IP,
inositol trisphosphate; PKC, protein kinase C; ER,
endoplasmic reficulum; AMP, adenosine mono-
phosphate; PTH, PTH secretory granule.

Chief Cell

L iSE L » G Al R 2 A i 2
T AR+ 5T S SRR T AR o PR EEREE | cAMP ~ 1 IP3 - DAGEYAFN
FIF RIS EPTH) 5 - PTHA T 28 4225-OHD:E L £ 1,25(0H):D: 2 #E4E ED3A T > EEE
BhlEEENCa"™ binding protein + Ca™ stimulated ATPase ~ Alkaline phosphataseHJFES = & RIEE (A1
2B RNEEEE T 5 - e » EEE R #5 R I

2AEFRER £ - IG5 E e A0l R 5 W s 2
TGRS - S5EETSE A RIS MRS 0T  FRERSE {HEAEE t cAMP~ | IP3 - DAGHY A
SR EERARAR 22 (PTH) 3304 - PTH M 0=> 53770 25-OHD: k55 1,25(0H):Ds = 4 32
D3(1,25(0H):Da)E = 1,25(0H):D: £ 25E{8/\i5 Ca™ binding protein ~ Ca™ stimulated ATPase ~
Alkaline phosphatase BYFELE » BIB/NERIE Ca” - BB3E(RTHY 12 18IS RIETE Erte i - {585
fifr e nen s wR i -
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