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~ 5% D lunnau 1000 wa.
- CZI* 50 units (S)ME LAY 50 units (V)H*
2. — Prednisolone 250 §n. (V)
- Prednisolone 100 3. (V) wn 8 §9lwg
- Frusemide 100 ¥n. (V)
~ Metaraminal (Aramine)10 ¥n. 14 5% D Lfs;\ﬂﬂnbu 500 wa. (V)
~ 5% D lusnau 1000 ua. (V)
~ Ampicillin 1 04 (V) 0 4 §3las
= CZI 10 units (8) v 4 3las
3. ~ 5% D lunnan 100 ¥a. + KCI 20 mEq (V)
- Ampicillin 1 133 (V) wn 4 §7lus
- CZ1 10 units (8) yn 6 $3lus
4. - TWAIRUIUR 3
5. = 5% D lusnau 1000 wa. (V)
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~  Ampicillin 1 n3¥ (V) vn 4 PRINE
~  Frusemide 140 un. (V)
~ CZ1 50 units (V)

* Crystaline zinc insulin
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